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The Brief Historical Assay of the Development of Dermatovenereology

Two main dermatological schools were formed at the end of the 18th century in Europe. The French school of dermatology, founded by Jean Alibert (1768-1837), who suggested the classification of skin diseases, presented it as a tree (the trunk of the tree was the skin and the brunches were the genera of diseases). He believed, that skin diseases developed because of the general disorders of the organism (“abnormal mixture of the body’s humours”). Another representative of the French dermatological school was Antoine Bazin (1807-1878). The essence of his scientific concept was that there were actually no skin diseases, but only diseases of entire organism and the lesions of the skin were the manifestation of them. 

In 1845 Ferdinand von Hebra (1816-1850) and M. Kaposhi (1837-1902) are considered to be the founders of the Vienna (German) dermatological school. They elaborated patho-morfological classification of dermatoses. They attributed the main significance in the origin of dermatoses to the harmful effects of external agents.

A.G. Polotebnov (1839-1907) in St. Petersburg, a student of S. P. Botkin, was the founder of Russian dermatological school. 

Prof. A. I. Pospelov (1846-1919) a famous dermatologist, who set up one of the best clinic in Europe and a museum of moulages, was the founder of Moscow dermatological school. 

Associated professor L. K. Goretzky in 15 August 1863 began to deliver a facultative course of skin  and venereal diseases in Kiev. He managed to unite properly theoretical and practical training of students at the base of the clinic, created by him. In 1883 the department acquired independent status and was headed by M. I. Stukovenkov (1843-1897), who practiced at first under Botkin’s guidance and then became a founder of Ukrainian dermatovenereological school. M. I. Stukovenkov was the first to give clear-cut descriptions of fungiform mycosis, pemphigus foliaceous and rhinoscleroma. He was the author of the original method of the detection of mercury in the urine of patients with syphilis (during their treatment  with mercury).

M. I. Stukovenkov created original scientific school, among his students were famous dermatovenereologists: professors I. F. Zelenev, V. K. Borovsky, P. V. Nikolskiy and others. 

Among the prominent dermatologists who worked in the Stupenkov’s clinic was his student  prof. P. V. Nikolsky (1858 – 1940), who developed the concept of nervism in dermatology, describing physiology of the skin and interpreting the pathogenesis of various dermatoses.  P. V. Nikolsky’s original manuals “General Therapy of Skin Diseases” and “Skin Diseases” which saw light in several editions and are still popular. He substantiated the sign of the easy separation of the stratum corneum from the underlying layers in pemphigus, which is known in world literature as Nikolsky’s  sign. 

Leading dermatovenereologists , such as O. M. Tizhnenko, A. I. Kartamyshev, M. M. Kuznetz,  S. M. Bogdanovich worked in Kiev. Prof. A. M. Krichevsky (1897-1973), who was at the head of Ukrainian dermatovenereologists and who was famous for his extensive search in disclosing the virus nature of psoriasis, pemphigus and other dermatoses; he worked much at the problem of the treatment of patient with skin and venereal diseases.

Prof. A. I. Kartamyshev (1897-1973), Merited Worker of Science, headed the departments of dermatovenereology of Bashkir and Kiev Medical Institutes for more than 40 years and he headed Central Institute of Postgraduate Training, also for the last 17 years of his life. He is a famous for the research in the field of bullous dermatoses and the use of hypnosuggestive therapy in dermatology. His monograph “Hypnosis in Dermatology”, which was published in 1936, was the first Russian book on this problem. A. I. Kartamyshev is the author of over 20 monographs and 2 textbooks for secondary and higher schools.

The famous dermatologists prof. I. B. Veynerov, K. A. Kalantyevskaya, A. A. Sobolev, I. S. Popov, B. A. Zadorogny and others worked in Kiev, Kharkov and other cities of Ukraine. 

Among them was prof. I. S. Popov (1882-1967), who worked in Kharkov. He specialized in the field of mycology. 

A prominent event in Ukrainian dermatovenerology was the activity of a brilliant physician and scientist V. O. Lustchitsky (1895-1964). He was head of the department of dermatovenereology at Kharkov Institute of Postgraduate Medical Training, who contributed a lot to area of oncological skin diseases. 

From 1960 to 1972 prof. I. I. Pototsky headed the department of dermatovenerology of Kiev Medical Institute. He investigated the role of the nervous system in the inflamed skin and the metabolic processes in the skin. He was the author of many monographs on dermatology such as “Reticuloses of the Skin”, “Ichthyosis” and “Disorders of the Skin in Patients with Leucoses”. 

I. I. Potozky brought up a galaxy of tallanted dermatologists. Under his guidance had  been completed over 40 dissertations. 

Since 1974 prof. V. G. Kolyadenko is vice rector and head of the dermatovenereological department of National Medical University in Kiev. V. G. Kolyadenko with his collaborators investigate methods of hyper-, thermo-, cryo- and ultrasonic therapy, hyperbarooxygenation and reflexotherapy used in skin disorders, gonorrheal and non-gonorrheal uretritis in males. 

Nowdays professors B. T. Glukhenky, L. D. Kalyagina, I. V. Shutsky, L. P. Cricunov, I. I. Mavrov, N. V. Romanenko, V. M. Kovalev, V. P. Fedotov, U. A. Rodin, A. I. Milyavsky, I. N. Lyashenko work in field of dermatology in Ukraine. 

In 1902 a physician E. A. Soloveychik founded the department of skin and venereal diseases at Novorossiysk University in Odessa. He headed it from 1902 to 1904.

A brilliant student of A. I. Pospelov E. S. Glavche (1861-1919) organized an excellent dermatological clinic in Odessa, which later became a large leading dermatovenereological centre in Ukraine (Odessa Research Institute of Dermatology and Venereology). 

From 1904 to 1909 prof. V. M. Zarubin headed the department. He studied epidemiology, course and treatment of venereal diseases, syphilis in particular.

One of the founders of dermatovenereological department at Odessa Medical University was prof. S. S. Yakovlev. He headed it for 19 years, from 1910 to 1929. Collaborators of the department during this period investigated syphilis and the 4th venereal disease. 

A famous scientist prof. I. A. Matusis was head of the department from 1929 to 1950. Upon completing a training course as a postgraduate student at German dermatological clinic he started his work in Odessa. He studied metabolic processes and base metabolism in skin and venereal diseases. I. A. Matusis was the dean of medical faculty and vice rector of Odessa Medical Institute also. His investigations were continued by associated professor A. N. Pavlov (1953-1955).

Then prof. A. P. Pavlov headed the chair (1955-1957). Effectiveness of sanatorium and health resorts treatment in patients with dermatoses was the principle subject for his research.

Ph. D. S. I. Matuskov headed the chair from 1955 to 1958. Occurrence of pyoderma at the industrial establishments became the main direction of his work.

Among the prominent representatives of Odessa dermatovenereological school a special place belong to  prof. M. V. Borzov, who was head of the department from 1958 to 1973. He was the first to use antibiotics in treatment of the 4-th venereal disease (1943), he suggested vacuum therapy in skin diseases, hormone therapy in some dermatoses, human interferon for patients with herpes, drug “Ulgon” in external treatment of lupus tuberculosis, also he studied occupational and fungus diseases, particularly in sailors, as well, as other problems of dermatovenereology. 

Some of his students nowadays work at the dermatovenereological department of Odessa State Medical University. Prof. G. I. Lobanovskywas among his prominent students. He headed the chair from 1973 to 2002. At the period collaborators of  the department prof. L. N. Kovalyova, associated prof. S. V. Goncharov, I. I. Zelinskaya, S. S. Korhov, S. S. Pilyugina, assistants V. V. Purisheva, N. E. Ochtishkin and others continue researches of their teacher. 

