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The Practical lessons N 1- 3:
General Symptomatology of Skin Diseases. Subjective Symptoms. Objective Symptoms. Skin Diseases due to Animal Parasites.

The purpose of the class: The students should understand basic consepts of this class.

Basic consepts: General Symptomatology of Skin Diseases. Subjective Symptoms. Objective Symptoms. 

Clinical features, diagnosis, differential diagnosis, laboratory tests, treatment for the Skin Diseases due to Animal Parasites.

Eguipment: Tables, photos of the disease, presentation,

Study hours: 2 h.

Plan:

Test Questions, Situational Tasks, tables, photos of the disease, presentation about topic.
Test Questions

1. What layer is absent in epidermis?
a. Corneous

b. Basal

c. Reticular

d. Granular

e. Spinous

2. What does dermis consist of?
a. Cellular elements

b. Fiber substances

c. Vessels and nerves

d. Main intercellular substance

e. All the answers enumerated above

3. What are the fiber substances of dermis?
a. Collagenic

b. Argyrophylous

c. Elastic

d. Reticular

e. All the answers enumerated, except b 

4.Which layers does the dermis have?
a. Basal

b. Reticular

c. Vascular

d. Papillary

e. Answers b and d are correct

5. What elements are not the main cell elements of dermis?
a. Fibrocytes

b. Histiocytes

c. Fibroblasts

d. Mastocytes

e. Lymphoblasts

6. What layer doesn't belong to multilayered flat epithelium of mucous
membrane of oral cavity?
a. Basal layer

b. Granular layer

c. Lucid layer

d. Corneous layer

e. Spinous layer

7. Hyperkeratosis is a thickening of
a. Granular layer

b. Basal layer

c. Corneous layer

d. Epidermis

e. Spinous layer

8. What is atrophy of dermis?
a. Flattening of papillary layer

b. Thinning of reticular layer

c. Decrease of vessel number in dermis

d. Flatness of dermoepidermal borders

e. All the answers enumerated above, except c

9. What layer thickening is hypertrophy of epidermis?
a. Corneous layer

b. Basal layer

c. Spinous layer

d. Granular layer

e. All the layers, except basal one

10. What is acantholysis?
a. Destruction of intercellular cell bridges of spinous layer

b. Accumulation of serum

c. Degeneration of cells of spinous layer

d. Formation of intraepidermal blisters

e. All the answers enumerated above

11. What layer thickening is granulosis?
a. Basal layer

b. Spinous layer

c. Lucid layer

d. Epidermis

e. Granular layer

12. What is not typical for inflammation of dermis?
a. Vasodilatation

b. Flattening of papillae of dermis

c Formation of perivascular or diffuse cell infiltrates

d. Edema

e. Plasma proteins and blood corpuscles outflow beyond the vascular bed

13. What primary morphological element precedes erosion?
a. Nodule

b. Blister

c Tubercle

d. Node

e. Vesicle

14. Which of the following develops in blister formation?
a. Infiltration of derma

b. Parakeratosis

c. Acanthosis

d. Edema of papillary layer of dermis

e. Spongiosis

15. What doesn't belong to the primary noncavitary morphological ele​ments?
a. Macule

b. Tubercle

c. Nodule

d. Papule

e. Pustule

16. What secondary element develops after epidermal integrity destruc​tion?
a. Ulcer

b. Scar

c. Scales

d. Erosion

e. Lichenification

17. What is not typical for lichenification?
a. Thickening of skin

b. Erosions formation

c. Dermal pattern intensification

d. Thickening of dermis

e. Pigmentation

18. What primary morphological element precedes ulcer?
a. Nodule

b. Blister

c. Macule

d. Vesicle

e. Tubercle

19. What pathological changes cause vesicle?
a. Hyperkeratosis

b. Spongiosis

c. Acanthosis

d. Parakeratosis;

e. Acantholysis

20. What secondary element develops as a result of nodule evolution?
a. Erosion

b. Scar

c. Ulcer

d. Scale

e. Ulerythema

21. Which cells are the nerve endings?
a. Merkel cells

b. Greenstein's cells

c. Meissner's bodies

d. Langerhans' cells

e. Answers a and b are correct

22. What does hair root consist of?
a. Cerebral substance

b. Cortex

c. Cuticle

d. Shaft

e. All the answers are correct

23. What are the main elements of skin immune system?
a. Langerhans' cells

b. T-lymphocytes

c. Keratin ocytes

d. Merkel cells

e. Answers a, b and c are correct

24. What are the mechanisms of vesicle formation?
a. Vacuole dystrophy

b. Ballooning dystrophy

c. Spongiosis

d. Exocytosis

e. Answers a, b and c are correct

25. What doesn't belong to the skin appendages?
a. Hair

b. Nails

c. Sweat glands

d. Nevi

e. Cebaceous glands

26. What are the main components of cebaceous glands secretion?
a. Neutral fats

b. Combinations of nitrogen and phosphorus 

c Steroid hormones

d. Stearins

e. All the answers enumerated above are correct

27. What is necessary to take into account for assessment of morphologi​cal elements?
a. Size and color

b. Form and configuration

c. Consistence

d. Surface, floor, contents, boundaries

e. All the answers enumerated above are correct

28. What does skin colour depend on?
a. Thickness of corneous layer

b. Amount of melanin

c. Blood filling of vessels

d. Other substances in the skin (carotin, hemosiderin)

e. All the answers enumerated above are correct

29. When does apocrine gland (sweat gland) start functioning?
a. It starts functioning actively in the period of sexual maturation

b. It is connected with the nervous system

c. It is connected with endocrine system

d. It depends on a person's sex

e. All the answers enumerated above are correct, except d

30. What period does the total regeneration of nail plate occur?
a. 30 -60 days

b. 60 -90 days

c. 90-120 days

d.  120-150 days

e. More than 150 days

Situational Tasks

1. A patient with complaints of bright pink edematous lesions accompanied by

severe itching came to the out-patient department. In 2-3 hours the lesions disappeared without any traces after their appearance.

a) What is the likely element?
b) What is the characteristics of element?
c) What are the clinical situations, in which the given morphologic ele​ment can develop on the skin?
2. A patient with complaints of diffuse rash was admitted into the clinic. Small cicatrices appeared after their resolution. Elements of the rash were yellowish, soft, infiltrative, noncavitary, and semi-spherical with rounded borders, and elevated

above the level of the skin. Abiopsy of one ofthe primary lesions was performed. On histological examination of rash, infectious granuloma was revealed.

a) What is the likely lesion?
b) What afe the characteristic features of lesion?
c)  What are the clinical situations, in which the given morphologic le​sion can develop on the skin?
3. A female patient was admitted to the hospital to confirm a diagnosis. Diagnos-

tic biopsy of papular lesion was performed. Histological study revealed the increase of granular layer cells series.

a) What is this phenomenon like?
b) What ate the characteristic features of papule?
c)  What are the clinical situations, in which the given morphologic le​sion can develop on the skin?
4. A female patient visits a dermatologist with complaints of skin redness of the

left hand, feeling of burning and tenderness. Two hours ago she spilled hot tea on her left hand. On examination, a focus of bright-rose color with well-defined borders, irregular by form, slightly edematous, and 7x10 cm in size is revealed on the back of the left hand. On diascopy, the lesion becomes pale and disappears, but when pressure ceases, the color of focus restores.

a) What element of lesion is it?
b) What are the characteristic features of lesion?
c)  What are the clinical situations, in which the given morphologic le​sion can develop on the skin?
5. A patient visits a surgeon with complaints of painful, tumor-like mass on the

right thigh skin. He has been ill for 7 days, since a small, but painful to touch spherical mass (up to 1cm in diameter) appeared in the depth of skin. The mass was gradually increasing in size; the skin above it bulged out and red​dened. On examination, a protruded mass up to 3cm in diameter is seen on the anterior surface of the thigh. The skin above it is erythematous. On palpa​tion, tenderness and fluctuation are revealed.

a) What is the lesion like?
b)What are the characteristic features of lesion?

c) What are the clinical situations, in which the given morphologic le​sion can develop on the skin?
6. A female patient visits a dermatovenereologist with complaints of skin rash on

the trunk and periodical slight itching. She has been ill after psycho-emotion​al stress for 2 months. On examination, numerous, slightly elevated over the level of skin, rounded, pink eruptions of various sizes (l-2mm to 3-4cm), fused in some areas are seen on the abdomen, back, chest and buttocks. Large skin scales are revealed on the flat surface of eruptions. In addition, hypopig-mented patches are visible after their resolution.

a) What is the lesion like?
b) What are the characteristic features of lesion?
c)  What are the clinical situations, in which the given morphologic le​sion can develop on the skin?
7. On examination, a doctor has revealed a great number of small erosions with serous discharge on the background of erythema. 

a) What elements of rash precede the appearance of erosions?
b) What are the characteristic features of lesion?
c)  What are the clinical situations, in which the given morphologic le​sion can appear on the skin?
8. Examining a female patient, a doctor has found out numerous not elevated above the level of skin, pink, confluent in some places, eruptions (2-5cm) on the skin of the trunk, lower and upper limbs.

a) What are these morphological lesions like?
b) What investigation is likely be done to confirm skin lesions?
9.  On military medical commission, a conscript showed several rounded scars

(1.5-3cm) on the skin of the right thigh.

a) What primary elements of rash resolution are these scars?
b) What are the characteristic features of lesion?
c) What are the clinical situations, in which the given morphologic le​sion can develop on the skin?
10. Visiting a cosmetologist, a female patient complained of skin redness on her nose and cheeks. Examination revealed numerous "vascular stars".

a) What are these morphological lesions like?
b) What are the characteristic features of lesion?
c)  What are the clinical situations, in which the given morphologic le​sion can appear on the skin.
11. A 35-year-old patient, a worker, visits a doctor with complaints of rash on the trunk and extremities and marked skin itching. The disease began suddenly with itching. After that bright rose patches developed. In several hours they disappeared, but new ones appeared again. He suspected mosquito stings be​ing the reason of it. The patient suffers from chronic gastritis, chronic tonsilli​tis, and chronic colitis. On examination, numerous lesions (from 1 cm to large confluent ones) with scalloped edges are found out on the skin of the trunk and extremities. On some areas the rash regressed.

a) What are these morphological lesions like?
b) What are the characteristic features of lesion?
c) What are the clinical situations, in which the given morphologic le​sion can appear on the skin.
12. A 42-year-old builder visits a doctor with complaints of intolerable itching around the entire body, especially at night. It begins suddenly, usually in the evening. Itching is continuous; it deprives the patient of sleep. He has been ill for about two months, but he refused medical help at first signs of disease. On examination, the skin is dry; numerous excoriations covered with hemor​rhagic crusts are seen on the back, extremities, abdomen and thighs.

a) What are these morphological lesions like?
b) What are the characteristic features of lesion?
c)  What are the clinical situations, in which the given morphologic le​sion can develop on the skin?

INTRODUCTION INTO DERMATOLOGY AND VENEREOLOGY. HISTORY OF DERMATOLOGY DEVELOPMENT
Dermatology (from Greek derma- skin and logos -study) is a branch of medicine dealing with the skin: its structure, functions, diseases and treat​ment. Skin is a very important integral organ closely related to all functions of vascular, lymphatic, endocrine, and nervous systems of the whole organism. A disease of one of the internal organs is seen in a varying degree on the skin which is very often considered to be the first symptom of disease. And at the same time skin diseases caused by the external damaging factors are also close​ly related to the internal organs condition. Even in one person skin changes during different physiological stages of organism development. It, like mirror, reflects both state of healthy body and diseases of it in general: smooth, clean, elastic skin of young people becomes dry, flaccid, wrinkled and grey in unwell and elderly people. This notion of skin and its diseases appeared not right now. The history of development of dermatology maybe conditionally divided into some periods.

1st period is a period of ancient dermatology. It is difficult to determine its beginning. Amazingly, exact descriptions of ichthyosis, psoriasis, eczema, scabies and other skin diseases one can find in the most ancient literature sources even dated thousands of years B.C. It was a period of experiments which continued up to the 18th century. In Greece medicine was a privilege of philosophers and priests. It was Hippocrates (460-375 B.C.) who had separated medicine from religion and philosophy. Hippocrates was the clos​est among his predecessors to come to scientific realization of the majority of skin diseases. He considered skin eruption as a projection of hypothetical "all body balance" disorders. Hippocrates divided all skin diseases depend​ent on both the external factors and the internal causes. To his mind internal causes were related to "the deterioration of the body juices". This humoral theory had played significant role in the development of dermatology for a long time.

A prominent doctor U.C. Celsus, who lived in Rome at the beginning of C.E, had investigated and then described carbuncle, phlegmon, pointed warts, callosity, sycosis, psoriasis, and skin cancer.

Abu Ali Al-Husayn ibn Abd Allah ibn Sina (Avicenna) is regarded as a fa​ther of modern medicine. He is famous for a collection of medical science works of his predecessors from different countries, which he included in his work "Canon of medicine" at the beginning of X and XI centuries C.E. Hehad described pemphigus, urticaria, impetiginous eczema and differential di​agnosis between scabies and prurigo. He had paid great attention to the hair diseases and other problems of cosmetology.

Ilnd period of dermatology development continues from 300 C.E. It's a period of feudalism. A great influence of religious ideas on medicine and hence a scholastic approach to the medicine characterize this period.

Hid period — it is the XVIth century and it is famous due to the promi​nent Italian scientist Geronimo Mercurialis, who had published his first text​book on dermatology. He had classified skin diseases taking into considera​tion only skin colour changes and its surface. The first attempts to systematize the knowledge collected were made in the XVIIIth century. In 1776, a scien​tist — doctor Johann Jakob (Josef) Plenck (1738-1807) in Vienna published his famous treatise on skin diseases in which a classification of skin diseases depending on different morphological elements of rash was given (a classifi​cation of skin diseases on a basis of external clinical appearance). It was the beginning of so-called morphological period of dermatology study. The sec​ond half of the XVIII century is considered to be the beginning of scientific dermatology. In 1777 in Paris, the scientist Lorry by name published a book, in which he stated modern, for that period, doctrine of skin physiology and pathology (he considered the skin to be the organ closely related to the whole organism), revealed some questions of etiology. It was the first attempt of the etiological classification of the diseases.

In 1798 in London Willan suggested a new classification of skin diseases based exceptionally on the clinical data. So skin diseases having nothing in common with one another and not appropriate were included into the same clinical groups.

A new branch, headed by the founder of French school of dermatology -Ali Behr, had been developing at the same time in France. He suggested skin diseases classification based on the etiological dependence of dermatoses on internal organs diseases and the organism in the whole. In fact, it was the be​ginning of the humoral theory development.

Ferdinand Hebra is considered to be the founder of German dermatologi-cal school. He suggested dermatoses classification in 1845. It was based on the observations of pathological skin changes. At that time this classification was a progressive one and pathological period in the study of dermatoses began. He hadn't fully developed the pathogenetic concept of skin diseases division for dermatoses classification and it was F. Hebra's mistake. He had advanced a theory of exogenous irritant versus a humoral one.

Later Jean Alibert also suggested a classification of skin diseases and eti​ological dependence of dermatoses on internal organs condition as a basis.

A disease was dependent of "dyscrosis" "juice damage" and so on. This classi​fication is considered to be a beginning of etiological school in dermatology.

Etiopathogenetic period of dermatology development formed under the influence of improvement of histological and morphological methods, devel​opment of biochemistry, use of immunological and immunomorphological methods of investigation in dermatology, development of science of allergy treatment. The most important directions of modern investigation in derma​tology are morphological, biochemical, functional, and immunological.

Histology plays very often a role of additional method but the fist and most important one is a clinical picture. Histological pathology plays a significant role in case of tumor processes. Any clinical manifestation has histological and pathological structure but not always histological disorders have clinical manifestations (micro- abscesses by Munro-Patria).

In Russia the biggest dermatological centers were St. Peterburg, Moscow and Kiev.

St. Petersburg School
The founder of Russian dermatological school- Alexey Gerasimovich Pol-otebnov, a pupil of Botkin (1839-1907) was at the head of it. He suggested persistently an idea of dermatoses connected with internal organs condition. He had put these ideas in his book "Dermatological investigations". He was the first who had used green molds for ulcer treatment and had anticipated Fleming's penicillin discovery. St. Petersburg School gave the world many prominent dermatologists: Petersen, Kulnev, Pavlov, Ivanova and others.

Moscow school
Its founder is Pospelov (1846-1916). He had founded one of the best med​ical museums of anatomical models in the world. Moscow scientific society of dermatologists had been founded on his initiative. He was the first who used arsenic medicines in the form of subcutaneous injections to treat syphilis.

Kiev school
Assistant professor L.K. Goretskiy (1865-1880) was the head of skin and venereal diseases department in Kiev. The prominent scientist and actually the founder of Kiev school of dermatovenereologists M.I. Stukovenkov was the next head of the department of skin and venereal diseases. He had worked out the method of syphilis treatment with the help of mercury medicines. Professor S. Tomashevskiy was the head of Kiev department of dermatology after M.I. Stukovenkov.

Organization of higher medical education for women is his contribution to the development of Ukrainian dermatological school. Besides, S. Toma​shevskiy was the first to unite all Kiev dermatologists. He had founded Kiev society of dermatovenereologists.

Such talanted scientists of Kiev school as V. Terebinskiy, O. Tizhnenko, A. Kartamishev, M. Kuznets, I, Pototskiy, P.V. Nikolskiy, S.B. Borovskiy, I.F. Ze-lenev are well known in the world. Their names are closely connected with the development of native dermatology. N.M. Torsuev- (leprosy), Skiryan-nikov- (leishmaniasis); Chernogubov- (pyodermias); Podvysotskaya- (skin tuberculosis, eczema); Arievich- (dermatomycosis); Demyanovich- (sca​bies); Rakhmanov- (lupus erythematosus); Borgov- (professional dermati​tis); Glukhenkiy B.T.- (pyodermas); Zadoroghniy, Kalantaevskaya and others are also the prominent native scientists.

Modern Ukrainian dermatological school
Professor Kolyadenko V.G. is the head of the dermatology department in the national medical university named after O.O. Bogomolets, a prominent scientist, the author of numerous monographs in dermatology. Professor Koluzhnaya L.D.is the chief dermatovenereologist of Ukraine, she is the au​thor of many scientific works devoted to different problems of dermatology and particularly to atopic dermatitis. Professor Mavrov I.I.is the director of Ukrainian research institute of dermatology and venereology. Several genera​tions of Ukrainian scientists in dermatovenereology are his pupils. He is the author of many textbooks of dermatovenereology, has scientific works devot​ed to sexually transmitted diseases in particular.

Skin Anatomy and Histology

Skin is an external body layer, independent metabolically active organ. Its size is 1.6-1.8 m2. Its weight is approximately 16-20per cent of the total body weight. Human skin consists of epidermis, dermis, and hypodermis. There are also additional skin components such as hair, sweat and sebaceous glands.

Epidermis is an external skin layer. It consists of continuously changing epithelial cells (epitheliocytes, keratinocytes), which are always in the process of differentiation beginning with the lower slightly differentiated basal layer and continuing in the direction of the upper corneous layer. Epidermis con​sists of several types of cells having different embryonic origin- epitheliocytes, melanocytes, intra-epidermal macrophages (Langerhans' cells), Marcellus' cells and is divided into 5 layers- basal, spinous, granulated, lucid and cor​neous ones reflecting different stages of elements differentiation.

Cellular homeostasis support in epidermis totally depends on the correla​tion between the cells being formed and dying ones. Many factors make an influence on these processes: the level of interactions of epitheliocytes with other cells of epidermis; the quality of epitheliocytes adhesion with each other and basal membrane; different skin diseases; age and sex of the human being; climatic conditions. Epidermis doesn't have absolutely estimated thickness. It

Papillary layer (stratum papillaris)
Collagen and elastic fibers are the base of this layer. A developed network of collagen and elastic fibers is formed due to the synthesis of a great number of fibroblasts, having a high level of metabolic activity.

Reticular layer (stratum reticularis) of dermis is formed mainly by col​lagen fibers of big diameter interlaced in big bundles. Mature elastic fibers in​terlace with bundles of collagen fibers and make dermis elastic and resilient. In healthy skin the size of elastic fibers and bundles of collagen of reticular layer increases nearer to hypoderma. Conditionally reticular layer is divided into upper and lower zones. It characterizes, first of all, the degree of difference in size and fibrous connective tissue feature. In the upper zone of reticular layer one can find mainly collagen fibers and bundles and also horizontally oriented elaunin elastic fibers. This region is rich with fibroblasts and other connective cells and in case of inflammation it is rich with leukocytes and lymphocytes. The upper zone has weaker mechanic properties as compared to deep lower zone of reticular dermis layer and, probably due to this fact, it is inclined to the development of different pathological processes, for example, to the loss of elastic fibers.

Dermis cells
Fibroblasts are the main dermis cellular type. They are mesenchymatous cells of connective tissue responsible for synthesis and lysis of fibrous joints and a plenty of other soluble compounds of intracellular matrix. One and the same fibroblast is capable to synthesize simultaneously several types of pro​tein substances, e.g. collagen and elastin. Immature cells beginning from germ are sequentially differentiated until they reach their maturity and after that fi​broblasts are subjected to degeneration or transformation. In dermis there are also histiocytes, the cells having stellate, dendritic or rather rare, spindle form. As a rule, they are found in large amounts in the papillary layer and upper part of reticular layer of the dermis. Histiocytes are immune component cells functioning as effector cells of afferent link of the immune response. In case of inflammatory diseases, e.g. psoriasis and eczema, the number of these cells increases, they become activated evoking expression of different inflamma​tion markers. Another type of histiocytes — macrophages- have bone marrow origin. Penetrating into the blood stream they turn into monocytes and then migrate to dermis where they are subjected to differentiation. Macrophages are active phagocytes, take part in the antigen processing and presentation of it to the immune-component lymphocytes. They have bactericidal and tumour effect due to the lysosome, superoxides, peroxides production, synthesize dif​ferent growth factors, cytokines and other immune modulating molecules, and hemopoietins.

Tissue basophiles of dermis are the cells, predecessors of which were in the bone marrow (CD34+) and are distributed along all connective tissue. Their greatest concentration is observed in the papillary layer of dermis. Tissue ba​sophiles synthesize lots of mediators and at activation they are first effectors of allergic reactions. They also take part in the anti-tumor immune response and at tumor cells appearance they release tumor necrosis factor alpha-a substance having cytotoxic activity. Besides, tissue basophiles play an important role in the anti-parasite protection, stimulate chemotaxis, activation and prolifera​tion of eosinophils, intensify phagocytosis, change vascular tone and patency; stimulate connective tissue reparation.

Intercellular matrix of the dermis consists of 3 components: main sub​stance, adhesive proteins and fibrous structures (collagen, elastic and reticu​lar fibers). It performs different functions: provides mechanical contacts be​tween cells, arranges firm structures, forms the ways of cellular transmission along which they can move. Main dermal substance is formed in a special way permiting the cells to move freely and regulate skin deformation. It is jelly-like amorphous substance consisting of glycosaminoglycans (GAGs), glycopro​teins, proteoglycans, soluble collagen, and enzymes and split products. GAGs are linear polymers consisting of repeating disaccharides providing necessary hydration and viscosity to dermis. That's why dermal saturation with GAGs in the young age keeps skin smooth, without wrinkles. An increase in GAGs level is observed during wounds healing on the skin, when the cells migration is one of the most significant points of the reparation process. Sulfated GAGs become prevalent at the time of dermis aging; and the level of hyaluronic acid being one of the most important components of GAGs begins to reduce. Pro​teoglycans are GAGs in the form of high-molecular polymers with the protein core to which hyaluronic acid is linked (hyaluronate). Their main role con​sists in the binding of growth factors and cytokines and in relieving of cells interaction with fibrous structures of territorial matrix. Due to these proper​ties proteoglycans can influence proliferation, differentiation, reparation and skin morphogenesis.

Adhesive proteins
Fibronectin, laminin, thrombospondin (TSP) are the most important adhesive proteins. These polyfunctional proteins are capable to combine dif​ferent compound components of intercellular matrix. Besides they also pro​vide fixation of cells in the intercellular matrix interacting with membranous receptors- integrins. Adhesive proteins, due to the cells, collagen and elastic fibers adherence, take part in the process of homeostasis of derma promoting adhesion, migration, maturation, and differentiation of cells and other dermal components.

Fibrous structures of Collagen fibers
Collagen fibers are the main components of dermis and compose 75per cent of dry mass of skin and provide its elasticity and firmness. By now more than 20 genetically different types of collagen have been determined. These molecules consist of three polypeptide chains of different types (a- spirals) interlaced in the form of right triple spiral. Polipeptide chains in turn consist of frequently repeated fragments having a characteristic sequence GLY-X-Y. Every third amino acid residue is glycine (GLY), proline is in the X posi​tion, and both proline and hydroxyproline are in the Y position. Presence in polypeptide chain of hydroxyamino acids residues is the characteristic feature of collagen. At one of the ends collagen molecule is attached by cross-links, the number of which increases while aging. Colagen molecules are capable of spontaneous aggregation with the formation of more complex structures-mi-crofibrils and fibrils. Fibroblasts take part in the formation of collagen fibers. In the dermis of mature person interstitial fibrillar collagen (I, HI and V type) is one of the largest collagen fractions: collagen type I constitutes approxi​mately 80-90per cent; collagen type III constitutes 8-12per cent. Collagen type I is found in the reticular layer in great amount; collagen type III is found mainly in the papillary one.

Elastic fibers constitute l-3per cent of dermis and form wide net. They are also found in the vessel walls of skin and membranes of hair follicles. A net of elastic fibers provides the skin with elastic, resilient properties. Elastic fibers are also produced with the help of smooth muscular cells in contrast with col​lagen, synthesized by only fibroblasts. Elastic fibers consist of two main com​ponents- elastin and fibrils. Elastins are polymer proteins having cross-linked structure and fibrils are glycoproteins. The elastic fibers production in dermis is very slow, but can be accelerated under ultraviolet radiation and in case of inflammation.

Reticular fibers (argyrophile fibers) are found mainly at the border of dermis and epidermis, around the vessels, sweat and sebaceous glands, and hair fol​licles. These fibers are similar by their composition to collagen fibrils but have smaller diameters. The largest number of reticular fibers can be found in the healing wounds. At that time hyper-production of collagen in fibroblasts oc​curs.

Hypodermis — subcutaneous cellulose — performs many functions — serves as a place of production and accumulation of fat. It is a reservoir of energy. It is "amortization pillow" in case of traumas and is characterized by dynamic metabolism of lipids. Maximal volume of fat tissue is located in hy​podermis. Subcutaneous fat thickness differs depending on the part of the body. For example, its thickness in the anterior abdominal wall can reach 3cm, and in the region of forehead it can be several millimeters. A transition zone located between fibrous connective tissue and hypodermic tissue saturated with fat is a boundary between deep dermal reticular layer and hypodermis. Despite of conditional boundary presence, hypodermis and dermis are firmly structurally and functionally joined by passing through them nerves and ves​sels and also by numerous cutaneous adnexa. Bulbs of the hair follicles as well as secretory portions of eccrine sweat glands are located in hypodermis. Adi​pocytes (fat cells), the main cells of hypodermis, are of mesenchymal origin and they are organized in lobules separated by fibrous septa.

A great amount of nerves, blood and lymphatic vessels, plentifully sup​plying adipocytes are located in septa. Synthesis and storage of fat continues within the lifespan due to accumulation of lipids in the fat cells, proliferation of existing adipocytes, or due to appearance of new mesenchymal undifferen​tiated cells.

Nervous system of skin is characterized by rich innervation with max​imal density of nerves and their endings in the face, upper extremities, and genitals. There are two nerve plexuses in the skin — deep — with​in the hypodermis, and superficial — in the papillary layer of dermis. There are also nerve myelinic and unmedullated nerve fibers. Terminal sites of sensory fibers are termed nerve receptors of skin. Being depend​ent upon the type of irritants, they are subdivided into thermoreceptors, chemoreceptors, mechanoreceptors, and nociceptors (pain receptors). Morphologically, cutaneous receptors are divided into combined and encapsulated ones. The most numerous and important ones, occurring in all layers of dermis, are free nerve endings (they allow to perceive the sense of pain). Encapsulated nerve endings (cell bodies) are subdivided into: Meissner's and Merkel's corpuscles (respond to tactile stimulation), Ruffini's corpuscles (respond to thermal irritant), Krause's bulblike cor​puscles (respond to frost action), and Vater-Pacini corpuscles (respond to pressure and vibration).

Blood and lymphatic systems
Skin is abundantly vascularized, has a superficial network, located on the border of reticular and papillary layers of dermis, and deep network located on the border of hypodermis and dermis. Besides, there are richly innervated arteriovenous anastomoses taking part in thermoregulation. Glomuses belong to specialized vascular bodies, which are necessary for blood flow increase within the skin. They are commonly located on the tips of toes and fingers, in​clude venous and arterial segments and a short canal connecting the arteriole and venule directly, going past the capillaries. Lymphatic vessels in the skin are presented by small caliber vessels within the dermis and epidermis.

Appendages of skin
They include hair, nails, sweat and sebaceous glands.

Hair covers nearly all human skin except the skin of the palms, soles, glans penis, and the vermillion border of the lips. The following types of hair are distinguished — long hair (on the head, beard and mustache), bristles (eye​brows, eyelashes, earflap, and scroll bone), and vellus found on the other parts of the skin. A hair consists of hair shaft (a part of hair above the surface of the skin), and a root (intradermal part of it). At the end of a hair root there is a hair bulb, responsible for the growth of a hair. The hair bulb is adjoined by a hair papilla with blood vessels and nerves. A hair is in the epithelial and connective tissue sac called a follicle.

Nails are dense horny plates (the nail plates) covering the epithelium of terminal phalanges of the fingers and toes. The nail plate consists of body and root. The nail body is its visible part. Proximal part of the nail concealed in the nail fold is the root of the nail. The nail plate has a smooth surface on the outer side, but is covered with ridges and grooves internally. It consists of dense horny scales, sometimes with remains of nuclei containing firm keratine. It rests upon nail bed, which is actu​ally presented by a thick layer of epidermis without corneal layer (the corneal layer is replaced by the nail plate). Proximally, the epidermis of the nail bed is transformed into the nail matrix consisting of epithelial cells — onychoblasts. Near the proximal border of the nail the corneal layer of surrounding epidermis is superimposed on the nail and is at​tached to it very firmly. This area of the nail together with the corneal layer is called the eponychium. Due to reproduction of onychoblasts, the nail grows longwise, and due to reproduction of basal layer cells of the nail matrix, it thickens.

Sweat glands are simple tube-like unbranched glands, which secrete and release sweat. Sweat glands are found all round the body, except for the vermillion border of the lip, skin of labia minora or nympha, clitoris, glans penis and foreskin. There are from 2 to 5 million sweat glands in the hu​man body. A sweat gland consists of secretory portion (a spiral glomerulus) lined by a single layer of epithelial cells, which is located deeply within the reticular layer of the dermis, and excretory duct, which passes through the dermis and epidermis perpendicularly to the skin surface and opens as a pore. Normally, from 0.5 to 10 liters of sweat is secreted daily (close to 400-600 ml of sweat is excreted for 24 hours at indoor temperature). Sweat glands release 98-99 per cent of water and nitrogenous compounds (urea, uric acid, creatinine), ammonia, amino acids, fatty acids, choles​terol, sodium and potassium salts, glucose, vitamins, and biogenic amines.

The following sweat glands are distinguished depending on the mecha​nism of secretion:

• Merocrine (eccrine) glands, producing their secretions without destruction of secretory components of a cell, begin to function from the mo​ment of birth;

• apocrine glands, producing their secretions with destruction of secretory components of a cell, begin to function during the puberty.

Sebaceous glands are simple alveolar glands with holocrine type of secre​tion, producing secretions due to the own cells destruction. They are located anywhere, except for soles and palms. Sebaceous glands are connected chiefly with hair structures, but there are some free sebaceous glands (around the breast nipple, in the area of labia minora or nympha, on the glans penis, and foreskin). Sebaceous glands have lobular structure (12-18 secretory lobules). Along the periphery there is a layer of basophilic cells, producing the secretions (sebum). Secretory portion is in the reticular layer of the dermis. Sebum is evacuated through the excretory duct opening to the hair follicle. In 24 hours sebaceous glands produce 15-20g of secretions, consisting of 42 per cent of triglyceride, 15 per cent of free fatty acids, 25 per cent of wax ester, 15 per cent of squalene, and 3 per cent of cholesterol esters and cholesterol. Function of sebaceous glands is coordinated by neuro-humoral regulation, mainly by sexual hormones (testo​sterone, progesterone). During lifetime sebaceous glands possess various func​tional activities — maximal at puberty, and minimal at aging.

Functions of the skin
• Barrier-protective;

• Receptive;

• Thermoregulatory;

• Immunologic;

• Secretory;

• Excretory;

• Respiratory;

• Metabolic;

• Endocrine (Vitamin D3 synthesis);

• Resorptive.

Pathologic histology of the skin
Most of skin diseases are of inflammatory nature. Inflammation may be acute and chronic. Three types of inflammation are distinguished. Prolif​eration — increase of number of cells and intracellular structures by mito​sis (caryokinesis) or amitosis and cell differentiation, exudation — vascular changes (outflow of liquid substance and corpuscles from the vessels), and alteration — signs of tissue destruction.

Proliferative pathological processes
1. Hyperkeratosis — thickening of the corneal layer.

2. Parakeratosis — deficient keratinization, presence of nuclei in the cells of the corneal layer, absence of the granular layer.

3. Acanthosis — thickening of the prickle-cell layer.

4. Granulosis — thickening of the granular layer.

5. Hyaline degeneration of cells — appearance of glassy semi-transparent substance of dense consistency — hyaline.

6. Granuloma — focal chronic inflammatory reaction to tissue damages followed by accumulation and proliferation of lymphocytes, histio​cytes, macrophages.

7. Microabscess — small focal accumulations of cells in the epidermis and dermis.

8. Mucoid swelling — the initial stage of disorganization of collagen and basal interstitial substance of connective tissue.

9. Fibrinoid swelling — the stage of disorganization of the connective tissue characterized by swelling, homogenization and changes in tincto​rial properties of collagen.

10.Papillomatosis — excrescence of the papillary layer of the dermis.

Exudative pathological processes:
1. Vacuole degeneration — is intracellular edema, parenchymatous degeneration of cells characterized by the appearance in protoplasm of vacuoles located close to or around the nucleus and pushing off the nucleus towards the periphery. In this connection, the nucleus is de​formed, and the signs of pyknosis (contraction of nucleus) are noted.

2. Spongiosis — intercellular edema of the epidermis. Exudation separates some epithelial cells and stretches intercellular bridges, which results in com​plete loss of intercellular communication and formation of epithelial vesicle.

3. Ballooning degeneration — is a combination of intra- and intercellular edema in addition to the changes within the epithelial cell proper, inter​cellular bridges are destroyed, which result in formation of multiple cav​ernous vesicles with septa inside. Alternative pathological processes:
1. Acantholysis — degeneration and atrophy of intercellular epithelial bridges, weakening and complete disruption of intercellular cell-to-cell contact take place in the prickle-cell layer of epidermis. It leads to for​mation of intraepidermal vesicles.

2. "Nucleus" reaction is the degeneration in the cells of epidermis manifested in the swelling of their nucleus associated with affection by virus or other agents of toxic origin.

Morphologic lesions of skin rash
There are primary and secondary morphologic lesions. Primary morpho​logic lesions are immediate, first results of pathologic processes in the skin. Secondary morphologic lesions are formed from the primary due to their spontaneous evolution or reverse development.

Primary morphologic lesions
I. Spot (Macula) is a circumscribed change of skin color. Spots (maculae) do not rise over the level of skin, and are not palpable. Inflammatory spots (maculae) always disappear on pressure, and those of non-inflammatory nature remain. On resolution spots disappear completely. They are sub​divided into:

1)  vascular:

• - inflammatory — roseola, erythema;

• - non-inflammatory — emotional, congestive, telangiectasis, birthmark (nevus);

2)  hemorrhagic:

• - petechia, purpura, ecchymosis;

3)  pigmented:

• - depigmentation (general — albinism, local — vitiligo, leukoderma);

• - hyperpigmentation (general — melanoderma, local — pigmented birthmarks);

4)  artificial: fungous origin, tattoo, medicinal spots, louse bite.

II.  Wheal (urtica) is a non-cavitary elevation above the level of the skin of soft consistency accompanied by intense itching, resulted from discharge of biologically active substances and acute edema of the derm. Wheal may be red or pink colored. It is characterized by rapid development, and usually disappears quickly without leaving a trace.

III. Papula is an infiltrative, non-cavitary elevation above the level of the skin located in the epidermis or dermis. Papule size may vary from 0.5 to several centimeters in diameter. Papules may be of inflammatory character (in​filtrate resulted from dilatation of vessels and edema), non-inflammatory (resulted from excrescence of epidermis (warts, etc.), or accumulation of pathologic products within the dermis (xanthoma), and excrescence of dermal tissue (papilloma). Plaque is an elevated solid element formed as a result of fusion of several papules (psoriasis). Temporary hypo- and hy-perpigmented spots are observed at the site of papules after healing. If a pa​pule undergoes the process of ulceration, it will leave a scar.

IV.  Tubercle (tuberculum) is a non-cavitary element, elevated and sharply bounded from intact surrounding skin, appearing after development of inflammatory infiltrate in the dermis. Its colour may be from pink to purplish with cyanotic hue. Consistency of tubercles is commonly soft, but it ma_y be also pasty or dense. A tubercle passes the stage of ulcer formation, which heals by forming a scar. In a number of cases, an infiltrate of a tubercle may resolve without forming an ulcer, only cicatricial atrophy of the skin remains at the site of a tubercle. Development of tubercles is typical for tuberculous lupus, tertiary syphilis, cutaneous leishmaniasis and leprosy.

V.   Node (nodus) is a non-cavitary formation within the dermis and hypo dermis elevated or non-elevated above the level of the skin. Its consistency depends on the character of inflammatory process. In case of acute inflamma​tion the consistency is soft or pasty, outlines are poorly defined, a node is of red color; no scar is formed. In chronic inflammation (tuberculosis, syphilis), the nodes are of dense consistency, sharply bounded from intact skin, show the tendency to disintegration with formation of ulcers and scars.

VI. Vesicle (vesicula) is an elevated above the level of the skin semi-spheri​cal, cavitary formation with rounded outlines in the epidermis, which con​tains a transparent fluid (serous or hemorrhagic). Inside the vesicle one can distinguish a cover, a cavity, and a floor (base). Vesicles can either dry with formation of a crust, or their cover is destructed, a vesicle opens forming a superficial epithelial defect -erosion, which heals without a trace.

VII.   Blister (bulla) is a large cavitary formation with serous or hemor​rhagic contents. Blisters may locate both within the epidermis (intraepi-dermally), in the prickle-cell layer, and beneath the epidermis (subepider-mally). A blister resolves, erosion with fragments of its cover is formed, and then it gradually gets dry with formation of a crust. A blister is a pri​mary formation in pemphigus vulgaris, pemhigoid, Duhrings desease, erythema multiforme, burns, and toxicodermia.

VIII.  Pustule (pustula) is a cavitary cystic element containing pus. A pus​tule localized close to a hair follicle is called folliculitis. Impetigo is a pus​tule situated in the superficial layers of epidermis. Ecthyma is a pustule located in epidermis and dermis. A scar or temporary pigmentation is possible after pustule healing.

Secondary morphologic lesions
IX. Pigmentation and depigmentation (pigmentatio, depigmentatio) can form after disappearance of various primary lesions as a result of ex​cessive deposit or decrease in amount of melanin.

X.  Scale (squama) is a particle of detached horny laminae of the corneal cells. The process is clinically manifested by desquamation(scaling). Scales maybe of different colours (white, yellow, brown), and of various sizes (resemble flour, bran, or look like laminae).

XI Crust (crusta) is a dried exudate. Crusts may be serous (transparent, erayish-white), purulent (yellowish-green), and hemorrhagic (brown-black)- Consistency of crusts maybe thin, thick, dense, and friable.

XII. Erosion (erosio) is a superficial (within the epidermis) defect of the skin arising on the location of vesicle, blister, papule or pustule. Burn​ing and tenderness are subjective symptoms of erosion. It heals without a scar formation.

XIII- Ulcer (ulcus) is a deep defect within the epidermis and dermis, and sometimes within the hypodermis. It develops in pathologic processes leading to destruction of tissues. Evaluation of its shape, edges, floor and contents is of great importance in clinical practice. Ulcers heal with a scar formation.

XIV.  Scratch (excoriotio) is a result of mechanical damage to the skin (scratch and skin traumas). Abrasions may be superficial (within the epidermis), which do not form any trace, and deep ones, which remain a persistent trace in a form of a little scar.

XV.    Fissure (fissura) is a result of disruption of the continuity of the skin due to the loss of its elasticity in case of infiltration, inflammation or me​chanical overstretching. Usually, fissure is of linear form and may be of various depths.

XVI.  Cicatrice (cicatrix) is a lesion of the connective tissue due to healing of skin defects resulted from damage to the dermis or hypodermis. For​mation of a cicatrice is accompanied by loss of skin appendages (hair fol​licles, sweat and sebaceous glands). There are atrophic cicatrices (located on or under the level of the skin) and hypertrophic (keloid) ones, elevat​ing above the level of the skin. If cicatricial tissue is formed after healing of lesion core without previous ulceration, then cicatricial atrophy will develop (the skin looks like cigarette paper, subcutaneous vessels can of​ten be seen through thinned skin, color of the skin changes, and affected areas easily form fine folds).

XVII. Lichenification (lichenificacio). In case of lichenification the skin thickens, the skin pattern becomes exaggerated. The skin surface is dry. The process is usually accompanied by itching.

XVIII. Vegetation (vegetacio) is the excrescence of the papillary layer of the dermis (papillomatosis) and prickle-cell layer of the epidermis (acanthosis). Vegetation is a soft excrescence, which looks like a cock's comb or cauliflower; its surface is either dry, or erosive with the pres​ence of exudate. Commonly, vegetations develop as secondary lesions on the surface of erosions, ulcers or papules, or as a primary lesion (warts, pointed condylomas).

SKIN DISEASES CAUSED BY ANIMAL PARASITES
Scabies is a contagious skin disease caused by the itch mite {Sarcoptes scabiei). The itch mite is shaped like a white-yellow turtle. The female mite is about 0.5mm long, the male — about 0.2mm. Life cycle of the itch mite is subdivided into reproductive and cycle of metamorphosis. Reproductive cy​cle begins from the time when impregnated female comes in contact with the human skin, penetrates into the corneal layer, moves forward parallel to the surface of skin, forms scabious burrows, where lays its eggs. A female moves with the speed of about 1mm per day. Periodically it stops to drill an open​ing in the corneal layer, which is necessary for air income, as the mite will die without air. Cycle of metamorphosis of the mite's life consists of transformation of eggs into larvae, and then larvae into nymphs, i.e. young individuals, which come on the surface of the skin through the burrows drilled by the female. After impregnation, which occurs on the skin surface, the male dies while the female penetrates the superficial layer of the epidermis, and the entire cycle is repeated. Life cycle of a mite female is about 2 months. For this time it lays up to 50 eggs.

A person may become infected either by direct contact with a sick indi​vidual (including sexual contact), or by indirect one (when the bed-clothes, underwear or bed are shared). The incubation period is from 7-10 days to one month and can be 4-6 weeks more. Commonly, the skin eruptions are localized on the interdigital folds of hands, on the lateral surfaces of fingers, flexible surfaces of wrist joint, on the skin of forearms, shoulders, chest, abdo​men, buttocks, and on the thighs. In infants, eruptions are usually localized on the skin of palms, soles, buttocks, and, not infrequently, on the scalp and on the face. Itching is the first and essential symptom of scabies. Most of all it occurs in the evening and night. Simultaneously, scabious burrows appear on the skin, looking like a dingy grayish line from 1mm to l-2cm long, slightly elevated above the skin. At the sites of entrance and exit of mites double mor​phologic elements of rash, more often microvesicles, papules, blisters or pus​tules, as well as multiple scratches and excoriations, and small sanguinolent crusts are formed. Scabies is often complicated by accompanying secondary staphylococcal and streptococcal infection with signs of eczematization.

Diagnosis of scabies is made clinically. If necessary, laboratory diagnostics (microscopic examination) is done (description is given in Practical Section of the Manual).

Typical symptoms of scabies are:
1. Gorchakov-Hardy sign (Hardy's sign) — presence of dry scales, purulent and sanguinolent crusts on the elbow joints;

2. "Triangle sign"(Michaelis's rhombus) — in the sacral region the lesions (vesicles, pustules, crusts) form a triangle with the apex facing the glu​teal fold, and the base lies on the sacrum. Treatment of scabies
• Clothes, underwear and bed-clothes of the patient should be disinfected in a disinfection cabinet, or boiled (1000C) and ironed with a hot iron with steam.

• The patient should take a hot shower, and then one of the following medicines should be rubbed onto the skin and even on the intact surfaces: 33per cent sulphur ointment, 20per cent benzyl benzoate solution for adults, or 10per cent benzyl benzoate solution for children, "Spregal" spray, and Permethrin cream. The course of treatment lasts for 2-7 days depending on the medicine used. After the treatment is over, it is neces​sary to take a shower and change underwear and bed-clothes. Pediculosis — three species of lice parasitize on the human skin — the head louse, the body (clothes) louse, and the crab (pubic) louse.

The head louse lives on the scalp, mainly on the temporal -occipital area, but is also found on eyebrows and eyelashes;

The body (clothes) louse localizes on the shoulders, the upper part of the back, in the axillae, on the abdomen, loin, and in the inguinal folds.

Typical sites of crab (pubic) louse localization are the pubis, axillae, areas of genitals, anus, and chest.

Spread of infection occurs through direct contact with a sick person, through his clothes, bed-clothes, and through sexual contact.

Life cycle of louse is divided into: embryonic (laying eggs (nits) and their maturation) from 4 to 7 days, and the cycle of metamorphosis (triple larval molt hatched out of eggs), which lasts for 3-5 days for each molt, which is followed by the period of adult individual. Survivability of a louse in the environment is from 27 to 46 days. The female louse is capable to deposit from 5 to 14 eggs per day, or up to 300 eggs during its lifetime.