Since 2003 prof. M. Y. Lebedyuk is head of the department. He contributed greatly into the field of the scientific research of the methods of diagnostics and treatment of chlamidiosis and other diseases transmitted by sexual route. 

Syphilis, AIDS, other diseases transmitted  by sexual route, occupational disorders immunological changes in dermatoses and other problems of modern dermatovenereology were the main directions of research of the department  and remain so at this time.

SKIN ANATOMY AND HISTOLOGY
The human skin (cutis) is the outer, covering of the body. In an adult, the skin surface measures to 2 m2. The mass of skin in an adult accounts for approximately 5 per cent while together with the subcutaneous far for about 16 per cent of the total body mass.

The epidermis is stratified epithelium undergoing keratinization, it consists of the following layers: (1) germinative layer, or stratum basale, or stratum germinativum; (2) prickle-cell layer, or stratum spinosum; (3) granular layer, or stratum granulosum; (4) stratum lucidum; (5) horny layer, or stratum corneum.

There are many nerve endings in the epidermis but no blood vessels.

The germinative layer (stratum basale) is the innermost layer of the epidermis and borders directly upon the dermis. It consists of a single layer of prismatic (columnar) cells arranged like a palisade; between these cells there are slit​like spaces. Large round or oval nuclei are seen mostly in the upper part of the cells.

In addition to the prismatic cells, the germinative layer contains a few peculiar branching (dendritic) cells with small dark nuclei and a light protoplasm.

With regard to function, the cells of the germinative layer have two features. First, they are main sprouting (cambium) elements of the epidermis, from which cells of all the overlying epidermal layers form. The columnar cells arranged perpendicular to the basement membrane divide by mitosis. It is now believed that the function of pigment-formation is inherent only in the dendritic cells of the stratum basale which are the only true melanocytes.

The prickle-cell layer (stratum spinosum) overlies the germinative layer and consists of five to ten rows of cells which are cuboid. The cells of the prickle-cell layer come in contact by means of protoplasmic processes.

The granular layer (stratum granulosum) contains one to two or four rows of cells elongated parallel to the epidermis; the nuclei of these cells gradually grow smaller and numerous granules which take a deep stain with the main dyes appear in the protoplasm. It proved, however, that this substance is neither keratin nor hyalin but is related to DNA in structure.   The lucid layer (stratum lucidum) overlies the granular layer and is composed of elongated cells containing a special protein substance which refracts light strongly.






Impermeability of the epidermis to water and electrolytes is associated with the stratum lucidum and that it consists of two layers, the upper one has an acid and the lower an alkaline reaction.










The horny layer (stratum corneum) is the outermost layer of the epidermis, it comes in direct contact with the external environment and is distinguished by resistance to a variety of external factors. It is composed of fine, anuclear keratinized elongated cells. They are firmly attached to one another and are filled with a horny substance (keratin). This is an albunoid substance poor in water and rich in sulphur and contains fats and polysaccharides.









The dermis, or true skin (derma, cutis, corium) is located between the epidermis and the subcutaneous fat. Two layers are distinguished in it, the papillary, or the subepithelial layer and the reticular layer. The boundary between the epidermis and the dermis has the appearance of an uneven wavy line. The basement membrane situated between the epidermis and the dermis plays an important role in metabolic processes.

The true skin is composed of a fibrous substance of collagen, elastic, and argyrophil (precollagenous) fibres, and an astructural amorphous interstitial substance found between the connective-tissue fibres.

The reticular and particularly the papillary layer of normal skin have a small number of various cell elements: fibroblasts, histiocytes, lymphocytes, mast and plasma cells, and peculiar pigment cells (melanophages).

Hairs, glands (epithelial appendages of the skin), muscles, vessels, nerves and nerve endings are located in the dermis.


The subcutaneous tissue, or hypoderm, consists of thick bundles of collagen and elastic fibres stretching from the reticular dermal layer and forming a wide-loop reticulum in which accumulations of large fat cells, lobules of fatty tissue, are lodged. The fat cells are almost completely formed of a large drop of fat which displaces the cell nucleus to the periphery, and a very small amount of protoplasm.


The blood system of the skin is formed of several networks of blood vessels. On the boundary of the dermis and hypoderm a deep arterial plexus of the skin forms. The deep arterial plexus gives off quite large arteries which reach the subpapillary layer and form here a superficial subpapillary arterial plexus.




In the area up to the boundary with the subcutaneous fat, there are four venous plexuses.







The lymphatic system of the skin forms a superficial and deep networks. The superficial lymphatic network arises in the papillary layer. The second network of lymph vessels is in the lower part of the dermis.

The skin is richly supplied with nerve fibres and special nerve end apparatus of nerve endings which form together a large receptor field of the skin as the result of which it can accomplish the function of a sense organ.

Both the cerebrospinal and the vegetative (sympathetic) nerves contribute to the innervation of the skin. The main nerve plexus is in the deep parts of the subcutaneous fatty tissue.

There are free (non-capsulated) and encapsulated nerve endings(receptors).  

        The sensory nerves of the skin and the special end apparatus make it possible to perceive the sensation of pain, warmth, cold, pressure, and touch.

        The following encapsulated end apparatus are distinguished in the human skin: laminated Vater-Pacini corpuscles, Golgi-Mazzony bodies, Meissner's corpuscles, Krause's bulbs, and Ruffini's bodies.

Laminated Vater-Pacini corpuscles are the largest encapsulated receptors, which may measure 3 mm and more. They are usually located in the subcutaneous fatty tissue and are thought to be the receptors of the sense of deep pressure and proprioceptive sensations.

Golgi-Mazzony bodies are now considered to be a variety of laminated corpuscles although they are much smaller than these corpuscles and are located not in the hypoderm but in the dermis, almost directly under and in the papillae.

Meissner's tactile corpuscles are situated in the papillae and have an elongated​oval shape.

Krause's bulbs (the receptors for the sensation of cold) are situated in and under the papillae.

Ruffini's bodies (receptors for the sensation of warmth) resemble Krause's bulbs in structure but are located much deeper, in the deep parts of the dermis and in the upper parts of the subcutaneous fat.
The grandular apparatus of the skin is varied and consists of the sebaceous and sweat glands of different structure and a diverse principle of functional activity.

The sebaceous glands (glandulae sebaceae) are related to holocrine glands in the character of secretion, i. e. glands in which the formation of the secretions is associated with physiological degeneration and decomposition of the cells of the gland.

The sebaceous glands are found in all skin areas with the exception of the skin of the palms and soles. In most cases they are connected to the hair follicles, one or more (up to six or eight) sebaceous glands surrounding a follicle. Sebaceous glands of the inner surface of the prepuce are called Tyson's glands (they produce smegma), those on the margins of the eyelids are known as Maibomian glands.

The sweat glands (glandulae sudoriberae) are simple tubular glands which secrete sweat by reflex and play an important role in thermoregulation. In the human skin their number exceeds 3 million.

According to the character of secretion, eccrine and apocrine sweat glands are distinguished. In the process of secretion, the cells of the eccrine glands are preserved while the apical part of the cells of the apocrine glands is destroyed and turns into the secretions.The sweat glands secrete 300 to 800 ml of sweat daily.











The eccrine gland is a long epithelial tube which has a coiled end (the body of the gland) located in the deep layers of the dermis, less frequently in the upper layers of the hypoderm, and a long draining duct.








The apocrine sweat glands are located predominantly in the axillae and there are very many of them around the anus, in the region of the nipples, the external female genitals, in the groin, on the pubis, and around the umbilicus. When these glands discharge their secretions part of the secretory cells die. The activity of the apocrine glands is linked with the activity of the sex glands and they therefore remain underdeveloped until the period of sexual maturation. In the elderly their function weakens.

       Several types of hair are distinguished: long (on the head, beard, moustache, in the axillae, pubis, genitals); bristly (eyebrows, eyelashes, the hair in the nose and external acoustic meatus); downy (on the face, trunk, and limbs).

There are 300 to 320 hairs per 1 cm2 on the crown of the head.

The hair consists of a shaft rising above the skin surface (the outer or free part of the hair) and a root buried in the dermis. The hair root enclosed in membranes and a connective-tissue capsule is called the hair follicle, or sacculus. The lower expanded part of the root is known as the hair bulb, this is the site from which the hair grows. The hair papilla conveying nerve fibres and blood vessels supplying nutrients to the hair protrudes into the bulb.

The nail (unguis) is a horny plate on the dorsal surface of the distal phalanx of the fingers and toes (nail bed). The proximal end and sides of the nail plate are covered with skin folds called the nail folds.










The nail has a body (corpus unguis), a root (radix unguis) which is its proximal part, and a distal free margin (margo liber) that freely protrudes forward. The proximal nail fold covers the proximal part of the nail plate like an arch and forms a thin horny plate of the epidermis, the nail cuticle (eponychium). The area of the nail. bed covered by the nail root is called the matrix; this is where the nail grows.

The nail plate is formed of hard compact horny masses the outer surface of which is smooth, whereas the inner surface is rough because it has horny ridges which ensure close fitting of the nail plate to the nail bed.

Histological features of f child's skin. The skin begins to form from two embryonal buds in the first weeks of intrauterine life. The epidermis forms from the ectodermal germinative layer, ectoderm, and the dermis and subcutaneous fat from the mesoderm.

Underdevelopment of the central nervous system, lability, imperfect immunity, and variability of metabolism are especially revealed before the age of three years. These conditions together with the abundance of vessels in the child's skin, its looseness, a high content of water, increased permeability of vessels and tissues lead to a more frequent and more turbulent development of allergic reactions in children.

The dermis in children, like the epidermis, has marked structural specific features which distinguish it from the dermis of an adult. In a child, for instance, there is a prevalence of cell elements while the elastic and collagen fibres are insufficiently developed.

In the subcutaneous fat of children there is an abundance of fatty lobules and, as a result, looseness of the pronounced hypoderm. As compared to the fat cells of adults, those of children contain liquid oleic acid in a lesser proportion but larger amounts of high-melting denser acids such as stearic and palmitic acids, which determines a high turgor of the subcutaneous fat.

Skin physiology. The skin and external mucous membranes separate the human organism from the environment and accomplish a variety of functions.




Many properties of the skin allow us to speak of the barrier function of the skin in a broad sense.





The skin is resistant to mechanical effects.



The stratum corneum of the skin, being a poor conductor of heat, protects the underlying tissues from drying.



The skin protects the organism from the damaging effect of sun rays because it contains the pigment melanin.



The skin surface is covered with an acid (pH 5.0-6.0) water-lipid mantle, which attenuates or neutralizes the damaging effect of chemical substances and prevents penetration of microorganisms into the skin. The definite role of the skin in the control of the entry of infections into the body is also a protective function.




     





Both the cerebrospinal and vegetative (sympathetic) nerves contribute to the innervation of the skin as the result of which it can accoplis the function of organ sense.




It also takes part in the processes of thermoregulation, secretory, excretory, respiratory and resorption function and in the formation of keratin, melanin and vitamin D.
HISTOMORPHOLOGICAL CHANGES IN THE SKIN
The pathological processes in epidermis have a peculiar course.

The first type of serous inflammation is marked by intracellular oedema, or vacuolar degeneration, in which vacuoles forming in the protoplasm of the cells of the Malpighian layer are arranged in the vicinity of or around the nucleus and displace it to the periphery. In such cases the nucleus is distorted and often has all the signs of pyknosis.

The second type of serous inflammation is characterized by spongiosis, or intercellular oedema (status spongioides), in which the oedematous fluid separates the intercellular spaces of the Malpighian layer and ruptures the intercellular bridges, as a

result of which the connections between the cells are lost, the cells themselves become oedematous, and epithelial vesicles begin to form. Spongiosis is typical of eczema and other dermatoses.



The third type of inflammation of the epidermis is ballooning degeneration occurring in necrobiotic and degenerative changes in the cells of the Malpighian layer. Destruction of the intercellular bridges leads to the loss of the connections between the cells which swim freely in the serofibrinous contents of the vesicle and take a spherical shape. Such changes are found, for instance, in herpes.







Besides serous inflammation, the following peculiar pathological changes may be found in the epidermis.




Acanthosis is intensified proliferation of the prickle-cell layer in the form of projections into the dermis to this or that depth.



The connective-tissue papillae of the dermis are elongated accordingly, the condition is known as papillomatosis. Acanthosis is encountered in psoriasis and eczema.



Acantholysis is melting of intercellular epithelial bridges, the impairment of firm connections between epithelial cells if the prickle layer with the result that cells are easily separated and form more or less large layers of the desquamating epidermis. Such a process is observed in pemphigus.



Dyskeratosis is abnormal cornifcation of the cells of the epidermis; it may occur as hyperkeratosis, i. e. thickening of the horny layer without changes in the structure of the cells, or parakeratosis, i. e. the presence in the horny layer of the epidermis of cells with stained rod-shaped nuclei (the granular and clear layers are absent in such cases).






Granulosis is thickening of the granular layer of the epideimis.

GENERAL SYMPTOMATOLOGY OF SKIN DISEASES
A person suffering from a skin disease usually applies for medical advice because he discovers objective changes on the skin or visible mucous membranes, which are sometimes attended by subjective disorders.









Dermatological patients may complain of an itch (which is a particularly frequent occurrence in dermatoses), a sensation of burning or stinging, pain, etc.

Objective symptoms. To define properly the pathological skin process, which is manifested by morphological lesions composing the skin affection, the dermatologist must appraise the condition of the skin over the whole body of the patient, its colour, turgor, moistness, lustre, local temperature, etc.

All lesions of skin eruptions are subdivided into primary and secondary Primary inflammatory morphological lesions appear on a seemingly healthy skin as the first, direct reaction to an exogenous or endogenous stimulus. Secondary morphological lesions form as the result of spontaneous evolution of the primary lesions or as a consequence of applied treatment. The primary morphological lesions are subdivided into infiltrative and exudative.

Primary morphological lesions.

A spot (macula) is a circumscribed alteration in the colour of the skin or mucous membrane. In most cases it is not raised above the surface of the skin and does not differ from it in consistency.

According to the cause of their formation, yascular, haemorrhagic, and the less frequent pigmentation maculae are distinguished.

Vascular maculae are clinically manifested by a circumscribed redness of the skin as the result of dilation of the vessels of the superficial vascular network. They are subdivided into inflammatory and non-inflammatory. An inflammatory vascular macula is a circumscribed area of skin redness of various size.

A macula formed as the result of dilatation of the skin vessels disappears when it is pressed but reappears when the pressure is removed.

Small inflammatory rose-coloured spots which may reach the size of the nail of the little finger form a rash called roseola. This rash occurs in secondary syphilis, drug rash, etc.