Once the louse gets to the scalp and attaches to a hair shaft, it pierces the skin with its mouthparts and sucks the blood from capillaries. Itching patches and nodes (typical for pediculosis capitis and pediculosis humanus corporis) appear because salivary glands secretion irritates the skin at the points of bite.

Lack of personal hygiene or medical treatment leads to severe itch which results in scratching. Inflammation aggravates and extends over larger areas forming erosions, crusts, desquamation, and then vesicles, weeping areas leading to the development of eczematous process, sometimes complicated by pyoderma.

Treatment of pediculosis
•  Clothes, underwear and bedclothes of the patient should be disinfected in a disinfection cabinet, or boiled at 1000C and ironed with a hot iron with steam;

• If the scalp is infected, the hair should be cut short, infected hair of axilla and genital organs should be shaved off. Then, it is necessary to take a shower and gently rub into the affected areas (better all the skin) one of the following medicines: 33per cent sulphur ointment, 20per cent benzyl benzoate solution for adults, or 10per cent benzyl benzoate solu​tion for children, and "Nittifor" solution. The course of treatment lasts from 1 to 3 days depending on the medicine used. When the treatment is over, it is necessary to take a shower and change underwear and bed​clothes. Demodicosis (demodicidosis) is a widespread chronic parasitic disease of a human skin. It is caused by Demodex mite (Demodex folliculorum and Demodex brevis). The cycle of their development is rather complex and averages 25-30 days. The entire metamorphosis (egg-larva-protonymph—deutonymph-im-ago) occurs completely within the follicles and sebaceous glands. The integu​ment of demodicidae consists of an inner single-row epidermal layer, or epider​mis, and outer layer — a cuticle, which, in turn, is composed of three layers: epi-, exo-, and endocuticle. Demodex mite is susceptible to dry air. In the very dry air it may survive for 36 hours, in carbolic acid solution — up to 1 minute, in 96per cent alcohol — up to 3-4 minutes, and in 20per cent alkali — up to 4-6 min​utes. Comfort temperature is considered to be 30-40°C. 52°C is considered to be destructive for a Demodex mite. Contamination may happen either in child​hood, or in adult life. Stabilized balance disorder between a parasite and a host takes place under the influence of both endogenous and exogenous factors (e.g. seasonal factor, exposure to high temperature, hot food, insolation, poor skin hygiene, hypovitaminosis, malfunction of endocrine and digestive systems, fo​cal infection foci, and disorder of immunologic reactivity).

Clinical picture of demodicosis includes hyperemia of facial skin and erup​tions. Preferable localization of rash is the face, namely, nose, cheeks, chin, and forehead. Morphologic elements of human demodicosis are erythematous maculae, focal or diffuse infiltration, microfollicular or macrolaminar desq​uamation, follicular papules of rose or red colour, papulovesicles, papulopus​tules, isolated micro- and macropustules, and telangiectasis. In the course of time, because of chronic progradient course, pathologic process results in for​mation of inflammatory nodes, infiltrates, and persistent vascular dilatation.

Diagnosis of demodicosis is made on the basis of laboratory studies of scrapes from the facial skin, eyebrows and eyelashes (description of technique is in the Practical Section of the Manual).

Treatment of demodicosis includes application of medicine for external use and general treatment.

Myiasis is a parasitogenic infection caused by larvae of dipterous (double-wing) insects (gadflies) — Dermatobia hominis. It occurs in persons, who have come from the Central and South America.

Clinical picture
Insects deposit eggs on the skin; they, in turn, penetrate beneath the skin tissue, where larvae maturate. A larva lives in erythematous papule or node, which, by mistake, may be recognized as an inflamed cyst. Lesion foci are usually localized on the scalp, face, forearms, and on the chest. Eruptions are presented by painful inflamed papules or nodes (2-5 mm in diameter). A dot opening, which is actually the airway of larva, is in the center of papule. It is possible to see, that approximately once per minute this airway is closed and open. Purulent and serous content may be discharged out from there.
Treatment
•  Surgical removal;

•  Respiratory opening of larva is blocked with Vaseline or an ointment with antibiotics. Larva suffocates and gets to a fat trap, and in 1 -3 hours it maybe easily removed with a forceps.

Molluscum contagiosum is a localized virus skin infection, which is caused by DNA-virus of pox-virus family. Infection is transmitted during di​rect contact with a skin of a sick person. The disease can occur at any age, but more often in children. Eruptions may be localized at any site of the trunk and extremities. There are dense dome like lustrous white or body-colored pa​pules, (2-5 mm) with a small depression in the centre of papule. In the course of time, a papule softens, its color changes to rose, and the central depression becomes more prominent.

Treatment
•  Puncturing of a lesion and removal of a central core with subsequent antiseptic solution treatment;

•  Cryotherapy with liquid nitrogen;

• Systemic antiviral drugs and immunomodulators should be used in case of chronic diffuse process.

Test Questions
1. How are people infected with scabies?
a. Through sexual contact

b. Through toys

c. Through linen and bed

d. From animals

e. All the answers enumerated above, except d are correct

2. Where is the typical localization of scabies in adults?
a. Interdigital folds of hands

b. Genitals

c. Abdomen

d. Mammary glands

e. All the answers enumerated above, except d are correct

3.  What is the most common primary morphological element in sca​bies?
a. Vesicle

b. Nodule

c. Macula

d. Tubercle

e. Correct answers are a and b

4. What is the most typical sign of scabies?
a. Evening and night itch

b. Morning itch

c. Absence of itch

d. Itch and burning

e. Burning and morbidity

5. What is the most frequent complication of pediculosis?
a. Secondary pyoderma

b. Skin mycosis

c. Skin atrophy

d. Furunculosis

e. Alopecia

6. What does the general treatment of patients with scabies include?
a. Prescription of vitamins

b. Application of external therapy only

c. Disintoxication therapy

d. Antibiotic therapy

e. All the answers enumerated above are correct

7. Which of the following is a medication for external treatment of scabies?
a. 33per cent sulfuric ointment

b. Spregal spray

c. 20per cent benzyl-benzoate emulsion

d. Permethrin cream

e. All the answers enumerated above are correct

8. Which of the following are the habitats of lice?
a. Bristly hair — pubic louse

b. Longhair — the head louse

c. Linen — clothes louse

d. Long hair only

e. answers a, b,and c are correct

9. Which of the following is the medication for treatment of pediculosis?
a. Shampoo with aloe

b. Nittifor

c. Bismuth

d. Lydaza

e. All the answers enumerated above are correct

10. What are the types of pediculosis?

a. Head, clothes, pubic pediculosis

b. Clothes, head, migrating pediculosis

c. Pubic, head, fixed pediculosis

d. Fixed, clothes, head pediculosis

e. Head, total, pubic pediculosis

11. In what layer of epidermis does the female itch mite burrow?
a. Corneous

b. Lucid

c. Granular

d. Spinous

e. Basal

12. How does infection with scabies occur? 

a.Through the hand shake

b. Through the mosquito bite

c. Through the sexual contact

d. While swimming

e. Through the contact with infected objects

13. What group of etiological factors does the causative agent of scabies belong to?
a. Viruses

b. Bacteria

c. Ticks

d. Protozoa

e. Helminths

14. What medication is used for pediculosis treatment?
a. Nittifor

b. Synaflan

c.  10-50per cent benzyl benzoate emulsion

d. Mycosolon

e. Spregal

15. What does treatment of patients with scabies presuppose?
a. Spicy food exclusion

b. Treatment with benzyl benzoate emulsion

c. Violet light therapy d.PUVA bath therapy e. Corticosteroids

16. What sites are typical for scabies localization?
a. Interdigital folds of hands

b. Scalp

c. Face and neck

d. Back

e. Palms and soles

17. What is the most typical sign of scabies?
a. Infiltration in the affected areas

b. Eczema in the affected areas

c. Impetigo in the affected areas

d. Night itch

e. Polyadenitis

18. How are antiparasitic means for scabies treatment used?
a. They are rubbed into the whole cutaneous area

b. They are rubbed into the whole cutaneous area excluding face and neck

c. They are rubbed into the areas of eruption localization

d. They are rubbed into the large folds of skin

e. All the answers enumerated above are correct

19. What is/are typical for diagnostic signs of scabies at microscopy ex​amination?
a. Detection of tick female

b. Eggs of itch mite

c. Larvae

d. Empty eggshells

e. All the answers enumerated above are correct

20. Which of the following is/ are disinfection procedures for pediculo​sis?
a. Clothes ironing

b. A-par aerosol

c. Chamber processing of clothes

d. Boiling and ironing of linen

e. All the answers enumerated above are correct

21. How long does the incubation period for scabies last?
a.  1-2 days

b. Absent

c. 3 -4 hours

d. 7-10 days

e.  1 month

22. What laboratory methods are used for diagnostics of scabies?
a. Biopsy

b. Microscopy of scraping

c. Immune-enzyme analysis

d. Bacteriological analysis

e. All the answers enumerated above are correct

23. What medications are used for treatment of scabies in children?
a. 20per cent benzyl emulsion is used

b.  10 per cent benzyl emulsion is used

c. Depends on the severity of the disease course

d.  10per cent benzyl emulsion and antibiotic therapy are used

e. The correct answers are c and d

24. What is demodicosis?
a. Parasitic disease of skin

b. Parasitic disease of skin and joints

c. Parasitic disease of skin and nails

d. Autoimmune disease

e. Non-parasitic disease of skin

25. What is the causative agent of demodicosis in people?
a. Demodex folliculorum

b. Demodex brevis

c. Correct answers are a and b

d. Demodex cati

e. All the answers enumerated above are correct

26. Where are eruptions localized in demodicosis?
a. Only on extremities

b. On extremities and body

c. Only in the area of joints

d. Only on the skin of face

e. On the whole skin

27. What disease is demodicosis differentiated from?
a. Skin tuberculosis

b. Lepra

c. Chickenpox

d. Syphilis

e. Seborrheic dermatitis, photodermatosis, acne

28. What kind of eruptions develop in demodicosis?
a. Tubercles and gummas

b. Only erythematous patches

c. Erythematous patches, papules, papulo-vesicular eruptions, and exfoliation

d. Exfoliation and erosion

e. Only vesicles

29. What does diagnostics of demodicosis consist of?
a. Only visual examination

b. Medical history taking and laboratory examination (scraping test)

c. Medical history taking, visual examination, and laboratory examination (scraping test)

d. Bacteriological examination

e. Biopsy of the affected part of the skin

30. What does treatment of demodicosis consist in?
a. Only a diet

b. Diet, metronidazole use, topical therapy

c. Diet and topical therapy

d. Antibiotic and topical therapy

e. Antigistamines, vitamins and topical therapy

Situational Tasks
1. A 25-year-old man visits a doctor with complaints of diffuse eruptions accom​panied with severe nocturnal itching. He has a history of infantile eczema in his childhood. Till now, eating of citrus fruits results in itching and eruptions on flexor surfaces of elbow and popliteal spaces. The patient often goes on business trips as he is a journalist. He considers that the appearance of diffuse itching is connected with bad sanitary and hygienic conditions at the hotel, where he had stayed during his last business trip. On examination, numerous papulovesicular (elements) lesions (up to 3—4mm in diameter) localized in pairs, dotted and linear excoriations are noted in the area of interdigital folds of hands, on the tlexor surfaces of wrist joints, on the elbows, thighs and ab​domen. And in the area of elbows there are sanguinolent crusts. Subjective symptom is nocturnal itch.

a. What is the likely diagnosis?
b. What is the likely management?
c. What kind of anti-epidemic measures is it necessary to organize in this case?
2. A 23-year-old man, unemployed, visits a doctor with complaints of eruptions on the skin of his penis and abdomen accompanied by severe nocturnal itch​ing. The patient thinks that his disease is a result of his sexual contact with a little-known woman. The patient abuses alcohol. On examination, numer​ous vesicles (3—4mm in diameter), isolated papules, pustules, sanguinolent and purulent crusts and excoriations are seen on the skin of the penis and ab​domen. Vesicles are linear. They are localized in some places of the abdomen. The inguinal lymphatic nodes are not enlarged.

a. What is the likely clinical diagnosis?
b. What is the likely differential diagnosis?
c. What are the likely treatment and anti-epidemic measures?
3.  A 29-year-old female patient visits a doctor with complaints of eruptions throughout the body, except for the face, scalp, palms and soles, accompanied by severe itching in the evening and at night. The patient has a medical his​tory of scabies treatment with "Spregal" aerosol 3 weeks ago. At first, rash had been gradually regressing, but then recurred. She lives in the lamily with her husband and daughter, who were not treated. For the last week, the woman's husband has been suffering from nocturnal itching. Disinfection of habita​tion was not carried out. On examination, numerous paired papulovesicular lesions, excoriations, and sanguinolent crusts are noted on the skin of trunk, mainly on the anterior lateral surfaces, on the abdomen, around the nipples, and on the upper and lower extremities. The patient experiences evening and night skin itching.

a. What is the likely diagnosis?
b. What are the reasons of disease recurrence?
c. What is the likely treatment?
d. Do the husband and daughter need any examination?
4.  A 25-year-old young woman visits a dermatologist with complaints of itching rash in the pubic area, which appeared in some days after sexual contact with her partner. On examination, on the skin of pubis and genitals there are numerous grayish-brown dots close to the roots of hair, small whitish, very dense nits, and grayish-blue rounded maculae with diameter up to 1 cm.

a. What is the likely clinical diagnosis?
b. What are the likely laboratory examinations?
c. What are the likely medications for this disease treatment?

5. A 27-year-old patient visits a doctor with complaints of skin itch at night. He has been sick for 8 days. The disease developed after the business trip. On examination, paired papulovesicular lesions, excoriations, and pyo-serous crusts are revealed on the interdigital folds, on the abdomen, and on the inner surfaces of the thighs.

a. What is the likely diagnosis?
b. What is the likely differential diagnosis?
c. What are the likely medications to treat this disease?
6. A 42 year-old oligophrenic patient is brought to the dermatologist from psycho-neurologic dispensary. He complains of skin itch, especially at night. Any detailed information of initial dermatosis manifestations was impossible to get. According to the data given the patient had been suffering these symp​toms tor a year. He didn't seek for medical help.

Examination revealed massive layers of dry grayish and brown dark crusts on the scalp. They were from several millimeters up to 2 3cm and even thicker. Crusts were rather firm, peeled easily. Their surface was uneven and covered with furrows. The similar crust layers were on the trunk and feet. Central por​tions of the palms and soles were not affected. When the crusts removed, red wet surface remained. Nails were thickened, uneven, and raised on the nail beds.

a. What is the likely diagnosis?

b. What is the likely differential diagnosis?

c. What is the likely strategy?

7'. A mother with a 12 year-old child visits a doctor. The child suffers from severe itch in the temporal and occipital areas. The child is irritable, has a bad night sleep. The past history showed that the disease has developed during his stay at a children's camp. On examination, numerous yellowish-brown crusts and isolated follicles are noted on the scalp, in the area of the temples and back of the head. Besides, in the occipital area numerous nits attached to the hair somewhat higher the site of its exit from the skin are seen.

a. What is the likely disease?
b. What is the likely plan of treatment and activities in the hearth of infection?
8. A 32 year-old woman came to see a dermatologist with complaints of eruptions on the face. On examination, hyperemic areas, small papules and desq​uamation are seen on the skin of cheeks and chin. Scraping from the cheek skin revealed Demodex folliculorum.

a. What is the likely diagnosis?
b. What is the likely management and preventive treatment?
9. A 21 year-old patient visits a doctor with complaints of eruptions on the face, slight itch and skin discomfort in the eyebrow and eyelashes areas. She treated herself with hormone-containing ointment. On examination, numerous pa​pules and areas of desquamation are revealed on the face. Scrapings from fa​cial skin fail to reveal Demodex.

a. What additional methods of diagnostics maybe used?
b. What is the likely diagnosis?
c. What is the likely management and preventive treatment?
10. An 18 year-old female patient seeks medical help at the department of der​matology. She complains of problem-prone facial skin and has been ill for about a year and a half. On examination, there are lesions on the skin of the forehead, cheeks, chin, and neck. There are erythematous maculae, papules, scales, vesicles with purulent contents, and purulent yellowish-green crusts in some places. On scraping from eyebrows and eyelashes, presence of Demo dex folliculorum is revealed. Bacterial inoculation revealed St. aureus.

a. What is the likely diagnosis?
b. AVhat is the likely management and preventive treatment?
The Practical lessons N 5-6: Pyodermas: Clinical Peculiarities.
The purpose of the class: The students should understand basic consepts of this class.

Basic consepts: 
Clinical features, diagnosis, differential diagnosis, laboratory tests, treatment for the Skin Diseases due to bacterial agents.

Eguipment: Tables, photos of the disease, presentation,

Study hours: 2 h.

Plan:

Test Questions, Situational Tasks, tables, photos of the disease, presentation about topic.
Test Questions

1. What exogenous factors influence on the development of pyoderma?
a. Microtraumas

b. Dirty skin

c. Overcooling

d. Overheating

e. All the answers enumerated above are correct

2. Which of the following is a deep form of streptoderma?
a. Streptococcal impetigo

b. Periungual phlyctena

c. Ecthyma vulgaris

d. Bullous impetigo

e. Angular cheilitis

3. In what case is the purulent affection of apocrine glands observed?
a. Furunculosis

b. Vulgar sycosis

c. Ecthyma vulgaris

d. Folliculitis

e. Hydradenitis

4. What clinical signs are typical for staphylodermia?
a. It is connected with the skin appendages

b. Pustules have a polygonal form

c. Pustule has a flaccid covering

d. It is localized in the skin folds

e. There is a "creeping" growth

5. What does not belong to the staphylococcal pyodermias?
a. Sycosis vulgaris

b. Furunculosis

c. Hydradenitis

d. Mycotic perleche

e. Folliculitis

6. What are the contraindications for pyodermia treatment?
a. Dry heat

b. Violet light therapy

c. High-frequency therapy

d. Water treatment procedures

e. 2per cent boric lotion

7. What therapeutic recommendations are appropriate for patients suffering from furunculosis?
a. Broad-spectrum antibiotics

b. Low-carbohydrate diet

c. Vitamins A, B, C

d. Autohemotherapy

e. All the answers enumerated above

8. Which of the following forms of piodermia is the mixed one?
a.Carbuncle

b. Streptococcal impetigo

c. Chronic ulcerous pyodermia

d. Paronychia

9. What clinical signs are typical for streptodermia?
a. It is connected with the skin appendages

b. It localizes in the skin folds and around natural foramens

c. Pustules have a tense covering

d. Pustules have a thin, flaccid covering

e. The right answers are b and d

10. In which of the following forms of pyodermia is phlyctena the main morphological element?
a. Sycosis vulgaris

b. Hydroadenitis

c. Furunculosis

d. Ecthyma vulgaris

e. Folliculitis

11. In what case antibiotics prescription is obligatory for treatment?
a. Pyodermia accompanied by fever

b. Piodermia localization on the scalp

c. Piodermia localization on the face and head

d. Solitary furuncle

e. Perleche

12. What are the factors of natural skin resistance to the pyococcus?
a. Continuity of corneal layer of the skin

b. Ph of the skin surface

c. Physiological exfoliation

d. Excessive secretion of sebum

e. All the answers enumerated above are correct

13. What general disease predominately causes furunculosis?
a. Hepatitis

b. Pyelonephritis

c. Hypertension

d. Diabetes mellitus

e. Ischemic heart disease (1HD)

14. What localization of furuncle is an indication for urgent hospitaliza​tion of the patient?
a. Back of the neck

b. Lumbosacral area

c. Face

d. Stomach skin

e. Skin of forearm

15. What examination results can considerably optimize the treatment of patient suffering from furunculosis?
a. Arterial pressure measurement

b. Blood sugar test

c. Urine protein test

d. Cytological examination

e. Skin allergy test

16. What method of treatment should be used in patient suffering from furuncle ripening on the forearm?
a. Oral administration of antibiotics

b. Bandages with antibiotic ointment

c. Dissection of furuncle

d. Hot bath

e. Bandage with ichthyol

17. What endogenous factors cause development of pyodermia?
a. Hypovitaminosis

b. Metabolic disorder

c. Vegetative neurosis

d. Local violations of blood supply

e. All the answers enumerated above are correct

18. What is important for prevention of piodermia?
a. Sickness statistics and analysis of sickness rate

b. Strengthening of physical health of population

c. Community health

d. Preventive treatment

e.All the answers enumerated above are correct

19.  A patient's diagnosis is furuncle of nasolabial triangle. What is the doctor's strategy?
a. Surgical dissection of furuncle

b. Hospitalization of the patient

c. Prescription of vitaminotherapy

d. Prescription of non-specific immunotherapy

e. Local application of aniline dyes

20. Why is furuncle of nasolabial triangle so dangerous?
a. It results in erysipelatous inflammation

b. It results in neck phlegmon development

c. It results in retropharyngeal abscess development

d.It results in thrombosis of cavernous sinus development

e. It results in development of phlegmon of bottom of the oral cavity

21.  What medications are prescribed to treat chancriform pyodermia, until diagnosis of syphilis is not yet excluded?
a. Antibiotics

b. Bandage with aniline dyes

c. Analysis on Treponema pallidum

d. Antibiotic ointment

e. Answers b and c are correct

22. What medication mustn't be prescribed for furunculosis treatment?
a. Flucinar ointment

b. Pure pitch oil

c. Antibiotic ointment

d. Fucorcin

e. Aniline dyes

23. Which of the following are/is involved into the inflammatory process in hydradenitis?
a. Apocrine sweat glands

b. Merocrirte sweat glands

c. Sebaceous glands

d. All the answers enumerated above

e. Nothing from the enumerated above

24. What medication is prescribed for furuncle in the stage of infiltration treatment?
a. Local bandage with aniline dyes

b. High frequency therapy

c. Local bandage with ichthyol only

d. Local bandage with Vishnevsky ointment

e. All the answers enumerated above are correct

25. Which of the following is prescribed to treat ruptured furuncle?
a. High frequency therapy

b. Bandage with aniline dyes

c. Bandage with ichthyol only

d.  Bandage with hypertonic solution

e. All the answers enumerated above are correct

26. Surgical treatment of furuncle is
a. Recommended in the initial stage of infiltration

b. Recommended in the stage of core softening c Recommended in the stage of core formation

d. Recommended in the stage of abscess

e. Not recommended 

27. What examination is obligatory in furunculosis?
a. Blood sugar test

b. Blood bilirubin test

c. Creatinine urine test

d.  Faeces test to reveal helminth

e. All the answers enumerated above are correct

28. What is not necessary for external treatment of pyodermia?
a. Skin disinfection in the focus

b. Skin disinfection around the focus

c. Shaving of hair

d. Crusts removing

e. Bed linen disinfection

29.  What is combined with antibiotics for intensification of antibiotic therapy in pyodermia?
a. Non-specific therapy

b. Specific immunotherapy

c. Vitamin therapy

d. Physiotherapy methods

e. All the answers enumerated above

30. What does external therapy of pyoderma include?
a. Antibiotic ointment

b. Glucocorticoid ointment

c. Aniline dyes

d. Antiseptic solutions, aniline dyes, antibiotic and glucocorticoid ointment

e. Antiseptic solutions and antibiotic ointment
Situational Tasks
1. A 35-year-old patient a tractor driver, visits a doctor with complaints of tender (painful) pustules present on the skin of the neck and forearms. The tempera​ture is up to 37.5C. He has been ill tor about 3 months. He treated himself at home with spirit solutions and aloe leaves. There was no effect. The patient abuses alcohol. On examination, numerous, located close to one another pus​tules and inflamed miliary papules in the area of the hair follicles are revealed. Five, pasty, rose and cyanotic nodes of a hazel-nut to a walnut size with py-onecrotic crusts pierced with hair in the central part are revealed on the back of his neck. Depigmented scars are found at the sites of healed lesions.

a. What is the likely diagnosis?
b. What is the likely management and secondary prophylaxis?
2. A mother with her 5-year-old daughter presents to a doctor with complaints of slight itching and eruptions in the chin area. The child has been sick for 5 days. At first, redness has appeared on the chin. After that, a flaccid blister with purulent content, rapidly turning into a purulent yellowish crust could be seen. The mother treated her child with "Betametazone" ointment. There was no effect. The girl attends a kindergarten. Examination revealed lamellar, flaccid, honey-yellow crusts on the skin of the chin. In some places they are of hemorrhagic nature. There are isolated small phlyctenae along the periphery of the main focus.

a. What is the likely diagnosis?

b.What is the likely management and secondary prophylaxis?

c. What are the likely prophylactic measures in the kindergarten?

3. A 25 year-old student presents to the doctor with complaints of eruptions in the area of nasolabial triangle and on the chin. He feels burning, slight itch​ing or tingling. He has been sick for about two years, when the first similar eruptions occurred. He had been treated at his local polyclinic (disinfectants and creams), but treatment response was transitory. Exacerbations occur several times a year. The last one began a month ago. He suffers from chronic cholecystitis and chronic rhinitis. On examination, the patient is irritable and depressed. Numerous pustules pierced with hairs and covered with purulent crusts are found in the nasolabial area and on the chin on the background ot erythema and infiltration.

a. What is the likely diagnosis?

b. What is the likely management and secondary prophylaxis ?

4. A 17-year-old female patient presents to a doctor with complaints of "pustules on the skin of the thigh and breasts. She has been ill for a month, but has not undergone any treatment. She is the first-year student, and came to study from another region. On examination, several furuncles at different stages ot development (infiltrations, matured, and resolved) are found on the skin of the breast and the right thigh.

a. What is the likely diagnosis?

b What is the likely management and secondary prophylaxis?

5. A 50-year-old female patient complains of high body temperature up to 38°C, chill, and appearance of painful pustules on the abdomen. She has been ill tor 5 days, when body temperature increased and very dense, painful induration appeared on the abdomen. In 3-4 days, pustules appeared on the background ot reddening. On examination, five grouped resolved furuncles (in each ot them necrotic core is seen) are located on the lower part ot the abdomen on the background of erythema and hard induration. 

a.  What is the likely diagnosis?

b. What is the likely management and secondary prophylaxis?

6. A 12-year-old girl presents to a doctor with complaints of painful fissure in the corner of the mouth. She has not been well for about a week, but had no treat​ment. She suffers from chronic otitis. On examination, in the left corner of the mouth a rose -red with seropurulent discharge erosion is revealed- A fissure is in the central part of erosion. Above the borders of erosion remnants of cor-: neal layer of epidermis surrounded by honey-yellow crusts are observed.

a. What is the likely diagnosis?

b.What is the likely management and secondary prophylaxis?

7. A 64-year-old female presents to a doctor with complaints of nasal tenderness, increase of body temperature up to 37.5°C, and headache. She has been ill for 4 days when the tenderness appeared. She was treated at home with cotton tampons saturated with spirit. The treatment was not effective — tenderness and body temperature have increased. On examination, on the background of edema and erythema, a conical cherry-size infiltrate with a pustule on the top is found on the mucous membrane of the nasal septum.

a. What is the likely diagnosis?

b. What is the likely treatment and secondary prophylaxis?

8. A 5-day-old newborn suffers from vesicles, erosions on the skin of the trunk, limb, head, neck, and in the skin folds, increase on body temperature and dys​peptic symptoms. Dermatological consultation revealed vesicles of various sizes (from the size of a pea to a palm-size).They contained yellowish fluid and were surrounded by inflammatory border. There were wet bright red erosions bordered by epidermis remnants and seropurulent crusts.

a. What is the likely diagnosis?

b. What are the likely management, prophylactic and antiepidemic procedures?

9. A 60-year-old female patient presents to a doctor with complaints of wet eruptions in the region of gluteal furrow and under the breasts, burning, and ten​derness. The patient sutlers from grade III obesity and diabetes mellitus. On examination, on the background of erythema and edema on the skin of the gluteal furrow and under the breasts, large fused irregular erosions with rem​nants of corneal layer of epidermis on the borders are found. The discharge is seropurulent with blood streaks. In the depth of gluteal furrowfissures can be seen. Separate flaccid phlyctenae are beyond the borders of erosions.

a. What is the likely diagnosis?

b. What is the likely management and secondary prophylaxis?

10. A 37-year-old patient, a metalworker, visits a doctor with complaints of erup​tions and burning in the area of the nail phalanx of the left forefinger. Erup​tions have developed overnight. On examination, an abrasion is seen on the skin ol nail phalanx of the left forefinger. Superficial erosion in the form of a horseshoe with purulent discharge is tound above the nail plate. Remnants of phlyctena persist in a form ot flaccid elevation along the edges of erosion.

a. What is the likely diagnosis?
b. What is the likely management and secondary prophylaxis?
11. A 5-year-old child developed tused stramineous -yellow serous crusts and erosions on the skin ot chin and on the hands. A small vesicle with serous cloudy content and flaccid top surrounded by a thin border of inflamed skin is seen on the left hand.

a. What is the likely diagnosis?
b. What is the likely treatment?
12.  Hie patient visits a dermatologist. On examination, a dense inflammatory in​filtration with necrotic fusion, tender on palpation is found in the left external auditory meatus. Pain is felt after pressure on the antilobium and spreads to the mastoid and eyepit.

a. What is the likely diagnosis?
b. What is the likely treatment?
PYODERMAS
Pyodermas, pyogenic diseases of skin, are the most widespread skin pathologies. They account for about 15per cent and more of all skin diseases. 

Predisposing factors
•  State of nonspecific immune system;

•  State of humoral and cellular immunity;

•  Presence of infection, poor personal hygiene;

•  State of metabolic activity hypovitaminoses;

• Intake of corticosteroids and antibiotics;

•  State of skin (traumas, hyperhidrosis). 

Pyodermas are classified:

I. According to etiology:

1)  staphylococcal;

2)  streptococcal;

3)  mixed.

II.  According to depth of lesion:

1)  superficial;

2)  deep.

III. According to the lesion duration:

1)  acute;

2)  chronic.

IV. According to the course of disease:

1)  primary;

2)  secondary.

Common symptoms of staphylococcal pyodermas include:
a.   Deep involvement;

b.   Connection to the skin appendages;

c.   Primary morphologic lesion — follicular pustule;

d.   Low contagiousness;

e.   Mainly men are susceptible. 

Staphylococcal pyodermas are:
•  Osteofolliculitis (Bockhart's impetigo);

•  Folliculitis;

•  Sycosis;

•  Furuncle;

•  Carbuncle;

•  Hydradenitis.

Common symptoms of streptococcal pyodermas include:

a.   Superficial lesion;

b.   No connection to the skin appendages;

c.   Primary morphologic lesion (element) — phlyctena;

d.   High contagiousness;

e.   Women and children are more susceptible. 

Streptodermas
1. Streptococcal impetigo;

2. Angulus infectious (Perleche);

3. Impetigo anularis;

4. Impetigo bullous;

5. Intertriginous streptoderma;

6. Lichen;

7. Ecthyma. 

Mixed pyodermas
1. Impetigo vulgaris;

2. Epidemic impetigo neonatorum;

3. Pyoderma chancriformis;

4.  Chronic ulcerative pyoderma;

5. Pyogenic granuloma (batryomycoma). 

Superficial folliculitis (ostiofolliculitis)
The main cause in the development of the disease is a mechanical skin ir​ritation, maceration due to hyperhidrosis, skin scratches in scabies and pe​diculosis.

A small cavity filled with mass of destroyed neutrophils and great amount of staphylococci is formed in the epithelium of the orifice of the hair follicle directly under the corneal layer.

The eruptions of small pinhead pustules localized in the orifice of the hair follicle, pierced with a hair in the centre, and surrounded by a narrow rose border are observed. The process may be diffused and localized. Separate le​sions may spread out to their periphery achieving the size of big pea (the so-called staphylococcal impetigo, or Bockhart's impetigo). On the 3d -5th day, pustules get dry forming crusts and heal without trace. Their localizaton may be face, neck, forearms, shin, and thigh.

Deep folliculitis
It begins with formation of inflammatory infiltration consisting of neu​trophils and lymphocytes round the follicle, which spreads to the walls of a follicle and results in its suppurative resolution. It is manifested by eruption of painful red nodules (from a pea up to the size of a cherry) with a pustule in the centre and pierced with a hair. In a few days papules either resolve, or become suppurated with formation of small abscesses rupturing afterwards. Localization is various, including the scalp. Healing is followed by formation of small scars. 

Treatment
•  Elimination of a causative agent (factors of skin irritation);

•  Opening of isolated pustules;

• Lubrication of affected areas with l-2per cent solution of aniline dye,

and, then, after the crusts are formed, application of antibiotic-contain​ing ointment;

•  Treatment of the skin around the lesion focus with 2per cent salicylic

spirit.

Furuncle is an acute purulent inflammation of a hair follicle and the nearest sebaceous gland. Dirty skin, scratches, abrasions, hypersecretion of sweat and sebaceous glands, hypovitaminosis and diabetes mellitus are considered to be the predisposing factors. Furuncle may appear at any part of the body covered with hair. Most commonly they occur on the posterior surface of the neck, forearms, back of the hand, thigh, and face. Formation of furuncle on the face is the most dangerous, as it may be complicated by sup​purative thrombophlebitis of facial veins. Inflammation, at that, can spread to the cavernous sinus through deep veins resulting in development of pu​rulent meningitis.

Dense, not clearly defined, bright red, 0.5-1.5cm in diameter, slightly el​evated above the level of the skin inflammatory infiltrate appears at first. Then the central part of the furuncle softens and through it pus discharges out. Af​ter the pus discharge, a necrotic core is formed extruding pus and blood. As a result an ulcerous defect is formed in the place of infiltrate. It is quickly filled with granulations and in 2-3 days heals leaving a scar. Furuncle development cycle is 8-10 days. Furuncle usually does not influence on the worsening of the patient's condition. Frequent recurrence of furuncles indicates the pres​ence of furunculosis.

Furunculosis affects more often weak and HIV-positive patients, people suffering from metabolic disease (diabetes mellitus), avitaminosis, and exces​sive physical overtiredness. Furunculosis is considered to be a chronic disease (lasts for several months).

Treatment
During the first stage of disease, a patient is usually administered UHF-therapy to resolve infiltrate. At the second stage, before the furuncle resolves on its own, management consists in treatment of surrounding skin with 70 per cent ethanol and anilin dyes. Hair in the focus should be shaved. An in​filtrate is covered with ichthyol. At the third stage, after pus has discharged out, bandages with antiseptic ointments, hypertonic solutions and proteolytic enzymes (trypsin, chymotrypsin) are applied. After the necrotic core rupture, ointment bandages are applied. Ultraviolet irradiation is indicated after furun​cle dissection. Antibiotic therapy is indicated, if furuncle is complicated by lyrnphangitis or lymphadenitis. Patients with furuncles on the face should be hospitalized. They need a bed regimen, restriction of facial movements, and treatment with antibiotics. Injection of heparin is necessary to prevent forma​tion of thrombi.

Treatment of Jurunculosis includes antibiotics, autotransfusion (intramus​cular injection of 5-10 ml of the patient's own blood for 3-5 times per one course of treatment), staphylococcus anatoxin and vaccine, blood prepara​tions, and vitamins of B group.

Carbuncle is an acute pyo-necrotic inflammation of several hair follicles and sebaceous glands with involvement of subcutaneous cellular tissue. It ap​pears commonly on the back and the nape of the neck, back, loin, on the up​per and lower lip. Carbuncle is characterized by the following common symp​toms: increase of body temperature, chill, malaise, weakness, loss of appetite, and headache.

Quickly getting mature, dense, very painful, inflammatory infiltrate or even several, later involved in one lump can be found on the skin. Severe pain is its characteristic feature. A pronounced edema and swelling are seen around the focus. The skin above the infiltrate is tense and irregularly coloured. It is intensive purplish-red in the center, and less intensive coloured towards the periphery. Gradually the skin above the infiltrate becomes thin, necrotic. It ruptures in several places, in a sieve like form ("a sieve sign"). This process is accompanied by profuse pus discharge and necrotic tissue rejection, result​ing in formation of a large cavity. Regional lymphadenitis and, more rarely, lymphangitis occurs. Carbuncles of the face and scalp are considered to be the most dangerous. Just in this region there are anastomoses of the superficial veins of the face and head with venous sinuses of dura mater of brain through which the infection can easily penetrate the brain sinuses and lead to the pu​rulent meningitis development causing fatal outcome.

Treatment
Patients should be hospitalized to the surgical department because of the possibility of complications development. Conservative therapy includes complete rest, treatment of carbuncle with 70per cent ethanol and application of aseptic bandage, injection of anaesthetics, antibiotic therapy, UHF- thera​py, and other physiotherapeutic procedures. If in 2-3 days conservative treat​ment proves to be ineffective (intensification of necrotic process, intoxication, worsening of general condition), surgery is done.

Hydradenitis is a purulent inflammation of the apocrine sweat glands, which tends to recurrence. Hydradenitis occurs at the sites of the apocrine glands location, i.e. more often in the axillae, less frequently in the inguinal region, in the area of the anus, and in women — around the mammary areola region. It is mainly a disease of adults. The disease begins suddenly with the appearance of a painful nodule, which increases in the diameter up to 1-2 cm and markedly elevates above the surface of surrounding skin. The skin grows purplish-red. When several sweat glands are involved in the process, they merge into a dense infiltrate, which may achieve the size of the entire axilla. In 10-15 days the central part of swelling softens, and the symptom of fluctua​tion appears. The infiltrate ruptures and discharges cream-like pus. After rup​ture and pus discharge, the period of healing completes with formation of scar. The disease can be accompanied by formation of phlegmons (spread of the process to the subcutaneous cellular tissue) and lymphadenitis (in lymphatic glands involvement into the process).

Treatment
On the stage of infiltration the treatment is conservative: rest, dry heat, UHF- therapy, X-ray therapy in small doses, and local antibiotic injections around the focus. It is necessary to shave hair in the axilla, to treat the skin with alcohol or aniline dye solutions or any other antiseptics. At the stage of abscess formation it is necessary to dissect the abscess. In case of persistent re​currence, immune therapy (staphylococcus anatoxin, staphylococcus vaccine, autovaccine) in combination with tonic drugs is indicated.

Sycosis belongs to chronic staphylococcal lesions of the skin occurring predominantly in males. Pathogenesis includes:

1. Malfunction of sebaceous and hair apparatus under the influence of functional changes in the nervous and endocrine systems;

2. Low immunologic activity and allergic conditions due to the presence of focal infections;

3. Exposure to the exogenous factors, such as skin irritation of face, and poor skin hygiene.

Clinical picture
Areas of involvement include typically the region of the moustache and beard, inner surface of the wings of nose, and less frequently on the eyebrows and in the axillae. The disease is characterized by recurrent eruptions of osteo-follicular pustules on the circumscribed skin areas. Inflammatory infiltrate forms around the pustules. Gradually the skin on the affected area becomes thickened and cyanotic due to the presence of inflammatory infiltrate around the follicles. Ruptured pustules dry out with formation of purulent crusts. Subjective sensations are either absent, or manifested by a slight itch.

Differential diagnosis
Staphylococcal sycosis is necessary to be differentiated from parasitic sy​cosis, i.e. infiltrative suppurative trichophytosis barbae. The following signs of parasitic sycosis are important:

1. Tumour-like character of the infiltrate;

2. Well-defined borders of the infiltrate;

3. Deeper purulent fusion;

4. Tendency to spontaneous resolution;

5. Absence of recurrence;

6. History-taking — contacts with animals (rodents, cattle). Infiltrative suppurative trichophytosis is a zoogenous infection;

7. In cases of doubt, it is necessary to perform a microscopic study of pus or hair to reveal the fungi spores around a hair (ectothrix). 

Treatment I.

Etiologic treatment:

1)  General treatment is administered during the acute period of disease:

• antibiotics (taking into consideration susceptibility of the agent);

• specific immune and biologic drugs (staphylococcus anatoxin, staphylococcal antifagin).

2)  Local (external) treatment — disinfectant ointments and creams (the surrounding areas should be treated with 2per cent salicylic spirit).

II. Pathogenic treatment:

1)  1. Elimination of exogenous irritating factors;

2)  2. Management of endocrine disorders;

3)  3. In case of necessity, use of sedatives to influence the nervous sys​tem;

4)  4. Irnmunostimulating therapy;

5)  5. Sanitization of infectious foci.

Impetigo is mostly of streptococcal origin (streptococcal impetigo), but in a number of cases both streptococcus and staphylococcus (so called "staph" and "strep" impetigo) are responsible for the disease.

Clinical forms
Impetigo vulgaris ("staph" and "strep" origin). It is an eruption of small su​perficial blisters — phlyctenae, surrounded by a narrow pink border on the hyperemic background. Yellow .crusts develop after the phlyctenae rupture, having a tendency to increase in size due to peripheral growth and fusion. After the secondary staphylococcal infection, the crusts become green-yel​low, and, if they are scratched, they become sanguinolent. After removal of crusts, wet erosions rounded by a narrow border of exfoliated corneal layer are formed. Itch is a subjective symptom. Areas of involvement include facial skin.

In men, it is mustache and beard, in women — the scalp. It occurs frequently in children. In children except skin the lesions can also occur on the mucous membrane of the nose, mouth and conjunctiva.

Impetigo anularis begins from sudden eruption of small flat vesicles filled with turbid content. The vesicles increase rapidly in size due to peripheral growth. In the central part they dry out with formation of a brown crust, around which phlyctena is located in a form of a ring (hence the name).

Impetigo bullosa is characterized by eruption of vesicles sometimes as large as a hazel-nut. Vesicles are filled with turbid content. The erosions, formed after the vesicles rupture, enlarge gradually due to its peripheral growth.

Perleche (impetigo fissurica streptococcica) is a slit-like impetigo. Com​monly it is observed in children with habitual licking of the corners of the mouth, and in elderly people with dental prosthesis due to maceration of the corners of the mouth with saliva. Small erosions surrounded by a corneal col​lar (phlyctena top remnants) develop. A deep groove is in the center of ero​sion. In the corner of the mouth yellowish crusts on the skin maybe seen.

Ecthyma vulgaris — the disease starts with formation of a vesicle or deep epidermal pustule with the size of a pea or more on the background of inflam​matory infiltration. In 2 or 3 days a pustule dries out with formation of san​guinopurulent crust, which, being removed, exhibits the presence of ulcer. It has an oval or rounded shape, upright edges, and succulent floor covered with dirty-gray coating, which easily bleeds. Ulcer heals in 2-3 weeks with forma​tion of superficial scar surrounded by pigmented area. Areas of involvement include the skin of shin, thigh, buttocks, and loin.

Intertrigo Streptogenes — the disease occurs on the contagious surfaces of skin folds (under the breasts, in the folds of abdomen in obese people; in the scrotal, femoral and intergluteal folds, behind the ears, in the axilla, etc.).

The disease is characterized by formation of a solid bright-rose erosive weeping surface with scalloped borders sharply outlined from the surround​ing intact skin Painful bleeding fissures are often found deep in folds. Itching, burning and pain are subjective symptoms. The disease follows a protracted course.

Chronic superficial diffuse streptoderma is a chronic disease character​ized by diffuse involvement of large skin areas. The affection is predominantly localized on the skin of legs.

Predisposing factors are:

I. Long-term localized circulatory disorders with development of hypoxia and abnormalities in the skin metabolic processes. Can be observed in:

1)  varicose veins;

2)  obliterating diseases of the lower limbs;

3)  overcooling of the limbs;

4)  when a person is on his feet for a long period of time.

II "Post-traumatic streptodermia" develops around persistent non-heal​ing wounds and ulcers.

Clinical picture
The affected area is well-defined from the intact skin with a border of exfoliating corneal layer. The affected skin is hyperemic, sometimes cyan​otic and covered with great amount of large crusts of yellowish-brown or green colour. After their removal, a solid weeping surface with thick serous or seropurulent discharge is revealed. The affected area tends to periph​eral growth. As inflammation subsides, weeping and formation of crusts stop, and the skin is covered with large scales. The disease is characterized by chronic recurrent course. In case of long-existent lesion foci, a gradual transfer to eczema-like process (the appearance of microerosions, which discharge out smallest drops of serous fluid) occurs on the erythematous background.

Treatment of Pyodermas
To treat any kind of pyoderma it is necessary to follow three main principles:

1.Elimination of predisposing factors:

1)  Local circulatory disturbances;

2)  Endocrine disorders;

3)  Hypo- and avitaminosis;

4)  Immunodeficiency states;

5)  Focal infection;

6)  Hyperhidrosis, poor skin hygiene;

7)  Mechanical irritation.

II.   2. Focus control:

1)  Antimicrobials (it is desirable to take into consideration microorgan​isms sensitivity);

2)  Specific immunobiological medications  (staphylococcal anatoxin, staphylococcal antifagin);

3)  Local therapy — disinfectants, antibacterial and anti-inflammatory medications.

III. Prevention of dissemination:

1)  Treatment of skin with 2 per cent salicylic spirit;

2)  Prohibition of washing and massage;

3)  Prohibition of opening and stripping of any elements of eruption on the skin by a patient.

Acne is a chronic inflammatory disease of sebaceous glands resulting from neir stagnated secretions and excessive production of secretion. Acne is not only a development of specific elements of eruptions, but also changes in the state of entire body, which is due to:

• Excessive secretion of sebaceous glands;

• Malfunction of endocrine system;

• Malfunction of vegetative nervous system;

• Malfunction of gastro-intestinal system;

• Foci of chronic infection presence. 

Clinical picture
More commonly it appears in adolescents and people of middle age. Lo​calization areas are the skin of face, neck, breast and back. Eruptions are pre​sented by:

•  Comedones — non-inflammatory lesions resulted from blockage of hair follicle orifices; "closed" comedones do not have free connection with the surface of the skin (non-inflamed dense nodules with diameter of 1-2 mm). "Open" comedones, blackhead elements, have free connec​tion with the skin surface;

• Acne papulosa and acne pustulosa develop around comedones;

• Indurative acnes are characterized by formation of deep infiltrates and cystic cavities; tend to fusion, resolve forming a scar;

• Phlegmonous acnes are deep infiltrative lesions containing cysts filled with pus and resolve with formation of scar;

• Acne conglobata presents a combination of indurative and phlegmonous acne with numerous large comedones. A severe form of disease resolv​ing with formation of coarse (keloid) scar. Treatment
•  Diet;

• Antibiotic therapy (tetracycline group);

• After the consultation with endocrinologist, administration of combined oral contraceptives containing estrogen, or anti-androgen medications;

• Administration of retinoids (isotretinoin) is indicated in severe cases;

• Treatment of gastro-intestinal tract;

• Immunostimulants, vitamins, tonics use; 

Topical treatment:
a.   daily cleansing of skin;

b.   application of external medications containing antibiotics, salicylic acid, azelaic acid, zink, sulphur;

c.   cosmetologic procedures (peeling, masks, face cleansing);

d.  physiotherapeutic procedures (UV-irradiation, darsonvalism, cryother​apy, biocurrent).