Large vascular spots (the size of a child's palm and larger) are called erythema. They may be swollen, have irregular contours and a bright red colour; they are concequent, as a rule, upon acute inflammatory dilatation of vessels in patients with eczema, dermatitis, 1 st degree bum.

Maculae caused by stable non-inflammatory dilatation of the superficial skin vessels (capillaries) are called telangiectasias. They also disappear on pressure and reappear when it is removed. Telangiectasias are acquired spots which may occur independently or be a component of the clinical picture of acne rosacea, cicatrizing erythematosis, and some other diseases. Non-inflammatory vascular birthmarks (naevi) are congenital maculae.









Effusion of blood into the skin may occur in increased permeability of the vascular walls, as a result of which haemorrhagic maculae form, which do not disappear when they are pressed. Depending on the period of time after the effusion, these maculae are red, bluish-red, purple, green or yellow. They are distinguished according to size: pinpoint haemorrhages are called petechiae, small round and usually multiple haemorrhages are known as purpura, large linear haemorrhages - vibex, effusion of blood over a large area with irregular contours is called ecchymosis.







Pigmentation spots form on areas with an increased or decreased content of the pigment melanin in the skin. They may be patches of hyperpigmentation or depigmentation. Pigmentation spots may be congenital (birthmarks, lentigo, albinism) or acquired (freckles, chloasma, vitiligo). Small patches of depigmentation are called leucoderma. True leucoderma occurs in patients with secondary recurrent syphilis when these spots of depigmentation form against a hyperpigmented background.




A papule is a solid, more or less hard lesion, elevated above the skin surface. It resolves leaving neither a scar nor cicatricial atrophy, though a non-persisting trace, pigmentation or depigmentation, may remain. Papules which mainly occur in the epidermis are called epidermal (e. g. a flat wart), those found in the dermis are called dermal (e. g. in secondary syphilis). Papules most commonly have epidermo-dermal localization (e. g. in lichen planus, psoriasis, neurodermitis).

They are marked by inflammatory infiltration in the papillary layer of the dermis.

Papules vary in size, from that of a pin head to that of a coin or may be larger. Papules of the size of a millet seed or the head of a pin are called miliary, of the size of a lentil or pea, lenticular, those of the size of a coin are called nummular. Large (hypertrophied) papules are mainly encountered in secondary recurrent syphilis (condyloma Iatum). Confluent papules form plaques (to the size of a child's palm).

A tubercle is an infiltrative solid skin elevation of a non-acute inflammatory character. It often ulcerates and terminates by cicatrization or cicatricial atrophy. A tubercle and nodule may be similar in size, shape, surface, colour, and consistency. The inflammatory cellular infiltration in tubercles spreads mainly in the reticular layer of the dermis and histologically is an infectious granuloma.

A node is a primary infiltrative morphological lesion. It is large (the size of a pea to that of a walnut or larger) and is situated in the subcutaneous fat.

Exudative primary morphological lesions. A vesicle is a primary morphological lesion of an exudative character; it has a fluid-containing cavity and is slightly elevated. A cavity with serous, less frequently serosanguineous contents, a covering, and floor are distinguished in a vesicle. The vesicles may be situated under the horny layer, in the middle of the epidermis, and between the epidermis and dermis; they may be unicamerate or sometimes multicamerate (in which case one gets the impression that the patient has a bulla, but the last has no septa). The size of a vesicle ranges from that of a pin head to the size of a lentil. The contents of the vesicle may be clear, serous, less frequently sanguineous, and often turn cloudy. The fluid discharged from the vesicle dries to form a crust or the covering of the vesicle ruptures, an erosion forms and weeping occurs.

A bulla is an exudative cavitary lesion the size of a hazel nut to that of a hen's egg and larger. Like the vesicle, it consists of a covering, a cavity with serous contents, and a floor. A bulla under the horny layer is called subcorneal, one in the thickness of the prickle-cell layer intraepidermal, and bulla found between the epidermis and dermis is called subepidermal. The bullae are spherical, semispherical or oval, and their contents are clear, yellowish, less frequently cloudy or sanguineous.




A pustule is an exudative cavitary lesion containing pus. There is a considerable number of leucocytes in the purulent exudate.










A wheal is an exudative non-cavitary lesion which forms as a result of circumscribed acute-inflammatory oedema of the papillary skin layer. It is a rather hard cushion-like elevation, spherical, or less frequently oval in shape, which is attended with strong itching. A wheal is an ephemeral lesion, i. e. it usually disappears rapidly (from several scores of minutes to a few hours) leaving no trace. It may be the size of a pea to that of a palm and larger. It is pale-pink in colour.







Wheals appear on the skin in urticaria.

Secondary morphological lesions.

Secondary morphological lesions develop in the process of evolution of primary morphological lesions.

Pigmentation. Here we shall deal with hyperpigmentation consequent upon increased deposit of the pigment melanin after the resolution of primary (papules, tubercles, vesicles, bullae, pustules) and secondary (erosions, ulcers) skin lesions. Secondary hypopigmentation is associated with a diminished content of melanin in separate skin areas and is known as secondary leucoderma.

Scales (squamae) are detached horny laminae. Unnoticeable physiological shedding of the laminae of the horny _ layer occurs continuously under normal conditions. These laminae are removed by washing and rubbing of the clothes against the skin. In some pathological conditions the formed scales are seen with the naked eye. They characterize the process of abnormal desquamation. Small and fine scales resembling flour or bran are called branny and the shedding of such scales is termed furfuraceous desquamation; it is encountered, for instance, in pityriasis versicolor. Larger scales are termed lamellae and their shedding is called lamellar desquamAioi it is encountered in psoriasis.

Crusts (crustae) form when a serous exudate, pus or blood, sometimes with a. admixture of the drugs applied, dries on the skin. Therefore serous, purulen seropurulent, sanguinopurulent, and other kinds of crusts are distinguished.

Linear fissures (defects in the skin) appear when the skin loses its elasticity due ​to inflammatory infiltration on skin areas that are, subject to stretching (e. g. at angle,,. of the mouth, in the folds between the fingers or toes, on the skin overlying the joints, in the region of the anus, etc).

An excoriation is a skin defect resulting from scratches or some c4hher traumatic damage. Scratching may injure not only the epidermis but also the papillary layer of the dermis; no scars form in such cases. A deeper penetrating excoriation leaves a scar, pigmentation or depigmentation. Excoriations are objective signs of excruciating itching.

Erosion is a superficial skin defect within the epidermis. Erosions appear after rupture of vesicles, bullae and pustules and are of the same shape and size as the primary morphological cavitary lesions in whose place they had formed.

An ulcer (ulcus) is a skin defect with involvement of the epidermis, dermis, and sometimes the deeper lying tissues. Ulcers develop from tubercles, nodes, and after rupture of deep pustules.

A scar (cicatrix) forms in place of deep defects in the skin which had been replaced by coarse, fibrous connective tissue (collagen fibres).

Hypertrophic scars raised above the skin surface form as the result of excessive amount of hard fibrous tissue; they are called keloidal scars.

Cicatricial atrophy is a condition in which finer connective tissue forms and in a lesser amount than in a scar. In such cases the skin in the affected area is very thin, devoid of the normal pattern for the most part, and is often depressed, i. e. is below the level of the surrounding skin.

Lichenization, or lichenification is thickening and hardening of the skin marked by exaggeration of its normal pattern, hyperpigmentation, dryness, roughness, and shagreen-like appearance.