Rosacea is the skin disease characterized by chronic deteriorative course. The disease prevails in women of middle age. 

Pathogenic fa ctors:
8. Alimentary (intake of alcohol, hot tea and coffee);

9. Physical (solar radiation, heat, cold);

10.Presence of Demodex folliculorum mites;

11.Malfunction of gastro-intestinal tract;

12.Malfunction of endocrine system;

13.Psycho-vegetative disorders;

14.Vascular pathology.

Clinical picture
Disease usually begins with reddening of skin in the central part of face (so called "hot flash"), and development of pustules and papules, areas of desq​uamation. Gradually, persistent dilatation of facial vessels with development of telangiectasis begins. In severe cases, the facial skin becomes infiltrative, cyanotic with formation of large abscessed nodes and fistulas.

Treatment:
• Diet;

• Antibiotic therapy (tetracycline group);

• In case Demodex folliculorum is present, administration of metronidazole;

• Administration of combined oral contraceptives with estrogen, or antiandrogenic medications after consultation with endocrinologist;

• Treatment of gastro-intestinal tract;

•Immunostimulants, vitamins, tonics use. Topicai treatment:
15.daily cleansing of skin;

16.application of external medications containing antibiotics, salicylic acid, azelaic acid, zink, sulphur;

17.cosmetologic procedures (peeling, masks, face cleansing);
18.physiotherapeutic procedures (UV-irradiation, darsonvalism, cryotherapy, biocurrent).
The Practical lesson N 7:
Tuberculosis. Clinical Picture, Course, Diagnostics and Treatment.
The purpose of the class: The students should understand basic consepts of this class.

Basic consepts: 
Clinical features, diagnosis, differential diagnosis, laboratory tests, treatment for the Tuberculosis

Eguipment: Tables, photos of the disease, presentation,

Study hours: 2 h.
Plan:

Test Questions, Situational Tasks, tables, photos of the disease, presentation about topic.

The causative agent of tuberculosis is oxygen-resistant mycobacterium tuber​culosis. Tuberculosis of the skin is caused as a rule by human type mycobacte​rium tuberculosis.

Factors contributing to the development of the pathologic process are:

1. Virulence of bacteria;
2. Extent of infection;
3. State of the body immune reactivity;
4. Loss of nonspecific resistance of the body;
5. Malnutrition;
6. Hypovitaminosis;
7. Therapy with corticosteroids and cytostatic drugs. Ways of contamination
a.
Hematogenic;

b.
Lymphogenic;

c.
Exogenic;
Classification

I.
Tuberculosis of the skin developing in previously non-infected persons:

1) Primary affection (primary complex);
2) Miliary tuberculosis;
3) Tuberculosis cutis colliquativa (primary hematogenic scrofuloderma);
4) Primary affection at the site of BCG inoculation.
II.
Tuberculosis of the skin developing in previously infected persons:

1) Local forms mainly:
2) Lupus tuberculosus;
3) Lupus verrucosis;
4) Scrofuloderma (secondary to lymphatic tuberculosis and, in rare oc​currence, in case of tuberculosis of other underlying tissues);
5)
Ulcerative tuberculosis.
III. Disseminated forms mainly:

1) Papulonecrotic tuberculosis;

2) Lichen scrofulosorum;
3) Erythema induratum (Bazin's disease);
4) Lupus miliaris disseminatus. Clinical forms
Primary tuberculosis of the skin (tuberculous chancre, primary tuberculous affection) is infrequent form of the disease, which commonly occurs in previ​ously infected persons. Children are subjected to the disease more common than adults. Besides virulence of mycobacteria and their amount, the presence of trauma is an indispensable condition for development of the disease. In typical cases (on average, in three weeks) at the site of penetration a reddish-brown dense papule appears, which turns into small superficial painless ulcer, which looks like pyococcus but without typical acute inflammatory signs. Its size is from 0.5 to 2 cm in diameter, the color is livid. The floor of ulcer is granular and covered with purulent discharge. The borders are usually soft and irregular, but may be with continuous or marginal induration, which gives the focus a chancre-like character. In 2-4 weeks lymphangitis and lymphadenitis appear, or the so-called primary tuberculous complex. Sometimes lupomas appear, and the process may transform into lupus vulgaris. Lymphatic vessels are painless. At first they are solitary, isolated, and mobile, but later they coa​lesce to one another and to the skin, grow soft, and often resolve with ulcer formation.

Acute miliary disseminated tuberculosis of the skin. Rather uncommon form of the disease arising on the background of disseminated miliary tuberculosis

with severe course due to spread of great number of bacilli trough the body by the blood stream. Skin changes are polymorphous with acute and subacute development, localized symmetrically over the body and extremities. They are small, maculopapular eruptions of brownish-red or cyanotic color, or pustu​lar, vesicular hemorrhagic elements including subcutaneous and gumma-like ones. Some of them are eroded and covered with hemorrhagic crusts.

Scrofuloderma develops due to hematogenous dissemination of myco​bacteria from the primary focus under condition of low body resistance. In contrast to secondary scrofuloderma, there is no direct association with lymphatic tuberculosis, however mixed forms can exist too. Clinical picture is characterized by the appearance of small rounded or oval-shaped nodules, predominantly in the subcutaneous fat on the extremities. They are movable, solid, and nontender, but gradually they become enlarged and penetrate into adjacent tissue. As the nodule increases in size, the skin covering it becomes cyanotic-red. The nodules resolve with formation of torpid, low granulated ulcers with irregular borders, often with sinus passages and irregular borders. The discharge is serohemorrhagic, and sometimes friable due to the presence of necrotic mass. The course is chronic. Healing is slow, with formation of ir​regular fimbriate, bridging, and sometimes star-shaped scars.

Lupus tuberculosus — The pathogenic organism enters the body predomi​nantly through the lymph and blood from other sources of tuberculous infec​tion in the body (the lungs, lymphatic vessels, etc.). The primary element is a tubercle (lupoma) of soft consistency revealed by pressure with bulbous-end probe, which easily tears it as if coming down inside («probe sign») resulting in tenderness and bleeding. On diascopy, the color of lupomas changes into yellowish-brown («apple jelly» sign). Peculiarities of lupomas growth and spread, the presence or absence of ulcerations, severity of skin infiltration, and the nature of their superficial areas determine the variety of clinical manifesta​tions, which is considered to be typical for lupus tuberculosus.

Tuberculosis cutis verrucosa arises from superinfection caused by inva​sion of mycobacteria into the skin of previously infected persons from an exogenous source, and, in rare cases, as a result of autoinoculation. It is clinically characterized by the appearance of small painless elements of pink-cyanotic or grayish-red color bounded by a narrow inflammatory border. Elements confluent into foci with rounded or polycyclic contours covered with thin scales. The disease progresses slowly for years. Gradu​ally increasing in size and amount, elements coalesce in solid wart-like, sometimes papillomatous focus of brown-red color with uneven surface, with cracks and furrows, horny layers in the center, smooth peripheral in​filtrative border of pale-cyanotic color, and cyanotic hyperemic boundary at the border with an intact skin. After resolution, a white or irregularly pigmented cicatrix is formed.

Tuberculosis papulonecrotica occurs in young people and adolescents, main​ly in women. Rash appears periodically, and is located symmetrically on the facial skin, auricles, extensor surfaces of the limbs (elbow and knee areas in particular), and on the buttocks. Eruptions look like isolated brown-red or cy​anotic-red painless semi-spherical papules with the sizes of 2-5 mm, of dense consistency, with smooth or slightly peeled surface. In the central part a pseu-dopustule (necrosis), and a small crater-like ulcer covered with closely fitting crust bounded with slightly elevated border is formed. They heal leaving small «stamp-like» scars surrounded by a narrow pigmented border.

Lichen scrofulosorum occurs very seldom. Eruptions in the form of cone​like lichenoid, follicular or perifollicular elements with flat rounded or polygo​nal contours, often with horny top or pierced with a hair are located symmetri​cally, mainly on the lateral surfaces of the body. They are of yellowish-brown or reddish color. More infrequently, erythematous elements and infiltrative foci occur. Healing may result in formation of small superficial cicartices.

Erythema induratum (Bazin's disease) Deeply embedded nodules with the size from 1 to 5 cm of pasty and dense-elastic consistency appear symmetri​cally on the legs, mainly in the area of the gastrocnemius muscles. The nodes are not numerous, slightly tender, rounded or oval-shaped, isolated from each other, with ill-defined borders, particularly when related to diffusely located plaques and flat elements. Palpation reveals thickened lymphangitis diverging from the nodes. At first, the skin above the nodes is not changed, but during the process of growth, it becomes cyanotic and hyperemic. Gradually, the nodes become destructed resulting in pigmentation or slight, but sometimes deep, atrophy. In a number of cases, there is softening and ulceration in the center. The formed ulcers are rather shallow, rounded or oval-shaped. The floor of ul​cers is yellowish-red, covered with sluggish granulations and serohemorrhagic discharge. The borders of ulcers are elevated, sometimes with undermined edges, cyanotic and dense due to non-decayed infiltration. Smooth retracted scars pigmented along the periphery are formed after ulcers healing.

Lupus miliaris disseminatus faciei- isolated painless semispherical papules of soft consistency, yellowish-red or reddish-brown in color, with pustule-like center, show​ing « apple jelly» sign on diascopy appear exclusively on the face. Presence of elements at different stages of development is typical. Scars may be formed after healing.

Diagnostics of skin tuberculosis

1. Specific clinical signs;
2. Presence of tuberculous foci in the past history or in active state;
3. Positive tuberculin skin tests (Pirquet's reaction, Mantoux's and Moroe's tests);
4. Bacteriological method
5. Histological studies (revealing of necrotic granulation tissue, inflamma-
tory infiltration, microabscesses, the presence of mycobacteria tubercu​losis and giant Pirogov-Langhans cells).

Treatment

Specific antituberculosis drugs divided into three groups (according to their efficiency) are administered:

· lsoniazid and rifampicin (the most effective drugs);
· Streptomycin, ethambutol, prothyonamid, ethyonamid, and kanamycin
(relatively effective drugs);

•
PAS(A), thibone (the drugs of moderate efficacy).

In addition to these preparations, immune correctors, antihistamines, hy-posensibilizers and vitamins are administered. External treatment is carried out with the use of above mentioned antituberculosis agents (topical treat​ment). Surgical treatment is also used.

The Practical lesson N 8:

 Leprosy Clinical Picture, Course, Diagnostics and Treatment.
The purpose of the class: The students should understand basic consepts of this class.

Basic consepts: 
Clinical features, diagnosis, differential diagnosis, laboratory tests, treatment for the Leprosy

Eguipment: Tables, photos of the disease, presentation,

Study hours: 2 h.

Plan:

Test Questions, Situational Tasks, tables, photos of the disease, presentation about topic.

Leprosy is a chronic generalized infectious disease, which involves mainly ectoderm components (the skin, mucous membranes, and the peripheral nervous system), lymphatic nodes, liver, spleen, bones, and endocrine glands. The main nidi of infection are located in the south-east Asia, Africa, Indonesia, in Central and South America. The causative agent is acidproof and alcohol-resistant Mycobacterium leprae, which was described by the Norwegian sci​entist G. Hansen in 1874 and named after him. The only source of infection is a sick person. It is supposed, that a healthy person develops sensitization to Hansen's bacilli due to their multiple penetration into the body as a result of persistent contact with the patient. Contagion occurs by the droplet route, through the upper respiratory tract, or through the skin. A sick person at sub​clinical stage of the disease (in a number of cases, leprosy runs in the form of latent infection without any clinical manifestations) can be a bacillicarrier and a source of infection. Three types of leprosy are distinguished:

1. Lepromatous;
2. Tuberculoid;
3. Undifferentiated.
It is necessary to take into consideration clinical manifestations, lepromin skin test data, cellular structure of lesion foci, mycobacteria population den​sity in the histologic specimens, the number of lymphocytes in the granuloma and their localization, and also location of the latter with respect to the epider​mis, and the state of the cutaneous peripheral nerves when determining the type of leprosy. Incubation period of disease lasts from 3-5 years to 30 and even longer. Its clinical picture is determined by degree of natural resistance of the body, which is determined with the help of lepromin skin test (Mitsuda reaction). The most important sign of leprosy is affection of fibular joint, great auricular, ulnar and facial (particularly its upper branch) nerves (neuritis).

Lepromatous type is characterized by specific granuloma with numerous Hansen's bacilli packed in frothy cytoplasm of large leprous cells like ciga​rettes in the pack. In this type of disease, Mitsuda reaction is always negative. Clinical picture of lepromatous type of disease is manifested by edema of face, hands and feet, and appearance of symmetrical reddish-brown (of rust color) or hypochromic ill-defined spots on the face, trunk, thighs, and upper extrem​ities. Gradually they turn into firm plaques due to progressive infiltration. At that, the skin folds of the face, forehead, bridge of the nose, cheeks and lips be​come deeper and more apparent. In the skin and subcutaneous fat, and more frequently, on dyschromic spots, nodes and nodules (lepromas) with the size up to a hazelnut and over appear. Lepromas and infiltrates can form at any place, but mainly on the face, lobes of the ear, in the area of superciliary arches («lion muzzle». Eyebrows and eyelashes gradually fall out. The skin covering lepromas is of lilac or reddish-brown color, with telangiectatic foci, shines due to increased fat discharge. The nodules and infiltrates may gradually ulcerate. The ulcers do not heal for a long time, and cause excruciating pain only at the beginning of the process. Temperature and tactile sensitivity in the affected sites is gradually lost. The patient develops motive and trophic disorders. Lep​rosy impairs the kidneys (glomerulonephritis, amyloidosis), liver (leprous hepatitis), and bones (lamellar osteoperiostitis).

Tuberculoid type develops in case of higher body resistance. Its characteris​tic feature is typical but not specific tuberculoid granuloma. Hansen's bacilli in small amount are found only during exacerbation of the process. In tuber​culoid type of the disease, skin lepromin test is positive. This variety of leprosy impairs the skin and peripheral nervous system. Not numerous (sometimes isolated) asymmetrical oval, rounded or figure plaque-like eruptions of red or brown color varying in size from that of a coin up to the size of a palm and more appear on the back, face, buttocks, and lower limbs. They represent pa​pulae and tubercles grouped in plaques with well-defined borders. In the area of the plaques and 3 cm beyond their boundaries all types of sensitivity are absent, and sweat secretion ceases. Peripheral nerves become thickened. On palpation they are defined in the form of a cord or braid. Infrequently the up​per branch of the facial nerve is damaged. At the onset of disease patients feel polyneuritic pains and hyperesthesia.

Undifferentiated type of leprosy is characterized by the development of non​specific chronic inflammation. Hansen's bacilli are found in the infiltrate in very limited amount and extremely rare. Lepromin skin test is positive in ap​proximately 50per cent of cases. On the skin of trunk, usually on symmetrical areas, erythematous, hypochromic and erythematous-hypochromic well-de​fined spots, sometimes of acute inflammatory naturedevelop. Fine hair in spot area is lost. Hyperesthesia taking place at the beginning of the process gives place to anesthesia. Temperature, and subsequently both pain and tactile sen​sitivity are lost, sweat secretion at the sites of spot formation is absent, mimic disappears, and the face looks like a mask.

Diagnosis

It is necessary to establish the fact of the patient being in the endemic nidi of infection and reveal the typical clinical manifestations of leprosy. Revealing temperature, pain, and tactile sensitivity is of great importance. To confirm the diagnosis it is recommended to study the smears on the presence of Hansen's bacteria, Ziehl-Neelsen stain. It is also necessary to carry out histological ex​amination of biopsy material of frank lepromas and those areas of the skin, which are suspected.

Treatment

· sulfonic drugs, dapsone (4.4 sulfobisaniline) in particular;
· diuciphonom;
· dimociphonom;
· rifampicin, antipuretic and hyposensitizing agents, and analgetics are
also efficient;

•
corticosteroids.

At first, treatment should be carried out at hospital for lepers, then — at the out-patient department under the physician's supervision. Overall dura​tion of treatment is not less than 5-10 years.

The Practical lessons N 10 -12:
Keratomycoses, Epidermomycoses. Clinical Picture, Laboratory Diagnostics, Treatment and Prevention.
Trichomycoses, Microsporosis and Favus Clinical Manifestations, laboratory Diagnostics, Treatment and Prevention.
The purpose of the class: The students should understand basic consepts of this class.

Basic consepts: 
Clinical features, diagnosis, differential diagnosis, laboratory tests, treatment for the Keratomycoses, Epidermomycoses, Trichomycoses,

Eguipment: Tables, photos of the disease, presentation,

Study hours: 2 h.

Plan:

Test Questions, Situational Tasks, tables, photos of the disease, presentation about topic.

Test Questions

1. What symptom is not typical for scalp microsporia?
a. air breaking 4-6 mm high from the head

b. Hair breaking 1-2 mm high from the head

c. "Muff" presence around the broken hair

d. Asbestos-like desquamation

e. Green luminescence during hair examination under the Wood's lamp

2. What factor does not lead to candidiasis development?
a. Disbacteriosis

b. Antibiotics intake

c. Stomach diseases accompanied by achylia

d. Diabetes mellitus

e. Hypertonic disease

3. What disease is not caused by anthropophilous fungi?
a. Rubromycosis;

b. Superficial trichophytosis

c. Favus

d. Infiltrative and suppurative trichophytosis

e. Foot mycosis

4. What factor does not cause infection of feet with mycosis?
a. Hyperhydrosis

b. Violation of hygienic and sanitary rules using bath, sauna, and etc.

c. Contact with pets

d. Tight footwear

e. Blister foot

5. What clinical sign is not typical for pityriasis versicolor?
a. Bran like desquamation

b. Localization on the lower extremities

c. Scalloped borders of foci

d. Chronic course

e. Non-inflammatory patches

6. The child after microsporiasis of scalp treatment can contact children
a. Right after the treatment is over

b. After the third negative fungi test

c. After the second negative fungi test

d. After one negative fungi test

e. After the sixth negative fungi test\

7. Erythrasma is caused by
a. Viruses

b. Fungi

c. Streptococcus

d. Staphylococcus

e. Corynebacteria

8. What is not affected by mold fungi?
a. Skin

b. Mucousa

c. Nails
d. Viscera

e. Hair

9. What medication is used for external treatment of mycosis?
a. Lamisil

b. Micosolon

c. Clotrimazole
d. Dermovate

e. Nizoral

10. What is typical for infiltrative and suppurative trichophytosis?
a. General malaise with increase in body temperature

b. Acute inflammatory infiltrates presence

c. "Honeycomb" positive symptom

d. Spontaneous resolution

e. All enumerated above except answer d

11. What is not typical for scutular favus ?
a. Cicatrical atrophy

b. Mouse smell

c. Itch

d. Ecthyma

e. Atrophic and lifeless hair

12. Affection by microsporia can occur
a. Among children

b. During work at a cattle farm

c. In hairdressing saloon

d. During contacts with cats and dogs

e. All enumerated above except answer b

13. Which of the following is the clinical form of candidiasis?
a. Candidiasis of mucosa

b. Candidiasis of skin folds

c. Visceral candidiasis

d. Chronical generalized candidiasis

e. All the answers enumerated above

14. What medication is not used for onychomycosis treatment?
a. Griseofulvin

b. Lamisil

c. Nystatin

d. Orungal

e. Nizoral

15. What laboratory method is not used for diagnostics of mycosis
a. Luminescent diagnostics

b. Impression smear from the affected focus

c. Microscopy of hair and skin scales

d. Culture test

e. Histological examination

16. What clinical symptom is not typical for skin candidiasis?
a. Humid erosions

b. Dirty grey film

c. Affection of folds

d. Desquamation (exfoliation)

e. Collar of scaled epithelium along the periphery

17. What is not typical for superficial scalp trichophytosis?
a. Clear borders of affected foci

b. Hair breaking 1 -2 mm high from the head

c. Chains of spores inside the hair

d. Hair breaking 4-6 мм high from the head

e. Erythema, desquamation (exfoliation)

18. What medication is not used for topical treatment of mycosis?
a. Mycoseptin

b. Lamisil

c. Mycosolon

d. Prednisolon

e. Klotrimasol

19. Which of the following is typical for pityriasis versicolor?
a. Chronic course

b. Patches presence

c. Bran-like skin scaling

d. Scalloped borders of the affected foci

e. All the answers enumerated above except answer 

20. Affection by microsporia occurs
a. Among children

b. During contact with cats and dogs

c. In hairdressing saloon

d. During work at the cattle farm

e. All the answers enumerated above except answer d

21. What is not typical for hair affection by microsporia?
a. Partial hair breaking in the focus of affection 1 -2мм high from the head

b. Hair breaking 4-8мм high from the head

c. Whitish "muff" around the broken hear

d. Green hair luminescence under the Wood's lamp

e. Light hyperemia in the focus of affectation

22. What medication is not used for general mycosis therapy?
a. Dexametason

b. Griseofulvin

c. Nystatin

d. Levorin

e. Amphotericin Б
23. What factor does not cause development of skin candidiasis?
a. Overinsolation

b. Hypovitaminosis

c. Immune deficiency

d. Disbacteriosis

e. Endocrine and metabolic disorders

24. What causative agent does not cause fungal skin infection?
a. Trichophytons

b. Epidermophytons

c. Hansen's bacillus

d. Yeast-like fungus

e. Microsporum

25. Prevention of fungal skin infection includes
a. Sources of infection detection, their isolation and disinfection of accom-

modations

b. Examination of people having contacts with sources of infection

c. Veterinary supervision over animals

d. Periodical medical examination of personnel subjected to fungus infec-

tions (nursery and school day care facilities)

e. All the answers enumerated above are correct

26. What is not typical for microsporia of glabrous skin?
a. Patches

b. Indistinct borders and fast spontaneous resolution

c. Elevated borders of affected foci

d. Desquamation

e. Pink coloration of the affected focus

27. What is not typical for lichen ruber planus?
a. Chronic course

b. Spotty eruption

c. Bran-like peeling

d. Itch and localization on the extremities

e. Typical localization

28. In what patients are the changes of nail plates observed?
a. Suffering from hypoalbuminemia

b. Suffering from hepato-lenticular degeneration of liver

c. Suffering from disturbance of lymph formation

d. Suffering from fungus affection of nails

e. All the answers enumerated above

29. Clinical form of candidiasis is
a. Candidiasis of large folds

b. Candidiasis of small folds

c. Candidiasis of mucosa

d. Candidiasis of cuticles and nails

e. All the answers enumerated above

30.What does not belong to the clinical peculiarity of infiltrative and suppurative 

     trichophytosis?

a.
A"honeycomb" symptom

b.
Cicatrix

c.
Lymphadenitis

d.
Broken hair with intense growth along the foci peryphery

e.
Singular foci

Situational Tasks

1. An 11-year-old schoolboy visits a doctor with complaints of minor itching and eruptions on the glabrous skin of the face and chest. He has been ill for about a month, since his parents had noticed several rounded foci on the skin of the face and chest. The child likes to play with the cat and dog visiting his grandmother. On examination, several rounded erythematous foci covered with whitish flour-like scales on the skin of the face, chest, and abdomen are formed. The boundaries of the foci are well-defined, slightly elevated, and covered with small vesicles and serous crusts.

a. What is the likely diagnosis?

b. What is the likely management and secondary prophylaxis?

2. A 38-year-old patient, a cattle-farm worker, visits a doctor with complaints of
malaise, headache, increase of body temperature up to 37.6°C, and "nodes" on the scalp. He associates the disease with his occupation, as veterinary de​partment testifies the presence of lichen in calves. On examination, there are several sharply defined lesion foci covered with great amount of purulent suc​culent crusts on the scalp. After their removal, pus which looks like honey in honeycombs discharges from some hair follicles ("honeycomb" symptom). The submandibular and parotid lymphatic glands are enlarged and tender on palpation.

a. What is the likely diagnosis?

b. What is the likely management and secondary prophylaxis?

3. A 29-year-old woman visits a doctor with complaints of alopecia focus on the scalp and periodical slight itching. She noted the focus three days ago. About a month ago she made a permanent wave at the hairdressing saloon. She has no animals at home. On examination, there is a regular, rounded, 4cm in di​ameter focus on the scalp in the parietal region. Bran-like whitish scales are seen against the background of pale erythema. Hair in the lesion focus is bro​ken 6mm off above the skin. Broken hair looks powdery like.

a. What is the likely diagnosis?

b. What is the likely management and secondary prophylaxis?

4. A 4 year-old girl visits a doctor with complaints of alopecia focus and slight itching on the scalp. Her mother says that the focus appeared about a week ago. They have no animals at home. The girl stays with a grandmother. On ex​amination, a well-defined rounded focus, 3 cm in diameter is seen on the tem​poral part of the scalp. Scanty scaling with asbestos-like scales is seen against the background of pale erythema. The hair is broken 1-2mm oft above the skin. The ends of broken hair are thinned and comma like curved. On exami​nation of grandmother, a linear focus (1.5x12cm) was revealed on the bor​derline of hair growth on the occipital part of the head. Black dots on the foci region against the background of the visibly intact skin could be seen. Bran-like scales were revealed on scraping.

a. What is the likely diagnosis for the girl and her grandmother?

b. Who of them was the source of infection ?

c. What is the likely management and secondary prophylaxis for grand-

daughter and grandmother?

5.
A 10- year-old boy has a regular sharply defined rounded focus with slightly

raised edges on the skin of the forearm. Small amount of bran-like whitish scales, easily removed by scraping, is seen against the background of pale erythema. Inside the focus a rose ring can be clearly seen. The patient periodi​cally feels slight itching.

a. What is the likely diagnosis?

b. What is the likely management and secondary prophylaxis?

6.
A male has two foci of regular rounded shape with sharp borders, 3-5cm in size, elevated, curb-like. Bran-like scales are seen against the background of pale erythema. He suffers a slight itch. He is ill for a month. He is a country-man and contacts with a cat, a dog and cattle. Woods lamp examination does not reveal any green fluorescence. Scales collected from the foci show mycelium presence.

a. What is the likely diagnosis?

b. What is the likely management and secondary prophylaxis?

7.
A 5-year-old girl with alopecia focus visits a children's dermatologist. Peri-
odically she suffers from slight itching. The focus appeared 7 days ago. Half
a month ago the girl played with a kitten in the street. On examination, a well-
defined rounded erythematous and squamous focus is revealed on the skin of
the parietal part of the head. Some hair looks like being cut 6-8mm above the
scalp and covered with dust in the region of focus. Microscopic study reveals
spores of microscopic fungus of Microsporum family within hair stumps.

a. What is the likely clinical diagnosis?

b. What is the likely management and secondary prophylaxis?

8. A 36-year-old male visits a doctor with complaints of pain and itching in the
interdigital folds and on the soles of feet. He is ill for 5 years. Exacerbations usually occur in summer. The patient practices self-treatment. He is followed-up by an angiologist for obliterating endarteritis. On examination, there are foci of edematous erythema with sharply defined borders, and the epidermis impends along the edges of the focus like a collar on the skin of the foot arch and in the interdigital folds. Vesicles and confluent erosions with remnants of erythema along the edges and serous discharge can be seen against the back​ground of erythema.

a. What is the likely diagnosis?

b. What is the likely management and secondary prophylaxis?

9. A 29-year-old patient visits a doctor with complaints of feet itching and blister
foot. Overheating is a result of his disease. After a prolonged campaign, he took off his tight footwear and revealed blister foot and intertrigo accompanied by itch in the interdigital folds. Similar symptoms occured earlier, but they were not so remarkable. The male visits public bathhouse and suffers from platy​podia. Lower limbs angiopathy is a concomitant disease. On examination, the process is localized in the interdigital folds of the both feet with transition to the flexor surfaces of the toes and back surface of the feet. Erosions and swell​ing exfoliating epithelial layer can be seen. There are small oozing erosions, sago-type vesicular rash, and marked bran-like scaling.

a. What is the likely diagnosis?

b. What is the likely management and secondary prophylaxis?
10. A 48-year-old patient complains of spots in the axillae region following no subjective symptoms. On examination, sharply defined brown spots (8-10cm) with scalloped edges covered with bran-like scales are revealed in the axillae.
a. What is the likely diagnosis?

b. What is the likely treatment?

11. A 32-year-old female patient visits a doctor with complaints of spots on the skin of the chest and back accompanied with slight itching. She has been ill for a year. On examination, multiple non-inflammatory spots of various sizes and shapes, of red-brown colour and bran-like scaling are revealed on the skin of the chest and back.
a. What is the likely diagnosis?

b. What is the likely treatment?

12. A 48-year-old male patient visits a doctor with complaints of itching, dryness, and scaling of the feet. He got ill 3 years ago when he had noted feet dryness and splits. Increased sweating of feet as he works at the workshop with high air temperature has resulted in his disease. After work he takes daily shower in the public shower room, which is not disinfected. At present the disease is persist​ent and tends to spreading over the back of feet. The patient is followed up by an endocrinologist for malfunction of the adrenal glands. On examination, all the interdigital folds of both feet are affected- scaling and splits. Skin of feet is infiltrated and dry, with visible skin fissures filled with flour-like scales. The process extends to the lateral foot and the back of the plantar feet, and toes. The similar foci are present on the buttocks and in the inguinal region.
a. What is the likely diagnosis?

b. What is the likely treatment?

13.
A 25-year-old male visits a doctor with complaints of severe itch, intense
morbidness, hair loss, and unpleasant odor of the scalp. He has been ill since

childhood. He was gradually losing his hair. He didn't seek medical assist​ance. His past medical history includes Botkin's disease. On examination, a specific "mouse-like" odor is present. The hair on the head is almost absent, especially, in the parietal and occipital parts. The skin is hyperemic and has atrophic changes. In the orifices of hair follicles there are pustules shriveled in yellowish-brown crusts. The hair is easily pulled out. It has ash-grey colour. It is dry and brittle.

a. What is the likely diagnosis diagnosis?

b. What is the likely investigation to make the final diagnosis?

13. A 42-year-old female patient, a confectioner, visits a doctor with complaints
of itching and burning in the interdigital folds. She has been ill for 2 months

At first, flaccid vesicles resolving rapidly with formation of erosion appeared in the interdigital folds of the 3rd and 4th fingers. She treated the skin of foci with flucinar. The treatment was ineffective. A mild diabetes mellitus is a concomitant disease. On examination, pronounced rose-red erosion with moderate oozing lesion, smooth and shining surface, outlying the intact skin can be seen in the third interdigital fold of the right hand. Ragged, pearl hue, macerated epidermis is seen along the periphery of erosion. A split is present in the depth of interdigital fold.

a. What is the likely diagnosis?

b. What is the likely treatment and prophylaxis?

15. A 68-year-old female patient from the therapeutic department of the clinic complains of burning, itching and eruptions in the inguinal and femoral folds. She has been ill for 10 days, when the hyperemia of skin and rapidly opened flaccid vesicles with formation of erosions had appeared for the first time. The process spread further to the inner surface of the thighs. The patient has been at the therapeutic department for a month with diagnosis of bilateral pneumonia complicated by exudative pleurisy. She has been injected 50mu of penicillin intramuscularly. She suffers from concomitant chronic gastric anacidity and mild diabetes mellitus. On examination, the process is localized in the inguinal and femoral folds with transition to the pubic region. Large moderately wet dark red erosions with bright livid hue and polycyclic bor-ders are visible in the affected areas. A border of whitish exfoliating macerated epithelium is along the periphery of the foci. Small foci of the same nature are observed around the main focus.

a. What is the likely diagnosis?

b. What is the likely treatment and prophylax

MYCOSIS, FUNGUS DISEASES OF THE SKIN AND MUCOUS MEMBRANES

Mycotic lesions are the most contagious and widespread in dermatological practice.

Predisposing factors of mycoses:

1. poor individual hygiene;
2. low resistance of the skin;
3. hypo- and avitaminosis;
4. endocrine system disturbances (diabetes mellitus);
5. immune system disturbances;
6. HIV-infection;
7. long uncontrolled intake of antibiotics, glucocorticosteroids, and cyto-
static agents.

Classification suggested by A.M.Arievich and N.D.Sheklakov:

I.
Keratomycoses:

1) pityriasis versicolor;
2) erythrasma.
II. Dermatomycoses:

1) epidermophytosis inguinalis;
2) epidermophytosis of the feet (Epidermophytosis pedis);
3) rubromycosis;
4) trichophytosis (anthropogenic and zoophilic);
5) microsporia (anthropogenic, zoophilic);
6) favus.
III. Candidiasis (superficial, chronic, generalized, visceral);

IV. Deep mycosis;

V. Pseudomycosis.

Pityriasis versicolor belongs to the group of keratomycoses with low con​tagiousness characterized by involvement of only the corneal epidermal layer and hair. The causative agent is Pityrosporum orbiculare — an opportunistic fungus living on the skin of each person, but under certain conditions capable of causing a disease. These conditions include:

1. Exogenous factors associated with hyperhidrosis, overheating, and over-
cooling;

2. Endogenous factors — diseases, which result in change of the skin pH
and shift in the immune system.

Clinical Picture

Eruption element is a yellowish-brown spot with well-defined borders. It has a tendency to peripheral growth and is slightly scaled (scales look like bran, hence the name pityriasis furfuraceous). It is localized in the posterior part of the neck, back, axillae, and the chest. A positive symptom of "chips" (horny scales are easily detached like chips by scratching of the skin). Dif​fuse lesion is possible. Subjective symptoms are absent. Baltzer's iodine test is positive. The course is chronic with typical recurrences. In summer, under the influence of insolation, eruptions rapidly regress and leave hypopigmented spots of untanned skin (post parasitic leukoderma).

Principles of Treatment

General antifungal therapy is used in diffuse forms of the disease. The treat​ment lasts until the disappearance of clinical manifestations. Keratolytic and fungicidal agents (3-Sper cent salicylic alcohol, 3-5per cent iodine solution, nitrofungin, and clotrimazole) are applied externally. Underwear and clothes should be disinfected.

Erythrasma

A causative agent of disease is Corynebacterium minutissimum localized in the upper part of horny layer of epidermis. It develops in the large skin folds when the nutrition is irrational or there is disposition to sweating.

Clinical Picture

Spots of yellowish-brown, brick-red, or red-brown colour localize mainly in the folds of groin, armpit and under the breasts. The spots are large, coa​lesced. They can have dissemination along the periphery and be of typical polycyclic contour.

Erythrasma can be complicated by eczematization, intertrigo. Then sub​jective feelings of itch, burning appear and they are absent at uncomplicated erythrasma.

Diagnostics is based on clinical symptomatology and typical localization. Treatment

Affected areas of the body are treated with antifungal solution followed by application of antifungal ointment for 2-3 times a day.

Epidermophytosis inguinalis is caused by pathogenic fungus Epidermophyton.

More often the disease afflicts men. Hidrosis, carbohydrate metabolism disorders, increase of ambient temperature add to the development of the disease. Contamination occurs either at direct contact with the patients or at public accommodations (bathhouse, sauna, or shower).

Clinical Picture

Typical localization of eruptions is the skin of inguinal folds, anogenital region and breasts. Rounded rose spots with well-defined borders being in​

flamed acutely are the morphological element of it. Coalescing, they form foci of polycyclic shape with well-defined solid edematous peripheral border on which vesicles, micro-pustules, erosions, crusts, scales, sometimes oozing le​sions imitating eczema are formed. In the centre of such foci there is a resolu​tion of pathological process and scaling. Severe itch is a subjective symptom. A disease can become chronic with exacerbation in summer. 

Diagnostics

It is based on typical clinical picture and detection of mycelium in the skin scales from affected foci and nail plates.

Treatment

· Local — antifungal agents (solutions, ointments, creams);
· General- systemic antifungal drugs.
Epidermophytosis pedis or tinea pedis is a fungal disease caused by der​matophytes. It is related to dermatomycoses. A causative agents of the dis​ease are Thrichophyton rubrum (approximately 90per cent), and Thrichophyton mentagrophytes or Thrichophyton Interdigitale (about 10per cent).

Thrichophyton rubrum is referred to the anthropophilous fungi. It's very persistent in the embient environment. Infestation occurs in bathhouses, showers, swimming-pools when sanitary rules and basic hygiene are neglect​ed. There is a number of predisposing factors for mycoses development. They can be divided into general and local.

General Factors

· Vascular disorders in the distal parts of extremities (atherosclerosis oblit-
erans, Friedlander's disease, phlebeurysm);

· Overcooling and overheating of extremities;
· Endocrine disturbances (diabetes mellitus, thyroid gland disorders);
· Hypovitaminoses.
Local Factors
1. Skin abrasion;
2. Hyperhydrosis leading to maceration of horny layer of epidermis. Dis​position to sweating can be observed in people wearing socks made of synthetic fibre, tight and too warm footwear.
Clinical forms of Epidermophytosis pedis

a. Intertriginous form. A maceration of horny layer of the dermis develops in the interdigital spaces (more often in IV and V), places of toes sur​faces friction followed by hyperemia, blisters eruptions, after their reso​lution, erosions and splits. Subjective symptoms are itch and pain;

b. Dyshidrotic form. It is characterized by blisters eruptions in the place of foot arch. Blisters can enlarge in size forming multichamber bullae. After consecutive infection the content of bullae is filled with pus. Ero​sions appear after the bullae rupture. Erosions undergo the process of epithelialization after the disease slowly subsides and only slight scaling is left. Subjective symptoms are itch and pain;

 c. Squamous-hyperkeratotic form. It is characterized by focal and diffuse thickening of the corneal layer, especially in the region of heels. Small lamellar (flour like) scaling is typical and it is most visible in the large folds. A number of patients suffer from itch and they suffer from pain at walking having skin splits.

Tinea capitis is caused by fungi Microsporum and Trychophyton. Micro-sporosis of the scalp is also known as serpigo.

Clinical picture

Lesion foci are rounded patches with well-defined borders. Skin of the head in the places of patches has changes — scaling and erythemas are visible. Lesion foci of the scalp at microsporosis and trychophytosis can be easily differentiated even according to clinical signs as opposed to mycosis of glabrous skin.

Microsporosis

Hair in the lesion foci is changed. It is lustreless and gray and all break off the same level, 4-6mm from the surface of the skin. 

Trichophytosis

The hair is broken off different level and rather low (2-3mm) .There is hair broken off on the level of skin ("black dots"), hair in the form of comma, and long hair having no visible changes.

Diagnostics

· Clinical picture;
· Epidemiological history;
· Microscopy of a hair. A cap localized around the hair is seen at small mag-
nification. Lots of small spores localized inside and around the hair can be seen at high magnification. Spores localization inside the hair is more typical for superficial trichophytosis (endothrix);

· Wood's lamp test;
· Culture test.
Favus. The disease is caused by anthropophilic fungus Trychophyton Sch​oenleinii affects glabrous skin and scalp.

Typical (scutular) form. The main element is a scutula being a pure fungus culture in the epidermis. Lesions of the scalp are manifested by erythematous-infiltrative foci in which favum-like scutums (scutulas) in the form of rounded yellowish-grey formations and central dipping are localized along with the scales. Affected hair is lustreless, atrophic, brittle, lifeless, brittle, very much like hair of old uncared wigs. A specific "mouse-like" or "barn-like" smell is typical for scutular form of disease. Ulerythema is formed on the place of scu​ tula separation. Typical grouped scutular elements with atrophic scars are also left after recovery on the glabrous skin. 

Diagnostics

A diagnosis and typical clinical picture are approved by microscopy and culture test.

Treatment of dermatophytoses

Etiological Therapy

I.
External (local, topical) — creams and ointments containing azole
"Clotrimazole"(kanesten), isoconazole, ketoconazole (Nizoral), Mico-
nazole, terbinafine (Lamisil).

II.
General — indications for general therapy are :

1) Diffusion of the process;

2) Inclination to recurrences;
3) Affection of any of the skin appendages;
4) Inefficiency of topical therapy.
The following drugs of general therapy are to be taken — azoles for internal use (itraconazole (Orungal),ketoconazole (Nizoral),terbinafine (Lamisil), Clotrimazole,Miconazole etc.)

Pathogenetic Therapy is directed towards elimination of pathogenetic fac​tors - improvement of blood circulation, treatment of endocrine diseases, im-munostimulating therapy.

Onychomycosis. It is a fungi infestation of nail plates. Causative agents of disease are the same as for the epidermophytosis pedis and Candida.

Affection of nail is observed at:

· Transition of infection from the surrounding tissue (chronic epidermo-
phytosis pedis);

· Penetration of fungus under the finger plate having foci on the glabrous
skin (autoinoculation way). Factors influencing development of Onychomycosis are divided into:

I.
Endogenic:

1) Circulatory disturbance in the distal parts of limbs;
2) Primary (congenital immunodeficiency disorders) and acquired im​munodeficiencies;
3) Endocrine system diseases (diabetes mellitus);
4) Nervous system diseases leading to tissue trophism disorders;
5) Chronic skin diseases accompanying horny layer formation disorders and nail dystrophy (ichthyosis and psoriasis).
II.
Exogenic:

1) Traumas of nail plates;

2) Microcirculation disturbance in the limbs after frostbite, wearing of tight footwear.
Clinical signs

1. Changes of nail plate colour — a nail becomes yellow-brown, loses its
lustre;

2. Change of the nail plate shape;
3. Detachment of nail plate from the nail bed and its destruction is pos-
sible;

4. Changes start with distal part of the nail plate. Changes of nail plates are of three types:
a. Normotrophic variant. It is characterized by the strips of white and yel​lowish colour in the depth of nail;

b. Atrophic variant. It is characterized by considerable thinning, detach​ment of nail plate from nail bed, hollows formation or partial destruc​tion of plate;

c. Hypertrophic variant — subungual hyperkeratinization -accumulation of horn mass (a keratotic mass under the finger plate).

Treatment

· Systemic antifungal drugs use;
· Topical antifungal drugs use ( solutions, plasters, nail lacquers);
· Surgical removing of the affected part of the nail plate as much as pos-
sible or the whole of the nail plate;

 Prophylaxis

1. Elimination of pathogenetic factors stimulating mycosis development
(somatic pathology treatment);

2. Maintainance of hygienic and sanitary conditions on the beaches, in the
bathhouses, showers, and swimming-pools;

3. Early detection of patients affected by mycosis;
4. Personal prophylaxis — never use someone's footwear. Use only per-
sonal towels, flip-flops in bathhouses, showers, beaches.Wash legs and feet everyday. Cure hyperhydrosis, don't wear tight footwear. 

Superficial mycoses of glabrous skin are referred to the group of Dermatophytoses — fungal diseases caused by Dermatophyte. 

Etiology and pathogenesis
Infestation of glabrous skin can occur in the following diseases:

1.
Microsporia is a highly contagious disease. It is mostly spread among

children and affects both glabrous skin and scalp. The main causative agents are Microsporum canis (more often), M.ferrugineum and et al. In-festation occurs from cats, dogs and other animals (zoonotic disease).

2.
Trichophytosis is a highly contagious fungal disease. It affects both gla-

brous skin and scalp. The main causative agents are fungi Trychophyton (T.Violaceum, T.Tonsurans).

Clinical picture

Clinical signs of glabrous skin and scalp infestation are:

· Inflamed red rounded spots with well-defined and inflamed border;
· Blisters and crusts can be seen along the border of lesions;
· There is exfoliation of the affected foci;
· Foci tend to peripheral growth and resolution from the centre to periphery;
· In the protracted course so called " figures-targets"(ring inside the ring)
appear.
 Diagnostics

a. Assessment of clinical history;

b. Necessity to reveal epidemiological history ( contacts with animals, sick people);

c. Microscopic examination (methods of examination are given in the practical part of the manual);

d. Culture examination.

Candidiases
There is superficial candidiasis, chronic generalized candidiasis, general​ized candidiasis, visceral candidiasis.

Superficial candidiasis (candidiasis superficialis) is a disease, caused by yeast-like fungi Candida albicans not infrequently affecting mucous mem​branes, skin, and nail plates.

Clinical picture

The primary eruption element of superficial candidiosis on the skin is pus​tule, on the mucous membranes — erosion, deposit.

Depending on localization of the process there are different types of super​ficial candidiasis:

Thrush (oral moniliasis) is manifested by whitish, easily removed deposit (like curdled milk) on the mucous membrane of the mouth cavity. If disease follows a protracted course then solid brown films appear and after their re​moval erosions and ulcerations are formed.

Candida glossitis. There is hyperemia, dryness, white film on the mucous membrane of the tongue in the acute phase of the disease course and grey de​posit on the borders and lower surface of the mouth, and atrophy of papillae in the chronic phase.

Candidiasis of mouth angles is manifested by limited erosions and splits of mouth angles.

Angular cheilitis (perleche cheilosis) is characterised by a moderate swell​ing, splits, dry crusts on the prolabium.

Genital candidiasis. It can prove of masked sexual infection, endocrine pathology in men. Candidal vulvovaginitis often shows masked sexual infec​tions, and endocrine pathology in women in the inflammatory processes of the urogenital system. It is manifested by hyperemia of mucous membrane, erosive surfaces, appearance of white deposits and cottage-cheese like dis​charge with itch and burning.

Candidiasis of the large skinfolds (yeast intertrigo). The process is local-ized under the breasts, in the armpits, in the inguinal part and inner thighs. mainly obese women suffer this disease.

Candida paronychia and onychomycosis. At first the nail base is infected-paronychia (hyperemia,swelling,pain) and then the process follows the nail plate(toe plate). So onychomycosis is always accompanied by paronychia in case of candidiasis as opposed to other fungi.

Diagnosis

· Clinical picture;
· Microscopy of pathological material. A diagnostic sign is pseudo-myc-
elium detection. At the same time it is necessary to take into account that detection of isolated pseudo-mycelium doesn't allow to make a di​agnosis of candidiasis as fungi Candida are present on the skin and mu​cous membranes in the healthy people as well;

· Culture examination. 
Therару
Candidiasis treatment can be divided, as any other diseases, into etiologi​cal (affecting the disease causative agent) pathogenic ( directed at elimination of pathogenic factors of disease emergence) and a symptomatic one.

Etiologic treatment

1.
Local (topical) therapy — anticeptics, anti-inflammatory and antifungal

solutions, creams, ointments, pastes, intravaginal tablets, gels contain​ing antifungal component;

2.      General therapy is used in diffuse processes and when there is a tendency to chronic course. Systemic drugs are administered (fluconazole, clotrimazole, terbinafin, pimafucin). 

The Practical lessons N 13 - 15:

Dermatitides. Toxicodermia. Eczema. Clinical Picture, Course, 
Diagnostics and Treatment.

Atopic Dermatitis. Clinical Picture and Treatment.

The purpose of the class: The students should understand basic consepts of this class.

Basic consepts: 
Clinical features, diagnosis, differential diagnosis, laboratory tests, treatment for the Dermatitides, Toxicodermia, Eczema, Atopic Dermatitis.

Eguipment: Tables, photos of the disease, presentation,

Study hours: 2 h.

Plan:

Test Questions, Situational Tasks, tables, photos of the disease, presentation about topic.

Test Questions

1. Which of the following is the sign of simple contact dermatitis?

a. Hidden period between the first contact with irritant and dermatitis de-

velopment

b. Correlation of degree of manifestations in dermatitis with the develop-

ment of dermatitis

c. Skin affection spreads beyond the boundaries of irritant influence

d. The site of affection is not adequate to the site of irritant influence

e. Sharp borders of focus

2. What is the pathognomonic eruption element of eczema?

a. Crusts, scales

b. Erythema

c. Microvesicles, "serous wells"

d. Erosions, ulcers

e. Papules/vesicles

3. What medication should be urgently prescribed for the patient suffering from Lyell's syndrome?

a. Antibiotics

b. Corticosteroids

c. Sulfonamides

d. Vitamins

e. Cytostatics

4.
A patient presents to the dermatovenereologist with complaints of
eruptions on the shin with itch. On examination, dark violet stripe
and linear patches with sharp borders are revealed on the skin of shins
and thighs. What is the likely diagnosis?

a. Allergic dermatitis

b.
Simple contact dermatitis

c. Microbial eczema

d. Toxicoderma

e. Multiform exudative erythema

5.
Which of the following is a clinical manifestation of chronic dermati-
tis?

a. Oozing lesion

b. Rosacea, infiltration, oozing lesion

c. Erosions

d. Infiltration

e. Scales

6. Which of the following is a sign of seborrheic eczema?

a. Polyvalent sensitization

b. Hands and feet localization

c. Long and persistent course with relapses

d. Face, back, and chest localization

e. Marked oozing lesion

7. Which of the following is the main clinical sign typical for epidermal toxic necrolysis (Lyell's syndrome)?

a. Immediate development of diffuse erythema

b. Positive Nikolsky's sign

c. Marked painlessness of both affected and healthy skin

d. Positive Woronoff's sign

e. Tubercles

8. Which of the following is the most typical sign of allergic contact dermatitis?

a. It develops in patients sensibilized to the particular irritant

b. A polyvalent sensitization is present

c. An inflammation area depends on the concentration of irritant

d. Resistance to the anti-inflammatory treatment

e. Sharp borders of focus

9. Which of the following is observed in patients ill on true eczema?

a. Symmetrical localization of foci

b. Asymmetrical localization of foci

c. Bullous elements development

d. Distinct borders of foci of affection

e. Tubercles development
10.
What is the cause of simple dermatitis?

a. Boiling water

b. Mustard plaster

c. Ultraviolet rays

d. Cosmetic creams

e. All the answers enumerated above are correct

11. What clinical forms of eczema do you know?

a. True

b. Microbial

c. Professional

d. Infantile

e. All the answers enumerated above

12. A man complains of recurrent eruptions on the penis. A single blister on the glans penis has been healing for 2 weeks with hyperpigmenta-tion. Such affection has developed 3 times for the last 2 years. A pa​tient takes phenolphthalein, sulfanilamides regularly. What is the likely diagnosis?
a. Secondary syphilis

b. Toxicodermia, erythema multiforme

c. Contact dermatitis

d. Pemphigus

e. During's disease

13. Which of the following is the main clinical sign of severe stage of ec-zema?

a. Erythema

b. Lichenification

c. Microvesicle

d. Microerosion

e. Oozing lesion in the form of dew drops

14. Which of the following is the first stage of simple dermatitis?

a. Erythematous

b. Bullous

c. Ulcerous- necrotic

d. Oozing

e. Squamous

15.
A 37-year-old man visits a doctor with complaints of dark brown
spots on the hands and oral cavity. A patient had acute respiratory dis-
ease. A week ago he took sulfadimethoxin. After this bright rosy spots,
itch, and burning developed on the body. What is the course of such
clinical picture?

a. Antihistamines intake

b. Gasoline, oil

c. Food

d. Virus of grippe

e. Sulfanilamides intake

16. Which of the following is used for external therapy of eczema (oozing lesion stage)?

a. Powder

b. Ointment

c. Paste

d. Lotion

e. Topical suspension

17. A 35-year-old man visits a doctor. He felt burning and morbidity of both feet after he had worn trainers in the camping trip. On exami​nation, skin on the feet is hyperemic. There are blisters with serous content. What is the likely diagnosis?
a. Simple contact dermatitis

b. Lyell's syndrome

c. Allergic contact dermatitis

d. Toxicoderma

e. Dermatitis

18. A 32-year-old driver visits a doctor. He has been ill for 2 years. On examination, punctuated foci of affection with non-distinct borders developed on the skin of forearm, face, and breast. They are slightly infiltrated, cyanotic purple. On their surface there are papules with microvesicles and serous hemorrhagic crusts. There is a red dermographism. Treatment gives temporal effect. What is the likely diagno​sis?

a. Chronic microbial eczema

b. Chronic true eczema in the stage of aggravation

c. Dyshidrotic eczema

d. Multiform exudative erythema

e. Atopic dermatitis

19. What sign is typical for true eczema?

a. Allergy and nervous type of process

b. Long course of disease with rapid relapses

c. Polymorphism of eruptions

d. Frequent aggravation without visible causes

e. All the answers enumerated above

20.
A 58-year-old medical attendant of the hospital is admitted into the
hospital with complaints of skin hyperemia of both hands. Small vesi-
cles rupture quickly with pointed erosion and marked oozing lesions.
Skin of the hands is slightly hyperemic. There are dotted erosions,
grayish and whitish crusts, marked oozing lesions. Foci of affection interchange with the healthy skin. Severe itch is constantly disturb​ing. What is the likely diagnosis?

a. Microbial eczema

b. Simple contact dermatitis

c. Third degree burn

d. Herpes

e. True eczema

21. A 65-year-old patient has been suffering from varicose veins of the left shin for many years. He complains of eruptions, itch on the left shin.On examination, the skin is edematous, hyperemic. There are punctate erosions ,vesicles, pustules, honey-yellow crusts, oozing le-sions.What is the likely diagnosis?

a. Dermatitis

b. Microbial(varicose)eczema

c. Staphyloderma

d. Erysipelas inflammation

e. True eczema

22. A 25-year-old patient complains of abundant urticarial eruption on the skin of body, upper and lower extremities after he has eaten cit​ruses. The temperature is growing up to 38.5C. He suffers from itch and dyspepsia. What is the likely diagnosis?
a. Dermatitis(allergic)

b. Toxicoderma

c. Hives

d. First degree burn

e. Psoriasis

23. What is not typical for simple contact dermatitis?

a. Distinct borders

b. Localization in the places of irritant contact

c. Blisters

d. Burning

e. Oozing lesion

24. What clinical sign is typical for toxicoderma?

a. Multiformity of eruption

b. Symmetry

c. Dissemination of eruptions

d. Intoxication

e. All the answers enumerated above are correct

25. What is typical for toxicoderma ?

a. Marked inflammatory reaction of skin

b. Marked prevalence up to erythroderma

c. Impairment of general condition

d. Quick regression after the allergen contact elimination

e. All the answers enumerated above are correct

26. Which of the following are the most prevailing sensibilizing sub-stances?

a. Salts of heavy metals

b. Polymers

c. Organophosphorus and chlorinated organic pesticides and insecticides

d. Drugs

e. All the answers enumerated above are correct

27. A 45-year-old man visits emergency room with complaints of tense edema on the face, eyelids, neck, tongue, and oral mucosa developed 6 hours ago. Ten days ago he started a new medication intake to treat hypertonic disease. What is the likely diagnosis?
a. Allergic dermatitis

b. Lyell's syndrome

c. Quincke's edema

d. Macrocheilitis

e. Erythema multiforme exudative

28. General treatment of eczema includes

a. Hyposensibilizing drugs

b. Disintoxication therapy

c. Antihistamines

d. Antibiotics

e. All the answers enumerated above are correct

29. Topical treatment of eczema with oozing lesions includes

a. Lotions

b. Glucocorticoid ointments

c. Antibiotic ointments

d. Physiotherapy

e. Cryotherapy

30. What topical treatment is indicated for eczema with oozing lesions development?

a. Glucocorticoid ointments

b. Powders

c. Lotions

d. Keratolytic ointments

e. High frequency therapy

Situational Tasks

1. A worker of cement plant visits a doctor with complaints of itch, redness, edema, pustules, oozing lesions of the skin around fistula after osteomyelitis on the right shin. The borders of the lesion are well-defined, other skin areas remain intact.

a.What is the likely diagnosis?

b.
What is the likely management and secondary prophylaxis?

2. A patient was administered tetracycline, which he was used to, to treat his sore

throat. On the second day the symptoms improved significantly, general con​dition became normal, temperature decreased, but rich eruptions in the form of rose spots accompanied by burning appeared.

a. What is the likely diagnosis?

b. What is the likely management and secondary prophylaxis?

3. Red and swollen patches with the following formation of small inflammatory nodules, vesicles and erosions with profuse discharge of serous fluid appeared on the back of the hand in a 35-year-old patient after severe stress. The process is
followed by itching.

a. What is the likely diagnosis?

b. What is the likely differential diagnosis?

c. What is the likely management and secondary prophylaxis?

4. A 35-year-old female patient visits a doctor with complaints of skin lesion of hands and the lower third of forearm in the form of edema, hyperemia, ve-siculation and oozing lesion. The disease developed after she had been using "Lotos" detergent for a month. Her past history has no skin diseases.

a. What is the likely diagnosis?

b. What is the likely management and secondary prophylaxis?

5. A 28-year-old patient who works at the furniture plant visits a doctor with complaints of eruptions on the hands accompanied by itching. The first morphologic lesions appeared a year and a half ago, two months after he had began to work. The disease is associated with the urea-formaldehyde resin contact. He visited a dermatologist, who treated him with powder and hor​monal ointments, and the process ceased. But the recurrences became more prolonged. On examination, symmetrical lesion foci are located on the back of hands. Papules, vesicles, numerous scales, crusts and fissures are found on the background of ill-defined erythema. There are oozing lesions in the form of "serous wells".

a. What is the likely diagnosis?

b. What is the likely management and secondary prophylaxis?

6. A 29-year-old patient, an engineer, visits a doctor with complaints of irritability, itching, insomnia, increase of temperature up to 37.8°C, tension and tenderness of the affected skin areas. The disease is associated with admin-istration of sulfonamides, which have been prescribed by a therapist to treat acute respiratory disease. Eruptions appeared suddenly after the medicine intake and were followed by the increase of body temperature. Two years ago the similar spots appeared on the same areas after sulfadimetoxin intake. They disappeared rather soon, but pigmentation developed on their place. Food allergy to citrus fruits is a concomitant disease. On examination, red-brown with dark hue erythematous foci with well-defined borders are found on the skin of the chest and on the lateral surfaces of the trunk.

a. What is the likely diagnosis?

b. What is the likely management and secondary prophylaxis?

7. A 28-year-old patient, a welder, visits a doctor with complaints of rash and itching on the right shin. A week ago he burned the right shin. He didn't consult a doctor and used streptomycin emulsion applications as self-treatment. In 5 days, redness, edema and itching have developed on the burn site. Almost simultaneously oozing lesion, erosions and crusts appeared too. On exami​nation, two small ulcers covered with purulent discharge are found on the middle third of the shin. There is a well-defined erythema (9x18 cm), miliary papules, vesicles, and oozing lesion. Separate pustules are revealed along the periphery of the lesion foci.

a. What is the likely diagnosis?

b. What is the likely management and secondary prophylaxis?

8. A mother with a 4-month-old child, who has eruptions on the skin of the cheeks accompanied with severe itching, visits a doctor. The child has been ill for two weeks after the first artificial feeding. Eruptions developed the next day. A mother indicates that her child is born after the first pregnancy. He is a breast-fed infant. The mother's past medical history is significant tor bron​chial asthma, drug toxicoderma, toxicosis of the first half of pregnancy. On examination, the skin on the cheeks is erythematous and slightly edematous. Erythema is ill-defined with numerous micropapules, vesicles and erosions. Small drops of serous exudate are oozing from erosions. Crusts and scales are found on the right cheek.

a. What is the likely diagnosis?

b. What is the likely management and secondary prophylaxis?

9. An 11 -year-old child is delivered to a critical care unit with eruptions on the

entire skin. The child's general condition is severe. A disease developed in sev​eral days after medications intake-antibiotics, salicylates to treat acute respira​tory infection. The disease developed acutely, with temperature up to 39-40

C. Fever was preceded by prodromal symptoms such as malaise, somnolence, vomiting, diarrhea, and headache. The skin was covered with spots and blis​ters accompanied by itching and tenderness. On examination, the process is diffused. The eruptions cover almost all the skin. A great amount of flaccid blisters increasing in the area on finger pressure are found against the back​ground of erythema. There are also numerous extensive, confluent, painful, easily bleeding erosions of irregular shape, and ragged epidermis. Contents of blisters is serous. Nikolsky's sign, marginal Nikolsky's sign, and "wet linen" symptom are positive.

a.
What is the likely diagnosis?

b.What is the likely management and secondary prophylaxis?

10. A 43-year-old patient, an electronics engineer, visits a doctor with complaints of pain, burning, edema of face, and itching. This health condition developed in 2 hours following instillation of sulfacetamide solution (albucid) to treat exacerbation of conjunctivitis. Nothing of the kind has ever been observed previously. On examination, the process is localized on the face. lt is circumscribed and ill-defined. Numerous small papular blebby eruptions are visible on the background of erythema and edema of the face, particularly of the eyelids.

a. What is the likely diagnosis?

b. What is the likely management and secondary prophylaxis?

11. A patient visits a doctor with complaints of severe itch, eruptions, indigestion, chill, deterioration of the general health condition, increase of body tempera​ture up to 38°C two hours after intake of smoked fish. On examination, there are eruptions in the form of red spots, blisters and rounded red-rose papules confluent in some places on the skin of the trunk. Subjective symptom is se​vere itching.
a. What is the likely diagnosis?

b. What is the likely management and secondary prophylaxis?

12. A 68-year-old patient complains of rush on the left shin accompanied by se-vere itching. He has been ill tor about 6 months. On examination, a focus of inflammation with red-cyanotic skin of dense consistency is found on the lower and middle third of the left shin. Numerous papules, microvesicles, pu-rulent crusts and purulent discharges, and oozing lesion are revealed on the skin. Subjective symptom is moderate itching.
a. What is the likely diagnosis?

b. What is the likely management and secondary prophylaxis?

DERMATITISES, ECSEMA, TOXICODERMA

Dermatitis is an inflammation of the skin owing to direct exposure of exogenous factors of physical, chemical or biological nature. Etiology and pathogenesis

Physical factors are mechanical irritants, exposure to high and low temperatures, ultraviolet radiation, ionizing radiation, electric current, friction, and pressure.

Chemical factors are solutions of acids and alkali, petroleum refining industry products (petrol, fuel oil, and solar oil), building materials (lacquers, paints, solvents), household chemical goods (soap powders, cleaners, and de​tergents), makeup, and medicines for external use.

Biological factors are natural irritants, e.g. certain types of plants, insects, and animals.

Simple contact dermatitis

Clinical characteristics

1. It has no incubation period (sensitization period);

2. It appears immediately after exposure to irritating factor;

3. It occurs strictly on the site of irritating factor contact;

4. Every process doesn't have any tendency to peripheral growth or dis-

semination;

5. Eruptions are monomorphic;
6. It doesn't influence on the general condition of the patient;

7. Subjective symptoms are a feeling of burning, heat, stitch, tenderness;

8. Clinical manifestations quickly cease with elimination of irritating fac-

tor;

9. The course is short-term, without recurrences;

10.
Treatment is exclusively topical with anti-inflammatory mixes, pow-
ders, creams and ointments with glucocorticoids.

Allergic contact dermatitis Clinical characteristics

· The disease has incubation period (period of sensitization) and may last

from several days to several months;

· Monovalent sensitization is typical;
· Pathological skin process spreads over the limits of irritating factor action

and generalization of eruptions takes place;

· Eruptions are polymorphic;
· General condition of the patient may change;

· Subjective symptom is a feeling of itch;

· Course is prolonged with possible recurrences and transformation into

eczema;

· Diagnostics includes test on the skin allergy;

· General treatment consists of disintoxication therapy, hyposensitization

and antihistamine medications, immune correctors, vitamins, and sorb-ent agents.Topical treatment is similar to the treatment of simple con​tact dermatitis.

Toxicoderma is an acute inflammation of skin and mucous membranes devel​oping under the influence of toxic-allergic factor penetrating into the body through the respiratory tract, alimentary tract, or by hematogenic way (via blood).

Etiology and pathogenesis

Toxico-allergic factor doesn't affect exactly the skin in toxicoderma but it is absorbed by blood and through hematogenic way affects the skin causing lesions in contrast to allergic dermatitis.

A sensibilization possibility depends on the number of allergen, frequency of its affection, and antigen activity. According to the origin of the substance causing skin lesions toxicodermas are subdivided into:

1. Drug toxicoderma commonly arises in case of simultaneous intake of one or several drugs (drug cocktail), and sulfonamides, antibiotics, barbiturates, amidopyrine, vitamins of group B, and folic acid are considered to be the most dangerous;
2. Alimentary toxicoderma occurs after intake of food substances. At present it becomes more common. Allergic reaction can develop to food substances, to sub-stances generated in food during storage, to preservatives and colouring agents;
3. Occupational toxicoderma occurs after the influence of industrial harmful substances, especially those containing benzene ring with chlorine or amides (they possess high antigen activity);

4. Autotoxic toxicoderma develops as a result of autointoxication by toxic waste products of metabolic disorders due to malignant neoplasms, chronic lymphatic leukemia, chronic diseases of the gastrointestinal tract, kidneys, etc.
There are two principal mechanisms of toxicoderma development:

1. Allergic.
Toxicoderma can develop following any of four types (anaphylactic, cyto​toxic, immune-complex, and cell-mediated);

2. Toxic.
a. side effects of drugs;

b. overdosage of drugs;

c. cumulation of drags, particularly in malfunction of kidneys and liver;

d. drug synergism;

e. congenital intolerance;

f. metabolic disorders;

g. histamine liberation — histamine release by mast cells under the action of alcohol and other factors.

Clinical Picture

As a rule, the disease occurs suddenly and is characterized by diffuse (less frequently, limited), disseminated, symmetrical polymorphic eruptions, which may consist of any primary lesions typical for acute inflammation. Sub​jective symptom is itching.

There are the following types of toxicoderma depending on the eruption element:

1. Macular toxicoderma is manifested by hyperemic, less frequently, pig​mented spots (under the influence of arsenic, mercury, aurum, methotrex​ate and levomizole medications). It is the most common disease. Hyperemic spots localize separately (roseolous toxicoderma), or coalesce into vast ery​thema (erythroderma), and after their resolution they start scaling;
2. Urticarial toxicoderma ("acute urticaria") occurs less frequently, and is manifested by the appearance of blisters. Usually occurs under the toxic in​fluence of morphine, codeine, aspirin, alcohol, and as an allergic response to penicillin, cephalosporin, sulfonamides, and x-ray contrast substances.
3. Papular toxicoderma is manifested by disseminated papular eruptions mainly on the extensor surfaces of the limbs. The main causes are tetracycline, thiamine, chingaminum, and PASK-Akri;

4. Pustular toxicoderma is usually associated with the influence of halogen medications and vitaminB6, В12, and lithium agents. The disease is characterized by the appearance of rash formed by pustules in sebor​rheic areas;
5. Bullous toxicoderma may manifest itself as diffuse disseminated blis​ters surrounded by hyperemic border (more frequently after intake of iodine and chromium medications and barbiturates).
Localised forms stand apart:

a. Fixed toxicoderma. It is more frequently localized on the genitals and on the skin of the trunk. It is associated with the intake of sulfonamides, barbiturates, and salicylates. The disease is manifested by the appearance of one or several large rounded bright red (2-5 cm in diameter) spots. As soon as the inflamma​tion subsides, they become cyanotic, and leave persistent brown pigmentation.
b. Localized pigmented toxicoderma occurs after intake of antimalarial drugs, oral contraceptives.
c. Erythema nodosum is a separate nosological form. It appears on the skin of the shin usually after intake of sulfonamides, salicylates and griseofulvin.
Factors of toxicoderma severity are:

1. Generalized character of rush;
2. Tendency to erythroderma development;
3. Involvement of the mucous membranes;

4. Hemorrhagic eruptions;
5. Cavitary eruptions;
6. General weakness and malaise;
7. Headache and vertigo;
8. Increase of body temperature;
9. Involvement of the inner organs into the pathologic process;

10.
Elevated ESR, leukocytosis, anemia, thrombocytopenia.
Treatment

· Elimination of etiologic factor — excretion of toxic substance from the

body — detoxication, artificial (forced) diuresis, enterosorbents, laxa​tives, and extracorporal detoxication if necessary;

· Hyposensitization drugs (ЗОрег cent sodium thiosulfate, 10per cent cal-

cium gluconate, 2Sper cent magnesium sulfate);

· Antihistamines of the II and III generation;

· Oral glucocorticoids in severe cases;

· External therapy (aerosol, creams and ointments containing glucocorti-

coids).

Lyell's syndrome (toxic epidermal necrolysis) is a severe form of toxico-derma described by Lyell for the first time in 1956. Etiology and Pathogenesis

Syndrome develops after one or several drugs intake. Sulfonamides, anti​biotics, nonsteroid anti-inflammatory and other medicinal drugs are among them. An allergic response of cytotoxic type develops in patients.

Clinical picture

The disease begins suddenly, has an acute form and is characterized by ap​pearance of general symptoms and skin manifestations. In several hours, more rare, days after medicine intake, the temperature increases up to 39-41°C. General condition sharply worsens. Weakness and obfuscation occur. Vom​iting, headache, and diarrhea are sometimes possible. Erythematous bullous eruptions or polymorphic exudative erythema accompanied by itch appear first. In several days painful diffuse erythema with hemorrhagic (brownish) tint appears against the background of severe general condition of the patient. At first, it is localized on the neck in the area of the skin folds, and then spreads on the entire skin except for the scalp. An important diagnostic sign is tender​ness of erythema. Approximately in 12 hours exfoliation of epidermis is noted on a background of erythema. It slides and wrinkles under the fingers ("wet linen" symptom) after the light touch. It is easily stretched, and then it is de​tached with formation of extensive, painful, and bleeding on touch erosions. Accumulation of fluid in epithelium leads to formation of flabby bullae. Af​fected area looks like scalded with broth. If one slightly rubs the surrounding skin, which seems to be intact, exfoliation of the epidermis with formation of oozing surface (positive Nikolsky's sign) occurs. Not only skin but mucous membranes of oral cavity and genitals are frequently involved in the process. Important diagnostic criteria are:

a. Bad general condition of the patient (high temperature, obfuscation, etc.);

b. Sharp tenderness of the affected and intact skin;

c. Positive Nikolsky's sign;

d. "wet linen" symptom;

e. Absence of eosinophilia in the clinical blood test, increased amount of stab neutrophils, and toxic granulosity of neutrophils.

Treatment

· Urgent hospitalization to the critical care unit or burn department;

· Daily regular quartz lamp use for disinfection of ward and linen;

· Intravenous drop-by-drop disintoxication therapy (not less than 2 liters

per day);

· Intravenous drop-by-drop introduction of large amounts of glucocorti-

coids

· (1-3 mg per 1 kilogram of body weight) per day;

· Antibacterial medicinal (broad spectrum medications with the lowest al-

lergic properties) therapy;

· Thorough skin care — irrigation with corticosteroid aerosols, applica-

tion of antibacterial and anti-inflammatory lotions. In case of oral mu​cosa damage, it is necessary to administer analgesics and disinfectants.

Eczema is a chronic recurrent inflammatory polyetiologic skin disease with pronounced polymorphism of lesions.

Etiology and pathogenesis

Different endogenous and exogenous factors have an influence on the de​velopment of eczematous reactions:

a. Central and vegetative nervous systems disturbances;

b. Pathology of the endocrine system;

c. Pathology of the inner organs (gastrointestinal tract, hepatobiliary sys​tem, kidneys);

d. Malfunction of the immune system (delayed allergic response);

e. Genetic predilection;

f. Polyvalent sensitization to exogenous irritants of physical, chemical and biological nature.

Pathohistological picture is determined by the disease phase.

I.
Acute phase:

1) Spongiosis in the epidermis, small multicellular chambers containing lymphocytes;

2) Parakeratosis;
3) Perivascular lymphocytic infiltrates in the dermis, edema of the papil​lary layer.

II.
Chronic phase:

1) Parakeratosis, hyperkeratosis;
2) lnterpapillary acanthosis;
3) Marked lymphocytic-histiocytic infiltrate in the papillary layer of the derm.

Clinical picture

Protracted chronic course with frequent recurrences is typical for eczema. Acute, subacute, and chronic stages are distinguished in the course of the disease.

Acute stage is characterized by numerous microvesicles on the background of the erythematous, slightly edematous skin. At the sites of the opened vesi​cles there are tiny edematous erosions with constantly discharged exudate ("serous wells"). Gradually the number of vesicles decreases, and bran-like scaling, dotty crusts, and pronounced itching appear.

Subacute stage is characterized by evolutionary polymorphism, i.e. ery​thema, papules, vesicles, erosions, crusts and scales are simultaneously found on the skin.

Chronic stage is characterized by predominance of skin infiltration, conges​tive hyperemia, and lichenification.

The following stages are distinguished in the development of eczematous process:

1. Erythematous stage is manifested by the eruption of bright red spots of various sizes slightly elevated above the skin, tending to peripheral growth. Subjective symptom is itching of various intensity.
2. Papular stage — there are epidermal papules of bright red colour on the erythematous background. Itching persists.
3. Vesicular stage — small vesicles are formed on the surfaces of papules. Sometimes they grow up to the size of a pea. Just at this stage the process shows the best correlation with the term "eczema", as vesicles look like boiled fluid from the Greek word eczeo — to boil up). Itching may increase.
4. Oozing lesion stage- punctuated erosions result from the rupture of vesi​cles ("serous wells"), which, having a tendency to peripheral growth, form extensive erosive foci. Oozing lesions are well pronounced. This is the cul​mination point in development of eczema. Itch and tenderness are subjective symptoms.
5. Crust formation stage is characterized by the appearance of thin, trans​parent yellowish crusts, sometimes, because of pus presence, they become cloudy-yellow, and blood presence — brown-red ones.

6. Stage of scaling is characterized by the appearance of scales, frequently bran-like on the skin surface. Gradually the skin is getting normal colour, and scaling in due course decreases. Itching ceases.
The following 5 main clinical forms of eczema are:

· True;
· Microbial;
· Dyshidrotic;
· Seborrheic;
· Occupational.
True eczema (idiopathic eczema) is characterized by inflammatory proc​ess spread without distinct borders, symmetrical arrangement of foci, and frequent recurrences. The onset is abrupt. The process is accompanied with intense itching, burning, bright erythema and edema, replaced by vesicular eruptions and oozing. The smallest vesicles (microvesicles), localizing on the erythematous background, rupture quickly and form punctate erosions. They discharge a transparent exudate. Then crusts and scaling follow. Deteriora​tion of general condition (malaise, headache, loss of appetite, and increase of temperature) is possible. Chronic eczema may be oozing or dry with growing infiltration and intensification of the pattern according to lichenification type. Small amount of vesicles, small punctate erosions and crusts are visible on the surface of infiltrated areas. Exacerbation of the process manifested by active hyperemia, increase in amount of vesicles, micro-erosions and rich oozing can periodically occur. The foci are of various sizes and shapes. Microbial eczema occurs as a result of sensitization to a microbial antibody. Usually it begins as asymmetrical process around the wounds, abrasions and trophic ulcers. Most frequently it is localized on the lower limbs. The focus has sharp border and is characterized by acute inflammatory erythema, exudative papules, pustules, erosions, oozing areas, and accumulation of purulent and sanguinolent crusts. There are several forms of microbial eczema — paratraumatic, nummular, varicose, and sycosiform.

Dyshidrotic eczema (Dyshidrosis) often develops in persons with pro​nounced vegetative nervous system disturbances (hyperhidrosis, particularly on the palms and soles of the feet, persistent red dermographism, and vascular lability). Lesions are localized on the palms and soles of the feet. The disease is characterized by tiny dense vesicles formation, which can rupture with trans​formation into small erosions. Then the erosions are covered with crusts. Le​sion foci are well-defined. Subjective symptoms are severe itch.

Seborrheic eczema. Malfunction of the sebaceous glands and vitamin imbalance play a leading role in the pathogenesis of this form of the disease. Usually it occurs in persons suffering from seborrhea. The scalp, folds be​hind the ears, the forehead, brows, nasolabial folds, neck and interscapular region are affected first. Vesiculation and oozing lesions in such cases are observed very seldom. Rounded erythematous spots covered with greasy yellowish scales are typical for disease. Abundant sandwich-type yellowish crusts and scales appear on the scalp. The hair on the lesions is lustrous, sometimes coalesced like locks. Sero-purulent exudation is often observed in the folds behind the ears. Subjective symptoms are insignificant, some​times there is a slight itching.

Occupational eczema develops under the exposure of constant irritation on the skin with some chemical substances which are an allergen to this very person. The process is frequently localized on the open areas of skin and cor​responds to the site of irritant exposure. Clinical picture is similar to that in case of true eczema. Disease runs a chronic course on persistent exposure of irritant.

Additional methods of diagnostics are:

· Immunogram;
· Feces analysis for dysbacteriosis;
· Abdominal ultrasound;
· Consultation of specialists (gastroenterologist, allergologist, therapist,

psychoneurologist, endocrinologist). Therapy It is necessary:

I.
To reveal foci of chronic infection, sources of chronic intoxication, their
sanitization;

II. To reveal allergens by means of skin test (contact allergy testing) and eliminate them (it should not be done during exacerbation period);

III. To be on hypoallergic diet;

IV. To start drug therapy:

1) - to administer medications lor hyposensibilization therapy;

2) - to administer antihistamines of the 11 and III generation;

3) - to start disintoxication therapy;
4) - to administer tranquilizers, sedatives, adaptogens, antidepressants;

5) - to start antibacterial therapy;
6) - to choose vitamin therapy;
7) - to administer enterosorbents, probiotics, hepatoprotectors, en​zymes;

8) - to choose immune correctors;
9)
- to administer glucocorticosteroids — in very severe cases, not more
than 30-40 mg per

10)
day, for a short period of time.

V. To start external therapy. It has a symtomatic character and depends on the stage of eczematous process. During the period of oozing lesion it is expedient to use the principle "wet to wet" with application of lotions with antibacterial and anti-inflammatory solutions, then — aniline dyes for crusts formation; following the formation of crusts it is recommend¬ed to apply ointments and creams containing glucocorticoids, and when there is bacterial or fungal infection — creams and ointments containing the following combination: glucocorticoid + antibacterial component + antifungal component. 

Atopic Dermatitis

Atopic dermatitis (diffuse neurodermatitis, endogenous eczema, constitu​tional eczema) is one of the most prevalent skin diseases. It occurs most fre​quently in the childhood, commonly in the countries with the cold climate. There is no definite definition of atopic dermatitis. It is possible to give the following one — hereditary chronic systemic disease with significant impair​ment of the skin characterized by polyvalent hypersensitivity and eosinophilia of the peripheral blood.

Etiology and pathogenesis

Atopic dermatitis is a complex disease caused by many factors. Etiology is unknown. Genetic factors are of great importance. It is considered that in about one half of cases, heredity (presence of atopic dermatitis and other atopic diseas​es such as bronchial asthma, vasomotor rhinitis, etc. in relatives) is an important factor in the development of the disease. These patients possess high sensitiv​ity to various exogenous factors (microbial and viral agents, different allergens, mental stress, temperature drops, etc.). Thus, they respond even to subthreshold allergens leading to different atopic diseases, atopic dermatitis in particular. The most important components of disease in pathogenesis are:

•
α and β-adrenoreceptors imbalance (α-receptors blockage and preva-

lence of β-receptors);

•
Disturbance of endogenous cortisone production (at present this hy-

pothesis gives rise to doubts and is challenged by many authors). As it turned out, in most of the patients cortisone production is not im​paired, and its decrease is noted only in the limited amount of patients with protracted course of atopic dermatitis;

•
Increased amount of receptors on the mast cells. Mastocytes of the pa-

tients with atopic diseases contain 10 times as more receptors to IgE as cells of healthy persons;

•
Genetic defect at the level of T-suppressors leads to the increase in

amount of B-lymphocytes and IgE overproduction;

•
Peculiarities of mental and emotional state of patients, i.e. signs of unso-

ciability, introversiveness , hypohondriac and depressive states, etc. In turn, the disease proper influences greatly the psychic and emotional state of the patient aggravating the clinical course of dermatosis (it's something of closed vicious circle). Clinical picture

Clinical manifestations of the disease are determined by the age of the pa​tients. According to this feature, the following age-specific stages of the dis​ease are distinguished:

1. Infantile stage (up to 1-2 years of age);

2. Children's stage (from 2 till the end of puberty period);

3. Adult stage.

Infantile stage. Manifestations of dermatitis usually occur in infancy, and are often associated with administration of additional food. Characteristic fea​tures of the disease at this age are:

· Acute inflammatory character of the lesion;

· Marked exudative component;
· Predominant location on the face and scalp. The nasolabial triangle is the
only intact

•
part of the face. When this and other areas of the body are found to be in-

volved in the process, it indicates a very severe character of the disease;

· «Milk crusts» on the scalp;

· Marked interdependence of exacerbation and alimentary factor. Erythematous and squamous foci are considered to be the primary signs,

and, in the more severe cases, papules and vesicles, fissures, macerations and crusts may appear. Severe itch and numerous excoriations are typical. Com​plete involution of eruptions and gradual change of morphology and locali​zation with development of clinical picture typical for the next age group is possible up to the age of two. Children's stage.

a.
Chronic recurrent course;

b.
Seasonal exacerbations (in spring and autumn);

c.
Less marked exudative component, and gradual appearance of licheni-
fication signs;

d.
Gradual appearance of typical «adult localization» — the elbow flex-
ions, popliteal areas, and posterior surface of the neck;

e.
Skin manifestations in the form of nummular eczema (on the shoulders
and legs);

f.
Dyschromia;

g.
Infraorbital pigmentation (on the lower eyelids);

h.
Denni-Morgan's fold (fold on the lower eyelid);

i.
Atopic cheilitis (affection of the vermilion border, particularly in the
angles of mouth — erythema with well-defined borders, edema of the
skin and vermilion border).

Adult stage.

There is a number of clinical forms at this age:

1. Lichenoid form;
2. Eczema-like form;
3. Prurigo-like form. Lichenoid form:
a.
Bad skin itching;

b.
Dryness and dyschromia of skin;

c.
Marked lichenification;

d.
Great amount of lichenoid papules;

e.
Persistent white dermographism.

Eczema-like form — typical skin changes in the form of nummular eczema, eczematids, and eczema of the palms. Prurigo-like form:

a.
Great amount of prurigo-like itching papulae;

b.
Hemorrhagic crusts;

c.
Multiple excoriations;
Diagnostics of atopic dermatitis

Diagnostics of atopic dermatitis includes three stages: I stage — purposeful allergic, drug and therapeutic history-taking, family history analysis, and examination of a child.

II
stage — specific diagnostics, performed by an allergologist-immuno-
logist.

The most common methods used are different variants of skin tests. The principle imperfection of skin tests is impossibility of their usage during the period of allergopathy exacerbation on the background of hormonal and an​tihistamine therapy. Diagnostics becomes very difficult in severe, protracted forms of atopic dermatitis accompanied by marked morphologic changes in the skin. In such cases, specific diagnostics for allergy is performed by tests in vivo — radioimmunosorbent test, immune-enzyme analysis, and chemilumi-nescent method.

III
stage — laboratory immunoassays. Laboratory immunoassays (detec-
tion of IgE total rate (PRIST), screening and group tests, detection of specific
IgE, immune-enzyme-analysis, etc.) are used:

•
When skin test is impossible due to involvement of large area of skin in

allergic inflammation;

· When it is impossible to cancel antimediators and hormonal agents;

· In case of progressively recurrent course of allergic disease;

· In case of old anaphylactic shock;

· In infants.
Treatment. Therapy of atopic dermatitis is directed to elimination of actual damages to the inner organs and systems, prolongation of remissions and pre​vention of recurrences of the disease. It is necessary to keep strictly to a diet (re​striction of pungent and smoked food, spices, marinades, chocolate, citruses, beef, tea, cacao, eggs, and cow's whole milk); sanation of chronic infection foci (chronic tonsillitis, otitis, dental caries, gastritis, etc.).

Protective day regimen is of particular importance — sound restful sleep, avoidance of stresses and overstrain. Patients with atopic dermatitis are rec​ommended to restrict hydrotherapeutic procedures, as dry skin is predisposed to inflammatory reaction following the contact with water. Starch, conifer and bran baths have a beneficial impact. The following treatment is recommend​ed:

a.
Sedative and psychoactive drugs;

b.
Enzymatic drugs, antibiotics, hepatoprotectors;

c.
Antihistamines;

d.
Hyposensitizing agents;

e.
If the case is complicated by secondary infection, antibiotics are necessary;

f.
In severe course of atopic dermatitis, extracorporal detoxication (plas-
mapheresis) is administered;

g.
Immune medications;

    h.Vitamin therapy including B-group vitamins, vitamin A and E;

i. Selective phototherapy, intravenous laser irradiation of the blood, en-dovascular laser therapy in combination with hemosorption, magnetic laser therapy, and hyperbaric oxygenation; j.  Sanatorium-and-spa treatment on the Black Sea and Dead Sea. Topical treatment. Preparations containing tar, naphthalane, and corticoster¬oids are administered externally. If the case is complicated by secondary bacte¬rial infection, it is recommended to use a corticosteroid in combination with antibiotic.

The Practical lessons N 16-17:  

Psoriasis.Lichen Ruber Planus. Clinical Manifestations, 

Forms and Treatment.
The purpose of the class: The students should understand basic consepts of this class.

Basic consepts: General Symptomatology of Skin Diseases. Subjective Symptoms. Objective Symptoms. 

Clinical features, diagnosis, differential diagnosis, laboratory tests, treatment for the Psoriasis, Lichen Ruber Planus.
Eguipment: Tables, photos of the disease, presentation,

Study hours: 2 h.

Plan:

Test Questions, Situational Tasks, tables, photos of the disease, presentation about topic.

Test Questions

1. What pathohistological change develops in psoriasis?
a. Hyperkeratosis

b. Acanthosis

c. Acantholysis

d. Ballooning degeneration

e. Granulosis

2. What clinical type of psoriasis do you know?
a. Hypertrophic

b. Pustular

c. Latent

d. Acute

e. Atrophic

3. What is the main sign of progressive stage in psoriasis?
a. Scaling

b. Woronoff's pseudoatrophic rim

c. Elements growth around the border

d. Pospelov s symptom

e. Psoriatic reaction

4. What else, except skin, can be affected in psoriasis?
a. Joints

b. Kidney

c. Hair

d. Heart

e. Liver

5. Which of the following is the clinical form of psoriasis?
a. Vulgar (common)

b. Latent

c. Acute

d. Unknown

e. Pseudopsoriasis

6.
Which of the following is the stage of psoriasis process?

a. Recurring

b. Active

c. Progressive

d. Acute

e. Negative

7.
Which of the following is the Auspitz sign?

a. A symptom of "apple jelly"

b. Jadassohn syndrome

c. A symptom of "stearin stain''
d. Koebner's sign(phenomenon)

e. Pospelov's symptom

8. Where is sporadic psoriatic plaque localized?
a. Face
b. Palms and soles

c. Body

d. Elbows and knees

e. Neck

9. What stage of psoriasis process do you know?
a. Active

b. Positive

c. Stationary

d. Recurring

e. Negative

10.
Which of the following is the Auspitz sign?

a. A symptom of "apple jelly"

b. Koebner's phenomenon

c. A "blood dew" phenomenon (the "point hemorrhage" phenomenon)

d. Pospelov's symptom

e. A hidden cause of peeling skin syndrome

11.
Which of the following is the main morphological element of psoriasis?

a. Erythema

b. Vesicle

c. Papula

d. Pustule

e. Scab

12. Which of the following is the clinical type of psoriasis ?
a. Atrophic

b. Pseudoatrophic

c. Keloid

d. Erythroderma

e. Pseudokeloid

13. Which of the following is the stage of psoriasis process?
a. Recurring

b. Regressive

c. Negative

d. Active

e. Hidden

14. What does Auspitz sign include?
a. Wickham's striae

b. Jadassohn syndrome

c. Woronoff's pseudoatrophic rim

d. "Terminal film" phenomenon

e. "Apple jelly" phenomenon

15. What pathomorphological change develops in lichen ruber planus?
a. Granulosis

b. Spongiosis

c. Parakeratosis

d. Acantholysis

e. Ballooning degeneration

16. Where is the typical localization of psoriasis eruption?
a. Face

b. Extensor surface of joints

c. Mucous membrane

d. Stomach skin

e. Palms

17. Due to what pathohistological change is the phenomenon of "point hemorrhage" observed in psoriasis?
a. Parakeratosis

b. Irregular granulosis

c. Irregular papillomatosis

d. Balooning degeneration

e. Spongiosis

18. Lichen ruber planus should be differentiated from
a. Psoriasis

b. Pityriasis versicolor

c. Flat warts

d. Eczema

e. Gibert's pityriasis rosea (PR)

19. Which of the following is the pathognomonic symptom of lichen ru​ber planus?
a. Hardy-Gorchakov symptom

b. Besnier — Meshchersky sign

c. Wickham striae

d. Nikolsky's sign

e. Jadassohn's syndrome

20.
What clinical symptom is typical for lichen ruber planus?

a. Conjunctivitis

b. Localization on extensor surface

c. Itch
d. Joint pains

e. Myocarditis

21.
Which of the following is the typical sign of papules in lichen ruber
planus?

a. Polygonal shape

b. Waxy luster

c. Umbilicus-like dipping in the center

d. Conical shape

e. All the answers enumerated above are correct

22.
What else, except skin, can be affected in lichen ruber planus?

a. joints

b. Mucosa

c. Hair

d. Kidneys

e. Heart

23. What symptom is common for psoriasis and lichen ruber planus?
a. Mucosa affection

b. Intolerable itch

c. Nail plate affection

d. Abundant exfoliation

e. Arthralgy

24. What pathohistological change leads to Wickham's striae?
a. Irregular granulosis

b. Hyperkeratosis

c. Papillomatosis

d. Epidermolysis

e. Spongiosis

25. Lichen ruber planus should be differented from
a. Primary syphilis

b. Pityriasis versicolor

c. Psoriasis

d. Eczema

e. Gibert's pityriasis rosea (PR)

26. Which of the following is/are the external therapy for psoriasis?
a. Aniline dyes

b. Lotion

c. Glucocorticoid ointment

d. Ointment with glucocorticoids and keratolytic agents

e. Antibiotic ointment

27. Which of the following is/are used in progressive stage of psoriasis?
a. Disintoxication therapy

b. Vitamins

c. Sanatorium and health resorts

d. Physiotherapy

e. All the answers enumerated above are correct

28. Which of the following are indicated treatments for regressive stage of psoriasis?
a. Cytostatics

b. Antibiotics

c. Antidepressants

d. Sanatorium and health resorts

e. Food additives

29. General therapy of lichen ruber planus includes
a. Antihistamines

b. Hyposensitizers

c. Disintoxication therapy

d. Only glucocorticoids

e. Answers a, b,and с are correct

30. Which of the following is/are used for external therapy in lichen ru-ber planus?
a. Antibiotic ointment

b. Antifungal ointment

c. Antifungal ointment and lotion

d. Glucocorticoid ointment

e. Keratolytic ointment

Situational Tasks
1. A 41 -year-old patient has been ill for 10 years. Eruption persists. It is localized on the skin of elbows, knees, and on the scalp. In winter it has spread to the skin of the body and lower limbs. On examination, great amount of papules and rose-red plaques with well-defined borders, rounded and scalloped bor​ders, covered with silver-white scales are found on the scalp, body and limbs. Itch is a subjective symptom.

a. What is the likely diagnosis?

b. What is the likely additional examination?

c. What is the likely management?

2. A 24-year-old patient has been ill for 3 years. The disease began with the eruption of papules on the scalp. Eruptions on the body and chest appeared in a year. On examination, there are well-defined papules and bright rose-red

plaques with well-defined borders. Brown-yellow scales and crusts firmly adjoin the surface of the papules. After they are removed, erosive surface covered with thick exudate can be seen. Marked itching is a subjective symptom.

a. What is the likely diagnosis?

b. What is the likely treatment?

3.
A 56-year-old patient has been ill for 4 years. There are rose-red eruptions on the scalp, extensor surfaces of the upper and lower limbs. Marked improvement is noted in summer, when eruptions remain only on the elbows and knees. The last exacerbation began a week ago. On examination, a great amount of rose-red rounded papules with well-defined borders are found on the skin of the body and upper and lower limbs. Lenticular papules from millet-seed to lentil size are predominant. Silver-white scales cover only the central part of the papules. A thin border without scales is on their periphery.

a. What is the likely additional examination?

b. What is the likely differential diagnosis?

c. What is the likely management?