Vegetations form in the region of a persistent inflammatory process as the result of intensified proliferation of the epidermal pricklecell layer. They have the appearance of villi, dermal papillae which lend them an uneven nodular character resembling a cock's comb. Vegetations whose surface is covered with a thickened horny layer are hard, dry and grey. Eroded vegetations, which are a frequent finding when the lesion occurs on rubbing surfaces, are soft, succulent, pinkish-red or red; they bleed easily and discharge a serous or serosanguineous secretion.



Methods for examination of a patient in skin diseases.
The dermatologist or venereologist inquires about the patient's complaints and the reason why he came for medical advice. If the patient says that he has a rash on the skin or mucous membranes, the physician asks him to show the affected area. Therefore, in the practice of dermatologists and venereologists (particularly under the conditions of an out-patient clinic), precedence in examination is very often given to visual inspection rather than to the collection of a detailed medical history, analysis of the patient's age, occupation, etc. How can this be explained?

We have already pointed out the importance of the knowledge of primary and secondary morphological lesions, the ABC of dermatology, which often allows the diagnosis to be read on the patient's skin. When the dermatosis is clearly manifest and there is no need for additional methods of examination, the physician makes the diagnosis and continues again collecting the medical history, gaining information on the conditions of life and work, and studying the condition of the internal organs and nervous system and other data which may help in the prescription of rational treatment and conduction of proper preventive measures eventually against recurrences of the disease.
PYODERMAS
      Pyodermas are skin lesions characterized by the presence of pus. 

                They account for most skin diseases and take first place among all dermatoses.

           Pyodetnias are also the most 'prevalent of all dermatoses encountered in pediatric dermatological practice.

             Aetiology. Various species of staphylococcus and streptococcus are the most common causative agents of pyoderma. The disease may also be caused by other microorganisms.

      Pathogenesis. The development of any form of pyoderma is detelmine not only by the pathogenicity and virulence of f the strain but also by diverse exogenic    and  endogenic predisposing factors which alter the protective functions, of theskin and reduce, in particular, it's capacity to resist the development of pyoderma. Among the most common exogenic factors conducive to the occurence of pyoderma the following are important: (1) superficial skin injuries (microtraumas) such as cuts, excoriations, scratches, superficial bums, etc.; in infants they may be consequent upon maceration developing from improper swaddling; (2) soiling of the skin (occupational soiling and soiling of the skin because of a faulty hygienic care of children; (3) overcooling or overheating of the body in children this, occurs because their thermoregulation is imperfect.

The endogenic factors are just as diverse; note should be made of disorders of carbohydrate metabolism (hyperglycaemia), functional disorders of the nervous system (vegetative neuroses), fault in nutrition, hypovitaminosis (especially A and C), acute and chronic emaciating diseases, diseases of the gastro-intestinal tract (intestinal toxicosis), and hereditary factors.

The conducive factors for the development of pyodermas in children are an imperfect physiological barriers; particularly increased moistness, looseness, and fragility of the epidermal horny layer, labile colloidoosmotic state, and high absorption capacity of the skin.

Classification. All pyodermas are subdivided into staphylococca streptococcal, and mixed according to the aetiological factor, the depth of the localization of the process.








In staphylococcal pyodermas the process develops predominantly in the region of the hair follicles and in the sweat and sebaceous glands. The pustules are conic or semispherical, their walls are thick and tensed, and the pus is a thick and yellowish​ green; downy hair is often found in the centre of the pustule. Only in children staphylococci cause the development of superficial bullae which are not connected with the sebaceous-hair follicles or the sweat glands_

In streptococcal pyodermas, neither the sebaceous-hair follicles nor the sweat glands are involved in the process. The lesions are predominantly superficial a, character, the vesicles are flat with thin and flabby walls (phlyctenas) and with a seropurulent exudate. These pustules are marked by a tendency to peripheral growth. Superficial pyodermas (phlyctenas) occur only within the epidermis and leave a temporary pigmentation. Deep pyodermas penetrate the dermis and sometimes the subcutaneous fat and leave scars or cicatricial atrophy.

The following staphylococcal pyodermas are distinguished: ostial folliculitis, sycosis, deep folliculitis, furuncle, carbuncle, hidradenitis. In these cases, the pathogenic staphylococci are mainly localized in the orifices of the hair follicles and the sweat and sebaceous glands, which determines the clinical features of staphylococcal pustules. In newborns and infants the skin structure is insufficiently formed morphologically. Moreover, the contact between the epidermis and dermis is not tight because the basement membrane is weak and the papillae are smoothed out, as a result of which non-follicular lesions of the type of bullae form when pathogenic staphylococci penetrate the skin. A group of staphylococcal Pyodermas in the newborn is distinguished: vesiculopustulosis, multiple skin abscesses (pseudofuruneulosis), pemphigus epideinicus neonatorum, and Ritter's disease (dermatitis exfoliativa neonatorum).

Ostial Folliculitis, or Staphylococcal Impetigo. The lesion in this disease is a follicular pustule the size of a millet grain or pin head, found in the centre of the hair follicle and surrounded by a narrow hyperaemic band of acute inflammation. Ostial folliculitis, or staphylococcal impetigo sets in with redness and some pain around the orifice of a follicle or sebaceous gland. A semispherical or conic swelling forms soon with a pustule in the centre; the top of the pustule is yellow because of the pus that accumulates under it. A few days later the contents of the pustule dry up and a crust forms, the surrounding inflammation subsides and the process terminates without a trace or only a light pigmentation remains.

Occasional lesions sometimes grow to the size of a large pea and are usually pierced by a fine hair in the centre. This condition is called Bockhart's staphylococcal impetigo which is often encountered on the dorsal surface of the hand as a complication of scabies.

Ostial folliculitis develops most commonly on the skin of the face, neck, forearms, crura, and thighs.

Treatment. The causes conducive to the origin of ostial folliculitis are

Removed. Some of the pustules are opened and the pus is removed, after which the foci of affection are painted twice a day with 1-2 per cent alcohol solution of aniline dyes (1% Sol. Gentianvioleti,or Methyleni coerulei, or Virdes nitens) in 70 per cent ethyl alcohol or with an aqueous solution of potassium permanganate (dark-cherry coloured).For preventive purposes the surrounding skin is wiped with 2 per cent salicylic or boric acid.









In deep , folliculitis the pathogenic staphylococci penetrate the follicle deeper than they do in ostial folliculitis and cause inflammation of the greater part or of the whole follicle. Painful red nodules appear at first, which later transform into pustules pierced with a fine hair. In a few days the secretions of the pustule dry into a crust or suppuration advances and necrosis of the connective tissue occurs. If the disease follows the ordinary course, small punctate scars form in five to six days at the site of deep folliculitis.

      

  Treatment. The lesions are painted with Castellani's paint, 1-2 per cent alcohol solution of methylene blue. The healthy skin areas close to the pustules are wiped with 2 per cent salicylic spirit to prevent dissemination. A flat ‘cake’ of pure  ichthymmol may be applied to some of the areas of deep foiliculitis. Baths and

showers are forbidden for some time.

Staphylogenic sycosis (vulgaris) is a chronic recurrent pyoderma encountered predominantly among males. Areas of ostial folliculitis and folliculitis form usually on the scalp, in the region of the moustache and beard, and less frequently on the inner surface of the wings of the nose, on the eyebrows, in the axillae, on the eyelid margins, and on the pubis.