4. A 35-year-old patient visits a doctor with complaints of eruptions and itch. He has been ill for a year. The disease began early in the autumn. On examination, rose-red papules with the size of a lentil to that of a small coin, covered with silver-white scales having hyperemic border (crown) without scales are found on the extensor surfaces of the upper and lower limbs. Some papules are lo-cated in a linear manner (positive isomorphic). Scraping results in Auspitz triad. In the family, the patient's father suffers from the similar disease.

a. What is the likely diagnosis?

b.What is the likely treatment?

5. A 62- year-old patient has been ill for 11 years. He complains of eruptions on the skin of the upper and lower limbs and scalp, dull pain in the hip joint and in the interphalangeal joints of hands and feet. On examination, nummular papules and plaques of a man's palm size are found on the extensor surfaces of the upper and lower extremities, body, and scalp. Eruptions are rose-red. They have well-defined borders. The entire surface is covered with silver-white scales. The interphalangeal joints of the hands and feet are deformed, active and passive motions are sharply restricted.

a. What is the likely additional examination?

b. What is the likely diagnosis?

c. What is the likely treatment?

6. A 10-year-old boy visits a doctor with complaints of severe itch and eruptions. He has been ill for 2 weeks. He did not practice self-treatment at home. On examination, abundant small polygonal purplish-red papular rash with um​bilicus-like dipping in the center is found on the flexor surfaces of the upper extremities and on the body. Through the transmitted light a luster of the pa-pule surface is outlined and after it is covered with vaseline oil, small white lines of the reticle-like form are defined. The papules are located in the linear manner along the scratches on the skin of the palms and abdomen.

a. What is the likely diagnosis?

b. What is the likely differential diagnosis?

c. What is the likely treatment?

7.
A female patient visits a doctor with complaints of intolerable nocturnal itch, eruptions on the trunk and forearms. She has been ill for 2 weeks. The itch appeared suddenly, and the patient noticed it to be due to red eruptions on the skin of the forearms. She associates her diseases with a great nervous over-strain. She suffers from chronic gastritis and chronic tonsillitis. On examina​tion, rose-red polygonal papules with waxy luster are found on the skin of the flexor surfaces of the shoulders, forearms, and hands. In the center of some of them there is an umbilicus-like depression. When covered with vaseline oil, they show striation. The nail plates are polished to shine. The lymphatic nodes are not enlarged.

a. What is the likely diagnosis?

b. What is the likely management and secondary prophylaxis?

8.
A 36-year-old female patient visits a doctor with complaints of increased body temperature, chill, weakness, and presence of eruptions on the skin
of the trunk, upper and lower limbs, and scalp. She has been ill for 10 years,
when first eruptions had appeared after psycho-emotional stress. She had
been treated for many times being diagnosed with psoriasis, and now she
is on the follow-up examination at the dermatovenerologic dispensary. Ex-
acerbations of psoriasis occur every summer. The last one began 2 weeks
ago, and she tried to treat herself with an unknown ointment of Chinese
production, following the advice of her neighbour. In two days the proc-
ess intensified, fresh eruptions and numerous pustules appeared. The tem-
perature increased, and the general condition became worse. On examina-
tion, numerous bright-rose papules of various sizes with predominance
of the plaques covered with large-lamellar silver-white scales in the center
are found on the scalp,trunk and on the extensor surfaces of the upper and
lower limbs. Besides, numerous small subcorneal pustules containing light-
yellow pus are noted on the surface of the entire body. The larger cavities
(up to 2-3 mm) filled with pus ("pus lakes") are visible on the skin of the
palms and feet.

a. What is the likely diagnosis?

What is the likely management and secondary prophylaxis

9.
А 41 -year-old male patient has been ill for 10 years. Eruptions are persistent, with location on the scalp, on the elbows and knees. In winter the eruptions spread to the skin of the trunk and lower limbs. On examination, a great amount of papules and rose-red plaques with well-defined granules, rounded and scalloped in shape covered with silver-white scales are found on the scalp, trunk and limbs. Itch is a subjective symptom.

a. What is the likely diagnosis?

b. What is the likely additional examination?

c. What is the likely plan of treatment?

10. A 42-year-old female patient visits a doctor with complaints of abundant rash accompanied by persistent severe itch developed following bad emotional stress. On examination, numerous cyanotic-red flat papular eruptions from pinhead to lentil size with smooth lustrous surface and umbilicus-like dipping in the center are found on the trunk, anterior surfaces of the forearms and legs.
a. What is the likely disease?

b. What is the likely management, and secondary prophylaxis?

11. A 45-year-old patient visits a doctor with complaints of eruptions around the entire body, itching, sensation of skin tightening, pain in the elbow joints, and in the spine. He has been ill for about 3 months. In summer the first eruptions appeared on the scalp, then on the extensor surfaces of the forearms and on the trunk. A month ago pains in the joints developed. His father and grandfa​ther suffered from the similar disease. On examination, the process is diffused and symmetrical. Rounded bright rose papules, of various sizes and shapes with predominance of plaques are found on the skin of extensor surfaces of the limbs and on the trunk. The surface of papules is covered with large-lamel​lar silver-white scales with a thin red border on the periphery. A stearin-spot phenomenon, smooth shining surface, and point hemorrhage appear after pustules scratching.

a. What is the likely diagnosis?

b. What should be done to confirm the diagnosis?

c. What is the differential diagnosis?

d. What is the likely management, and secondary prophylaxis?
12. A 36-year-old patient visits a doctor with complaints of eruptions on the extensor surfaces of the limbs, itching, pain in the right radiocarpal joint, in-terphalangeal joints of the hands, and changes in the nail plates. He has been ill for about 5 years, when eruptions on the skin of the elbow joints covered with scales appeared for the first time in autumn. Then, the similar eruptions developed on the skin of the knee joints. Exacerbation of disease usually oc​curs in winter and there is improvement in summer. Pains in the joints are felt for a year. Иге patient suffers from chronic tonsillitis. On examination, the nail plates are thickened, a "thimble sign" is noted. Brown plaques 6x8 cm) covered with great amount of silver-white scales along the whole of the surface are found on the extensor surfaces of the knee and elbow joints. The peripheral growth of papules and appearance of new eruptions are not noted. A "stearin-spot phenomenon" and point hemorrhage appear from plaques scraped There is swelling and deformity with painful restricted movements in the region of the right radiocarpal joint and interphalangeal ,joints of the hand.

a.
What is the likely diagnosis? 

b.
What is the likely management and secondary prophylaxis.

PSORIASIS. LICHEN RUBER PLANUS.

Psoriasis is a chronic dermatosis of multiple factor nature with predomi​nance of genetic factors characterized by hyperproliferation of the epidermal cells, keratinocytes. It is one of the most widespread skin diseases. At present it accounts for 10-15per cent of all skin diseases. About 3-5per cent of the world population suffers from psoriasis according to WHO (World Health Organization). A tendency to psoriasis increases and also growth of severe forms of psoriasis leading to disability is not infrequently observed nowa​days.

Etiology of disease is still unknown. There are neurogenous, infectious, viral, metabolic, immune, and hereditary theories of its origin. Neurogenous

It is determined that neuropsychic factors (psychic traumas, stress, overstrain) have the provocative influence on the development of the disease. Infectious

A connection between psoriasis development and action of certain microbial factors (first of all, streptococcus and staphylococcus infections) is ob​served.

Viral

Virus-neutralizing antibodies, agglutinin, and antigen complexes are found in the serum and on the skin of sick people. However, up to now it is impos​sible to recognize the "virus of psoriasis"; to confirm its transition from one person to another and to simulate the disease experimentally.

Metabolic

It is based on the presence of numerous metabolic disorders in the skin and blood of patients (changes in intensity and nature of protein, lipid, and carbohydrate exchange, hyperactivity of enzymes of the principal metabolic pathways, disturbances in vitamin and microelements supply, development of malfunction of the endocrine system, changes of content of bioactive sub-stances levels participating in epidermopoesis regulation- chalones, epidermal growth factor, cyclic nucleotides, and hormones).

Immune

Patients suffering from psoriasis have ratio disorder of T: B-lymphocytes, T-lymphocytes subpopulation content changes. Antibodies to the antigens of the corneal and granular layers of epidermis and its nuclei, and also deposits of immune complexes, immune-globulins and complements in affected epi​dermis are revealed.

Hereditary

It is based on the familial character of psoriasis origin, as cases recorded among members of one and the same family are about 5-40per cent.

A possibility for children to get ill with psoriasis is 20-25 per cent if one of the parents suffers from it, and 60-75 per cent in case of both parents being ill.

There is no consensus about type of psoriasis inheritance. There are two variants:

· Autosomal dominant with incomplete penetration;
· Multiple-factor — genetic and environmental factors are responsible for
development of the disease. It is not the diseases being hereditary but proneness to it, which may occur in the form of psoriasis under the in​fluence of exo- and endogenous factors. The most important provoking factors of psoriasis development are the

following:

a. Infectious diseases;

b. Stress;

c. Alcohol abuse;

d. Mechanic damages to the skin;

e. Endocrine pathologies;

f. HIV-infection. Classification of psoriasis:
I.
According to the spread:

1) localized;
2) diffuse;
3) generalized;
4) psoriatic erythroderma.
II.
According to season:
e. psoriasis arthropica;

f. pustular psoriasis.

Pathomorphological changes of skin in psoriasis are caused by hyperpro-liferation of keratinocytes. Normally a complete cell cycle occurs within 36 hours in a healthy person, in case of psoriasis it takes 11 hours, and keratino​cytes are formed thirty times more. Thus, in patients with psoriasis, the cor​neal layer of epidermis is completely renewed within 1 week (clinically it is manifested by marked desquamation), whereas in healthy people renovation of corneal layer occurs within 3-4 weeks. Histopathologically, the epidermis is marked by parakeratosis and interpapillary acanthosis, agranulosis, Mon​roe's microabscesses (accumulation of leukocytes in the epidermis), irregular papillomatosis, infiltration of the dermis, dilatation of the vessels and accumu​lation of lymphocytes and histiocytes around them.

Clinical picture

Eruptions are of monomorphic nature in psoriasis. A rose-red, rounded papule with distinct borders having silver-white scales on the surface is the only morphologic element. Its size can vary from 1 -2mm to big ele​ments, the diameter of which is tens of cm and fused papules are called plaques. Psoriasis may develop on any area of the skin (scalp, face, body, upper and lower limbs). The mucous membranes, as a rule, remain intact. Subjective symptoms include skin itch (approximately in ЗОрег cent of cases) and a feeling of skin tightness (in more than 50per cent of patients). Eruptions are usually symmetrical. These symptoms are typical of psoria​sis vulgaris.

To confirm the diagnosis, it is necessary to check psoriatic triad presence — it comprises a number of subsequent phenomena occurring when the psori​atic papules are scraped. They include:

· The "stearin spot" phenomenon — abundant desquamation of silverwhite scales, which are peeled out in the form of "chip". Pathohistologi-cal basis of this phenomenon is parakeratosis.

· The "terminal film" phenomenon- appearance of moist shiny surface
resembling film after the scales removal. This phenomenon is due to acanthosis.

· The "point hemorrhage" phenomenon (Blood dew phenomena) -a

point hemorrhage appears with the further scraping. Due to irregular papillomatosis, the superficial capillary network is damaged, resulting in tiny dots of blood appearance. 

The course of psoriasis

Three stages of psoriasis course are distinguished: progressive, stationary, and regressive.

The progressive stage is characterized by:

· Development of new papules;
· Peripheral growth of old lesions (hyperemic border without scales
around the papules — Pilnov's sign);

· Positive isomorphic reaction — the appearance of new papules at the
sites of mechanic trauma of the skin (Koebner's phenomenon);

· Severe Woronoff's pseudoatrophic rim. The stationary stage is characterized by:
a. Absence of new lesions;

b. No peripheral growth of old lesions;

c. Moderate scaling all around the area of papules. 

The regressive stage is characterized by:

a. Reduction or stop of scaling;

b. Resolution ot lesions beginning from periphery to its central part, with development of hypopigmentation, less frequently hyperpigmenta-tion.

c. Delicate folding of the corneal layer around the papules resembling cigarette tissue — Woronoff's pseudoatrophic rim.

Clinicalforms of psoriasis

Seborrheic psoriasis develops in patients with seborrhea and has a number of clinical features — scales stick together with secretion of sebaceous glands, fix on the skin surface, and become yellowish. Lesions are poorly infiltrated and look more like spots. Psoriatic triad may not be determined. Localization of eruption can be scalp, nasolabial folds, auricles, upper shoulder girdle, and skin folds.

Palmoplantar psoriasis may have two variants of course:

1. A typical clinical picture manifested by usual psoriatic papules and
plaques;

2. Massive hyperkeratosis on the skin of palms and soles accompanied by
deep fissures simulating callosity in a number of cases. The skin of palms and soles is sharply thickened, rough on touch with typical well-defined borders of lesion foci. Exudative psoriasis develops due to excessive intensity of exudative com​ponent of inflammatory reaction. Exudate impregnates the conglomera​tions of scales turning them into formations looking like scabs (crusts) lying closely on the surface of the skin. After the removal of scales, weeping areas or erosions can be revealed. Absence of the first element of psoriatic triad (stearin-spot phenomenon) is typical. Itch and burning may occur. Exudative psoriasis occurs mostly in patients with endocrine and immune abnor​malities

Pustular psoriasis has an acute course. It is accompanied by malaise, tem-perature and leukocytosis. The presence of purulent infection foci, endocrine abnormalities, psychic traumas, medication and intense isolation contribute considerably to its development. Two clinical forms of pustular psoriasis are distinguished:

 1.
Disseminated pustular psoriasis (the von Zumbusch's type) has numerous

erythematous spots with pustular lesions and yellowish-brown scales and crusty scales located on their surface.

2.
Pustular palmoplantar psoriasis (Barber's type) — There are numerous

pustules with sterile content on the erythematous background. They coalesce and as a result "purulent lakes" are formed. A generalization of process is possible. Psoriasis arthropica is revealed in 10-20per cent of patients with psoria​sis. Complaints of pain in the joints usually appear in 3-4 years following skin eruptions. They rarely appear simultaneously. It is one of the severest forms of psoriasis leading to disability. Diagnostic criteria for this form of psoriasis are:

· Psoriatic eruptions on the skin;
· Arthritis of distal interphalangeal joints of hands;
· Arthritis of three joints of the same finger (axial affection);
· Multidirectional joint affection (subluxation of fingers);
· Asymmetric chronic arthritis;
· Para-articular symptoms;
· Sausage-like fingers;
· Simultaneous course of dermal and joint syndromes;
· Pain and morning vertebral stiffness persisting for about 3 months;
· Seronegative test for rheumatoid factor;
· Acral osteolysis;
•Ankylosis of the distal interphalangeal joints of hands and/or inter-phalangeal joints of feet;

· Roentgenological signs of arthritis.
Besides typical manifestations of joints affection (feeling of pain, motions restriction, etc.), periarticular changes of skin are also observed. The skin around the joints is edematous, tense, and lustrous. A purple-cyanotic colour persists for several months even if pain and inflammation disappear.

Roentgenological picture of psoriatic arthritis:

1. Irregular narrowing of joint space up to its complete absence;
2. Thinning, irregularity, partial or complete destruction of posterior plates;
3. Marginal destruction;
4. Epi-metaphyseal osteoporosis;
5. Periosteal thickening in the area of metaphyses, luxations and subluxa-
tions;

6. Bony ankylosis;
7. Osteolysis of small bones epiphyses.
Psoriatic erythroderma ("Erythrodermic psoriasis") is a psoriatic damage to the whole of the skin surface. It commonly develops as a result of irresponsible behavior of patient (hot baths, insolation, rubbing of skin with a bath sponge) or in case of irrational treatment. The following characteristic features prevail in the clinical picture of psoriatic erythroderma:

· Involvement of the entire or almost entire skin; papules and plaques be-
come indistinguishable;

· Skin is bright-red, infiltrated, edematous, hot by touch, with abundant
scaling;

· Complaints of itching, burning, and a sensation of skin constriction;
· Affection of hair and nail plates up to onycholysis;
· General symptoms — increase of temperature, malaise, weakness, dys-
pepsia, etc;

· Lymph nodes enlargement. Psoriatic affection of the nails
At present, 3 forms of nail damages are distinguished:

1. Pitting, with formation of dots, thus the nail plates look like the surface
of a thimble;

2. Hypertrophy manifests itself as thickening and deformity of nail plates.
They become dirty-grey and look like claws of birds of prey (Onych-ogryphosis);

3.
Atrophy, i.e. psoriatic onycholysis — thinning of the nail plate, changing

of its colour, and detachment of the nail from the nail bed up to the complete disappearance leaving only a small site close to the lunula. Psoriasis should be differentiated from lichen ruber planus, parapsoriasis, pityriasis rosea, seborrhea, atopic dermatitis, papular syphilid, and keratoder-ma of palms and soles.

Treatment of psoriasis is provided taking into consideration the patient's history, clinical manifestations, stage and spread of the disease, extent of dam​age to the joints, and accompanying pathologies. General treatment

· Disintoxication;
· Hyposensitization medications (sodium thiosulfate, calcium gluconate);
· Sedatives (neuroleptics, tranquilizers, antidepressants);
· Vitamins (A, E, Bl, B2, B6, В12, folic and pantothenic acids);
· Immune stimulants;
· Medications normalizing lipid exchange (lipamidum, lipoic acid);
· Hepatoprotectors (essenciale, carsil, levanorm, heptral).
If treatment with ordinary medications is not effective, and the disease tends to progressive course, in arthropathic, exudative and pustular forms of the disease, and in case of erythroderma, it is necessary to administer cytostatic agents (e.g. methotrexate, azathioprine, cyclosporin A), and glucocorticoids. These medications have toxic, mutagenic and immunosuppressive effect, thus they should be used carefully. Aromatic retinoids (tigazon, neotigazon, sandimmune) are used to treat pustular psoriasis and psoriasis arthropica. Be-sides, hemosorption, plasmapherese, and ultraviolet blood irradiation(UBI) are very effective in the therapy of severe forms of psoriasis. PUVA therapy treatment (sensitizers (puvalen, psoralen) in combination with long-wave ultraviolet irradiation) is recommended. Besides UVI (general and focal), magnetotherapy, laser therapy, ultrasound, electrophoresis, inductotherapy, balneotherapy, and mud therapy are used as methods of physiotherapy.

External treatment includes:

· Ointments, creams and lotions containing glucocorticoids, and medica-
tions, which combine corticosteroids and keratoplastik agents;

· Moisturizing and softening means;
· Medications containing activated zink- pyrithione;
· Ointments containing synthetic vitamin D3 analogues (psorcutan);
· Ointments containing tar, naphthalan, and ichthammol. Lichen ruber planus
The disease is characterized by a monomorphous eruption of papules on the skin and on the visible mucous membranes. It has chronic recurrent course.

Etiology of the disease is not exactly determined. The main pathogenic theories include:

I.
infectious and virus;

II. neuroendocrine;

III. toxicoallergic:

1) drug treatment — response to medications;

2) autointoxication — in diseases of the liver (more common, in hepati​tis В and C), malfunction of gastro-intestinal tract, diabetes mellitus, and sustained hypertension.
Clinical picture

Typical form of disease is characterized by:

1. Eruption element — flat polygonal papules are slightly elevated above the skin, which do not tend to peripheral growth;

2. Typical localizations — flexor surfaces of the limbs, genitals, and skin of the back;
3. Severe itch of cutaneous covering;
4. Colour of papules -pinkish-violet with cyanotic hue;
5. Umbilicus-like dipping in the center of a papule;
6. Waxy luster of the papules surfaces noticeable well at sidelight;
7.
Pathognomonic Wickham's striae on the surface of the papules — greyish-
white reticular pattern due to irregular thickening of the granular layer;

8.
Papular eruptions on the mucous membranes of the mouth cavity (they
are greyish-white, coalesce forming lines, arches. Papules do not elevate
and have no waxy luster).

There are atypical forms of lichen ruber planus on the skin in addition to typical:

a. Warty (verrucous, hypertrophic)- it is manifested by violet plaques, covered with massive corneous stratifications, poorly responsive to treatment, and sclerosed;

b. Annular- separate plagues, resolving from the centre, form small rings, brown coloured in the center. They are commonly found on the male's genitals;

c. Atrophic — there are atrophic changes after the plaques resolve;

d. Pemphigoid — it is characterized by formation of vesicles with a se​rous or serosanguineous content along with papules eruption at the be​ginning of the disease (on apparently healthy skin or on the surface of papules and plaques);

e. Follicular (acuminate) — eruption of conical follicular keratotic spiny papules.

There are several atypical forms of disease on the mucous membranes of the mouth cavity:

· Exudative-hyperemic — eruptions of typical papules on the inflamed hy-
peremic edematous oral mucous membrane;

· Erosive-ulcerous- it is accompanied by detachment of epithelium and for-
mation of erosions and ulcers. This form has a protracted course due to the presence of a marked pathology in the gastro-intestinal tract;

•
Bullous — exudates, developed in the papillary layer, raise the epithelium

resulting in formation of vesicles, blisters and then erosions, which un​dergo rapid epithelization;

· Hyperkeratotic -it is manifested by keratotic foci elevating above the mu-
cous membrane or vermillion border.

Pathomorphology of lichen ruber planus is characterized by the presence of hyperkeratosis, parakeratosis, granulosis, acanthosis, papillomatosis, vacu-

olar degeneration of basal cell layer, and infiltration of the papillary layer of the dermis.

Lichen ruber planus should be differentiated from psoriasis, parapsoriasis, secondary syphilis, Duhring's disease, and eczema. When eruptions are local​ized on the oral mucosa, it should be differentiated from acantholytic pemphi​gus, herpes, candidosis, syphilis, and oncologic pathology.

Differential Diagnostic Criteria of Psoriasis and Lichen Ruber Planus

	Symptom
	Lichen ruber planus
	Psoriasis

	Subjective feelings
	intense itch
	itch is not typical

	Typical eruption localization
	flexor surfaces of the limbs
	extensor surfaces of the limbs

	Involvement of the mucous membranes
	typical
	not typical

	Involvement of nails
	typical
	typical

	Involvement of joints
	not typical
	typical

	Involvement of scalp
	not typical
	typical

	Shape and colour of the papule
	polygonal, purple-cyanotic
	rounded, rose-red

	Additional characteristics of the papule
	waxy luster, central dipping, Wickham's striae
	positive psoriatic triad


Principles of therapy

· Antimalarial medications (chloroquine, delagil, resochin);
· Broad-spectrum antibacterial drugs;
· Sedative therapy;
· Hyposensitizing drugs;
· Antihistamines of the II and III generation;
· Disintoxication therapy;
· Management of gastro-intestinal pathology;
· Vitamin therapy;
· Short-term treatment with corticosteroids (in generalized acute forms);
· External treatment — antipruritic and anti-inflammatory magmas, hor-
monal ointments and creams. Anti-inflammatory and epithelializing drugs in the form of solutions, oils and pastes should be applied on the oral mucous membrane.

The Practical lessons N 9, 18:
Virus Dermatoses. Clinical Picture, Diagnostics and Treatment.

Bullous Dermatoses. Clinical Picture, Diagnostics and Treatment.

The purpose of the class: The students should understand basic consepts of this class.

Basic consepts: 
Clinical features, diagnosis, differential diagnosis, laboratory tests, treatment for the Virus Dermatoses. 

Bullous Dermatoses
Eguipment: Tables, photos of the disease, presentation,

Study hours: 2 h.

Plan:

Test Questions, Situational Tasks, tables, photos of the disease, presentation about topic.

Test Questions

1. A primary element of pemphigus vulgaris is
a. Spot

b. Microvesicle

c. Papule

d. Pustule

e. Blister

2. Which of the following is the form of pemphigus?
a. Vulgais

b. Vegetans

c. Foliaceus

d. Seborrheic

e. All the answers enumerated above are correct

3. What medication is contraindicated for Duhring's disease treatment?
a. Lorinden С
b. Iodine containing medications

c. Dapsone

d. Prednisolone

e. Unitiole

4. The most effective medication to treat pemphigus is
a. Antibiotics

b. Sulfanilamides

c. Glucocorticoids

d. Delagil

e. Ftivazide

5. Which of the tolerance tests is/are done to confirm Duhring's disease diagnosis?
a. Sulfanilamides

b. Antibiotics

c. Glucocorticoids

d. Iodine

e. Novocaine

6. The most important for confirmation of pemphigus diagnosis is
a. Detection of acantholytic cells in impression smears

b. Eosinophilia in the erosions of bullous surface

c. Leukocytosis in the peripheral blood

d. Detection of LE-cells

e. Marked thrombocytopenia

7. Which of the following are typical eruption localization in pemphigus vulgaris?
a. Body, mucosa of oral cavity

b. Scalp, body

c. Palms and soles

d. Genitals and face

e. Genitals and mucosa of oral cavity

8. Herpes zoster is caused by
a. Herpes simplex virus

b. Staphylococcus

c. Streptococcus

d. Causative agent of chickenpox

e. Cytomegalovirus

9. What diet would you recommend for patients ill on Duhring's dis-ease?
a. Limitation of extractive substances

b. Exclusion of gluten containing foods

c. Reduction of daily calories amount

d. Exclusion of milk products

e. Exclusion of carbohydrates

10. What is typical for Duhring's disease?
a. Polymorphism of eruptions

b. Leukocytosis in CBC

c. Affection of oral mucosa

d. Detection of acantholytic cells in impression smears

e. Positive Nikolsky's sign

11. Cytological picture in pemphigus vulgaris is represented by
a. Large amount of eosinophils and absence of acantholytic cells

b. Lymphocytes, eosinophils, and cystocytes

c. Acantholytic cells (Tzank cells)

d. Neutrophils, lymphocytes

e. Leukocyte infiltration, microabscesses

12. What form is not typical for pemphigus?
a. Vulgaris

b. Foliaceus

c. Vegetans

d. Hailey-Hailey disease (familial benign chronic pemphigus)

e. Norwegian

13. Distinctive criterion for differential diagnosis of Duhring's disease is
a. Intensive urticant itch

b. Morbidity of the erosion site

c. Monomorphism

d. Positive Asboe-Hansen syndrome

e. Detection of acantholytic cells

14. The primary element of Duhring's disease is
a. Flaccid bullae with serous content on the background of visibly healthy
skin and mucosa

b. Polymorphous eruption (papules, vesicles, bullae, erythema ....)

c. Tubercles spread

d. Extensive ulcers with irregular borders

e. Papules, plaques

15. Tzank cell is

a. Acantolythic bubble cell

b. Lupoid cell

c. Stem cell

d. Specialized neural cell

e. Thymic cell

16. What is a distinctive symptom for differential diagnosis of true pem​phigus?
a. A symptom of "apple jelly"

b. A symptom of "stearin stain"

c. Nikolsky's sign

d. Besnier — Meshchersky sign

e. Koebner's phenomenon

17. Which of the following develops after the bulla rupture in pemphigus vegetans?
a. Ulcer

b. Erosion

c. Vegetation

d. Crust

e. Cicatrix

18. What is/are the main pathogenetic factor in pemphigus?
a. Immune complexes

b. Autoaggression

c. Virus

d. Disorders of connective tissue metabolism

e. Hypovitaminosis

19. Nikolsky's sign is
a. A marked scaling after the elements scraping

b. A peeling of the upper layers of epidermis at mechanical effect

c. A slowly disappearing dipping on the surface of tubercle after it has been

pressed

d. Wickham's striae detection

e. Blood flow from dilated vessels after a strong press

20. Which of the following is used for differential diagnosis of Duhring's disease and true pemphigus?
a. Test on acantholytic cells

b. Enzyme-linked immunosorbent assay (ELISA)

c. Biochemical blood analysis

d. Scraping of eruption elements

e. Wood's lamp examination

21. What disease should true pemphigus be differentiated from?
a. Psoriasis

b. Lyell's syndrome,pemphigoid

c. Lupus

d. Pityriasis rosea

e. Scabies

22. Autoimmune reaction of true pemphigus is targeted against
a. Langerhan's cells

b. Desmosomes of spinous layer

c. Keratinocytes

d. Leukocytes

e. Dendrites of neural cells

23. Which of the following is typical for detection of Tzank cells in the impression smear?
a. Exudative erythema

b. Lyell's syndrome

c. Herpes infection

d. Pemphigus vulgaris

e. Duhring's disease

24. What is the main pathological process of pemphigus?
a. Dyshydrosis

b. Acantholysis

c. Apoptosis

d. Hyperkeratosis

e. Spongiosis

25. What is a distinctive peculiarity of Tzank cells?
a. A small number of intercellular junctions with a small singular nucleus

b. Large violet-blue round cells with round nucleus with cytoplasm pushed

to the periphery

c. Large cells with numerous small nucleoli

d. Normal size cells with cytoplasm occupying its most part

e. Romanovsky-Giemsa stain (pink)

26. Which of the following is a special dermatological test for confirma​tion of Duhring's disease?
a. Balzer's test

b. Dermographism detection

c. Jadassohn syndrome

d. Allergy test

e. Lab examination for tick detection

27.
What food is necessary to exclude for treatment of Duhring's dis-
ease?

a. Milk, kefir, sour-cream

b. Tomatoes, cucumbers, bananas

c. Bread, crisp bread, cookies, macaroni

d. Butter, margarine

e. Non-carbonated mineral water, honey, kissel

28. Immunodeficiency in Duhring's disease is connected with
a. IgA

b. T and В lymphocytes

c. IgM

d. IgE

e. IgG

29. What disease is Duhring's disease differentiated between?
a. Pityriasis rosea

b. Pemphigus

c. Psoriasis

d. Atopic dermatitis

e. Eczema

30.Treatment of true pemphigus with glucocorticoids lasts for

a.
 A week

b. Months

c.
Three months

d. Six months

e. Lifelong 

Situational Tasks

1. A 52-year-old female patient visits a doctor with complaints of eruption on the skin of face and limbs and severe itching. On examination, numerous vesicles from millet to that of a pea size are found on the skin of cheeks, torehead, tore-arms, axillae and inguinal folds on the intensively hyperemic background. Besides, there are aggregated papular vesicles.

a. What is the likely clinical diagnosis?

b. What special dermatological examinations should be done to confirm

the diagnosis?

c. What is the likely treatment?

2. The air medical service delivered a 55-year-old patient to the clinic. On examina-tion, general condition is severe, active motions are difficult because of pain. Body temperature is 38.3°C. The patient can hardly open the mouth. There is a great amount of hemorrhagic crusts on the vermilion border. Many widespread ero​sions with papilloma excrescences covered with dirty film are found on the skin of the abdomen, under the breasts and in the inguinofemoral folds. Vesicles and bullae arc seen on the background of healthy skin. Nikolsky's sign is positive.

a. What is the likely diagnosis?

b. What special laboratory examinations should be done to confirm the

diagnosis?

c. What is the likely differential diagnosis?

3. A 62-year-old female patient has suddenly noticed erosions on the oral mucosa. They epithelialized and disappeared, hut after a time appeared again. Fur​thermore, bullae appeared on the healthy skin of the abdomen and back. Bul-lae were large with serous content, tense and showed a tendency to become confluent. Traumatized they easily ruptured with formation of erosions with succulent red floor. There was ragged epithelium on the periphery of bullae. Erosions epithelialized slowly.

a. What is the likely disease?

b. What symptoms can be of help to make a likely diagnosis?

c. What laboratory investigations should be done?

4. A 47-year-old female patient was admitted into the dermatological department after a consultation with infectiologist. On examination, there is itch​ing, insomnia, performance decrement and irritability. The above-men​tioned symptoms had developed after intake of dishes cooked of saltwater fish. General condition had considerably worsened and eruptions spread on the skin of the trunk and extremities after application of 5per cent iodine solution. On dermatological examination, there are small tense vesicles, bullae showing a tendency to become confluent and papules. Nikolsky's sign is negative.

a. What is the likely diagnosis?

b. What is the likely management?

c. What diet is likely to be indicated?

5. A 57-year-old female patient complains of numerous bullae on the skin of the trunk, back, and chest. Bullae are flaccid, large, with serous content. After rup​ture, erosions appear and epithelialize slowly. There are also erosions on the oral mucosa, resulting in difficult food intake. Smears from the floor of bullae show presence of acantholytic cells.

a. What is the likely clinical diagnosis?

b. Characterize the above-mentioned cells.

c. What is the likely treatment?

6. A patient visits a dermatologist with complaints of eruption on the skin of face,
limbs, and severe burning itch at the sites of eruption. On examination, a co​pious amount of bullae of various diameters, papules, and vesicles are found on the skin of the forearm and axillae folds. Lesions show a tendency to be​come confluent.

a. What is the likely disease?

b. What dermatological test should be done?

c. What is the technique of the test?

7. A 55-year-old female patient complains of bullae around the mouth, in the umbilical and perianal areas. The bullae are large.They easily rupture with forma​tion of painful erosions. Nikolsky's sign is positive.

a. What is the likely diagnosis?

b. What laboratory investigations should be done?

c. What is the likely management?

8. A 50-year-old female patient visits a dermatological clinic. She has been ill tor months. Small flaccid blisters appeared on the skin. They dried oft rapidly with formation of crusts. She did not practice self-treatment. On examination, round brown foci (1 -3 cm in diameter) covered with thin closely arranged crusts-scales are found on the skin of face, scalp, and upper part of the trunk. Asboe-Hansen's sign is positive.

a. What is the likely clinical diagnosis?

b. What should be done to confirm the diagnosis?

c. What is the likely differential diagnosis?

9.
A 40-year-old patient suffered from erosions on the oral mucosa and bullae, transforming rapidly into erosions on the skin of chest a month ago. He has taken antibiotics for 2 weeks, but improvement did not occur. On examina tion, there are round red up to 2- 3cm in diameter erosions and several flaccid bullae on the skin of chest and on the oral mucous membrane. Exfoliation of epidermis is noted after bulla roof is lifted with forceps.

a. What symptom is described?

b. What is the likely disease?

c. What other symptoms are typical for this disease?

10. A female patient came to visit a dentist with complaints of tenderness in the mouth at food intake and periodic eruption of individual vesicles on the skin. On examination, there were fresh rose superficial erosions covered with grey film on the mucous membrane of the hard palate. Eruption was absent at the time of examination.
a. What is the likely diagnosis?

b. What is the likely management?

11. A 36-year-old female patient visits a doctor with complaints of regular erup-tion of rash on the skin of buttocks coinciding with menstruation. Eruption accompanied with slight itching persists for about a week, and then disap​pears. On examination, grouped bullous eruption is found on the skin of but​tocks against the background of hyperemia.

a. What is the likely diagnosis?

b. What is the likely treatment?

12. An 18-year-old female patient visits a gynecologist with complaints of pain​ful eruption on the genitals. On examination, there is erosion (about 1cm in diameter) with small-scalloped outlines on the left lower lip of pudendum. Skin above the erosion is edematous and hyperemic. On palpation, the ero​sion is painful and does not differ in consistency from surrounding tissues. Body temperature is 37.5°C. She shivers.

a. What is the likely diagnosis?

b. What is the likely differential diagnosis?

c. What is the likely treatment?

VIRUS AND BULLOUS DERMATOSES

Herpes simplex is an infectious disease caused by herpes virus. It is characterized by affection of skin, mucous membranes and inner organs and is considered to be a systemic disease

Etiology and pathogenesis

There are 2 serotypes of herpes simplex- type HSV-1 and HSV-2. As a rule, HSV-1 causes clinical manifestations in the mouth and labial areas, and HSV-2 leads to manifestations in the genital region. Epide-miologically, patients with recurrent disease (a period of bullous skin rash appearance) and virus carriers are the most dangerous for healthy parsons. The virus comes into the body through the skin and mucous membranes, goes to sensitive spinal or cerebral ganglia and results in de​generative changes of macro-organism, contributes to lowering of their functional activity, which, in turn, leads to immune deficiency. HSV lives in the body the whole life and is able to cause periodic recurrences. The disease can be of various severity and at any site of the mucous mem​branes or skin.

Clinical picture

Incubation period lasts from 5 to 7 days. Subjective symptoms (itching, burning, and tenderness) may be either preceded, or fol​lowed by rash. Localization is typical, i.e. mouth and nose area, hands, buttocks. Deterioration of general condition is possible. The skin and mucous membranes are hyperemic and edematous. Numerous pain​ful grouped vesicles (2-4 mm in diameter) filled with serous content are found on the skin. In 2 or 3 days vesicles become dry with forma​tion of yellow crusts or rupture with formation of small erosions. The disease can have a recurrent course under the action of a number of provoking factors (overcooling, the grippe, avitaminosis, ARV1, im​munodeficiency, etc.).

Diagnosis

· History taking;
· Clinical symptoms;
· Laboratory diagnostics — culture investigation, serodiagnostics, and
polymerase chain reaction. Treatment

Policy of treatment depends on the form of disease, severity of the course, and frequency of recurrences.

If recurrences occur once in 6 months or less frequently and general symp​toms are absent, treatment is the following:

1. Topical therapy with antiviral drugs (acyclovir (Zovirax), 2-4per cent
"Herpevir") at the period of skin rash and for several weeks following their resolution. Aniline dyes and epithelium reproduction medications (vinilin, keratolan) are also used. When the process is accompanied by pain, it is necessary to give local anesthetics;

2. Interferons and interferon inducers (neovir, cyclopheron, protephlazide, etc.);
3. Nonspecific immunomodulators.
If recurrences occur once in 3 months or more frequently, or the disease is persistent, and in case of severe disease course, the treatment is carried out stepwise:

I.
I stage (acute period):

1) 1. General therapy- oral acyclovir (0.2-0.4g) 5 times a day for 7-10 days;

2) 2. External therapy;
3) 3. Pathogenetic therapy (parenteral administration of interferons and interferon inducers);

4) 4. Symptomatic therapy (analgesics, non-steroid anti-inflammatory drugs).

II.
II stage (inter-recurrent period therapy):

1) 1. Prophylactic treatment with antiviral drugs (Acyclovir 0.2g, 3-5 times per day);

2) 2. Interferon inducers (cyclopheron for intramuscular injection);

3)
3. Nonspecific immunomodulators (thymolin, timogen).
III. III stage

1) Use of antiherpetic vaccine. IV. IV stage

1) Regular medical follow-up. Herpes zoster (shingles) is a viral disease characterized by affection of sensory ganglia. It is manifested by bullous eruptions on the skin along the involved sensitive nerves, which is frequently accompanied by painful syn​drome.

Etiology and pathogenesis

The causative agent is Virus Varicella Zoster (V-Z). At the first contact with infection chicken pox develops, following which V-Z antibodies are formed to preserve from recurrences. Virus lives in the body persisting in the neurons of sensory ganglia of the intercostal, trigeminal and facial nerves.

Herpes zoster occurs mostly in the adults on the background of dimin​ished immunity and increased amount of systemic diseases leading to poten​

ial activation of the virus. Overcooling; intoxication and radiation are also considered to be provoking factors of the disease. The virus comes out from the ganglia neurons, penetrates the skin and mucous membranes through the axons, and contributes to the development of herpes zoster. Epidemiology

The main source of infection is a patient with chicken pox or herpes zoster. It can be transmitted through air-borne route or direct contact. The patient is con​tagious beginning from the last days of incubation period and at rash period.

Clinical picture

Prodromal period is short (1-2 days). It is characterized by general malaise, weakness, loss of appetite, increase of body temperature. Then the appearance of severe neurologic pains along the nerve trunks (trigeminus, facial) intensi​fying at overcooling and motion are possible. Herpetic eruption appears along the affected sensory nerve (on the trunk in the area of intercostal nerves, along the trigeminus, on the limbs). At first they look like edematous spots, then form vesicles, pustules, and after resolution they form erosions and crusts. The process completes in 2-3 weeks. As a rule a hyperpigmented spot remains on the skin. Damage to the eyes with subsequent lowering of visual acuity, im​pairment of the oral mucosa, injury of the auditory nerve with deterioration of hearing, affection of the trigeminal and facial nerves, ganglia of the vagus and glossopharyngeal nerves and sympathetic ganglia with development of proper neurologic symptoms are possible. The disease recurs very rarely. The doctor should examine the patient for immunodeficiency in case of disease recurrence.

Treatment is similar to that in case of herpes simplex.

Pemphigus is a malignant autoimmune disease manifested by formation of blisters on the non-inflammed skin and mucous membranes, developing as a result of acantholysis and spreading, if not properly treated, over the entire skin.

The disease belongs to a group of bullous dermatoses. The main morpho​logic lesion is bulla.

There are several types of pemphigus:

· vulgaris;
· vegetans;
· foliaceus;
· seborrhoicus. Pathogenesis
An important role belongs to autoimmune mechanisms in pathogenesis of the disease. Circulating autoantibodies of IgG type are found in the bodies of patients. Dissolution of intercellular membrane and destruction of desmo​somes, i.e. loss of communication between the epidermal cells (acantholysis) occur under the action of antibodies. As a result of acantholysis, acantholytic bullae typical for true pemphigus (in contrast to pemphigoid) are formed within the epidermis. Clinical picture

Pemphigus vulgaris is the most common form of disease. The disease usu​ally starts in oral mucosa, and months may elapse before skin lesions occur. Vesicles and bullae, easily ruptured, turn into painful bright-red or covered with whitish film erosions bounded by ragged epithelium. Then eruption of bullae takes place on the skin. They appear in small amount predominantly on the skin of the chest and back. Bullae filled with serous content appear abrupt​ly on an apparently healthy skin. In a few days they rupture showing extensive red erosions. Sometimes the content of bullae becomes cloudy or purulent. The general condition of the patient is normal at first, but gradually it worsens. It is manifested by weakness and subfebrile temperature. Erosions are slowly epithelialized. Pemphigus is characterized by a number of typical symptoms (they are described in details in the Practical Section of the Manual) associ​ated with acantholysis (mechanical symptoms):

•
Nikolsky's sign- Nikolsky's sign is positive when slight rubbing around of

bullae or even apart from them of the seemingly healthy skin results in exfoliation of the skin's outermost layer;

· Nikolsky's marginal sign- exfoliation of epithelium far beyond the mar-
gins of bulae on applying pressure to their roof remnants is revealed;

· Asboe-Hansen's sign: pressure on bulla results in its extension. Diagnosis
I.
Mechanical symptoms;

II. Cytologic examination (Tzanck test)gives an opportunity to reveal acantholytic cells in the smears- prints from the floor of erosion;

III. Histological examination allows to reveal a cavity within the epidermis and to determine its topography and mechanism of formation;

IV. Immunologic methods:

1) direct fluorescent reaction has a purpose to reveal the deposits of IgG within the intercellular substance and membranes of the prickle-cell layer of the epidermis;
2) indirect fluorescent reaction has a purpose to reveal antibodies of IgG type in the patient's blood serum to intercellular substance of the prickle-cell layer of the epidermis.
Pemphigus seborrhoicus is a localized variety of pemphigus vulgaris largely confined to seborrheic areas (face, scalp, neck, and back). It is charac​terized by appearance of spots and flaccid superficial bullae with a thin roof,

which are rapidly transformed into scales-crusts. Moist eroded surfaces are denuded when the crusts are removed. Bullae formation may occur unnotice-ably, which gives an impression of primary appearance of crusts looking like seborrheic eczema.

The disease runs a protracted, relatively benign course in contrast to pem​phigus vulgaris. The general condition of patient worsens only in case of large dissemination of the process.

Pemphigus vegetans

Excrescences in the form of vegetations on the floor of bullae and erosions elevated above the surrounding surface are the common feature of this pa​thology. Typical sites of location are external genitals, large skin folds, inner surface of the thighs, and oral mucosa.

Pemphigus foliaceus is characterized by presence of bulla flaccid wrin​kled roof and foliated crusts and scales. The characteristic feature of this form of disease is the absence of regeneration under the crusts and formation of a new bulla at the healing site.

Treatment

I.
Administration of glucocorticosteroid hormones:

1) a loading daily dose of hormones (80-120 mg per day) is given to achieve optimal therapeutic result (cessation of new bullae appear​ance, erosion epithelialization) at the beginning of treatment;

2) gradual slow reduction of a daily dose of hormones up to maintaining dose;
3) lasting (lifelong) out-patient treatment with maintaining doses of glu-cocorticosteroid hormones (15-20 mg per day) and careful regular medical follow-up;
4) combined therapy with glucocorticosteroid hormones and cytostatic agents is possible;
II. Administration of drugs contributing to prevention of complications development following prolong corticosteroid therapy:

1) calcium and potassium medications;

2) anabolic hormones;
3) disintoxication therapy;
4) vitamin therapy.
III. Topical treatment — water and alcohol solutions of aniline dyes, aero​sols, ointments and creams containing glucocorticosteroids.

Dermatitis herpetiformis (Duhring's disease) is a chronic recurrent proc​ess of skin lesion manifested by polymorphous, frequently symmetrical erup​tions accompanied by intense itching, burning, and paresthesia. It occurs chiefly in men between 20 and 60 years of age.

Pathogenesis

Hypersensitivity to gluten (protein in Gramineae), which is formed in the intestine during the process of digestion, and to haloids (iodine, fluorine) are considered to be an important factor. Inflammatory processes in the gastroin​testinal tract, ascariasis, malignant tumours, intake of haloids, and infectious diseases are known to be the provoking factors of the disease.

Clinical picture

The onset is sudden. It is manifested by polymorphous intense eruption. Rash is arranged in groups and looks like herpetic eruption. It is presented by roseola spots, bullae, papules and mainly blisters. Eruption may occur at any site of the skin; mucous membranes are usually not affected. Blisters filled with transparent or cloudy content arise on the background of inflammed skin.

Differential Diagnosis of Pemphigus and Dermatitis Herpetiformis

	Indices
	Pemphigus vulgaris
	Dermatitis herpetiformis

	Age
	Middle age (children are affected rarely)
	Any age

	Onset of the disease
	Frequently, the oral mucosa is affected first, and then the skin
	The skin is affected, oral mucosa remains intact

	Nature of blisters
	Flaccid pyriform blisters
	Blisters are tense, usually rounded

	Localization
	Irregular
	Confluent

	Erosions
	Widespread
	Small

	Skin background
	Changed
	erythematous-edematous

	Nature of eruption
	Monomorphous
	Polymorphous

	Localization of blisters in accordance with the epidermal layers
	Intraepidermal
	Subepidermal

	Symptoms:

1. Nikolsky's sign
	Positive
	Negative

	2. Asboe-Hansen
	Positive
	Negative

	3. Jadassohn's test
	Negative
	Positive

	4. Tzanck cells
	Present
	Absent

	Eosinophils presence in peripheral blood and blisters
	No
	Yes

	Itching
	Atypical
	Very severe

	Process of erosion epithelialization
	Slow
	Rapid

	Presence of antibodies
	IgG
	IgA


The bullae roofs are usually tense, and bullae rupture not earlier than in a week after formation. They can be arranged in circles and garlands. Nikol-sky's sign is negative. Subjective symptoms — patients complain of severe itching with simultaneous burning and pain in the lesion foci. The disease is paroxysmal with recurrences at different intervals (from several months to several years). Jadassohn's test (skin test with ointment containing potassium iodine — detailed description is in the Practical Section of the Manual) is done to diagnose the disease. Eosinophilia is in the peripheral blood and in the bullae content.

Treatment

I.
Diet excluding food stuffs containing gluten and haloids;

II. Systemic therapy:

1) sulfonic drugs (Dapsone, Diphenyl Sulfone, etc.);

2) hyposensitizing agents;
3) antihistamines;
4) if sulfonic therapy is ineffective, glucocorticoids are administered;
5) vitamin therapy (В, A, E, C)
6) disintoxication therapy;
7) sedatives and tranquilizes;
8) consultation with gastroenterologist and treatment of gastrointestinal tract.
 III.Topical therapy — use of alcohol solutions of aniline dyes, aerosols, creams and ointments containing glucocorticosteroids.

The Practical lesson: N 19:
Syphilis: Immunity, Reinfection, Superinfection. Serodiagnostics.

Primary Period of Syphilis (Syphilis Primaria).
The purpose of the class: The students should understand basic consepts of this class.

Basic consepts: 
Clinical features, diagnosis, differential diagnosis, laboratory tests, treatment for the Syphilis

Eguipment: Tables, photos of the disease, presentation,

Study hours: 2 h.

Plan:

Test Questions, Situational Tasks, tables, photos of the disease, presentation about topic.

Test Questions

1. What is not a characteristic feature of typical hard chancre?
a. Itch

b. Indolence

c. Distinct borders

d. Pink-red colour

e. Saucerlike borders

2. What medication is used for hard chancre cleansing before Treponema
pallidum examination is done?

a. Furacilinum

b. Chlorhexidine

c. 0.9 per cent solution of NaCl
d. Iodine solution

e. 2 per cent calycilic acid
3. Atypical form of hard chancre is
a. Chancre amygdalitis

b. Chancre panaritium

c. Endurated edema

d. Answers a and b are correct

e. All the answers enumerated above are correct

4. What disease is hard chancre differentiated from?
a. Cancerous ulcer

b. Scabious ecthyma

c. Genital herpes

d. Psoriasis

e. Answers a, b, and с are correct

5. A type of Treponema pallidum motion is
a. Back-forward

b. Rotative

c. Undulate

d. Penduliform

e. All the answers enumerated above are correct

6.
Which of the following is done for Treponema pallidum detection at
the seronegative period?

a. Native preparation testing in the dark field

b. Saliva testing

c. Urine test

d. Puncture of enlarged regional lymph node

e. Answers a and d are correct

7. Complications of hard chancre in males are

a. Phimosis

b. Paraphimosis

c. Balanoposthitis

d. Balanitis

e. All the answers enumerated above

8. Ways of syphilis contamination are
a. Blood transfusion

b. Prenatal

c. Sexual

d. Professional

e. All the answers enumerated above except

9. What clinical symptom does not occur in patients sick on primary syphilis?
a. Papules of palms and soles

b. Regional lymphadenitis

c. Labyrinthic deafness

d. Saber shin

e. Answers a, b, and d are correct

10. Which are the forms of Treponema pallidum developing under the influence of unfavorable factors?
a. L-forms, cysts, and flagella

b. Cysts, spores, and L-forms

c. Flagella, spores, and cysts

d. Flagella, spores, and L-forms

e. L-forms and spores

11. What sign is not typical for uncomplicated hard chancre?
a. Dense infiltrate at the ulcer floor

b. Regular rounded or oval borders

c. Subjective symptoms absence

d. Moderate itch

e. Distinct borders

12. Average incubation period of syphilis lasts for
a. 5-6 weeks
b. 1 -2 weeks
c. 7-10 days
d. 3-4 weeks
e. Approximately 2 months

13.
When will CSR become positive in case hard chancre has already developed?

a. In a week

b. The next day

c. 3-4 weeks
d. 3-4 days
e. 1-2 hours
14. Chancre — amygdalitis is
a.
The erosion of tonsils

b. The ulcer of tonsils

c. The enlarged hyperemic tonsil

d. The enlarged tonsil of typical coloring

e. The cicatrix of tonsil

15. Prolongation of syphilis incubation period is observed at
a. Accompanying infectious diseases

b. Extragenital hard chancre localization

c. Penicillin, tetracycline treatment of concomitant diseases at incubation

period of syphilis

d. Sulfanilamides treatment of concomitant diseases

e. Antiviral drugs treatment

16. Regional scleradenitis in the primary syphilis develops after hard shancre appearance in
a. 3-5 days
b. 5-8 days
c. 18-20 days
d. 10-12 days
e. 1-2 days
17. Which of the following is Treponema pallidum?
a. A microorganism of spiral form

b. A microorganism of spherical form

c. A bacilliform microorganism

d. Filiform microorganism

e. Irregular shape microorganism

18. An average length of Treponema pallidum is
a. 1 -2 mm
b. 4-14 mm
c. 20-25 mm
d. 30-33 mm
e. 15-19 mm
19.
Which of the following is the optimal temperature for Treponema
pallidum life activity?

a.
+ 20 — + 300C

b.
+ 10 — + 150C

c.
+ 40 — + 600C

d.
+36 — + 380C

e.
0 — + 50C

20.
When does hard chancre develop after a sexual contact with patient ill on syphilis?

a.
1 week

b.
2 weeks

c.
3 -4 weeks

d.
6 -7 weeks

e.
8 -9 weeks

21.
Where are the main changes revealed at histological examination of syphilids?

a.
In epidermis and lymphoid tissue

b.
In blood vessels of the skin

c.
In muscles

d.
in the hypodermic tissue

e.
In the derma

22.
What way of syphilis contamination is not typical?

a.
Droplet

b.
Blood transfusion

c.
Sexual

d.
Domestic

e.
Transplacental

23.
By what clinical sign is not regional lymphadenitis characterized at the primary syphilis?

a.
Mobility of lymph nodes

b.
Dense-elastic consistency

c.
Regular skin color above the lymph nodes

d.
Confluent lymph nodes

e.
Lymph nodes indolence

24.
Which of the following is not a complication of hard chancre in men?

a.
Phimosis

b.
Indurative edema

c.
Vulvovaginitis

d.
Paraphimosis

e.
Phagedena

25. What sign is not typical in the patients with primary syphilis?

a.
Negative Wassermann's reaction

b.
Flat condyloma

c.
Regional lymphadenitis

d.
Positive Wassermann's reaction

e.
Hard chancre

26.Which of the following is the atypical form of hard chancre?

a.
Phimosis

b.
Gangrene

c.
Chancre-amigdalitis

d.
Phagedenismus

e.
Paraphimosis

27.
Number of Treponema pallidum spirals is

a.
2-4

b.
1-2

c.
8-12

d.
6-8

e.
14-16

28.
How long does the cycle of pathogenic Treponema pallidum mitosis
last?

a.
6-8 hours

b.
10-12 hours

c.
15-20 hours

d.
30-33 hours

e.
35-40 hours

29.
How long does the primary syphilis last for?

a.
2-3 weeks

b.
4-5 weeks

c.
6-8 weeks

d.
2-3months

e.
10-12 weeks

30.
When is a short incubation period observed?

a.
At antibiotics intake

b.
In bipolar hard chancre

c.
In multiple hard chancres

d.
At immunodeficiency

e.All the answers enumerated above 

Situational Tasks

1.
A 32-year-old man, a driver, unmarried, visits a doctor with complaints of ulcer on the penis without any subjective symptoms. He has been ill for 10 days. He treated the ulcer with synthomycin emulsion. In 7-10 days the right inguinal lymphatic nodes became enlarged. A month and a half ago the patient had a sexual relation with a woman stranger. Concomitant diseases are absent. On examination, on the inner mucosal layer of the prepuce there is an oval-shaped painless ulcer (2x1.5cm). On the floor of it a dense infiltrate, which does not exceed the borders of the ulcer is palpated. Inflammatory changes around the ulcer are absent. The right inguinal lymphatic nodes are of dense-elastic consistency, enlarged up to 1x1.5cm, mobile, and painless.

a.
What is the likely diagnosis?

b.
What is the likely differential diagnosis?

c.
What should be done to confirm the diagnosis?

2.
A 28-year-old male patient, a worker, visits a doctor with complaints of ulcers on the penis and in the right inguinal area. They appeared two weeks ago, and the patient does not associate their appearance with any event. He did not practice self-treatment. A week ago, the lymphatic nodes in the left inguinal area became enlarged. Two months before the ulcers appearance he had had a sexual con​tact with a woman stranger. In a month after that he got acute respiratory dis​ease, which had been treated with ampicillin. Concomitant diseases are absent. On examination, on the left side of penis body there is a round painless ulcer (1xl.5cm) covered with yellowish film. A dense infiltrate is palpated on the floor of ulcer. In the left inguinal area there is a round, dense on the floor, ulcer (1 x 1 cm) covered with hemorrhagic crust. The left inguinal lymphatic nodes are of dense consistency, enlarged up to 1 x 1.5cm, mobile and painless.

a.
What is the likely diagnosis?

b.
What is the likely differential diagnosis?

c.
What is the likely plan of examination?

3.
A 35-year-old female patient, a waitress, visits a doctor with complaints of pain in the anal region. She has been ill for about a month. She consulted with a surgeon at the out-patient department, who has diagnosed an anal fissure. For a month she has been applying different ointments and baths with potas​sium permanganate. The treatment was ineffective. She came to consult a der​matologist. Concomitant diseases are absent. On examination, bright-red fissure-like erosion, lustrous and painful on palpation is felt in the anal area.

a.
What is the likely diagnosis?

b.
What is the likely differential diagnosis?

c.
What is the likely examination?

4.
A 40-year-old male patient, a mechanic, visits a doctor with complaints of marked tenderness, redness and edema of the prepuce. Some days ago he noticed a painless erosion of small size on the inner layer of the prepuce, and treated himself with potassium permanganate baths. Concomitant diseases are absent. On examina​tion, the balanus is edematous and enlarged, its reduction is impossible. Behind the balanus there is a red edematous elevation. The left inguinal lymphatic nodes (lxl cm) have dense-elastic consistency. They are painless and movable.

a.
What is the likely diagnosis?

b.
What is the likely differential diagnosis?

c.
What is the likely plan of examination?

5.
A 25-year-old male patient visits a surgeon with complaints of tumour in the right inguinal area. On examination, a group of lymphatic nodes of different size are noted in the right inguinal area. The largest one is of a pigeon egg size. The nodes are painless. They have dense-elastic consistency. The nodes are not confluent together and with the skin. The lymphatic nodes on the opposite side have the same characteristics, but are smaller in size. The skin above the nodes is without changes. The surgeon makes the diagnosis of inguinal lymphadenitis and sends the patient to the physiotherapeutic room to treat the disease with UHF.

a.
What is the likely mistake made by the surgeon?

b.
What is the likely disease?

c.
What is the likely plan of examination?

6.
A 39-year-old patient visits a doctor with complaints of eruption on the balanus. On examination, a regular round ulcer with raised edges and smooth floor, painless on palpation is revealed on the balanus. The regional lymphatic nodes are of dense-elastic consistency and painless on palpation. They are en​larged up to the size of a hazel-nut. Classic serological reactions are positive the first days after hospitalization. 

Wassermann's reaction 3+, Sachs-Viteb-sky's test -4+, Kahn test -4+. a. What is the likely diagnosis?

7.
A male patient visits the dermatovenereologic dispensary. Syphilis was diagnosed in his sexual partner 3 days ago. Her doctor recommends her to inform the partner about the results of diagnosis. Clinico-serological examination revealed erosion with regular edges in the area of the posterior labial com​missure in a female. Right side lymphatic nodes are enlarged up to a hazel-nut size. They are not confluent with the skin. Treponema pallidum is present in the erosion. Classical serological reactions are negative. The male patient had the last sexual contact with her a month and a half ago. He worries about possible syphilis contamination.

a.
What is the stage of infectious process in female patient?

b.
What data of the male's serological investigations can be obtained?

8.
Twenty days ago a male patient had a sexual relation with a woman having
syphilis. The disease was diagnosed at a medical check-up. Plentiful bright ro-
seolous eruptions on the body and epithelialized erosion in the area of labia
minora pudenda were revealed. Complement fixation test with cardiolipin
and treponemal antigen was 4+, 4+, titre - 1:320. The woman immediately in-
formed her diagnosis to a man. The day before the male patient had a sexual
contact with another woman. He also asked a woman to consult a venereolo-
gist. On examination of the last woman, there was erosive defect on the right
side labia minora pudenda containing Treponema pallidum. Complement
fixation test with cardiolipin and treponemal antigen and microprecipitation
reaction were negative.

a. What syphilis stage do the both females have?

b.Is the male a source of infection for the second woman?

c. What syphilis stage is likely to be in the male?

9.
A left unilateral enlargement of the tonsil was revealed in a young 1 8-year old man. He considers himself to be well. Subjective symptoms are absent. He is not married, but had incidental sexual intercourses. He didn't undergo any medical treatment. The patient lives with his parents. Concomitant dis​eases are absent. On examination, there is enlargement of the left tonsil. It is dense. Lesions on the mucous membrane are absent. Slight hyperemia is observed only on the surface of the tonsil. The submandibular and parotid glands are enlarged up to I cm in diameter. They are dense-elastic, not fused with each other and to surrounding tissues. Microreaction for syphilis is positive (3+). Careful examination revealed a painless fissure in the perianal region.

a.
What is the likely disease?

b.
What additional history data are to be obtained?

c.
What is the likely differential diagnostics?

d.
What is the likely management?

10.
A forensic medical expert visits a surgeon. A month after the autopsy of
a bum, he noticed a club-like swelling and increase in size of the index finger
of the right hand. His rubber glove had been torn just this place during the
autopsy procedure. Infiltrate is deep, dense and covers the whole of the pha-
lanx. Skin is livid and congested. At the inner edge of the nail there is a serous
demilune ulcer. A patient suffers from acute darting pains. There is enlarge-
ment of the right ulnar and axillary lymph nodes. 1 hey arc dense, mobile, and
painful. A patient is married and has a 3-year-old child. The following treat-
ment was prescribed by the surgeon - Oletetrin (1 tablet 4 times a day) for
10 days, autotransfusion No. 10, vitamin С calcium gluconate. The following
topical treatment was suggested- dressings with hypertonic solution, 10per
cent Streptocid emulsion and UFH. A minor improvement was observed after treatment.

a.
What is the likely diagnosis?

b.
What is the likely characteristic of the surgeon's treatment?

c.
What is the likely examination?

d.
What is the likely treatment of the patient's wife and child?

11.
A 71 -year-old patient visits a dentist with complaints of broken dental pros-
thesis. On examination, on the mucous membrane of the upper lip there is an
ulcerous lesion. It has been already for three weeks. A patient is married and
has two adult children. A month ago before the ulcer had appeared, the pa-
tient kissed a woman into the lips although she had "oral herpes". It happened
after the party. On examination, on the inner surface of the upper lip to the
right there is an ulcer (0.8cm in diameter). It is round with elevated borders.
The floor of it is red with small whitish film. On palpation, at the basis of ele-
ment there is a chondroid induration, which does not exceed the border. It is
painless. Submaxillary lymph nodes are enlarged to the size of a bean. They
are dense, painless, and not fused with each other and surrounding tissue.

a.
What is the likely diagnosis?

b.
What is the likely next step of the dentist?

c.
What is the likely diagnostic examination?

d.
What is the likely differential diagnostics?

e.
What is the likely treatment?

f.
What is the likely plan of prophylaxis?

12.
A 25-year-old male patient visits a doctor with complaints of ulcer on the pe-
nis. He has been ill for about 2 weeks. The disease developed after the sexual
contact in a business trip about 2 months ago. At first, a small "scratch" with-
out any subjective symptoms appeared. The patient treated it with 5per cent
iodine solution. Non-effective treatment and transformation of "scratch" into
an ulcer made the patient to visit the clinic. Somatic diseases are absent. On
examination, a painless round ulcer up to 1 cm in diameter with raised edges
and a colour of meat floor is located on the inner mucosal lining of the pre-
puce. A dense infiltrate is palpated at the base. The inguinal lymphatic nodes
(0.7 x 0.7cm) are dense-elastic, painless and mobile. The skin above the ulcer
is without changes.

a.
What is the likely disease?

b.What is the likely differential diagnosis?

c.What is the likely management?

GENERAL CHARACTERISTICS OF SEXUALLY TRANSMITTED DISEASES (STD)

250 million of new cases of sexually transmitted diseases are registered yearly in the world and in the last decades, it has a growing tendency accord​ing to the WHO data.

Understanding of STD threat for the health of the world society and population, on the whole, continues to grow. Most countries regulate regis​tration, detection of sexual contacts, and treatment of STD by acts of legisla​tion. Case detection, consultation, and treatment of patients are important steps to control STD. At present, there are many drugs able to cure clinically and microbiologically sexually transmitted disease caused by bacteria, pro​tozoa, and intestinal ectoparasites. However, for the viral infections the situ​ation is different — clinical symptoms can be relieved and even cured, but it is not always possible to empty the body completely from the presence of viruses with the help of antiviral medicines. That is why there is a recom​mendation to vaccinate STD risk group persons to lower the incidence of virus infections. It is necessary to supplement therapeutic measures with the efforts directed towards the reduction of its occurrence among population on the national level for successful control of STD, to organize campaigns to attract attention of the public at large to this problem, to undertake pre​ventive measures, epidemic surveillance and screening of persons without marked clinical symptoms.

Predominantly sexual relations are the ways of STD transmission. Sexual behavior is of great importance in STD spreading. Incidence of STD in per​sons having accidental or chaotic sexual life is ten times more as in patients with one sexual partner avoiding accidental sexual partnership. Non-sexual way of STD transmission (contaminated with infectious discharge hands, un​derwear, etc.) is of no epidemiologic importance.

Usually infected males at first suffer from involvement of urethra (urethri​tis) with further damage to other organs (prostatitis, epididymitis, orchitis, proctitis, pharyngitis, conjunctivitis, arthritis). Development of impotence and infertility is also possible.

Infected women suffer frequently from infection of cervical canal of uterus (cervicitis) followed by involvement of other inner organs (urethritis, cystitis, bartholinitis, endometritis, salpingitis, pelvic peritonitis, pharyngitis, procti​tis, conjunctivitis, arthritis) with subsequent infertility.

Classification of Sexually Transmitted Diseases

• Confidentiality is of great importance for persons with diagnosed STD or those who consult for suspected STD. Physicians and all the medical personnel should adhere to a policy of confidentiality;

• Primary inspection, examination, and management of such patients should be carried out only after detailed explanation of all the aspects concerning examination, treatment and follow-up, and patient's agree​ment is obligatory. It is necessary to inform the patient about possible benefits and risks of all these procedures.

A case history of patient with STD must include:

1. Physical complaints and symptoms;
2. Provisional STD diagnoses;
3. Sexual anamnesis including present sexual partners, types of sex rela-
tions, order and

4. reliability (safety) of protective means;
5. Symptoms and diagnoses of a sexual partner(s);
6. Past medical history;
7. Drugs used (including recent intake of antimicrobial agents);
8. Allergy to drugs;
9. Specific risk factors for HIV-infection and virus В hepatitis;
10.
For females — information about labours, abortions, menstrual cycle,
and contraceptives used.

Indications for screening and examination on STD

a. Diagnosis of any STD including anogenital warts, genital and perigeni-tal molluscum contagiosum, scabies, pediculosis pubis, HIV-infection, and virus В hepatitis;

b. Risky behavior for STD infections — sexual relation without protec​tive means with new sexual partner or partners, who has (have) simul​taneous sexual relations with other person(s) with diagnosed STD, or with one who informs about the symptoms supposing STD presence;

c. Involvement in commercial sex (prostitution) as a worker or a client;

d. Suspicion about sexual abuse or violence;

e. Sexual relations with a person having any of above mentioned symp​toms (syndromes);

f.
Planned insertion of intrauterine contraceptives or instruments into
the neck of uterus (e.g., in abortion), or planned artificial fertilization;

Symptoms or physical signs suspecting eventual presence of STD: I.In males:

1) Urethra discharge;
2) Dysuria;
3) Balanitis circularis;
4) Pain in testes.
II.
In females:

1) Symptoms in the upper genital tract suspecting the eventual infection of small pelvis organs, pains in the lower abdomen, abnormal men​struation, dysparenuria

2) Vaginal discharge. III. In both sexes:

1) Ulcerations of genitals;

2) Pain in the rectum or discharge (if there is anal sexual relationship in the past history);
3) Mono- or polyarthritis;
4) Conjunctivitis.
Physical examination of STD must include:

1. Examination of anogenital region in males and females;
2. Speculum vaginal examination of females;
3. Bimanual examination of the small pelvis in females, if there are symp​toms in the upper genital tract;
4. Proctoscopy in males and females, if there are indications according to
the symptoms or sexual anamnesis;

5.
Examination of other body systems if necessary or indicated.
Laboratory examination must include:

a. Chlamydia trachomatis;

b. Neisseria gonorrhoeae;

c. Syphilis;

d. HIV-infection.

According to symptoms, sexual anamnesis or physical examination data, it is necessary to perform special examinations for:

· Bacterial vaginosis;
· Candida albicans;
· Trichomonas vaginalis;
· Anogenital herpes;
· Scabies;
· Pediculosis pubis;
· Chancroid;
· Lymphogranuloma venerian;
· Granuloma inguinale;
· Virus В hepatitis.
Syphilis is a common infectious disease caused by Treponema pallidum. It is accompanied by damage to the skin, mucous membranes, locomotor apparatus, nervous system, and inner organs. A peculiar immune change is a characteristic feature of it. It has an undulating course — periods of active clinical course and latent infection period.The causative agent of syphilis is Treponema pallidum, discovered by Schaudinn and Hoffmann in 1905. It belongs to Spirochaetalis species; class Spirochaetacae, and family Treponema.

Treponema pallidum is a procaryotic microorganism. It was called "palli​dum" for its inability to stain well with different dyes. It has a number of char​acteristic morphological features. It's thin thread-like form, has from 8 to 12 uniform spirals with rounded tops. This determines the length of treponema, which is about 6 to 14 mm. There are four types of its movement, namely, flexion-extension (pendulum-like), rotary (around its own axis), progressive motion, and undulation (wave-like). Treponema pallidum possesses the fol​lowing morphologic elements:

· Protoplasmic cylinder (including nucleotide, cytoplasm, ribosomes, and
cytoplasmic membrane);

· Cellular wall with triple-layer membrane;
· Capsule-like substance.
The above described morphologic signs are typical for pathogenic — spiral-form — of Treponema, being a characteristic for contagious stage of disease. Besides, there are survival forms, which are formed in the human body and play the principal role in persistence and multiplication of the infection under unfavourable conditions. They are of great importance for understanding of the late and latent stages of syphilis, development of recur​rences and treatment failure. These forms are resistant to unfavorable envi​ronmental conditions (antibodies, drugs, thermal and radiation exposure). They include:

1.
Cysts, having a protective membrane formed by several layers of an

outer membranous covering, and capsule-like mucopolysaccharide substance;

2. L-forms are characterized by partial or complete loss of the cell wall, re-
duction of metabolism, and disturbances of cell division process;

3. Grains, or granules (fragments of Treponema division);
4. Polymembranous phagosomes (products of incomplete phagocytosis). An optimal temperature for Treponema pallidum is 37.0°C. In the external
environment outside the body it dies rapidly. Drying, high temperature and antiseptics kill it, but it is resistant to low temperature and moist medium. Acidic and alkaline media are destructive for Treponema pallidum.

The source of infection is an infected person. Patients are most contagious at early periods of disease (up to 2 years from the moment of contamination). The highest risk of infection is noted at contact with a syphilitic patient during the secondary period of syphilis, when eruption disseminates.

Ways of contamination:

· Sexual (90-95per cent);
· Domestic — through any household goods contaminated with alive
Treponema pallidum;

· Transfusional — in case of direct transfusion of blood from an infected
donor, or by transfusion of fresh stored whole blood (3-5 days);

· Transplacental (intrauterine) — contamination of the fetus from infect-
ed mother via placenta;

· Occupational — developing in medical personnel conducting various
manipulations with syphilitic patients.

It should be noticed that contact contamination requires presence of mi​crotrauma — damage to the epidermal or covering layer of epithelium of the mucous membrane. Any erosive manifestations of primary and secondary syphilis are contagious. Breast milk, sperm and vaginal discharge are infec​tious. Saliva is contagious if there is specific lesion in the mouth cavity. Secre​tions of sweat glands and urine are not infected. Possibility of contamination through tears is still unknown.

Immunity

In the period of syphilitic infection development of the so-called non-ster​ile, infectious immunity develops in the patient's body. It is a reaction of body to the presence of causative agent of disease. It exists as long as Treponema pal​lidum remains in the body. As soon as the causative agents completely die, and recovery occurs, infectious immunity disappears and the body again becomes susceptible for the disease. Thus, in case of syphilis a person may be repeatedly infected (reinfection). And treatment of the repeated case does not differ from the classic one.

Superinfection is a repeated contamination of a person who has not been completely cured. It occurs when new "portions" of treponemas come to the body of incompletely cured patient and superimpose on the old syphilis. Su​perinfection may occur:

a. During incubation period and first 10-14 days of the primary period, when infectious immunity has not yet been formed. Repeated sexual relations with syphilitic patients can also result in contamination.

b. In late tertiary syphilis. Possibility of superinfection during this peri-od is explained by low resistance of immune system due to very small amount of treponemas in the body.

The clinical course of acquired syphilis is divided into the following peri​ods (periods of acquired syphilis):

l.lncubation period is the period from the moment of infection till the ap​pearance of primary affection (hard chancre). It averages 3-4 weeks. Incubation period shortening to 9-15 days or lengthening up to 4-6 months is described.

1) Shortening of incubation period is observed in bipolar location of hard

chancres, when the infection penetrates the body through the different sites (e.g., through genitals and oral cavity) and more rapid penetration of causative agents into the body occurs accelerating generalization of infection and development of immune changes. It may also take place in the weakened persons with marked immune depression; 2) Lengthening of incubation period — antibiotic therapy for diseases of other organs and systems prolongs the incubation period.

Primary period of syphilis begins from the moment of hard chancre for​mation and lasts until the appearance of numerous syphilitic eruptions on the skin and mucous membranes. This period lasts 6-8 weeks and is subdivided into primary seronegative (standard serological reactions are negative).It usually lasts for 3-4 weeks after the appearance of hard chan​cre. And a seropositive one (standard serological reactions become posi-tive).It lasts for 3-4 weeks.

II. Secondary period of syphilis is characterized by appearance of abundant eruption on the skin and mucous membranes. It begins in 2-2.5 months from the moment of infection and lasts for 2-4 years being untreated. Secondary syphilis is subdivided into secondary early syphilis (multiple eruptions appear on the skin and mucous membranes for the first time, and hard chancre or its remains persist); secondary recurrent syphilis (the period of recurrent eruptions), and secondary latent syphilis (the period without eruptions on the skin and mucous membranes).

III. Tertiary period of syphilis develops in untreated or poorly treated per​sons in 3-5 years from the moment of infection. It is subdivided into ac​tive tertiary syphilis (clinical symptoms of syphilis and positive serological reactions are present) and latent tertiary syphilis (clinical manifestations are absent, but serological tests are positive).

If active manifestations of the disease are absent, the diagnosis of latent syphilis is made on the basis of history data, visual inspection and serological tests. Latent syphilis is subdivided into early latent syphilis (lasts for up to 2 years), and late latent syphilis (more than 2 years).

Clinical manifestations of primary syphilis:

a. Primary affection (hard chancre);

b. Regional lymphadenitis;

c. Syphilitic lymphangitis;

d. Prodromal signs.

Primary affection (hard chancre) appears at the site of entry of Treponema pallidum via the skin and mucous membranes. Abnormality is formed due to strangulation of blood vessels with plasmocytic infiltrate at the portal of infec​tion entry and activation of endothelium growth within the vessels caused by treponema. Everything taken together leads to blood supply disturbance and hard chancre formation.A typical hard chancre has a number of characteristic features:

•
Location is commonly genital (on the skin and mucous membranes of

the genitals) and less frequently — extragenital (mucous membranes of the mouth, lips, tongue, tonsils, anus and any other sites of skin- the site of entry of Treponema pallidum);

· It is represented as erosion or ulcer;
· Its shape is round or oval (l-2cm in diameter);
· The number of chancres is one or few;
· Borders of erosion (ulcer) are regular, slightly elevated and descended
(saucer-like form);

· Distinct sharp borders, signs of acute inflammation are absent;
· Colour is red, "color of fresh meat".
· The floor of erosion is smooth, dense infiltrate is palpated at the base
of it;

· Discharge is scanty, serous in erosion, and serohemorrhagic in ulcer;
· Discharge contains Treponema pallidum;
· Subjective symptoms- tenderness is absent;
· On healing, an ulcerous hard chancre forms a cicatrix, but an erosive
chancre heals without a trace. Atypical forms of hard chancre. Besides typical, there are several atypical forms of hard chancre, which don't have typical clinical signs inherent for typical syphilomas. They occur less frequently.The following types of atypical chancre are distinguished:

1. Indurative swelling — persistent specific lymphangitis accompanied by the symptoms of lymphostasis. Skin areas with friable adipose tissue, i.e. labia minora and labia majora, scrotum or prepuce are subjected to affection. The affected area increases in size, becomes dense, congested, and red but remains painless. Lymphatic glands retain all the typical signs of syphilitic lesion. Erosion or ulcer is absent.
2. Chancre-amygdalitis is a specific damage to tonsils. It is characterized by enlargement, reddening and induration of one tonsil with no erosion or ulcer on it. On the side of affected tonsil there is submaxillary or cer​vical lymphadenitis. Patient's condition is normal. Body temperature does not increase. The patient may feel some difficulty and tenderness on deglutition.
3. Chancre-panaritium vastly resembles the common panaritium and is localized on the distal phalanx of the finger. It presents a deep ulcer with irregular edges (necrotic mass at its bottom is sur​rounded by congestive hyperemia) localized on the edematous distal phalanx. Lymphatic nodes on the elbows and in the axil​lae are enlarged and tender. Sharp darting pains in the finger are typical.

4. Chancre of the cervix uteri and rectum belongs to atypical forms of chan​cre because of impossibility to palpate peripheral lymphatic nodes as they enlarge within the small pelvis. Complications of hard chancre are due to concomitant secondary infection, manifested by clinical picture unusual for primary syphiloma. Discharge be​comes seropurulent. Bright hyperemia and edema develop around the chan​cre. Burning and tenderness are felt. If complicated syphiloma is localized on the balanus, acute inflammatory process spreads to it with development of balanitis. Further the inflammation quickly extends to surrounding areas of the prepuce and its inner layer with development of balanoposthitis, resulting in constriction of the prepuce, the condition known as inflammatory phimo​sis. Penis is enlarged red and painful because of the prepuce swelling. The fore​skin cannot be retracted. Pus is discharged from the constricted foramen of preputial sac.

A prepuce edema results in another complication called paraphimosis. An attempt of forced retraction of the prepuce in phimosis may result in paraphimosis too, in which the edematous and infiltrated preputial ring strangulates the glans. Edema increases as a result of mechanical disorders of blood and lymph circulation. If measures are not timely taken, necro​sis of the tissues of the glans penis and prepuce may occur. In the initial stages of paraphimosis a physician, releasing serous fluid from the swollen prepuce by means of a needle, makes an attempt to fix balanus manually. If the procedure proves to be ineffective, it is necessary to dissect the cavity of the prepuce.

Gangrene (a dirty-black eschar is formed on the surface of the chan​cre) is more severe, but less frequent complication of hard chancre, which may extend beyond the limits of the primary syphiloma (phagedena). It occurs commonly in weakened persons as a result of concomitant fusos​pirochetal infection. The process is accompanied by elevated body tem​perature, chills, headache, and other common symptoms. Extensive ulcer increasing along the periphery up to rejection of neighboring tissue is formed after eschar rejection. Treatment consists in immediate prescrip​tion of antibiotics.

Thе hard chancre of genital location should be differentiated from a number of diseases leading to affection of the genitals.

	Genital herpes
	Squamous cell carcinoma of skin

	-
erosion is formed by confluence of vesicles and has scalloped margins;

-
presence of inflammatory redness on the periphery;

-
absence of induration at the floor;

-
feeling of burn and pruritus;

-
Lymphadenitis, as a rule, is absent;

-
Erosions are epithelialized spontaneously in 2 -3 weeks.
	-
Very slow development of ulcerous process;

-
Margins of the cancerous ulcer are firm, irregular, scalloped;

-
The floor is irregular, easily bleeds;

-
Late (in few months) development of lymphadenopathy;

-
elderly patients as a rule;

-
tumour cells presence in the scrape.

	Mycotic erosion
	Ecthyma scabies

	-
irregular shape;

-
absence of central induration;

-
frequently located on the edematous and hyperemic skin;

-
tenderness on palpation;

-
absence of regional lymphadenitis;

-
Trichomonas in discharge.
	-
absence of central induration; ■ purulent discharge;

-
Complaints of pruritus.


Chancriform pyoderma may also be localized on the genitals. It is charac​terized by formation of circumscribed erosion or ulcer with marked indura​tion at the floor. Changed lymphatic nodes add to syphilis simulation. The diagnosis is made on the basis of multiple negative results of Treponema pal​lidum test and repeated serological blood tests.

There is a number of dermatoses affecting not only the skin but genitals too, i.e. genitals involvement is only a fragment of disseminated eruptions (pyoderma, toxicoderma, psoriasis, lichen ruber planus, etc.). In these cases it is not difficult to make differential diagnosis. For all cases, it is necessary to repeat laboratory examinations to make a final diagnosis.

Primary syphiloma localized on the vermilion border and oral mucosa may resemble the following diseases:

1. Herpes simplex;
2. Chancriform pyoderma of the vermilion border;
3. Dermoid cancer of the vermilion border;
4. Miliary ulcerous tuberculosis of oral mucosa; ulcers are usually multiple and tender, with irregular edges, surrounded by yellow dots.
5. Traumatic erosion of the oral mucosa and lips is without induration
at the base, and rapidly resolves after elimination of the cause of trauma.

6. Erosions on the oral mucosa and lips resulted from other diseases (lichen ruber planus, leukoplakia, lupus erythematosus) differ from chancre by the absence of central induration and the presence of typical changes ofthe mucous membrane around the erosion. Besides, eruption may be localized on the skin. All cases require repeated laboratory examinations (the presence of Treponema pallidum in discharge, serological tests) to establish a final diag​nosis.
Regional lymphadenitis develops in a week after the appearance of hard chancre. Lymph nodes nearest to the hard chancre (usually, the inguinal ones) enlarge up to the size of a bean or a hazel-nut and become dense-elastic. They do not fuse neither with one another or the surrounding tissue, or skin. They are painless, and the overlying skin is normal. The process is usually bilateral, unilateral lymphadenitis occurs less frequently.

When the primary affection is localized on the neck of the uterus and on the mucous membranes of the rectum, it is impossible to detect regional lym​phadenitis, as in these cases an outflow is effected to the nodes of the small pelvis. Regional lymphadenitis persists for the whole primary course, and sometimes during the first months of the secondary one.

Syphilitic lymphangitis. Lymphangitis (inflammation of lymphatic nodes) is clinically manifested in the form of dense painless bar.

Prodromal signs. Before the development of hard chancre, the appearance of the following prodromal signs are possible — headache, general malaise, subfebrile temperature, chills, pains in the bones, muscles, and joints.

Stages of examination of a syphilitic patient

· Questioning and history-taking;
· Visual inspection and detection of specific clinical manifestations;
· During the primary seronegative period — detection of Treponema pal-
lidum in the serous discharge from eruption on the skin and mucous membranes (see in the Practical Section of the Manual);

· Serological tests for syphilis aim on detection of antibodies to Trepone-
ma antigens, and are subdivided into specific and non-specific. Non-specific antigens are used in non-specific reactions:

a. Sonicated Treponema antigen obtained from nonpathogenic Trepone​ma strain. It allows to reveal group-specific antibodies.

b. Cardiolipin antigen is received synthetically. It allows to detect antibod​ies to lipid antigens.

Specific reactions imply the use of antigens extracted from pathogenic Treponema strains, which allows detecting of species-specific antigens (to Treponema pallidum). Nonspecific reactions include precipitation microre-actions, Bordet-Gengou test (Reiter's complement fixation test — (R)CFT), specific reactions include — IFT, TPI, IEA, IHAR. According to the function, serological tests are subdivided into:
1. Screening;
2. Diagnostic;
3. Confirmatory.
Screening (selective) reactions are used for routine examinations of preschool and school institutions, services sector, medical men, patients of out-patient and somatic in-patient departments for express diagnosis at dermatological dispensary. Selective reactions include:

a. Precipitation microreaction with cardiolipin antigen;

b. VDRL-test -an analogue of microreaction;

c. RPR-test.

Diagnostic reactions are used for confirmation of diagnosis, efficiency of treatment control, and on examination of donors and pregnant women. The main diagnostic reactions are:

(R)CTF — Reiter's complement fixation test, which is called Wassermann reaction (WR). It is made with sonicated Treponema and cardiolipin anti​gens. It is estimated as "+" and by quantitative method.

Precipitation reaction is based on precipitation of Treponema pallidum with serum immunoglobulins. At present it is not used.

CTF with two antigens together with microreaction is designated as STC se-rological tests complex which becomes positive in 2 weeks after beginning of the primary period.

Confirmatory reactions are used for differential diagnosis of latent syphilis, for examination of persons who have been in sexual and everyday contact with syphilitic patient, and with the purpose of control of the treatment effective​ness. Confirmatory reactions include:

1. Immunofluorescence test (IFT) and its modifications;
2. Treponema pallidum immobilization test (TPI) is estimated by the per-
centage of treponemas immobilization-0-20per cent — negative, 21-ЗОрег cent — doubtful, 31-50per cent — weakly negative, and over 50per cent — positive. 2 weeks before TPI, it is necessary to exclude the antibiotic intake;

3. Immune-enzyme analysis (IEA);
4. Indirect hemoagglutination reaction (1HAR);
5. Confrontation method — detection of syphilis in sexual partners;
6. Experimental treatment is used extremely rare only in visceral syphilis

The Practical lessons N 20:
Secondary Period of Syphilis (Syphilis Secondaria). Differential Diagnostics.
The purpose of the class: The students should understand basic consepts of this class.

Basic consepts: 
Clinical features, diagnosis, differential diagnosis, laboratory tests, treatment for the Secondary Syphilis

Eguipment: Tables, photos of the disease, presentation,

Study hours: 2 h.

Plan:

Test Questions, Situational Tasks, tables, photos of the disease, presentation about topic.

Test Questions

1.
What is typical for the secondary syphilis?

a.
Absence of acute inflammatory reactions

b.
Spontaneous eruption disappearance

c.
Absence of subjective symptoms

d.
Answers a, b, and с are correct

e.
Answers a, b are correct

2.
Which of the following is the eruption of the secondary fresh syphi-
lis?

a.
Roseola

b.
Papule

c.
Pustule

d.
Leukoderma

e.
All the answers enumerated above are correct

3.
Eruptions in the secondary fresh syphilis usually are

a.
Not plentiful

b.
Plentiful

c.
Asymmetrical

d.
Pale

e.
Grouped

4.
Which of the following characterizes secondary syphilid?

a.
They have indistinct borders, irregular outline

b.
They are followed by burning,morbidity

c.
They are torpid to drug treatment

d.
They resolve quickly after treatment

e.
They have acute inflammation

5.
When does the secondary syphilis begin from the moment of contami-
nation?

a.
In 1-2 months

b.
In 2-3 months

c.
In 3-4 months

d.
In 4-5 months

e.
In 6-7 months

6.
After the hard chancre appearance, the secondary syphilis begins in

a.
5-6 weeks

b.
6-7weeks

c.
7-8 weeks

d.
8-9 weeks

e.
1-2 weeks

7.
What disease is not differentiated from papular syphilid?

a.
Lichen ruber planus

b.
Drop-like parapsoriasis

c.
Pemphigus vegetans

d.
Psoriasis

e.
Follicular hyperkeratosis

8.
Most of the syphilids resolve spontaneously without treatment in

a.
1-2 weeks

b.
2-3 months

c.
3-4 months

d.
4-5 months

e.
1-2 months

9.
What disease is not differentiated from syphilitic papules on the oral
mucosa?

a.
Follicular tonsillitis

b.
Diphtheria of pharynx

c.
Fusospirillosis

d.
Lichen ruber planus

e.
Nevus

10.
What is not typical for the secondary syphilis?

a.
Acute inflammation presence

b.
Affection of palms and soles

c.
Acute inflammation absence

d.
Polyadenitis

e.
Itch of the foci

11.
Which of the following is the form of visceral affection in the second-
ary syphilis?

a.
Functional

b.
Persistent

c.
Difficult to treat

d.
They usually slowly regress

e.
Causing organic lesions

12.
What sign is not typical for the secondary syphilid?

a.
They are benign

b.
Acute inflammation

c.
Polymorphism

d.
Quick regression due to specific treatment

e.
Absence of subjective symptoms

13.
What doesn't belong to the forms of syphilitic roseola?

a.
Urticarious

b.
Elevata

c.
Granular

d.
Coalesced

e.
hemorrhagic

14.
Which of the following signs indicate that a patient has a secondary
recurrent syphilis?

a.
Voice hoarseness

b.
Leucoderma

c.
Mucous papule

d.
Alopecia areata

e.
All the enumerated answers are correct

15.
A patient is suspected to have a secondary recurrent syphilis. Complement-fixation reaction is fairly positive.What other tests should be used?

a.
Kolmer test

b.
Immunofluorescence test

c.
Reaction of immobilization of Treponema pallidum

d.
Answers b and с are correct

e.
Wasserman's reaction with cardiolipin antigen

16.
Eruptions in the secondary recurrent syphilis usually

a.
Are not plentiful

b.
Are plentiful

c.
Are symmetric

d.
Appear immediately

e.
Are of acute inflammatory character

17.
Which of the following is typical for syphilitic erythematous tonsillitis?

a.
Sharp borders of erythema in the pharynx

b.
Indistinct borders of erythema in the pharynx

c.
Edema of the tissue of tonsils

d.
Sharp morbidity

e.
High temperature

18.
Which of the following is not a variety of pustular syphilid?

a.
Acneform

b.
Variolarform

c.
Impetiginous

d.
Rupioides

e.
Furuncular

19.
Which of the following diseases is necessary to differentiate between pustular syphilid?

a.
Impetigo vulgaris

b.
Ecthyma vulgaris

c.
Acne vulgaris

d.
Psoriasis vulgaris

e.
All the answers enumerated above are correct

20.
Which of the following is a contagious eruption of the secondary syphilis?

a.
Papules on the body

b.
Roseola on the body

c.
Flat condylomas around anus

d.
Leukoderma of the neck

e.
Diffuse alopecia

21.
Which of the following diseases is necessary to differentiate between syphilitic roseola?

a.
Toxicodermia

b.
Gibert's disease

c.
Pityriasis versicolor

d.
Lichen ruber planus

e.
All the answers enumerated above are correct

22.
Which of the following internal organs can be affected in the secondary syphilis?

a.
Liver

b.
Kidney

c.
Nervous system

d.
Cardiovascular system

e.
All the answers enumerated above

23.
Which of the following is not typical for the secondary syphilis?

a.
Acute inflammation

b.
Affection of palms and soles

c.
Acute inflammation absence

d.
Polyadenitis

e.
Itch of the foci

24.
Which of the following signs are typical for the secondary syphillid?

a.
Eruptions have indistinct borders, irregular contours

b.
Eruptions are accompanied by itch and morbidity

c.
Eruptions have a protracted course independently of therapy

d.
Eruptions resolve quickly after the therapy

e.
Eruptions have inflammatory type of affection

25.
When does the secondary syphilis develop after the hard chancre appearence?

a.
In 5 -6 weeks on average

b.
In 6 -7 weeks on average

c.
In 7 -8 weeks on average

d.
In 8 -9 weeks on average

e.
In 1 -2 weeks on average

26.
Which of the following is typical for lymph nodes affection in the sec-
ondary syphilis?

a.
Neck lymph nodes enlargement

b.
Inguinal lymph nodes enlargement

c.
Cubital lymph nodes enlargement

d.
Polyadenitis

e.
No visible changes of lymph nodes

27.
Which of the following is a period of the secondary syphilis?

a.
Fresh

b.
Seronegative

c.
Recurrent

d.
Latent

e.
Answers a, c, and d are correct

28.
General duration of the secondary syphilis is

a.
1 -2 years

b.
6 -8 months

c.
2 -4 years

d.
2 -4 months

e.
5-10 years

29.
When are the remains of hard chancre observed in the secondary syphilis?

a.
Secondary latent syphilis

b.
Secondary recurrent syphilis

c.
Weakening of the immune system of macroorganism

d.
Secondary fresh syphilis

e.
Answers a and b are correct

30.
Which of the following diseases is not necessary to differentiate between roseolous eruption of the secondary syphilis?

a.
Measles

b.
Rubella

c.
Typhoid fever

d.
Tuberculosis

e.
Toxicodermia

Situational Tasks

1.
A 35-year-old woman visits a doctor with complaints of weakness, moderate increase of temperature. A doctor reveals eruption on the breast and stom​ach. He asks a patient to consult a dermatovenereologist. On examination, there is a plentiful roseolous rash on the body and extremities, erithematous sore throat, lymphadenopathy of axillary and inguinal lymph nodes (inguinal lymph nodes are more enlarged than others).On the inner surface of the left large lip of pudendum there is a round erosion (a small coin size) with the red floor, regular borders and dense basis. On serological examination of discharge, Treponema pallidum is revealed in the dark field of microscope. 

a. What is the likely diagnosis?