At the onset of the disease, a few lesions of ostial folliculitis appear on a relatively circumscribed skin area, which tend to spread to larger and larger areas. Involvement of new follicles in the process leads to slow growth of the focus of affection in which there may be a large number of inflamed follicular orifices forming a conglomerate of pustules. After the top of the pustules opens, the pus dries up into dirty-yellow crusts which stick to the hairs. A hair shaft' removed from the focus has a gelatin-like muff around its root; this is the epithelial hair sheath saturated with pus. Sycosis vulgaris is usually a persistent condition (remaining for years" which exacerbates now and again and has a depressing effect on the patient's mental condition, especially if it is localized on the face. In some cases there are no subjective disorders, in others the lesions are attended with a sensation of burning, mild itching or pricking.

Pathokenesis. Endocrine disorders are held responsible to a great measure. Treatment. The management of sycosis usually takes a very long time. A general effect must be exerted on the patient's organism when deviations in its activity are-, revealed; this may be accomplished by prescribing hydrotherapy, sedatives, treatment at health resorts, autohaemotherapy, autovaccines, medication with preparations of iron, arsenic, sex hormones (e. g. methyl testosterone in diminished sexual function), and vitamm B. Broad spectrum antibiotics (gentamycin, oletetrin, erythromycin) are prescribed. External therapy includes disinfectant lotions (applied during exacerbation), e. g. 1: 1000 ethoxydiaminoacridine lactate solution, 1:3000 potassium permanganate solution, 2 per cent boric acid solution, as well as 2​5 per cent ammoniated mercury or 5 per cent chlortetracycline ointment or ointments and creams containing antibiotics and steroid hormones; 2-3 per cent salicylic ointment s used in removing the crusts. Topical application of synthomycin emulsion or sulphanilamide liniment is indicated. In the period of abatement daily painting with 2 per cent solutions of aniline dyes (methylene blue, gentian violet, brilliant green, etc.) is advisable or the prescription of ointment containing boric acid and tar. Ultraviolet irradiation (erythema doses) is prescribed in marked infiltration in the foci of affection.

Furuncle (furunculus), or boil. furunculosis It is acute staphylococcal pyonecrotic inflammation of the hair follicle and the surrounding connective tissue.

Clinical picture and course. The following three stages in the development of a furuncle are distinguished: (1) the stage of the development of the infiltrate; (2) the stage of suppuration and necrosis; (3) the stage of healing.

A hard, elevated, bright-red infiltrate first forms around the hair follicle. The infiltrate is not sharply circumscribed and is attended with a pricking sensation or mild pain. The infiltrate acquires gradually the form of a firm tumour which grows along the periphery and becomes more painful; there is swelling of the surrounding tissues. The second stage sets in on the third or fourth day: the furuncle grows to I a cm in diameter and a pyonecrotic core with a pustule on its surface forms in the centre. The pain is very severe in this period, body temperature may rise to 37-38°C. The top of the pustule opens and pus, sometimes with an admixture of blood, is discharged from the fiiruncie after which a yellowish-green necrotic "plug" (necrotic core) comes out. After removal, or rejection of the core, swelling, infiltration, and pain subside, and the remaining crater of the furuncle is filled with granulations which are replaced by a scar in two to three days. The developmental cycle of a fittunele commonly lasts eight to ten days.





Furuncles may form on any area of the skin, with the exception of the skin on the soles and palms devoid of hair follicles. A furuncle of the upper lip is a dangerous disease because thrombosis of the lymphatics and veins with the formation of septic phlebitis of the cerebral vessels and general sepsis may occur.

Furunculosis is a condition in which there is multiple and recurrent eruption of furuncles.



In a case with a solitary furuncle and no complications, for instance, only external therapy is prescribed. In recurrent and complicated furuncles, in furuncles of hazardous localization, and in fibrunculosis, external therapy is supplemented by general measures which act on the microbial flora.




Antibiotics are used extensively. Sulphonamides (sulphathiazole, sulphadimidine, sulphadimethoxine, sulphamethoxypyridazine) and other antimicrobial agents by a general action are used.







For increasing the organism's, reactive forces in the control of the infection in solitary recurrent furuncles and in chronic furunculosis it is advisable to prescribe non-specific stimulation therapy (autohaemotherapy) and specific immunotherapy with the staphylococcal vaccine (polyvalent or autovaccine), staphylococcus toxoid, and antiphagin. Gamma globulin is used in persistent furunculosis.

Treatment of obesity, diabetes, intestinal atony, diseases of the internal organs, ainaemia, etc. is a very important component in, the complex management of patients suffering from chronic furunculosis. Vitamins A, C and the B complex as well as preparations of iron and phosphorus (phytoferrolactol, one tablet given three times a day for l5 to 20 days) are recommended.








The skin around the furuncle is disinfected with a solution of salicylic alcohol. The hair is cut (but not shaved!) in the area of the furuncle and in the area immediately surrounding it (to prevent the development of folli culitis and new funmcles); pure ichthyol (possessing bactericidal, keratoplastic, local anaesthetic, and anti-inflammatory effects) is applied and covered with a thin layer of sterile cotton.











An "ichthyol cake" is applied once or twice a day. The ichthyol that was previoulsy applied is removed with warm water; no bandage is needed. After the fiaruncle is opened, a dressing with a hypertonic saline solution may be applied and the periphery of the ulcer painted with pure ichthyol.











A carbuncle is diffuse pyonecrotic inflammation of the deep layers of the dermis and hypoderm with involvement of several neighbouring hair follicles into the process. Unlike a furuncle, the pyonecrotic infiltrate in a carbuncle spreads over a larger area and penetrates into the deeper, layers of the dermis and hypoderm.
The lesion is called a carbuncle (L. carba, charcoal) because the large necrotic areas formed during the pyonecrotic inflammation are dark and resemble charcoal.

The back of the head, the back, and the loins are the favoured localization.










Carbuncles usually occur as solitary lesions. Their development is attended with 'nigh fever, excruciating pain of a tearing, pulling character, a chili, and indisposition. 

Treatment. The treatment of carbuncles always includes general measures and does not differ in principle from the treatment of furuncles.

Hidradenitis is purulent inflammation of the apocrine sweat glands in the axillae (usually unilateral) or inguinal folds, less frequently around the nipples and in the region of the large pudendal lips, scrotum, and anus.

Clinical picture and course. At the onset of the disease, solitary small hard mound-like nodes are palpated in the thickness of the dermis or hypoderm. The patient experiences mild itching or pain at this time. The nodes grow rapidly in size, adhere to the skin, become pear-shaped and protrude like nipples and resemble 'bitch's udder"; the skin turns bluish-red, swelling of the tissues develops and the painfulness increases considerably. The isolated nodes often coalesce, soften, and fluctuation appears after which they open spontaneously and thick pus with an admixture of blood is discharged. No necrotic core forms.

Surgery is resorted to when agminated abscesses form. Injection of 0.5-l.0% procaine hydrochloride solution (840 ml) with antibiotics is advisable in marked infiltration and pain. Such blockades are made every other day, treatment consisting of tour or five procedures. Vaccine therapy is a rational measure in persistent and recurrent hidradenitis. In other respects hidradenitis is treated along the same principles as furuncles.










Vesiculopustules are lesions commonly encountered in the newborn in the first days of life. The condition is characterized by the appearance of multiple pustules the size of a pin head to that of a pea, with whitish-yellow contents and a hyperaemic periphery.

The affection begins at the orifice of the sweat glands where small non​confluent pustules surrounded by a bright hyperaemic border form. The axillary and inguinal folds, the scalp, and the skin on the trunk are the favoured localization.

Treatment. Washing and baths are not recommended for the baby during the disease. The healthy skin areas are rubbed with mild disinfectant solutions. The affected areas are painted with aqueous and alcohol solutions o f aniline dyes.