2.
A 30-year-old patient visits a cosmetological clinic with complaints of hair loss. On examination, a doctor reveals irregular multiple foci of thinned hair with indistinct borders. Skin in the places of hair loss is normal without scales. There is no torn hair or atrophy. A doctor suspects a secondary syphilis.

a.
What is necessary to do to confirm or deny the diagnosis?

b.
What is the likely examination?

3.
A 28-year-old woman visits a gynecologist with complaints of itch and unpleasant feeling in the area of anus. On examination of genitals and anus, the doctor reveals dark red confluent, vegetating mass with wide infiltrative floor and erosive oozing surface. On the periphery of eruption there are separate lenticular papules. A doctor suspects syphilis, takes a CSR test and advises a consultation with dermatovenereologist.

a.
What is the likely diagnosis?

b.
What is the likely examination?

c.
What is the likely differential diagnosis?

4.
A 34-year-old patient is hospitalized into the hospital with diagnosis of systemic lupus erythematosus. At admission, a doctor reveals erythematous and papular eruptions on the skin of face, breast, and mucous membrane of the mouth. There is polyadenitis of inguinal lymph nodes, hepatomegaly, splenomegaly, and fever. The first examination showed positive CSR. Wasser-man's test was 3+, Sachs-Vitebsky test -4+, Kahn reaction -4+.

a.
What is the likely strategy of the doctor?

b.
What is the likely plan of examination?

5.
A 45-year-old patient visits a dermatovenereologist with complaints of eruptions on the scalp, body, and lower extremities for a month and a half. A man abuses alcohol. On examination, there is skin paleness. Skin of the face is pas-tose. There is tremor of the fingers on the hands. A considerable amount of crusts elevated over the skin surface is revealed on the scalp. Bright red slight​ly raised infiltrate with wet surface is observed after the crusts are removed. Plentiful, symmetric, and polymorphous eruptions consisting of lenticular copper -coloured papules are revealed on the body. There are isolated, large (2 x 2cm), rounded elements cowered with thick hemorrhagic crusts. Crusts are localized deep in the skin. Skin around them is normal. An ulcer with sharply cut edges and surrounded with purple dense border is observed. In the suprapubic area there is a fresh oval scar (2 x 1.2cm) with induration at the basis. Inguinal lymphatic nodes are enlarged to the size of a plum. They are dense -elastic and painful. Small jugular and axillary lymph nodes are also palpated. Wasserman's reaction is 4+.

a.
What is the likely diagnosis?

b.
What are the likely possible clinical signs?

6.
A 32-year-old man visits a dermatologist with complaints of plentiful asymmetric small pale roseolous eruptions with numerous copper-coloured lenticular round and oval papules with distinct borders on the body. In the groove of penis there is epithelializing erosion with nodular infiltrate at the basis. A patient has never been ill before.

a.
What is the likely disease?

b.
What are the likely emergency examinations to confirm the diagnosis?

c.
What are the likely symptoms on the mucous membranes?

d.
For how long has the patient been ill?

7.
A 30-year-old woman visits a doctor with complaints of eruption on the bodyand extremities for 4 days. She indicates that there is a small "ulcer" on the tongue existing for a month and a half. It doesn't disturb her. The patient's gen​eral condition is good, her temperature is 36.6C. On examination, numerous asymmetric round papules (3-5cm) with distinct borders are revealed on the body and hands. They are dense-elastic, purple with brown hue. The surface of fresh papules is smooth. Old papules are covered with thin scales. There are no subjective symptoms.

a.
What is the likely next step of the doctor?

b.
What is the likely typical clinical picture?

c.
What are the clinical examinations?

d.
What is the likely differential diagnosis?

8.
A 34-year-old patient is a cooker. Her past medical history is significant for unpleasant feelings in the throat. They appeared first 2 months ago. She didn't consult a doctor. She treated herself with different tinctures. A week ago a woman revealed enlargement of mandibular glands. And she decided to visit an otolaryngologist. On examination, a right tonsil was enlarged without visible inflammation. A patient was asked to consult an oncologist. But no tumour was revealed. Then a doctor made a diagnosis (exacerbation of chronic tonsillitis) and prescribed treatment with peni​cillin. In 6 hours after the first injection a patient felt fever, weakness. Her temperature became 39.6C. Plentiful punctated eruptions (up to 1cm) appeared on the body. There were no subjective symptoms. A therapist sent the patient to the allergology department with diagnosis — drug disease.

a.
Was the otolaryngologist right or wrong?

b.
What provisional diagnoses were likely to be made?

c.
What was the reason of eruption and fever?

d.
Was the therapist right or wrong?

e.
What is the further management of the patient?

9.
A 23-year-old patient visits a gynecologist. She is a student. She entered intoa civil marriage. Some weeks ago she noticed eruptions on vulvar lips and later on the inguinal folds. There were no subjective symptoms. She treated herself with flucinar, but gained no effect. A number of elements were increas​ing and some of them were raised over the surface of the skin. On examina​tion, there arc rose-purple hypertrophic papules localized on the wide infil​trated basis with irregular lobular surface resembling a cauliflower on vulvar lips and on the inguinal folds. Some of the papules are erosive and discharge serous exudates with unpleasant smell. Gynecologic examination revealed no pathology.

a.
What is the likely next step of the gynecologist?

b.
What examination is likely to be carried out first?

c.
What other symptoms can be revealed on the skin and mucous mem-

brane?

d.
Is it necessary to examine the patient's civil husband?

10. A 23-year-old pregnant woman visits a dermatologist to receive a consulta​tion

on the herpes relapse in the corner of the mouth. She is 14 weeks pregnant. In the past she had not once such a problem accompanied by itch. But after Zovirax treatment the eruptions usually disappeared. The last exacerbation has been continuing for 3 weeks and a general therapy didn't help. On examination, in the left corner of the mouth there is a meat-red, slit-like erosion (0.2 - 0.5cm). On the basis of it a dense-elastic infiltrate is palpated. Additional examination of all the skin revealed few stagnant, red, small papules with smooth surface on the labia minora and inguinal folds. The surface of some of them is erosive and they discharge poor exudate.

a.
What is the likely disease?

b.
What extra examination is to be done?

c.
Was the gynecologist right or wrong?

d.
What is the likely management of the patient?

SECONDARY SYPHILIS

Secondary syphilis is characterized by a great variety of morphological lesions localized on the skin and visible mucous membranes, as well as by changes of inner organs. The secondary syphilis begins with generalized erup​tion on the skin and mucous membranes (2-3 weeks after primary infection), and, without treatment, can last for 2-4 years. Eruptions (syphilids) in the secondary syphilis have the following common signs:

•
Gradual, slow, unnoticeable development, as a rule, without any subjec-

tive symptoms;

· Localization on any skin surface and mucous membranes;
· Absence of acute inflammatory symptoms; sharply-defined round or
oval-shaped lesions;

· True and false (evolutionary) polymorphism of morphologic elements;
· Secondary syphilids are always of one or another hue of red color, which
depends both on the period of disease, existence, and localization of syphilid on the body (only at the very beginning of the process syphi​lids are bright pink, but then they become cyanotic or brownish red and fade);

•
Isolated (focal) syphilids localization; no tendency to peripheral growth

and confluence; peripheral growth can happen only after irritation of syphilids localized on definite parts of the body (e.g., in the skin folds);

•
Spontaneous disappearance of eruptions without any trace beginning as

a rule from the center;

•
Absence of chill during the period of syphilids formation, which is of

great importance for differential diagnosis of syphilis against other in​fectious diseases (typhus, measles, scarlet fever);

•
Extremely high contagiousness of the secondary syphilids, particularly,

its erosive and ulcerous forms. Secondary syphilis is characterized by undulatory clinical course (alterna​tion of clinically marked and completely asymptomatic manifestations). In addition to that standard serological tests are positive in 100% of patients. The initial stage of secondary syphilis is called secondary early syphilis. It is charac​terized by multiple symmetrical small focus-localized eruptions and polyad​enitis (enlargement and induration of grouped lymphatic nodes). During this stage, chancre and regional lymphadenitis persist in nearly 30-40% of patients. Then gradually, even untreated, eruptions disappear without a trace, but sero​logical reactions remain positive. This period is called secondary latent syphilis.

The following relapses of eruptions on the skin and mucous membranes are regarded as secondary recurrent syphilis. During this period of disease, the erup​tions are not so multiple and are localized on the restricted areas of skin. They are asymmetric and show a tendency to grouping.

Secondary syphilis lesions present a clinical reflection of morphologic chang​es in tissues in response to reproduction of treponemas penetrated either by homogeneous or lymphogenic way. Depth of lesion affection under the ac​tion of treponemas, intensity of skin and mucous membranes local protective response against the causative agent, and factors influencing on the general health condition of patient (age, work and home environment, disease du​ration, concomitant diseases or intoxication, alcoholism and narcomania in particular) determine histological appearance of secondary syphilids.

Types of eruption of the secondary syphilis:

1. Macular syphilid (syphilis maculosa) (syphilitic roseola);
2. Papular syphilid ( syphilis papulosa);
3. Pustular syphilid (syphilis pustulosa);
4. Pigmentary syphilid (syphilitic leukoderma) (leicoderma syphiliti-
cum);

5.
Syphilitic alopecia (alopecia syphilitica).

Macular syphilid (syphilitic roseola) is the most common first morpho​logical lesion of the secondary syphilis. Typical roseola is characterized by:

a.
Colour (from pink to red);

b.
Shape (round with ill-defined borders);

c.
Size (from 2mm to 1.5cm in diameter).

d.
The surface is smooth, not elevated above the skin;

e.
No peripheral growth;

f.
At diascopy (on pressure) it disappears or becomes pale;

g.
Localization- the lateral surfaces of the trunk, upper abdomen;

h.
Subjective symptoms and scaling are absent.

Except typical roseola, there is elevated roseola. It is characterized by edema, elevation above the surrounding skin, looks like a blister. And it differs by pru​ritus absence and long existence.

Coalesced roseola is formed by confluence of several spots in case of very intense eruption, or occurs on irritation of separate skin areas.

Granular roseola differs by presence of punctulated granulation on the sur​face of a spot due to intensity of follicular pattern.

Macular syphilid on the oral mucosa develops symmetrically on the arches, soft palate, uvula, and tonsils. Well-defined cyanotic-red maculae appear at these sites. The specific feature of roseolous eruptions at this site is the abil​ity to coalesce into solid lesion foci (syphilitic erythematous angina). And the affected area is of cyanotic red colour, smooth surface and distinct borders. Mucosa is slightly edematous. Patient's general condition is normal. Subjec-tive symptoms are absent.

A number of diseases are accompanied by eruptions on the skin. It is nec​essary to take into account while making a differential diagnosis of macular syphilid. The following diseases are among them:

l.Acute infections (rubella, measles, typhoid and camp fever). In case of these diseases, eruption is always accompanied by high body tempera​ture and general signs. In case of measles, rash is plentiful, bright, con​fluent, may be localized on the face, palms and soles It cannot be ob​served in syphilis. In rubella, eruption at first appears on the face, then on the neck, and spreads down to the trunk, persists for 2-3 days, and fades completely. Typhoid and camp fever eruption is always accompa​nied by severe general symptoms and temperature. Roseola eruption is not so plentiful and quite often takes on a petechial nature.

2.
Toxicoderma is a toxic roseola and develops as a reaction on medicines
intake or inadequate foodstuffs. It is characterized by acute onset, bright
colour of rash, rapid development of scaling and tendency to peripheral
growth. Eruption is frequently accompanied by burning and itch.

3.
Pityriasis rosea. The so-called maternal patch (l.5-3cm in size) repre-

senting a pinkish-red spot of oval-shape appears more often on the lateral part of trunk unlike syphilitic roseola. In a week or two, a great amount of similar smaller patches appear again.

4.
Pityriasis versicolor. Coffee-coloured non-inflammatory scaling spots

tending to confluence localize on the skin. They look darker in com​parison with surrounding skin after treatment with iodine tincture.

5.
Syphilitic roseola should be differentiated from the so-called cutis mar-

morata ("marble skin") — a distinctive mottled skin due to highly de​veloped network of superficial blood vessels in some individuals. The skin, especially in the cold environment, is covered with cyanotic pink stripes and loops alternating with the sites of light skin. Mottled skin disappears after active rubbing and syphilitic roseola becomes more distinct.

Papular syphilid is as frequent manifestation of the secondary syphilis as roseola. However, in contrast to roseola, papular syphilid is a frequent mani​festation of secondary recurrent syphilis, though it may be also observed in secondary early syphilis. Primary morphologic lesion of papular syphilid is a papule formed due to accumulation of cellular infiltrate in the upper layers of the dermis. Papules are well-defined discrete lesions of firm consistency, but, located in the skin folds they show a tendency to peripheral growth and confluence. The surface of the papules is flat, with smooth skin pattern, lus​trous. Their colour varies from pink to brownish and cyanotic red. Papules after resolution are sometimes covered with scales. Under unfavourable con​ditions they are subjected to erosion and ulceration, sometimes they vegetate and are hypertrophied (flat condyloma, condyloma latum). There are several types of papular syphilid:

I.Lenticular — semispherical papules (0.3-0.5cm) of frustrum shape. There are several types of lenticular papular syphilid:

1) Psoriasiform — differs by plentiful silver-white scaling appearance on the papule surface. A copper color crown of infiltrate (Biett's "collar") is revealed along the periphery of papule as opposed to psoriasis. At scaling, psoriatic triad is negative.
2) Seborrheal — it is characterized by fatty yellowish scaling appearance on the papule surface. It appears and is localized at the sites of skin rich in sebaceous glands in persons suffering from seborrhea.
II. Miliary — small dermal papule (l-2mm) localized in the orifice of sebaceous-hairy follicles. It is pale pink, round or cone-shaped, covered with scales or horny projections.

III.Nummulary — a semispherical dermal papule (2-3cm) with rounded borders. It's brown or cyanotic-red.

IV. Plaque-like (solid) papular syphilid develops from nummulary or len​ticular papule cornfluence into solid vast plaques having flat smooth sur​face and scalloped borders.

V. Oozing lesions develop from localization of lenticular papules at the sites of hyperhydrosis and areas exposed to friction (genitals, anal region, inguinal and femoral folds, armpits, folds under breasts, interdigital folds of toes). Maceration and rejection of horny layer from the papules surface with erosion formation being a result of it takes place. There is a large amount of Treponema pallidum in the serous exudates.

VI. Papular syphilid of palms and soles differs by its peculiar type. Papules at first almost don't elevate above the skin. They are reddish-purple spots with dense infiltration at the floor. Further dense, stubborn removable scales are formed in the centre of the spots. Slowly the papule starts scal​ing and Biett's collar is forming. Syphilid of palms and soles is the most typical for the secondary syphilis.

VII.
Flat condyloma(papula vegetans) develops from the erosive papules
localized in the area of vulva lips, anal region, and in the large skin folds.
Under the influence of long irritation such papules vegetate, their surface
becomes tuberous. Flat condylomas are apt to growth and sometimes can
be of big sizes. Flat condilomas are typical mainly for secondary syphilis.

VIII. Papular eruptions on the mucous membrane of the mouth. They are localized in the region of tonsils, palatine arch, soft palate, not infre​quently on the tongue, mucous membrane of the cheeks (along the re​gion of interlocking teeth), and gums. Appearance of papules on the mucous membranes is changing rapidly. At first they are distinguished as elevated foci of dark red colour and in 2-3 days papules become typi​cal grayish-white with narrow inflamed crown along the periphery and they may be almost not elevated over the mucous membrane ("opaline mucous patches"). If papule persists 7-8 days, then film is removed by scraping with spatula and red erosion is revealed in exudate of which Treponema pallidum is easily found. In 1-2 weeks after papules ap​pearance their surface becomes erosive because of traumas by food or teeth. Erosive papules are extremely contagious. Sometimes they can ulcerate. Papules on mucous membrane tend to peripheral growth and confluence into patches. Syphilitic papules are peculiar on the back of tongue — taste buds are absent in the place of eruption and papules have lustrous (as if it is polished) surface. They, being localized amidst normal mucous of tongue, are under impression that affected areas are a bit lower of the surrounding mucous membrane (a sign of the "cut grass"). Tonsils are most frequently affected during the secondary re​current syphilis. Papular syphilitic sore throat is usually revealed. In most of the cases papules coalesce into the large foci covering the sur​face of tonsils and not infrequently they shift to the palate arches and mucous membranes surrounding tonsils. Just by this picture papular syphilitic sore throat differs from lacunar tonsillitis. Affection of lar​ynx (papular syphilitic laryngitis) leads to affection of vocal cords and changes of voice (from hoarseness to total aphony).

Papular syphilid of skin is necessary to differentiate from the following diseases:

1.
Lichen planus — papules of lichen planus are lustrous, flat, polygonal

with navel-like depression in the centre in contrast to the papular syphi​lid. On the surface of it there is a Wickham's striae. It is accompanied by itch.

2.
Psoriasis has a typical psoriatic triad, has a tendency to peripheral growth

and confluence with patches formation. It has a chronic course of dis​ease with frequent recurrences. It has rose eruptions. Just these charac​teristics differ psoriasis from psoriatic papular syphilid.

3.
Parapsoriasis differs by typical triad of symptoms (latent scaling, "cap-

sule" sign, hemorrhage around the papule appearing after scraping). Eruptions are followed by less infiltration in comparison with syphilitic papules.

4. Pointed condyloma differs from flat condyloma by lobular structure re​sembling cauliflower, thin stem and soft consistency. They have a colour of normal skin or rose hue. Papular syphilid of the mouth cavity has to be differentiated from the fol​lowing diseases:

a.
Lichen planus. Eruptions of lichen planus are localized mainly on the
mucous membrane of the cheeks along the region of interlocking teeth.
They form a typical intricate pattern (a net of "frost pattern on the win-
dow"). At the combined affection of oral mucosa and skin it is easier to
make a differential diagnosis.

b.
Leukoplakia. A favourite localization is mucous membranes of cheeks
along the region of interlocking teeth. Patches of leukoplakia are,
as a rule, grayish-white , bigger, non-infiltrated. Their surface is dry,
smooth, lustrous. There is no inflammatory crown along the border.
The course of disease is protracted (chronic).

c.
Lupus erythematosus. Keratinization is presented with closely adherent
to each other striae and dots. They are formed on the background of
bright erythema and accompanied by atrophy which doesn't happen in
syphilis.There is always a multiple affection of skin.

d.
Candidiasis of the oral mucous membrane (thrush). It differs from
syphilitic papules in red velvet non-erosive surface visible after removal
of grayish-white film from the foci of affection. On microscopy, there is
a large amount of yeast cells.

e.
Aphthous stomatitis. It is so much alike the papular syphilid. But through
differential diagnosis it is possible to differentiate it from aphthosus sto-
matitis. It has acute onset, sharp tenderness, bright crown of hyperemia
around the necrosis area, no infiltration, short disease course and fre-
quent recurrences.

f.
Erosive syphilitic papules. It is necessary to differentiate them from exu-
dative erythema multiforme, bullous pemphigoid, pemphigus vulgaris,
and herpes simplex. There is always no infiltration on the erosion basis,
which is typical for syphilitic papule and besides, there are typical for
these disease general and local signs.

A final diagnosis of the secondary syphilis of the oral mucosa can be made only after Treponema pallidum is revealed on the eruption surface or positive serological reactions.

Pustular syphilid is considered to be a severe manifestation of second​ary syphilis. It occurs in 2-10 per cent of patients suffering from concomitant chronic diseases, alcohol and drugs abuse, HlV-infection, and hypovitami-noses. Pustular syphilids formation is accompanied by considerable disorders of general health condition (high temperature, headache, weakness, malaise, and bones, joints, and muscles pains). There are the following clinical forms of pustular syphilid:

· syphilitic impetigo;
· acneform syphilid;
· variolar syphilid;
· syphilitic ecthyma;
· rupia syphilitica.
Syphilitic impetigo, acneform syphilid, and variolar syphilid are more often revealed in patients with fresh secondary syphilis. Syphilitic ecthyma and ru​pia syphilitica occur mainly in secondary recurrent syphilis and they are a sign of malignant course of syphilis. All forms of pustular syphilid have one impor​tant peculiarity -there is an infiltrate in the basis typical for papular syphilid. It is quite possible that pustular syphilids occur as a result of papules resolution and it should rather be named papulopustular syphilids.

Pigmentary syphilid (syphilitic leukoderma) occurs on the 4-6th month of disease course and as a rule it is a sign of recurrent secondary syphilis. Its pathogenesis is unclear. It is considered, that leukoderma is a result of endocrine glands affection, for example, adrenal [suprarenal] gland. Some scientists consider leukoderma to be a neurodystrophical process. A dominating localization of it is back and lateral surface of neck (necklace [collar] of Venus), more rarely — anterior walls of armpits, upper part of chest, back and stomach. Whitish rounded spots are re​vealed on the background of slightly hyperemic skin. Number of spots is gradually increasing. They sharply stand out on the background of pig​mented skin.

Syphilitic leukoderma doesn't exfoliate and there are no subjective symptoms.

Leukoderma course is prolonged. It answers poorly to the specific treatment.

As a rule it disappears in 6-12 months, sometimes in 2-4 years even after a proper treatment. Syphilitic leukoderma has to be differentiated from vitili​go and secondary leukodermas. Vitiligo differs by full pigment absence in the foci of affection. The foci are larger and tend to peripheral growth and fusion.

Secondary leukoderma, developing on the place of pityriasis versicolor, is characterized by different form and size of depigmented maculae tending to confluence and formation of foci with scalloped borders.

Syphilitic alopecia is typical for the secondary recurrent syphilis and has several forms:

a.
areolar syphilitic alopecia;

b.
diffuse alopecia;

c.
mixed syphilitic alopecia.

Development of alopecia areolaris is due to the direct affection of Trepone​ma pallidum on the hair follicle, with development of inflammation around the follicle leading to temporal malnutrition. Diffuse alopecia is a consequence of intoxication or affection by syphilitic infection of nervous and endocrine systems regulating function of hair follicle. A large number of small (lcm) rounded foci of baldness develop in the area of temples, occiput, and more rarely beard, eyebrows, and eyelashes in areolar alopecia. In the foci of af​fection not all the hair is lost, that's why the scalp looks like fur damaged by clothes moth. Diffuse alopecia is characterized by general hair loss without skin changes. Mixed alopecia is a combination of areolar and diffuse forms. Syphilitic baldness without treatment can be observed for a long time and then the hair grows quickly for some months.

The hair grows in 10-15 days if a disease is treated. It is important to dif​ferentiate syphilitic alopecia from circumscribed alopecia, superficial tricho​phytosis capitis. In circumscribed alopecia, the foci of baldness are essentially larger with lustrous smooth surface and total hair absence and a zone of loose hair on the periphery. In superficial trichophytosis capitis, there is scaling in the foci of affection, there is no hair loss, they are broken. In the affected hair there are fungi spores. Differential diagnosis of diffuse syphilitic alopecia with untimely hair loss, with seborrheic baldness, with hair loss after acute infec​tious diseases is made on medical history data and results of serological examination.

The Practical lesson  N 21:
Tertiary Period of Syphilis. Diagnostics. Clinical Picture and Principles of Therapy. Congenital Syphilis. Diagnostics. Clinical Picture and Principles of Therapy.

The purpose of the class: The students should understand basic consepts of this class. 
Basic consepts: 
Clinical features, diagnosis, differential diagnosis, laboratory tests, treatment for the Tertiary Period of Syphilis, Congenital Syphilis.

Eguipment: Tables, photos of the disease, presentation,

Study hours: 2 h.

Plan:

Test Questions, Situational Tasks, tables, photos of the disease, presentation about topic.

Test Questions

1. Which of the following is not differentiated from papular syphilis?

a.
Skin tuberculosis

b.
Leishmaniasis

c.
Lepra

d.
Deep micosis

e.
Eczema

2.
Which of the following is the main medication to treat syphilitic patients?

a.
Penicillin

b.
Tetracycline

c.
Erythromicine

d.
Macrolids

e.
All the answers enumerated above

3.
Which of the following is a pathognomonic sign of late congenital syphilis?

a.
Tubercles

b.
Labyrinthine deafness

c.
Gumma

d.
Saber shin

e.
Syphilitic rhinitis

4.
Which of the following is a pathognomonic sign of late congenital syphilis?

a.
A buttock-like cranium

b.
Barrel-like teeth

c.
Hutchinson's teeth

d.
Wide apart incisors

e.
Dedentition

5.
Which of the following is a pathognomonic sign of early congenital syphilis?

a.
I degree osteochondritis

b.
II degree osteochondritis

c.
Periostitis

d.
Osteomielitis

e.
Bone fractures

6.
Which of the following is a pathognomonic sign of early congenital syphilis?

a.
Papular eruptions on the skin of body

b.
Pemphigus syphiliticus

c.
Syphilitic alopecia

d.
Syphilitic erythema

e.
Syphilitic leukoderma

7.
Which of the following is gummata necessary to differentiate from?

a.
Scrofuloderma

b.
Trophic ulcer

c.
Trophic ulcerous pyoderma

d.
Leishmaniosis

e.
Psoriasis

8.
What age do manifestations of late congenital syphilis develop?

a.
3-4

b.
4-7

c.
17-20

d.
20-23

e.
Older than 23

9.
Which of the following is a pathognomonic sign of late congenital syphilis?

a.
Gumma of the hard palate

b.
Parenchimatous keratitis

c.
Tubercles

d.
Roseola

e.
Pustules

10.
What is typical for syphilitic tubercles?

a.
Cyanotic- almagra colour

b.
Bright red colour

c.
Ulceration with the following cicatrization

d.
Disappearance without visible signs

e.
All the answers enumerated above

11.
Which of the following investigations has a diagnostic value to reveal aortic aneurysm of syphilitic genesis?

a.
Auscultatory

b.
Percussion

c.
Roentgenological

d.
Serological

e.
Immunological

12.
Which of the following is the main affection of skin and mucosa?

a.
Diffuse infiltration of skin

b.
Papular eruptions

c.
Specific rhinitis

d.
Pemphigus

e.
Follicular hyperkeratosis

13.
Which of the following resolutions of gummous syphilid are not possible?

a.
Resolution without visible signs

b.
Cicatricial atrophy

c.
Dissolution(lysis)

d.
Fibrosis

e.
Ulceration

14.
What does not belong to the side effects after penicillin treatment of syphilis?

a.
Acute anaphylaxis

b.
Toxicoderma

c.
Nettle rash

d.
candidiasis

e.
Alopecia

15.
What is typical for syphilitic gumma?

a.
Soft consistency

b.
Dense elastic consistency

c.
Rupture with the following crusts formation

d.
Rupture with the following ulcer and gummatous core formation

e.
All the answers enumerated above

16.
How does cicatrices in the tertiary syphilis look like?

a.
Dipping

b.
Star-like

c.
Superficial

d.
Flat

e.
Triangular

17.
Where is syphilitic aortic aneurism most frequently localized?

a.
In ascending part

b.
In the arch

c.
In descending part

d.
Abdominal region

e.
All the answers enumerated above are correct

18.
Which of the following signs is typical for the tertiary syphilis?

a.
undulating course

b.
long course of affection development

c.
insignificant number of Treponema pallidum

d.
low contagiousness

e.
all the answers enumerated above are correct

19.
What are the likely signs of late congenital syphilis?

a.
Syphilitic chorioretinitis

b.
Saber shin

c.
Saddle nose

d.
Breech-like cranium

e.
All the answers enumerated above are correct

20.
Which of the following is the resolution of Hochsinger's infiltrate
around the mouth?

a.
Smooth cicatrice

b.
Mosaic cicatrice

c.
Star cicatrice

d.
Keloidal cicatrice

e.
Radial cicatrices of Robinson-Fourniet

21.
Which of the following is possible as a result of papule location on the mucosa of the nose in the early congenital syphilis?

a.
Shortness of nasal breath

b.
Child's cachexy

c.
Destruction of septal cartilage

d.
Formation of truncated nose

e.
All the answers enumerated above are correct

22.
Elements of syphilitic pemphigus in newborns

a.
Are localized on the dense infiltrative basis

b.
Are localized on the intact skin

c.
Have a lot of Treponema pallidum

d.
Are localized on palms and soles

e.
All the answers enumerated above are correct

23.
Which of the following medications can kill Treponema pallidum?

a.
A group of penicillin antibiotics

b.
Bismuth containing medications

c.
Agroup of tetracycline antibiotics

d.
Arsenic containing medications

e.
All the answers enumerated above are correct

24.
What complication is typical after the penicillin treatment?

a.
Pulmonary embolism

b.
Nephropathy

c.
Polyneuritis

d.
Necrosis at the site of injection

e.
Anaphylactic shock

25.
Which of the following is administered in case of penicillin intoler-
ance?

a.
Doxycyclin

b.
Bismuth medications

c.
Pyrogenal

d.
Bicillinum -3

e.
Hibitane

26.
Which of the following is not a sign of congenital syphilis in new-
borns?

a.
Syphilitic pemphigus and diffuse papular infiltration of Hochsinger

b.
Osteochondritis

c.
Syphilitic rhinitis and meningitis

d.
Cicatrices of Robinson-Fourniet

e.
Chorioretinitis

27.
Which of the following is not a possible sign of the late congenital syphilis?

a.
Saber shins

b.
Saddle nose

c.
Parenchymatous keratitis

d.
Breech-like cranium

e.
Gonitis

28.
When is the fetus contaminated by the ill on syphilis pregnant woman?

a.
1 -2 month term

b.
4 -5 month term

c.
3 month term

d.
6 -7 month term

e.
8 -9 month term

29.
Which of the following signs of Hutchingson's teeth is the most typical?

a.
Decreased size

b.
Half lunar notch on the cutting edge

c.
Barrel-like form

d.
Diastema presence

e.
Narrowing of the cutting edge not less than 2 mm relative to neck of

tooth

30.
What is the true sign of the late congenital syphilis?

a.
Purse-like molar teeth

b.
Parrot's pseudoparalysis

c.
Hutchinson's triad

d.
Cicatrices of Robinson-Fourniet

e.
Avsytidiisky's sign

Situational Tasks

1.
A 74-year-old man is hospitalized into the psychiatric clinic with diagnosis
of progressive paralysis. Specific serological reactions on syphilis appeared
sharply positive after complex examination of the patient's wife. Aneurism of
ascending aorta is revealed on X-ray.

a.
What diagnosis is likely to be made for the patient's wife?

b.
What are the likely medications necessary for the wife's treatment?

2.
A 55-year-old woman is hospitalized into the therapeutic department with
diagnosis of chronic cholecystitis. CSR test results are sharply positive. Then IFR and I PI tests were done. IFR is 4+ and TPI test is 92 per cent. Dermatov​enereologist revealed thin radial cicatrices around the mouth and nasal con​cavity on examination.

a.
What is the likely diagnosis?

b.
What is the likely plan of examination?

3.
A dermatovenereologist revealed a linear cicatrice with irregular outlining (with tectums and "papillae") under the left clavicle and a "gothic palate" in a 45-year-old patient. Xiphoid process is absent too.

a.
What is the likely diagnosis?

b.
What is the likely plan of examination?

4.
A 42-year-old man is hospitalized into the therapeutic department with diagnosis of bronchial asthma. On the obligatory serological examination, tests CSR, IFR 4+, TPI 90% are sharply positive. Dermatovenereologist revealed a group of cicatrices of the same size localized on different depth on the skin near the left corner of shoulder-blade. Cicatrices have brown hue of different intensity. Thorough therapeutic and neurological examination on syphilitic pathology gave no results. a. What is the likely diagnosis?

5.
A small painful swelling developed in two months after the injury to the head in an elderly man. He presented to the surgeon only after the swelling had be​come ulcerated. On examination, there was a round ulcer with regular border and necrotic floor. In the depth of the ulcer a hare bone could be seen. CSR test was sharply positive. A patient was suggested to see a dermatovenereolo​gist.

a.
What is the likely diagnosis?

b.
What is the likely plan of examination?

c.
Is the patient contagious for the people around?

6.
A patient visits a dentist with complaints of scarcely painful ulcer on the mucous membrane of the hard palate. It troubles at meals. A lesion is already for several months. On examination, ulcer is slit-like with necrotic deposit and bone tissue defect on the ulcer floor. A perforation of the hard palate is sup​posed to develop.

a.
What is the likely diagnosis?

b.
What is the differential diagnosis?

c.
What is the likely plan of examination?

7.
A 48-year old woman presents to a doctor with complaints of ulcer in the middle third of shin. It developed a month ago after trauma. The ulcer developed on the place of swelling. Two weeks' local therapy appeared to be inefficient. On examination, ulcer (4x3.5cm) is rounded with dense borders raised over the skin surface. A floor of ulcer is covered with necrotic masses of grey colour. Subjective symptoms are insignificant.

a.
What disease is likely to be?

b.
What is the likely differential diagnosis?

c.
What is the likely plan of examination?

8.
A 16-year-old girl with diagnosis of parenchymatous keratitis is advised to visit a dermatovenereologist after a consultation with ophthalmologist. On exami​nation, saber shins are revealed except affection of eyes. On the skin of back a fresh mosaic cicatrice is revealed.

a.
What is the likely diagnosis?

b.
What is the likely plan of examination?

9.
A two -month-old child is hospitalized into the children hospital with the following clinical signs     stage II hypotrophy, gravedo, double pneumonia. Stomach is enlarged in size. A sharp hepatomegaly and splenomegaly is observed. Palms and soles are infiltrated with red lustrous skin.

a.
What is the likely diagnosis?

b.
What is the likely plan of examination?

10.
A pediatrician revealed tense blisters of various sizes on the skin of buttocks,
palms, and soles on the third day after the newborn birth. A sharp hepatome-
galy and splenomegaly are observed. A pediatrician invited a dermatovener-
eologist for a consultation.

a.
What is the likely diagnosis?

b.
What is the likely plan of examination?

11.
A skin is dirty yellow, wrinkled, flaccid in a premature newborn after the sec-
ond pregnancy. Ahead is enlarged with clearly marked venation. Skin in some
places is covered with seborrheal scales. A child is agitated, can't sleep well.
Sometimes the child is shrieking. The first pregnancy was without any pathol-
ogy and complications. The older son is healthy.

a.
What is the likely clinical diagnosis?

b.
What is the emergency examination of a mother and a baby?

12.
There is some immobility of extremities on the background of obvious
absence of visible changes of internal organs and skin surface in the three-
month-old baby. Hands are curved. There is a contracture of the lower ex-
tremities. An attempt to move extremities brings pain and the baby cries. Skin
sensitivity is present. On X-ray, there is a dark line of vacuum on the border of
bone epiphysis and diaphysis.

a.
What is the likely clinical diagnosis?

b.
What is the likely management?

TERTIARY (LATE) AND INBORN SYPHILIS

Tertiary syphilis develops in patients without or poor treatment in 4-5 years and even later after contamination. In our country patients with tertiary syphilis happen extremely rare nowadays. The following health problems pro​mote development of tertiary syphilis- physical and psychological traumas, chronic diseases, intoxications, and old age of the patients. Clinical manifesta​tions of the tertiary syphilis have chiefly a local character in contrast to the secondary syphilis. They are followed by destruction of organs and tissues in which they usually localize and leave scars after resolution. There is a tertiary active syphilis and a tertiary latent syphilis.

The following main characteristics are typical for the tertiary syphilis:

· Not only skin but internal organs and central nervous system are affected;
· A threat for the patient's life arises from affection of vital organs;
· Eruptions on the skin are represented by tubercles and gummas;
· Tertiary syphilids as a rule are not accompanied with subjective com-
plaints;

· The disease course is protracted (4-6months);
· Infectious granuloma is a morphologic element of tissue affection.
· Treponemas pallidum are sporadic in the affection foci, so patients are
almost not contagious. A number of positive results CSR (Complex of Serological Reactions) is reduced. The results are positive in 60-70% of cases in a tertiary active syphilis and around 50% of cases in a tertiary latent syphilis. TPIT(Treponema pallidum immobilization test) and RIF tests are a 100% of cases. Manifestations of tertiary syphilis on the skin Tertiary syphilis manifests itself with tubercles and gummas.

Tubercular syphilid can localize on any site of the skin and mucous mem​branes, but more often it is revealed on the body, extensor surfaces of extremi​ties, and face. Tubercle is copper — coloured. It is of cherry stone size, rather dense, and has distinct borders. Tubercles can gradually resolve, disappear (so called "dry" resolution) leaving superficial atrophic scars surrounded by pig​mented border.

Central maceration of infiltrate with gradual attenuation of epidermis cov​ering infiltrate and formation of dark brown dense crust is revealed at tubercle ulceration.

Slowly crust is covering the whole of the surface of tubercle but a narrow border (up to 1mm) of non-resolved infiltrate is left. A distinct rounded shal​low ulcer also surrounded by infiltrate border can be seen after crust peeling. The edges of ulcer descend into the floor strictly vertically, almost perpendic​ularly. They are not covered and slightly elevated over the surrounding skin. The floor of ulcer is rather deep, irregular and covered with greenish-yellow necrotic masses. Uncomplicated ulcers are not accompanied by subjective disorders or they may be a bit painful.

Slowly infiltrate around the ulcer completely resolves, then the floor is cleaned and the ulcer heals forming a depressed scar surrounded by pigmented border. The scars completely replicate a localization of the former tubercles — isolated, grouped, with irregular depth and surface (mosaic scars). The size of tubercular syphilid varies. Sometimes it can reach some centimeters. General course of tu​bercular syphilid can continue from several months to several years.

There are several types of tubercular syphilid — grouped (cluster), serpigi​nous, dwarf, diffuse (areola).

Grouped (cluster) tubercular syphilid — tubercles are localized on a small restricted area of skin. They closely adhere to each other.They are separated by narrow stripes of healthy skin and don't coalesce. Sometimes they are ar​ranged into different figures (circles, bows, garlands). Clinical picture of grouped syphilid is very polymorphous because of evolutionary polymor​phism. All the development stages of morphological elements from fresh tu​bercles to scars can be observed in the affected foci. Syphilid can localize on any skin area and more often on the face (nose, forehead, boundary of hair growth), extensor surfaces of extremities, between shoulder-blades, and loin. The grouped tubercular syphilid course is torpid. The onsets can be observed at different intervals of time and for many years.

Serpiginous tubercular syphilid- a consecutive appearance of fresh tuber​cles and simultaneous healing of old ones around the main foci is typical for this form of tertiary syphilid. Due to this an affected foci enlarge (as if creep) covering skin more and more. Vast foci with typical mosaic scar in the cen​tre and tubercles of different development stages along its border are formed. A boundary of affection is represented by the scalloped border. Small areas of isolated scars of foci can be observed next to solid mosaic scar. New tubercles on the scars are never formed.

Dwarf tubercular syphilid — tubercles are red, oval or rounded. They have a form of superficial dense nodules. By their appearance they resemble len​ticular papules of the secondary syphilis. Nodules are localized in groups or in the form of patterns on the restricted skin areas. They never ulcerate, but after resolution there is always superficial, irregular, quickly smoothing scar. This syphilid appears in the late period of tertiary syphilis (in 15 years after the disease onset and later).

Diffuse (resembling a platform) tubercular syphilid is encountered rarely. The tubercles coalesce into solid infiltrate with formation of cyanotic-red, dense, sharply restricted plaque. Infiltrate is elevated above the skin. Its form is oval or rounded. It is 10cm and more in diameter. There are no separate tu​bercles on the surface of plaque. It is smooth. Sometimes it moderately scales. Appearance of more or less deep and painful fissures is possible. Afterwards infiltrate either resolves or ulcerates. The process ends with scar formation or scar atrophy. It can localize on any skin area but more often it is localized on the palms or soles.

Syphilitic gumma (gummatous syphilid) is represented by a nodule appear​ing as a result of infectious granuloma formation in subcutaneous hypoderm and less frequently in the muscle or bone. At first restricted infiltration without any signs of acute inflammation and subjective impairment appears in the depth of the affected tissue. As a rule this infiltration is found out incidentally. On pal​pation, a dense elastic node freely movable and painless, having oval or spherical shape is revealed in the depth of subcutaneous hypoderm. The node has a size from hazelnut to pigeon egg. Skin above the node is absolutely normal. Just at that period of gumma existence it is very difficult to make a diagnosis. Gradually a node increases in size elevating skin up to the chicken egg due to the spread into the dermis. Just at this period it loses its mobility. A skin over the node be​comes cyanotic or even purple red. At this moment a feeling of spontaneous node pain or its sensitivity on palpation can appear.

Consequent development of gumma can be various. The most unfavour​able outcome is its central deep necrosis and ulceration. In this case macera​tion of tissue, fluctuation, and tenderness is revealed in the centre of the node. Slowly fluctuation enlarges covering most of the gumma. Skin over it becomes thinner, and then skin ruptures. As a result a narrow fistula opening is formed in the central part of gumma. A small amount of dirty-yellow thick fluid is dis​charged from it. The main symptom of this period is discrepancy between the large fluctuation area and small amount of fluid discharge. Gumma size after resolution is almost unchangeable. Rather large infiltrate lying on the floor and edges of opening is revealed on palpation. More often fluid discharge from gumma is yellowish, resembling gum arabic solution hence the name "gum​ma". It is thick, tenacious, jelly-like. Rarely the discharge can be sanguinolent purulent or purulent. Sometimes the skin covering central part of gumma necrotizes, becomes scabby and the above described fluid discharges from under the scab. Rather quickly a narrow fistula opening enlarges and becomes a deep ulcer with formation at first overhanging and then vertical edges. Ulcer looks like crater. The floor of ulcer is covered with debris of infiltrate resolu​tion- a so called "gumma core" (dirty-yellow necrotic tissue). Necrotic masses are tightly coalescing the floor of ulcer and absolutely insensitive to touch. Afterwards the necrotic core separates and ulcer gets very peculiar features. It has regular, rounded or oval shape, considerable depth (up to 0.5-lcm). It is surrounded by boundaries of dense, strictly outlying and elevated over the healthy skin infiltrate. A skin over the infiltrate is cyanotic-red. The floor of ulcer is covered with yellowish necrotic mass debris and a small amount of pus discharges from it. Gradually necrotic tissue is separated by demarcation line of increasing in number granulations. Ulcer is cleaned fully and cicatrical tissue begins to form along its periphery. A typical cicatrix is observed after ul​cer healing. It is rather dense and concave in the centre (on the place of ulcer) and rather thin, atrophic, and hyperemic on the periphery (on the place of infiltrate resolution). Cicatrix is copper-coloured at first and later it becomes brown and gradually depigmented. Such a cicatrix is sometimes called "stel​lar". There are two variants of gumma course without ulceration. First case, in case it is treated correctly, gumma resolves. Infiltrate softens, decreases, and is substituted by a cicatrix. Another one, in case of good body resistance gumma infiltrate is gradually substituted by fibrous tissue with the following depo​sition of calcium salts. Gumma decreases, becomes very dense, nonelastic, easily mobile. Skin has a normal colour over it. More often such nodes are localized near major joints (ulnar, genual). They've got a name juxta-articular nodosity. They exist for years and are resistant to specific therapy.

Gummas are as a rule solitary. Rarely 4-6 nodes can be revealed. They can localize on any part of the body, but predominantly they localize on the scalp, face (nose region, forehead, and lips), anterior surface of shin, and sternum region.

There are two gumma varieties- gummatous infiltrates and gummas resem​bling platform. A flat infiltrate (6-8cm and more) is formed at gumma resem​bling a platform. A formation of two or three confluent nodes is observed at a diffuse gummatous infiltration. Ulcers, appearing after gummatous infiltrate resolution, are multiple, coalesce into vast surfaces with irregular scalloped borders. Sometimes gummatous infiltrates spread to the neighbouring tissue damaging them. They provoke teratoid abnormality and even decay of some parts of body (eyes, lips, nose). Such gummas have a name of mutating or ir​radiating ones. In fact, these gummas are one of the severe complications of tertiary syphilis. More often the disease course of gumma is accompanied by secondary infection. In such cases the signs of acute inflammation appear. Skin around ulcer becomes bright red, edematous. Sharp tenderness is felt. Devel​opment of lymphangitis or lymphadenitis is possible. Rather often erysipelas develops on the background of gumma. Sometimes it recurs. Rare gangrenous or esthiomenous processes can attend the course of disease. Varicose veins are a very important burden factor if gummas are localized on the lower extrem-etes. Either isolated gummas or diffuse gumma infiltrates are main manifesta​tions of tertiary syphilis on the mucous membranes. Tertiary syphilids can affect hard and soft palate, tongue, back of the throat, nose. Gumma resolution of the hard palate leads to its perforation and phonation disorders (rhinolalia). Nasal septum is perforated and partially damaged if nasal hones are affected by gumma. It leads to nasal septum damage (saddle nose or "sunken-bridge nose") and formation of "saddle nose" or "beak-like nose".

Affection of internal organs in the tertiary syphilis

Cardiovascular system affection

More often aorta and rare myocardium are affected. Simultaneous affec​tion of aorta and myocardium are also possible.

1.
Syphilitic aortitis (mesaortitis) is the most often manifestation of tertiary

cardiovascular syphilis. A middle tunic of the aorta is affected first. Spe​cific foci of infection aroused are substituted afterwards by connective tissue and lead to the deformation of inner tunic which acquires sha​green form. More often ascending aorta is affected. Progressive dam​age of muscle and elastic fibers of aorta middle tunic leads to its diffuse dilatation.

2.
Aortic aneurism is one of the outcomes of the aortic aneurism. A wall

of aorta is strained under the blood pressure and due to this aneurism develops in the ascending aorta and aortic arch. It is transferred into connective tissue sack filled with thrombotic masses. X-ray approves a diagnosis of aneurism.

3.
Syphilitic myocarditis develops independently or as a complication of

aortitis. Gummas in myocardium are its manifestations. Liver affection

It is characterized by syphilitic hepatitis. There are 4 forms of it.

a.
Focal — large gummas are formed in the liver. It leads to the extrusion
of the liver surface. Gummas leave deep cicatrices in the liver (so called
"lobular liver").

b.
Miliary and interstitial hepatitis is characterized by small gummatous
foci with diffuse infiltrate in between the liver lobes. Infiltrate necrotizes
and is substituted by cicatrix tissue.

c.
Chronic epithelial hepatitis is caused by dystrophic and degenerative
changes of liver cells with the following cirrhosis outcome.

Kidney affection can be amyloid nephrosis, nephrosclerosis, restricted gumma nodes, and diffuse gumma infiltrate.