Multiple abscesses in infants, or finger's pseudofurunculosis. Multiple abscesses of newborns and very young children develop when infection gains entrance into the efferent ducts and tufts of the eccrine sweat glands.

Most commonly, however, the whole duct and the/ufts of the sweat gland are affected. The nodes soften in the centre quite rapidly; the skin here becomes thin and fluctuations is palpated. After that the nodes open and a semi-fluid purulent content with an admixture of blood is discharged.

Treatment. Prevention is particularly important: cleanliness in the care of the child, frequent baths and change of linen and clothing, hygienic powdering, rational diet, and avoidance of overheating are necessary components of prevention.

Pure ichthyol in the form of a "cake" is applied topically to the abscesses. If necessary, the abscesses are opened surgically. The healthy skin areas are wiped with camphor spirit. Baths are not allowed for sorne time. Antibiotics, suiphonamides, general invigorating measures, injections of the mother's blood and gamma globulin are prescribed. If indicated, treatment of dyspepsia and foci of localized infection is applied.











Pemphigus epidemicus neonatorum is an acute contagious disease of the newborn which is characterized clinically by very rapid formation of pustules and their spreading on the skin surface.


Staphylococcus aureus is the causative agent. Some authors, however, claim that the organism responsible for the disease is streptococcus.

The disease sets in the first days or on the seventh to tenth day of the newborn's life. Small bullae the size of a pea or cherry form on the previously clean or slightly erythematous skin within a few hours. The bullae have a thin tensed top and clear serous-yellowish contents. Their development is preceded by the child's restlessness and fever. The contents of the bulla then turn cloudy and purulent. Later the bullae grow in size, spread over the whole body; their top ruptures and bright-red moist itching eroded surfaces are exposed with remnants of the epidermis on the periphery. The discharge from the erosions dries to seropurulent crusts. The favoured localization are the regions of the navel, the abdomen, chest, back, buttocks and lirnbs. The process may also extend to the mucous membranes of the mouth, nose, eyes, and genitalia where the bullae rupture quickly leaving eroded surfaces round, oval or polycyclic in shape, depending on the size and shape of the bullae in whose place they had formed. The infant becomes restless, sleeps badly and there are elevated body temperature of 38-39°C, anorexia, leucocytosis, eosinophilia, and increased ESR. Various complications may develop in such cases: otitis, pneumonia, phlegmon, and even sepsis.

Differential diagnosis is first of all made with pemphigus syphiliticus neonatorurn and congenital epidermolysis, which appear by the time of birth. In pemphigus syphiliticus neonatorum, bullae on an infiltrated base are usually localized on the palms, soles, and buttocks. In addition, other symptoms of early congenital syphilis are found as well as positive results of Wassermann's test.

Treatment. The bullae are opened and the epidermal remnants removed carefully. The erosions are treated with 5 per cent boric acid and naphthalan ointment or an ointment containing 3-5 per cent sulphonamides and 2-3 per cent antibiotics or with 1 per cent solutions of aniline dayes. Warm baths with potassium permanganate may be prescribed. In severe and extensive lesions, general treatment with antibioiics, sulphonamides, and vitamins of the B complex and C are applied, as well as injections of the mother's blood. In particularly severe cases, in the erythrodermal form, corticosteroids may save the infant's life.

Nurses, accoucheurs, nurses' assistants and the mothers are examined regularly so as to detect any pyodermal foci in good time.





Ritter's disease (dermatitis eacfvlYativa neonat©rum). Some authors consider this malady to be a severe form of pemphigus epidemicus neonatorum. Most authors believe dermatitis exfoliativa to be a staphylococcal infection. Some authors relate it to a mixed staphylococcal-streptococcal disease.






The disease develops in the first weeks of the infant's life. A bright edematous inflammatory erythema appears first in the region of the mouth then descends rapidly to the folds on the neck, to the region around the navel, the genitals, and the anus. Large spherical tensed bullae form against this background which burst soon and leave weeping eroded surfaces. With the mildest injury, the swollen and loose epidermis is detached in places. When the shreds of the epidermis around the erosions are pulled with forceps they separate from the underlying layers far beyond the seemingly healthy skin (positive 1'rrikolsky's sign). Three stages of the disease are distinguished: erytheriatous, exfoliative, and regenerativ4. In the first stag there are diffuse redness of the skin, eodema, and bullae. The second stage is characterized by the appearance of erosions which tend to grow along the periphery and coalesce. This is the grayest period (the infant resembles a patient with II degree burn) marked by high fever, dyspepsia, anaemia, leucocytosis, eosinophilia, high ESR, loss of body weight, and asthenia. In the third, regenerative stage, hyperaemia and oedema of the skin diminish and the erosions undergo epithelization.

Leiner's disease is encountered in older children, with involvement of the anogenital region or the large folds and is marked by erythernatous-exfoliative lesions without the formation of builae. The lesions occur on the trunk, face, and scalp and gain maximum development gradually by the second month of life; after this, exfoliative dermatitis disappears. The erosions are less bright and succulent in colour, the lesions have a yellowish hue, and the scales are greasy and yellowish.

External treatment consists in the prescription of 5 per cent neomycin, geliomy4in, or dibiomycin ointment, 0.5-1.0-3.0 per cent erythromycirn or 5 per cent polymyxin ointment as stage therapy for producing an anti-inflammatory effect. and removing the purulent crusts. Ointments and creams containing corticosteroid hormones and antibiotics may be applied to limited areas. General therapy includes penicillin or tetracycline compounds, sulphonamides, vitamins of the B complex and vitamin e, and injections of the mother's blood. Steroid hormones are given in severe cases.

Streptococcal pyodermas (streptodermas). Streptococci mainly attack the smooth skin and not the sebaceous-hair apparatus and the sweat gland as is the case with staphylococci. Streptodermas are of a superficial character as a rule. The primary lesion is a flabby bulla (phlyctena) with clear secretions and a tendency to peripheral growth. The disease is encountered more often in children and women with finer skin.

Streptococcal impetigo (impetigo streptogenes). This is an eruption of non​follicular locular lesions with a flabby top and serous contents (phlyctenae) and hyperaemic oedematous base.

The disease begins with the appearance of a small red spot on whose surface a vesicle the size of a pin head to that of a lentile (phlyctena) forms in a few hours. In some cases the phlyctena forms on visibly normal skin. The tensed vesicles turn flabby within a very short time and their clear secretions become purulent (cloudy) and sometimes haemorrhagic and then dry into a thin grey crust which gradually falls off. The phlyctenae are usually separated one from another by healthy skin, but they also may spread by peripheral growth. The average duration of the disease is three to four weeks.

Impetigo bullosa is characterized by eruption of phlyctenae as large as a hazel​nut or a dove's egg.

Angulus infertiosus, or angular stomatitis, or perleche is a condition marked by a rapidly rupturing phlyctena in one or both angles of the mouth. Areas at the wings of the nostrils and lateral margin of the palpebral fissure may also be involved in the process. Flabby vesicles form at first in the angles of the mouth, which rupture and expose superficial linear slit-like fissures. The formed honey-yellow crusts drop off because of maceration. The disease is attended with a sensation of itching, salivation, and pain during eating.

Pityriasis simplex is considered to be a dry variety of impetigo streptogenes. It is particularly common in children and is characterized by round or oval, strictly circumscribed whitish or pink foci, which are abundantly covered with small scales. The foci are especially conspicuous in individuals with pigmented skin. The disease may be cured by exposure to sunrays, but the affected areas are tanned weakly so that mottling of the skin surface occurs. The favoured localization is the skin around the mouth, the cheeks, and the region of the lower jaw.