Lungs affection can be restricted gumma nodes, diffuse gumma peribron​chial infiltrate with the following fibrosis.

Stomach and intestine affection can be diffuse gumma infiltrate or for​mation of restricted gumma nodes. Clinical symptoms resemble tumour of stomach or intestine.

Nervous system affection (neurosyphilis) — there is early syphilis of the nervous system (first 5 years). Tunics and vessels of spinal cord and en-cephalon are damaged. Late syphilis develops in 6-8 years after affection. Spinal puncture confirms the diagnosis. Moreover, there are always specific changes in cerebrospinal fluid (increase of pressure and amount of protein, cytosis, and positive globulin and serologic reactions).The following forms of neurosyphilis are distinguished:

a.
Syphilitic meningitis;

b.
Syphilitic meningomyelitis;

c.
Gummas of encephalon and spinal cord;

d.
Syphilitic hydrocephaly;

e.
Vascular forms of neurosyphilis;

f.
Amyelotrophy;

g.
Progressive paralysis.

Locomotor apparatus affection is characterized by arthralgia, hydroar-throsis, and osteoarthritis. The diagnosis is cornfirmed by X-ray. Bone pains intensifying at night without any objective changes of bones can appear oc​casionally in the early period of secondary syphilis and sometimes even at the end of secondary syphilis. Periostitis and osteoperiostitis of cranial bones de​velop even more rarely in the secondary syphilis. Joints affection in the second syphilis develops in the form of arthralgia, mainly of knee and shoulder joints. Hydroarthrosis with accompanying elevation of temperature, sharp pains of joints, moderate swelling of them, and some effusion. In the tertiary syphilis circumscribed gumma nodes or diffuse infiltrates can affect any bones of skel​eton but shinbones suffer more often, seldom — bones of forearm, clavicle, and cranial bones. There are the following forms of bone affection depending on pathological process localization:

Circumscribed gumma osteoperiostitis — a formation of dense, circum​scribed, considerably protruded swelling on the bone accompanied by pains aggravating at night are typical for it. Slowly gumma infiltrate is substituted by connective tissue and ossifies. Callus develops on its place. In some other cases infiltrate resolves and opens with the formation of typical deep gumma ulcer. A necrotic bone can be palpated on the floor of it.

Diffuse gummatous osteoperiostitis -more often localizes on the anterior sur​face of shinbone. A diffuse swelling with irregular indistinct borders appears on it. A skin over the affected area is without changes. Night pains are typical. The process ends with ossification and formation of callus.

Gummatous osteomielitis develops because of circumscribed gummatous nodes formation in the spongy substance and bone marrow. Then gummas either ossify or a sequester develops in their central part surrounded by a zone of osteosclerosis. A resolved gumma can destroy cortical layer of the bone, periosteum, and resolve through the skin. Gummatous osteomielitis resem​bles, largely, a purulent osteomielitis and very often, it is diagnosed together with other manifestations of syphilis in a patient and positive serological reac​tions.

Congenital syphilis

Congenital syphilis is a disease transmitted from mother to the fetus via the placenta. Affection develops on the 4-5th month of pregnancy (beginning of placental blood circulation).Syphilis transmission occurs either through umbilical vein or lymphatics of umbilical cord. The first three years affected mother is the most dangerous for the fetus. Then a possibility to affect the child reduces slowly but still it is possible. A syphilis infected pregnant woman has different pregnancy outcome. It can be a misbirth, preterm delivery, deliv​ery of a sick newborn with early or late manifestations of disease or with the latent infection, or a healthy child after all.

Congenital syphilis classification

I.
Syphilis of the fetus and placenta;

II.
Early congenital syphilis (a child under two):

1) Nurseling;

2) Infancy.
III.
Late congenital syphilis (a child after two).

Placental syphilis — Treponema pallidum, penetrating into the placenta, forms its anatomico-morphological changes manifested in marked villi scle​rosis, epithelium degeneration, cell infiltration of the vessels walls, edema and increase in placental weight (normal placental/ fetal weight ratio is 1:6; after syphilitic infection-1:3).

Fetal syphilis — Affection of internal organs manifests itself in their in​crease and induration because of diffuse inflammatory infiltrate develop​ment and further excrescence of connective tissue (especially in the liver and spleen). Phenomena of so called "white pneumonia" because of spe​cific infiltration of interalveolar septums, hyperplasia and desquamation of alveolar epithelium occur. A stillborn skin is macerated and erosive in some places. Epidermis is loose because of the retarded hypodermal cell development. Skin folds easily. It is loose and wrinkled (develops a senile appearance).

Clinical syphilis manifestations in born alive newborns can be observed at birth or sometimes they may develop first two years (early congenital syph​ilis). Skin affection at the early congenital syphilis can be divided into two groups:

I.
All types of typical secondary syphilids (mainly papular ones);

II.
Special forms:

1) Pemphigus syphiliticus;

2) A diffuse papular infiltration of skin (Hochsinger);
3) Syphilitic rhinitis.
Pemphigus syphiliticus — It either exists or manifests itself the first days of newborn life. Eruptions are tense vesicles filled with serous or se-ropurulent (infrequently hemorrhagic) fluid localizing on the infiltrated floor and without any signs of acute inflammation. It is surrounded by reddish-brown border without tendency to confluence. Its fluid contains Treponemas pallidum.Vesicles appear first on palms and soles and only then on other parts of skin. It is differentiated from epidemic impetigo neonatorum. Infectious dermatosis develops first 5-10 days after birth. Vesicles are localized everywhere. They are flaccid with signs of inflam​mation and have a tendency to peripheral growth and confluence. Signs of intoxication are typical.

A diffuse papular infiltration of skin (Hochsinger) develops first 3 months of newborn life. It is localized on palms, soles, buttocks, chin, lips, and fore​head. Skin in the places of affection is infiltrated, purple-red with smooth lus​trous surface. Injury of skin leads to fissures in the mouth corners. They form radial cicatrices of Robinson-Fourniet. Infiltration of palms and soles is ac​companied by maceration, skin folding, and scaling ("a hand of laundress").

Syphilitic rhinitis — It is the most typical affection of mucous membranes in the early congenital syphilis. It develops in the first 3 -6 weeks of newborn life. It has three stages:

1. "Dry" stage- mucous membrane of nose and nasal concha swells and is hyperemic. It leads to the narrowing of lumen and a child starts breath​ing through the mouth.
2. Catarrhal stage — solid crusts are formed closing the lumen of nose meatuses. Breathing through nose is very difficult and a child breathes through the mouth. At breast-feeding a child has to move aside to breathe.
3. Ulcerous stage — a necrosis of nasal septum, destruction of osteochon​drous parts of nose develops. A deformation of nose can be observed ("saddle nose").
Bones affection is very typical for the early congenital syphilis. It is the most active manifestation of infection nowadays. Osteochondritis, periostitis, and osteoperiostitis occur at this period.

1.
Osteochondritis is the most typical bone pathology. It is connected with the
disorder of the ossification process of epiphysis cartilage and diaphysis
of long cylindrical bones. It is caused by penetration of Treponema pal-
lidum into the cartilage proliferation zone and further specific infiltration.
Just in this way a pathological process localizez in metaphysis affecting
long cylindrical bones and more often these are upper extremities. There
are three stages of osteochondritis development. The first two ones can
be revealed only by X-ray. A marked destruction, epiphysiolysis leading
to pathological fracture is observed in the third stage. A child can't move
the affected extremity, it lies motionless as if paralyzed but sensitivity is
present (pseudoparalysis syphilitia-Parro illness).

2.
Periostitis and osteoperiostitis affect mainly long cylindrical bones of the

extremity, rare flat cranium bones. They are characterized by formation of sharply restricted and painful swellings on the surface of the bone. They are often revealed on X-ray. Skin and mucous membranes affection — is characterized by roseolous, papular and pustular eruptions. Their clinical characteristic is typical for the secondary syphilis in adults.

Eyes affection — there is a positive symptom of "salt and pepper". On oph-thalmological examination, there are punctated foci of pigment and small light areas along the periphery of the eyeground. Chorioretinitis, iritis, and atrophy of visual nerve are also possible.

Nervous system affection — there are several types:

1.
Meningoencephalitis- convulsive attacks, stiff neck, hyperreflexia, tense

fontanelle;

2. Meningitis — it is revealed only after the cerebrospinal fluid test;
3. Hydrocephaly — there is a cranium augmentation, commissure disrup​tion, child's inconsolable crying day and night — Sisto's sign.
Internal organs affection — there is sclerosis, diffuse changes of vessels, gummatous formations. Liver, spleen, lungs, kidneys, adrenal glands, and in​testine suffer more often.

Late congenital syphilis — more often it develops in 7-14-year-old chil​dren. It can appear either in patients who have had symptoms of early con​genital syphilis or in whom early congenital syphilis had no manifestations. Manifestations of late congenital syphilis can be divided into: symptomatic and asymptomatic.

There are three symptomatic signs of late congenital syphilis known as Hutchinson's triad (1858):

1. Hutchinson's teeth (notched teeth) — a dystrophy of invariable upper cen​tral incisors occurs, as it is suspected, after affection of tooth bud by

Treponema pallidum. Such teeth are narrowed in the direction of cut​ting edge and that's why they have a form of screwdriver or barrel. Af​fected teeth as a rule are slightly less in size than normal ones and they converge. The teeth are usually damaged by the age of 20-25.

2.
Parenchymatous keratitis — usually both eyes are successively affected.

At first opacification near the sclerocorneal junction accompanied by pericorneal injection, photophobia, and lacrimation appears. Later neogenic vessels ingrow into the deep cornea layers. The process can propagate through the whole of the cornea showing diffuse opacity.

3.
Labyrinthine disease (deafness) is a specific affection of labyrinth and

more often bilateral. It is characterized by noise and ringing in the ears, hearing impairment and even total deafness because of the affection of the acoustic nerve. Asymptomatic signs of the late congenital syphilis are:

· Symptom of Robinson-Fourniet — radial cicatrices around the mouth;
· Saber shins — a tibia that has a pronounced anterior convexity resem-
bling the curve of a saber and caused by osteochondritis;

· Saddle nose — develops because of syphilitic rhinitis;
· Breech-like cranium — develops because of hydrocephaly with periostitis;
· Syphilitic gonitis — these are symmetrical synovitises of knee joints
without affection of cartilages and bone epiphyses;

· Axiphoidia — is a lack of xiphoid process;
· Avsytidiisky's sign — thickening of sternal end of clavicle;
· Goshe sign — the upper incisors are wide apart (there is a gap between
the upper incisors);

· Dubois' sign — infantile little finger;
· High "Gothic" palate,"Olympic" forehead.
Prophylaxis of congenital syphilis is divided into antenatal and postnatal. The first one is directed on timely detection and treatment of syphilis in preg​nant women, another one — examination and preventive treatment of chil​dren, whose mothers due to some reasons couldn't receive proper treatment.

According to authoritative instructions a serological test is done twice -dur​ing the first and second periods of pregnancy in the women's consultation centers.

If an active or latent form of syphilis is found out in the pregnant woman, a treatment with antibiotics is provided. If a woman had been ill with syphilis earlier and had completed anti-syphilitic treatment, specific preventive treat​ment is nevertheless administered to ensure a birth of the healthy baby.

A week or two before delivery, non-specific false positive serological reactions may appear. In this case any specific treatment is not provided. But in two weeks after delivery a mother and a child are examined thoroughly. Newborns, whose mothers due to some reasons hadn't any treatment before pregnancy and were not able to take treatment during pregnancy, are examined to determine a form and localization of syphilitic process and after this they undergo a proper treatment.

Newborns, whose mothers had a proper treatment before and during preg​nancy, are thoroughly examined with the follow-up for up to fifteen years.

Serological resistance indicates that there are permanent immunobiological alterations in the body of the patient suffering from syphilis. It is not as a rule an indication of incomplete treatment. That's why a diagnosis "sero-resistant syphilis" shouldn't be considered as being correct.

Serological resistance was observed after introduction of serological reac​tions into the diagnostics of syphilis before penicillin era. It is revealed with periodicity of 1.5-20% (according to different authors) nowadays. Results of the whole complex of serological reactions (IFR, TPI, and CSR) are the basis for serological resistance identification. There is a number of reasons for the serological resistance:

a.
Treatment was administered on the late stages of syphilis course;

b.
Deficient treatment outcome (insufficient daily and course doses of
anti-syphilitic drugs);

c.
Presence of concomitant infections and somatic diseases;

d.
Chronic alcohol intoxication;

e.
Drugs use;

f.
"Background" immunodepression — immunity disorders under the in-
fluence of external or genetic factors.

The following conditions contribute to serological resistance:

1. Concomitant flora producing penicillinase. It neutralizes penicillin in​jected into the body.
2. Transformation of Treponema pallidum into L-forms, cysts, granules are resistant to penicillin;
3. Treponema presence in cells' polymembranous phagosomes are inac-
cessible for antibiotics;

4. Metabolic imbalance;
5. Treponema presence in the encapsulated foci.
Consequently there is no reason to consider that serological resistance is a so called "cosmetic defect" of blood, it develops on the background of con​siderable immunity disorders.

According to the protocol serological resistance is approved if CSR test is positive for 12 months and more after treatment. Analysis of numerous data allowed choosing three variants of serological resistance after treatment — true, relative, and pseudoresistance.

True serological resistance develops as a rale in patients, who had undergone treatment for fresh forms of syphilis, and mainly secondary and latent syphilis (disease course is not more than 6 months). Antibody titre fluctuations dur​ing treatment are revealed but absolute negative result of serological reactions is not gained. Thorough examination allows revealing of specific changes of internal organs and nervous system (cerebrospinal fluid test is necessary). Se​rological resistance remains because Treponema pallidum with antigenicity is still present in the body. And there is a progressive course of syphilitic infec​tion. Such patients must undergo etiotropic and immunocorrection therapy. Antibiotics according to schemes of secondary syphilis treatment are used to treat true serological resistance. Besides, immunomodulators (decaris, methy-luracil, pirroxan, T-activin and others), pyrogen (pyrogenal, prodigiosan) vi​tamins, biogenic stimulators (aloe extract, vitreous body) are also effective.

Relative serological resistance develops in patients who had already under​gone treatment for secondary and early latent syphilis (disease course more than 6 months). This variant of serological resistance appears because of small and avirulent cysts and L-forms. Additional treatment doesn't change sero​logical reactions indices. In case positive serological resistance persists after the patient's treatment for latent or congenital latent syphilis then it can be considered a sign of relative serological resistance and only immunocorrec​tion therapy is indicated.

And, at last, pseudoresistance differs by the absolute causative agent ab​sence. This phenomenon should still be studied. A problem of serological re​sistance is closely connected with diagnostics of latent forms of syphilis and permanent "chronic" false positive reactions in healthy people or ill on other diseases (malignant tumours, leukoses, hepatocirrhosis, leprosy, malaria etc.). Misinterpretation of serological results, not infrequently, causes appreciable diagnostic mistakes leading to dramatic and even tragic situations. Timely and thorough examination before treatment plays an important role in such situ​ations.

Syphilis treatment

•
Treatment begins only after diagnosis confirmation. Only people con-

tacting with sick patients, children, and pregnant women can be sug​gested preventive treatment; Presumptive treatment is indicated for visceral syphilis;

· A patient should be hospitalized the first 24 hours;
· Treatment should be continous. Medication doses shouldn't be reduced;
   •Treatment should follow fixed periods of time and it is not recommended to break them;

     •Individual approach towards treatment of patient (age, health condition,disease stage, and drug tolerance) must be considered by the doctor;

•
Treatment should be a combination of antibiotics therapy with nonspe-

cific medications;

•
A regular control of treatment efficacy and drug tolerance should be

done.

Medications of choice for syphilis treatment (having the highest effect on Treponema):

· Benzylpenicillin (every 4 hours);
· Sodium and potassium salts of Benzylpenicillin (every 4-5 hours);
· Prolonged medications- bicillin-l,3,5,novocaine salt of benzylpenicillin. Penicillin concentration in blood should be not less than 0.3ug/ml. There
are two main ways to administer penicillin:

a.
Permanent — every day during a month (often used at the early stage
of syphilis);

b.
Course penicillin therapy -administration of penicillin by courses with
intervals between them (mainly in the late syphilis).

A reserve medication is used in case of penicillin intolerance: 1.Cephalosporins I generation:

1) Ceftriaxone;

2) Cefazolin. II. Macrolids:
l) Eritromicine IIl.Tetraciclins:

1) Tetraciclin;

2) Doxiciclin (use).
Clinical and serological check-up of patients after treatment Clinical check-up and CSR, TPI,IFR, IFA is done. Periodicity and amount of serological investigations depends on the stages of syphilis and dynamics of its negative reaction. All the patients must be examined by physician, neu​ropathologist, ophthalmologist, and otolaryngologist after the clinico-sero-logical testing.

The Practical lesson N 22:  Gonorrhoea
The purpose of the class: The students should understand basic consepts of this class.

Basic consepts: 
Clinical features, diagnosis, differential diagnosis, laboratory tests, treatment for the Gonorrhoea
Eguipment: Tables, photos of the disease, presentation,

Study hours: 2 h.

Plan:

Test Questions, Situational Tasks, tables, photos of the disease, presentation about topic.

Test Questions

1 .Gonococcus , a causative agent of gonorrhea belongs to

a.
Gram-negative diplococci

b.
Gram-positive diplococci

c.
Gram-variable diplococcic

d.
Gram-negative cocci bacilli

e.
Gram-variable cocci bacilli

2.
Which of the following is the treatment of torpid and chronic forms of gonorrheal infection?

a.
Immunotherapeutic and antihistamine medications, topical treatment

b.
Immunotherapeutic, antibacterial, and antihistamine medications, topi-

cal treatment

c.
Antibacterial medications, topical treatment

d.
Immunotherapeutic medications, topical treatment

e.
Antihistamine medications, topical treatment

3.
What is not an indication for gonorrheal chlamydial ureaplasma infection?

a.
Afetal marriage

b.
Thyroid gland disorders

c.
Pregnancy pathology

d.
Chronic inflammatory diseases of small pelvis organs

e.
Menstrual cycle disorders

4.
Which of the following signs is a bacterioscopic identification of gonococcus?

a.
Duality of cocci

b.
Gram-negativity

c.
Gram-positivity

d.
Intracellular localization

e.
Beanlike form

5.
The following diagnosis is made — fresh torpid urethritis, endocervicitis of gonorrheal ethnology. What is the treatment strategy?

a.
Antibiotic therapy

b.
Specific vaccination

c.
Non-specific vaccination

d.
Topical treatment

e.
All the answers enumerated above are correct

6.
Which of the following is not a clinical symptom of eye gonorrhea?

a.
Edema of eyelids

b.
Exoftalmia

c.
Photophobia, pus discharge

d.
Hyperemia of conjunctiva

e.
Ulcer decay in horny capsule

7.
Which of the following medications is not used for treatment of gonorrheal Chlamydia Candida infection?

a.
Antibacterial medications

b.
Antifungal medications

c.
Ftorhinolons

d.
Antiprotozoans

e.
Immunocorrectors

8.
What is not the main symptom of oral and pharyngeal gonorrhea?

a.
Ulcerous lesions of oral mucosa of tonsils

b.
Hyperemia of mucosa

c.
Edema of mucosa

d.
Purulent film on tonsils

e.
Regional tonsillitis

9.
A gonorrheal patient had a bacteriological examination to confirm hidiagnosis. What microorganisms cause this disease?

a.
Rod bacteria

b.
Cocci

c.
Protozoa

d.
Spores

e.
Treponema

10.
What medication is used for trichomoniasis treatment?

a.
Penicillin

b.
Erythromicine

c.
Metronidazole

d.
Argentic nitrate

e.
Sulfanilamides

11.
What mucosal covering is prone to gonococci affection?

a.
Multilayered flat epithelium

b.
Transitional epithelium

c.
Cylindrical epithelium

d.
Multilayered flat horny epithelium

e.
Cubical epithelium

12.
Which of the following nosologies is not included into the classification of sexually transmitted diseases?

a.
Trichomoniasis

b.
Kraurosis

c.
Chlamidiosis

d.
Ureaplasmosis

e.
Bacterial vaginosis

13.
Which of the following medications is contraindicated for pregnant women treatment?

a.
Benzylpenicillin

b.
Erythromycin

c.
Levomycetin

d.
Tetracycline

e.
Sulfanilamide

14.
Through what cannot Gonococci spread in the ill patients?

a.
Lymph

b.
Blood

c.
The surface of mucous membranes of genitals

d.
Extragenital glands affection

e.
All the answers enumerated above are correct

15.
A full and correct diagnosis of gonorrheal infection includes

a.
Form of inflammatory process and foci of affection localization

b.
Form of inflammatory process and topical diagnosis, type of complica-

tions, and other pathogenic causative agents presence

c.
Foci of affection localization, type of complications and other patho-

genic causative agents presence

d.
Form of inflammation, type of complications

e.
Foci of affection localization, type of complications and other patho-

genic causative agents presence

16.
Which of the following forms does not belong to prostatitis?

a.
Catarrhal

b.
Follicular

c.
Granulation

d.
Parenchymatous

e.
Abscess of prostate gland

17.
Which of the following is a clinical form of gonorrhea?

a.
Fresh acute

b.
Fresh subacute

c.
Fresh torpid

d.
Fresh latent

e.
Chronic

18.
A complex therapy of chronic gonorrheal infection includes

a.
Immunotherapy

b.
Etiological treatment

c.
Symptomatic treatment

d.
Topical treatment

e.
All the answers enumerated above are correct

19.
What is the duration of gonorrhea incubation period?

a.
1 -2 days

b.
3 -4 days

c.
5 -7 days

d.
8-10 days

e.
10-14 days

20.
Topical therapy to treat gonorrhea of the lower urogenital tract is used

a.
At antibiotics intolerance

b.
At relapse

c.
At fresh torpid form

d.
At chronic form

e.
All the answers enumerated above are correct

21.
Which of the following is a typical complain and a sign of acute gonorrhea in girls?

a.
Frequent painful urination

b.
Genital itching

c.
Purulent discharge from the pudendal fissure

d.
Hyperemia of the external genitals

e.
All the answers enumerated above are correct

22.
Which of the following is involved into the inflammatory process at gonococcus infection in women?

a.
Vulva

b.
Vagina

c.
Urethra and cervical canal

d.
Bartholin's glands

e.
Paraurethral ducts

23.
Which of the following laboratory methods do not confirm the diagnosis of urinogenital trichomoniasis?

a.
Romanovsky's (blood) stain

b.
Gram's stain

c.
Methyl blue dying

d.
Cultural examination

e.
Microscopy of native preparation

24.
Which of the following is not typical for fresh acute anterior urethri-
tis of gonorrheal etiology?

a.
Abundant purulent discharge

b.
Morbidity at urination

c.
Hyperemia of external urethral opening

d.
Existence of purulent threads in the first and second portion of urine

e.
Existence of purulent threads in the first portion of urine

25.
Which of the following therapies is indicated to treat acute and subacute forms of uncomplicated gonorrhea?

a.
Gonovaccine

b.
Topical treatment

c.
Antibiotics

d.
Trichopol

e.
Pyrogenal

26.
Which of the following signs is not typical for chronic total urethritis of gonorrheal etiology in men?

a.
Congested and hyperemic colour of the mucosa of lips of the external

urethral opening

b.
Scanty purulent discharge

c.
Morbidity at the end of urination

d.
Existence of insignificant amount of purulent threads in the first and

second portion of urine

e.
Existence of purulent threads in the first portion of urine

27.
Which of the following is not included into the complex treatment ofacute and subacute complicated gonorrhea in men and women?

a.
Antibiotics

b.
Gonovaccine

c.
Antihistamines

d.
Calcium containing medications

e.
Spasmolytics

28.
Which of the following is not typical for extragenital gonorrhea?

a.
Littritis

b.
Arthritis

c.
Proctitis

d.
Pharyngitis

e.
Conjunctivitis

29.
Which of the following results of examinations is not typical for diagnosis of acute prostatitis?
a.
Smears

b.
Urethroscopy

c.
Analysis of three portions of urine

d.
Palpation of prostate gland

e.
Ultrasound of prostate gland

 30.
Which of the following eyedrops is used for prophylaxis of gonoblenorrhea in newborns?

a.
30 per cent of Sulfacylum natrium immediately after birth

b.
30 per cent of Sulfacylum natrium in two hours after birth

c.
2 per cent solution of resorcin immediately after birth

d.
2 per cent solution of resorcin immediately and in 3 hours after birth

e.
30 per cent of Sulfacylum natrium immediately and in two hours after birth

Situational Tasks

1. A 26-year-old patient visits a doctor with complaints of purulent discharge from urethra accompanied by colics at urination. It happened in 6 days after a sexual contact with an unknown woman. On microscopical examination of smear stained by Gram's method and methylene blue, intercellular gram-negative diploccochi and flagellates were revealed on the background of con​siderable number of leukocytes.

a.
What is the likely diagnosis?

b.
What is the likely differential diagnosis?

c.
What is the likely management?

2. A 19-year-old patient visits a dermatovenereologist with complaints of itch and burning at urination, purulent discharge, lancinating and burning pain in urethra, and dysuria. Pain intensifies at the end of urination and some blood can be seen in the urine. A week ago he had a sexual contact with an unknown woman. On examination, urethra lips are hyperemic and swollen. Pus is dis​charged from urethra on manual pressure. Two glass urine test (Thompson's test) showed urine turbidity in both portions.

a. What is the likely diagnosis?

b. What is the likely plan of examination, treatment, and secondary prophylaxis?

3.
A 25-year-old patient presents to the doctor with complaints of scanty and mucous discharge from urethra in the mornings, painfulness in the knee joints, and reddening of the eyes. He has been ill for a week. A patient is unmarried. Sexual promiscuity is quite common tor him. On examination, urethra lips are slightly hyperemic. A drop of mucus is discharged on manual pressure. On PCR and DIFA examination, reticular cells are revealed.

a.
What is the likely diagnosis?

b.
What is the likely plan of treatment and prophylaxis?

4.
A 28-year-old patient felt pain and burning at urination and purulent discharge from urethra. It happened in a week after a sexual contact with an unknown woman. On examination, urethra lips are hyperemic and swollen. Plentiful pus is discharged from urethra. Two glass urine test (Thompson's test) showed urine turbidity of the first portion. On microscopical examination of smear stained by Cram's method and methylene blue, intercellular gram-negative diploccochi and flagellates were revealed on the background of considerable number of leukocytes.

a.
What is the likely diagnosis?

b.
What is the likely management and secondary prophilaxis?

5.
A 27-year-old woman presents to a gynecologist with complaints of plentiful grey-whitish homogeneous cream-like discharge from vagina with unpleas​ant smell of "rotten fish" from the genital tract. On examination, walls of va​gina are moderately hyperemic and covered with grey-whitish discharge. Ph of vagina is 4.0. Amine test is positive. "Key" cells are revealed in the smears.

a.
What is the likely diagnosis?

b.
What is the likely plan of management and secondary prophylaxis?

6.
A 38-year-old patient presents to the dermatovenereologist with complaints of itch and burning in the area of glans. On examination, a skin of glans, coronary sulcus, inner mucosal layer of the prepuce is hyperemic and swollen. A horny layer of the epithelium is macerated and wet. Red erosion is revealed after the whitish film is removed. On microscopy, yeast tungi are revealed.

a.
What is the likely diagnosis?

b.
What is the likely treatment?

c.
What are the likely reasons of the disease development?

7.
A 36-year-old patient presents to the doctor with complaints of purulent discharge from urethra, burning, pain at the beginning of urination. He got ill in 5 days after a sexual contact with an unknown woman. On examination, acute urethritis is revealed. Two glass urine test (Thompson's test) showed urine turbidity of the first portion. There are a lot of leukocytes in the smear from uretra. Gram-negative diplococci, trichomonads, and yeast are not revealed. Microflora is absent.
a.
What is the likely diagnosis?

b.
What is the likely management?

8.
A 31 -year-old patient had an examination on venereal disease. Gonococci and trichomonads were revealed in the smear from urethra. Wasserman's reaction was sharply positive (4+).

a.
What is the strategy of the doctor?

b.
What is the likely treatment?

9.
Parents of a 6-year-old boy present to a dermatovenereologist with the boy's complaints of pains at urination and discharge from urogenital canal. He has been ill for about a week. The boy's father experiences the same symptoms too. Mother has no such symptoms. On examination, urethra lips arc hyper​emic swollen and agglutinated. A skin of the glans penis is hyperemic with single erosions. Discharge from urethra is dirty-yellow, plentiful with odor. Urine is diffuse and turbid in two glass urine test (Thompson's test).

a.
What is the likely diagnosis?

b.
What laboratory examinations should be done to confirm the diagnosis?

c.
What is the likely diagnostics for the differential diagnosis?

d.
What is the likely strategy and treatment?

10.
A patient presents to a doctor with complaints of pain at urination and defeca-
tion, irradiating into the urethra. There is pollakiuria at nights, scanty discharge
from urethra in the mornings. He had treated gonorrhea, but didn't undergo
a final check-up. On examination, urethra lips are slightly hyperemic. There is
little purulent and mucous discharge from urethra after massage. On palpation,
urethra is painless. Prostate gland is enlarged and painful. Two glass urine test
(Thompson's test) showed threads and mucus in the second portion.
a.
What is the likely diagnosis?

b.
What laboratory examination should be done to confirm a diagnosis?

c.
What is the differential diagnostics?

d.
What is the likely strategy and treatment?

11.
A 25-year-old patient presents to the venereologist with complaints of plen-
tiful discharge from urethra, minor pains at urination and marked itch in
urethra. On examination, urethra lips are slightly hyperemic. On manual
pressure, plentiful yellowish-white foamy liquid discharge is excreted. His
medical history is significant for sexual contact, which happened 3 weeks ago.
He noticed discharge a week ago. He has never had gonorrhea before.

a. What is the likely diagnosis?

b.
What laboratory examination should be done to confirm a diagnosis?

c.
What is the likely differential diagnostics?

d.
What is the likely strategy and treatment?

12. A 24-year-old man presents to the ophthalmologist with complaints of sharp pains, photophobia and purulent discharge from palpebral fissures in the mornings. On examination, sclerae are hyperemic with moderate tearing. The patient is recommended to have treatment at the ophthalmology depart​ment. In three days his condition didn't improve. More detailed examination revealed, that a week before the above mentioned complaints, the patient had suffered from plentiful mucous purulent discharge from urethra. He used Doxycycline following his friend's advice. It helped. Discharge disappeared.

a.
What is the likely diagnosis?

b.
What laboratory examination should be done to confirm a diagnosis?

c.
What is the likely differential diagnosis?

d.
What is the likely strategy and treatment?

GONORRHEA AND NONSPECIFIC URETHRITIS

Gonorrhea is a common sexually transmitted infection caused by the bacterium Neisseria gonorrhea (also called Gonococcus, which is often abbreviated as "GC" by clinicians). It is one of the most spread sexually transmitted dis​eases. This disease is revealed in both males and females and in any age. Nowa​days the course of disease is often asymptomatic. It leads to late detection of pathology and development of complications.

Etiopathogenesis

A causative agent of disease is gonococcus — gram-negative diplococci of coffee beans shape. Their sizes are 1.25-1.6 micron long and 0.7-0.9 micron breadth. Gonococcus consists of outer trilaminar wall. It is a frame and its func​tion is protection from antibiotics. It also consists of trilaminar cytoplasmic membrane. Its function is metabolic processes. And there is a fine-grained cy​toplasm. It consists of nuclear, vacuole, and ribosome. Gonococcus shows low-level resistance to external exposure. Outside the human body the gonococcus dies within a few seconds because it does not survive sunshine, drying or soap and water. Infection occurs during sexual contacts with a partner sick on gonor​rhea. Babies can be infected too, when fetus passes through the birth canal of the mother sick on gonorrhea and in living conditions, when mother ignores the rules of personal hygiene and hygienic care of children. Gonorrheal inflam​mation leads to degeneration and infiltration of epithelium of urogenital organs. A causative agent localizes mainly inside the leukocytes. It is revealed extracel-lularly in chronic course of the disease. At first superficial and later deep infiltrate develops from lymphoid elements in the protracted course of the disease.

Classification

I.
Fresh gonorrhea ( course of disease up to two months):

1) acute;

2) subacute;
3) torpid.
II.
Chronic gonorrhea ( course of disease more than two months):

1) acute;

2) subacute;
3) torpid.
III.
Latent gonorrhea.
Clinical picture

Incubation period lasts from one day to two-three weeks and more. Average duration is 5-7 days. There is uncomplicated gonorrhea, that is primary affec​tion of the mucous membranes of urinogenital tract (urethra in men, cervical canal and urethra in women). Patients suffer from painful pollakiuria and dis​charge (more often purulent) from urethra or vagina.

In complicated gonorrhea other organs of small pelvis together with urino​genital organs are involved into the inflammatory process. It is accompanied by stomach pains, intoxication symptoms, and menstrual cycle disorders.

Clinical picture of gonorrheal infection in men can include symptoms of urethritis, cystitis, epididymitis, orchitis, prostatitis, balanoposthitis, littritis, cowperitis, vesiculitis, and pyelonephritis. Complains depend on the charac​ter and severity of inflammation process. They are manifested by dysuria, pu​rulent discharge from urethra, pains in the perineum with irradiation into the region of rectum, and male erection and orgasm disorder.

Clinical manifestations of gonorrhea in women can include symptoms of urethritis, cervisitis, vulvitis, vaginitis, vulvovaginitis, cystitis, pyelonephri​tis, bartholinitis, salpingitis, salpingo-oophoritis, endometritis, and metro​endometritis. Patients complain of dysuria, purulent vaginal discharge, itch, burning, discomfort in the external genitalia, painful intercourse, stomach pains, menstrual cycle disorders, increase of temperature. Gonorrheal affec​tion of other organs can be manifested by conjunctivitis, iridocyclitis, procti​tis, and pharyngitis.

Complications of Gonorrhea

I.
Prostatitis is an inflammatory process in the prostate. According to the
type and level of affection there is:

1) Catarrhal prostatitis is an affection of excretory lobules of prostate. There are no subjective symptoms. The course of disease runs without subjective symptoms. A diagnosis is made by leukocytosis discovered in the secretion of prostate after anus massage;
2) Follicular prostatitis is an affection of excretory lobules of prostate with development of pseudoabscesses in them. Symptoms of disease are frequent micturate urges, pain on urination. A prostate is enlarged on palpation. The surface of prostate is irregular because of microab​scesses;
3) Parenchymatous prostatitis is accompanied by dysuria, acute urination delay, tensive pains over the pubis, perineum, and symptoms of intoxi​cation (high temperature, chill, and headache). On palpation, prostate is diffusely enlarged, painful, and dense.
II. Epididymitis is an inflammation of epididymis.

III. Orchitis is an inflammation of testicles.

IV. Urethral stricture is a narrowing of the urethra.

V. Cowperitis is an inflammation of Cowper's (bulbourethral) glands.

VI.
Vesiculitis is an inflammation and infection of the seminal vesicles in
the male reproductive tract.

VII. Balanitis is an inflammation of the glans penis.

VIII. Balanoposthitis is an inflammation of the foreskin and glans in uncir-cumcised males.

IX. Vasitis is an inflammation of ductus deferens (spermaduct).

X. Funiculitis is an inflammation of the spermatic cord.

XI. Littritis is an inflammation of the glands of Littre.

XII. Morgagnitis is an inflammation of Morgagni's lacunae of urethra.

XIII. Paraurethritis is an inflammation of para-urethral glands.

XIV. Tysonitis is an inflammation of Tysons glands. Diagnostics of Gonorrhea
It is based on medical history data, clinical course of disease, and results of laboratory examinations (microscopy of Gramm stain or methylene blue sample, culture examination).

Treatment

Not only a patient but all sexual partners should undergo treatment with etiotropic, pathogenetic and symptomatic medications. Antibacterial means like penicilins, macrolids, tetraciclines, cefalosporins, and ftorhinolons; im-munomodulators, biogenic stimulators, enzymes, vitamins; physiotherapy and topical treatment are used to treat the disease.

Chlamydiosis

Chlamidiosis is an infectious disease of urogenital system caused by Chlamydia trachomatis. Now it is one of the most spread causative agents of inflammatory diseases transmitted sexually.

Etiology

Chlamydia Trachomatis is a gram-negative bacterium with a unique life cycle hav​ing no analogue in the nature. This microorganism is in between the bacteria and virus and combines all their main characteristics. During her life cycle a change of one form of her existence (elementary body) into another one (reticular body) takes place. Affection occurs by metabolically non-active elementary body, which in the cytoplasm of the cell becomes metabolically active but latent reticular body. It prolif​erates by binary division manyfold and then it is transformed into elementary body of a new generation capable to infect the new cells. Life cycle lasts 48 -72 hours.

Pathogenesis

Chlamydias are pathogens that exhibit tropism to the columnar epithe​lium. They are adsorbed on the cell surface of columnar epithelium, and then phagocytized, get inside. So called inclusions develop and push the nucleus to the periphery, leading even to the cell rupture with Chlamydia bodies' pen​etration into the intercellular space. Here they affect other epithelial cells.

Clinical picture

Average incubation period lasts 10-14 days.

Disease manifestations in men- scanty mucous purulent discharge from ure​thra, feeling of discomfort in urethra (itch, sometimes painful urination), red​dening of urethral lips. A specific clinical picture develops in complications (epididymitis, prostatitis). Disease manifestations in women- mucous purulent discharge from the cervical canal, ectopy or erosion of uterine neck (follicu​lar cervicitis). More than 50 per cent of chlamydia infection is asymptomatic both in men and in women, but in case of complications, specific clinical man​ifestations are revealed.

Diagnostics

1.
Laboratory methods of investigation- either a scrapping of cell from co-

lumnar epithelium or biological fluids are examined.

2.
Immune  fluorescence  methods   —   method  of direct  immune

fluorescence(DIF) is used to reveal chlamydiae outside the cell;

3.
Immune enzymatic analysis helps to reveal presence of antichlamydial

antibodies in blood or scrappings;

4. Culture examination;
5. Methods of DNA-diagnostics- PGR, LCR, DNA probes. Treatment
Etiotropic therapy- antibiotics (tetracyclines, macrolids, ftorhinolons) should be prescribed. Antibiotics are to be taken for 7 days because of pro​longed lyfe cycle of Chlamydia. Medications for cymptomatic and pathoge​netic therapy, topical treatment are also used. Patients are informed about their sexual partners obligatory examination and treatment.

Trichomoniasis

Trichomoniasis is an infectious (parasitic) inflammatory disease transferred by sexual way. Its causative agent is Trichomonas vaginalis. Trichomoniasis is a widely spread disease affecting rather often both men and women. Around 180-200 million people in the world are affected annually according to the WHO data.

Etiology

A causative agent has an oval pyriform shape. Its size is 8-40micron. Its outer layer is covered with capsule. Its body consists of thin acinose proto​plasm with numerous vacuoles. There are flagella on the body allowing pro​pelling the Trichomonas. Trichomonas cannot survive outside the human body for long.

They die under the high temperature, sun exposure, while drying but they resist low temperatures. A patient sick on trichomoniasis infects a sex​ual partner.

Clinical picture

Average incubation period lasts 6-10 days, sometimes up to 30 days. As a rule a patient complains of discharge and not infrequently it is foamy with itch, burning in the area of pudendum. There is dysuria, pain in the lower ab​domen or perineum with irradiation to the rectum. Both men and women can have a number of complications in the area of urogenital organs.

Diagnostics is based on medical history,clinical picture and laboratory ex​amination:

a.
Examination of native preparations is the simplest, available and signifi-
cant way of diagnostics;

b.
Culture diagnostics;

c.
Immune enzymatic diagnostics;

d.
DNA diagnostics.
Treatment

Etiotropic therapy — medications of imidazol group (metranidazol, orni-dazol), symptomatic, pathogenetic and topical therapies are indicated. Sexual partners are obligatory examined and treated.

Mycoplasmosis. Ureaplasmosis

It's an infection of urogenital system caused by Mycoplazma genitalium and

Ureaplazma urealiticum.

Etiology

Mycoplasms are prokaryotic microorganisms. They occupy the interme​diate position between bacteria and virus. They lack a cell wall and have only cytoplasmic membrane. Their size is 0.3-0.8mm. They propagate by binary division. Their habitat is epithelial cells of mucous membranes. Mycoplasms are capable of intracellular penetration and it allows them to be protected from damage influence of humoral immunity and antibiot​ics. It promotes development of latent and chronic forms of mycoplasmal infection.

Clinical picture

Mycoplasmal infection of urinogenital system in most of the cases is char​acterized by its chronic recurrent course without marked clinical presenta​tions and is more often revealed on laboratory examinations. Mycoplasmal infection can cause development of inflammatory process of the organs of urinogenital system and disturb reproductive function.

Diagnostics

1.
Laboratory methods of investigation- either a scrapping of cell from co-

lumnar epithelium or biological fluids are examined;

2.
Immune  fluorescence   methods  —   method of direct  immune

fluorescence(DIF) is used to reveal chlamydiae outside the cell;

3.
Immune enzymatic analysis helps to reveal presence of antichlamydial

antibodies in blood or scrappings;

4. Culture examination;
5. Methods of DNA-diagnostics- PCR, LCR, DNA probes. Treatment
Etiotropic therapy- antibiotics (tetracyclines, macrolids, ftorhinolons) should be prescribed on the basis of clinical symptoms, medical history, and laboratory examination results. Sexual partners' examination and treatment is obligatory.

 Recommended literature
Main:

1. Dermatology and venereology: Textbook for students institutions of vocational pre-university and higher education. 2nd ed., pp. Approved by the Ministry of Health / V.I. Stepanenko, A.I. Chobotar, S.O. Bondar et al. K., 2020.

2. Dermatology. Venereology. T.V. Svyatenko, I.V Svystunov. Publisher: New book, 2021, p. 656.

3. Dermatology and venereology: a study guide for the preparation of students of higher medical education institutions in the specialty "Medicine" on the topics presented for independent work / O.I. Denisenko, M.P. Perepichka, M.Yu. Gaevska [and others]. Chernivtsi, 2019.

4. Workshop on dermatology and venereology / V. I. Stepanenko, A. I. Chobotar, S. O. Bondar. Kyiv: Medicine, 2018.

5. Dermatology, venereology / According to the general edition of O.O. The season - Guide for students, masters of higher educational institutions. – Lviv: DrukZahid LLC, 2017.

6. Dermatology, venereology in questions and answers / Edited by O.O. The season - Guide for students, masters of higher educational institutions. – Lviv: DrukZahid LLC, 2017.

Additional:

1. Dermatology, Venereology. Textbook / [Stepanenko V.I, Shupenko M.M., Mikheiev O.G. et al.]; under edit. of V.I. Stepenenko. Kyiv.: KIM, 2013.

2. Skin Disease: Diagnosis and Treatment. Thomas P. Habif. Publisher: Elsevier, 2017, p. 688.

2. Dermatology. Venereology: tutorial. for students higher honey. education closing III-IV levels of accreditation / V.I. Stepanenko, M.M. Shupenko, P.M. Nedoboi, S.G. Svyrid, V.G. Kolyadenko [and others]; under the editorship V.I. Stepanenko; National honey. University named after O.O. Bogomolets K.: KIM, 2012.

3. Dudyun A.D. and sang Sexually transmitted infections (study guide). - Kyiv. Polygraph Plus, 2012. – 133 p.

4. Svyatenko T. V. [etc.]; edited by: T. V. Svyatenko, I. V. Svistunova; rec.: O. I. Denysenko, L. A. Bolotna Dermatology. Venereology: an atlas for senior university students, intern doctors, post-graduate students, clinics. residents, doctors of various specialties /— Vinnytsia: Nova Kniga, 2020. — 424 p.

5. Rook's Textbook of Dermatology Eds.: T. Burns, S. Breathnach, N. Cox, C. Griffiths. 9th ed. 4 Volume Set - Wiley-Blackwell, 2016. - 4696 p.

6. Andrews' Diseases of the Skin: Clinical Dermatology Odom R.B., James W.D., Berger T.G. 12th ed. - Saunders, 2015. - 968 p.

7. Fitzpatrick's Dermatology in General Medicine. 8th ed. Eds.: L. A. Goldsmith et al. - N.Y.: McGraw-Hill medical, 2012. - XXX. - 3076 p. (Two volumes). 
8. Habif Thomas P. Clinical Dermatology: A Color Guide to Diagnosis and Therapy. Sixth edition. St. Louis. –  Missouri: Elsevier, 2016. – 1008 р.

Electronic information resources
University website https://onmedu.edu.ua/
Departments E-mail  kdvrem@onmedu.edu.ua 
Library  library@onmedu.edu.ua
Nosology�
Causative agent�
�
1 Syphilis�
Treponema pallidum�
�
2. Gonococcal infection�
Neisseria gonorrhoeae�
�
3. Chancroid�
Haemophilus Ducreyi�
�
4. Lymphogranuloma venerium�
Chlamydia trachomatis�
�
5. Granuloma inguinale�
Calymmatobacterium granulomatis�
�
3, 4, 5 occurs mainly in tropical countries�
�
�
Other sexually transmitted infections�
�
A. With predominant involvement of genitals�
�
�
1. Urogenital Chlamydia�
Chlamydia trachomatis�
�
2. Urogenital trichomoniasis�
Trichomonas vaginalis�
�
3. Urogenital mycoplasmosis�
Mycoplasma hominis�
�
4. Candidiasis�
Candida albicans�
�
5. Genital herpes�
Herpes simplex virus�
�
6. pointed wart�
Papillomavirus hominis�
�
7. Genital molluscum contagiosum�
Molluscovirus hominis�
�
8. Bacterial vaginosis�
Gardnerella vaginalis�
�
9. Urogenital shigellosis�
Shigella species�
�
10. Pediculosis pubis�
Phthirus pubis (pubic lice)�
�
11. Scabies�
Sarcoptes scabiei�
�
B. With predominant involvement of other organs�
�
�
1. Infection due to HIV�
Human immunodeficiency virus�
�
2. Hepatitis В�
Hepatitis В virus�
�
3. Cytomegalovirus infection�
Cytomegalovirus hominis�
�
4. Amebiasis�
Entamoeba histolytica�
�
5. Lambliasis�
Giardia intestinalis( lamblia)�
�
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