Impetigo of the nail folds (tourniole). Tourniole is mostly encountered in adults. Phlyctenae form around the fingernails, first with serous secretions, which later become cloudy-purulent. The disease develops in wounding of the fingers and handnail, which create conditions for the entry of streptococci. The affected phalange swells and is painful.







             After the phlyctena ruptures and erosion forms embracing the nail plate like a horseshoe. The process may terminate in the loss of the nail plate.

Intertriginous streptoderma. The disease occurs on contiguous skin surfaces (under the breasts, in the folds on the abdomen in obese persons, behind the ears, in the inguino-femoral and interglutteai folds, in the axillae, etc.) The primary lesion is a phlyctena the size of a millet or lentil. Very many phlyctenae erupt, coalesce, and burst rapidly leaving continuous erosive weeping bright-rose surfaces with scalloped, kboundaries and a border of peeling epidermis on the periphery. Siftings of separately arranged pustular lesions in various stages of development are seen next to the main foci of affection. Painful fissures are often found deep in the folds.

Posterosive syphiloid, or papular syphiloid impetigo. The disease prevails among infants. The favoured localization are the skin on the buttocks, the genitals, and the thighs. Phlyctenae form and rupture rapidly with the formation of erosions, which have an infiltrated base because of which these lesions resemble papulo​erosive syphilid. The acute inflammatory reaction, however, is characteristic neither of pemphigus syphiliticus nor of erosive papular syphilids of infants. Examination for Treponema pallidum and serological blood tests provide the final answer.

Treatment consists in the use of external agents, as a rule, namely disinfectant solutions and ointments; 1 per cent alcohol or aqueous solutions of aniline dyes (gentian violet, brilliant green or methy 1 ene blue) are prescribed when there are only a few small 'Loci with no abundant discharge and no crusts. In cases with crusts, dressings with 1-2 per cent ammoniated mercury, 5 per cent sulphanilanzide or 5 per cent boric acid-naphthalan ointment are applied. Ointments containing antibiotics, e. g. 1 per cent erythromycin, have a beneficial effect. Lotions with 1 per cent resorcinol solution, Alibur's solution or 1:1000 ethoxydiaminoacridine lactate solution are prescribed in extensive lesions attended with marked inflammation. P" asis simplex is treated with 2 or 3 per cent ammoniated mercury ointment to which 1-2 per cent salicylic acid is added. Antibiotics are prescribed in impetigo of the nail folds and surgery is undertaken if pain is severe. The ointment is applied once or twice a day without removing the ointment that was applied earlier. The tops of large bullae are removed with a pair of scissors, the exudate is removed with a sterile cotton tampon, and then one of the ointments listed above is applied.






In impetigo following a torpid course and in frequent recurrences, general therapy is indicated with antibiotics (after the results of an antibioticogram are known) and vitamins, especially vitamins Al, C, and those of the B complex (in cheilitis, perleche, impetigo circinata ).





Sulphur-tar ointment has a beneficial effect in intertrigo streptogenes.

Ecthyma vulgaris. The lesion in ecthyma vulgaris is a deep dermal pustule with no involvement of the follicles.

The disease sets in with the formation of a small vesicle or parafollicular pustule with a serous or seropurulent content, which dries rapidly to a soft, golden yellow bulging crust. In most cases, the crust consists of several layers and after it drops off or is removed a round or oval ulcer remains. The floor of the ulcer is covered with a dirty-grey film and bleeds, while its edges are soft, oedematous and with congestive hyperaemia. The ulcer heals slowly in two or three weeks leaving a superficial scar around which a zone of pigmentation forms. The most common localization is the leg, though ecthyma may also occur on the skin of the thighs, buttocks and the loins (the number of lesions ranging frorn one or two to several dozens). The subjective symptoms are mild (moderate tenderness of the ulcerations).

In syphilitic ecthyma the infiltration of the base and edges of the ulcer is harder and serological blood tests yield positive results.

Treatment. The lesions are treated as those of impetigo. Mikolicz' ointment (Argenti nitratis, seu Protargoli 0.3, Balsami peruviani, seu Balsami Schostakowsky 3.0, Vaselini 30.0) is prescribed for poorly healing ulcers.

In torpid cases, long, acting sulphonamides and antibiotics are prescribed.

Mixed strepto-staphylococcal pyodermas.
Impetigo vulgaris, seu impetigo strepto-staphylogenes, seu impetigo contagiosa. The onset is acute and is marked by the formation of streptococcal impetigo, phlyctenae on a hyperaemic slightly oedematous skin. Because of the attendant staphylococci the contents of the phlyctena turn cloudy rapidly and become purulent. After that the secretions dry into a thick honey-coloured or yellow crust. The lesions are usually localized around the mouth, palpebral fissures, and nostrils (less frequently on the skin of the trunk and limbs), and the disease prevails among children. The regional lymph nodes are often enlarged.

The developmental cycle of a single lesion takes eight to 15 days after which pigmentation of the skin remains for some time. It should be noted that the separate pustules tend to fuse.






Treatment. The external agents are 1-2 per cent alcohol or aqueous solutions of aniline dyes. The healthy skin areas are rubbed with 1-2 per cent boric-salicylic or 1​2 per cent salicylic-camphor alcohol.

DERMATOZOONOSES (SKIN DEBASES DUE TO ANIMAL PARASITES)

Skin diseases caused by animal parasites are called  dermatozoonoses.

Scabies and pediculosis are most important in the practice of dermatologists. Infestation occurs from direct contact with the sick individual or through objects and articles belonging to him (indirect route of infestation), especially through articles of wear and bed-clothes.

SCABIES

Aetiology and pathogenesis. Scabies is caused by the itch mite Acarus scabiei or Sarcoptes Scabiei var hominis. The female is larger than the male mite and resembles atortoise in appearance. When viewed with the naked eye, it is seen as a white pin head. After impregnation, which occurs on the skin surface, the male dies while the female penetrates the superficial layers of the epidermis and forms burrows (cuniculi) in them. The female drills the horny layer of the skin with strong chitin jaws. Outside the skin it perishes in a few days. In six to eight weeks the female mite lays up to 50 eggs in the burrow. Mature mites develop from them in three to seven weeks. It has been calculated that approximately 150 million mites develop within three months from eggs laid by a single female.

The disease is encountered somewhat more frequently in the au​tumn-winter season, though cases are registered the year round. The incubation period is 7-10 days to one month and more. Infestation occurs from direct contact with a sick individual, particularly when the bedclothes, underwear or bed are shared. Among children the disease may be transmitted through toys handled by a sick child.






Clinical picture. A small vesicle forms at the site where the mite had penetrated. The principal symptom of scabies, however, is itching, which is particularly severe in the evening and at night when the patient goes to bed. In addition to the characteristic itching, which is often the first sign of the disease, paired and scattered pinpoint papulovesicular eruptions, burrows (grey dash lines), and excoriations from scratching of the skin form. The favoured sites of scabies are the interdigital webs and the sides of the fingers, the flexor surfaces of the wrists, the extensor surface of the forearms and elbow, anteroiateral surfaces of the trunk, the anterior axillary folds, around the areola of the breasts, the abdomen, particularly in the region of the umbilical ring, the buttocks, thighs, shins, and the region of the penis. Dry crusts and scales covering papulovesicular lesions may sometimes be found on the extensor surface of the elbow joints (the Gorchakov-Ardy sign). The burrows are found most frequently on the wrists and interdigital webs of the fingers. Their length varies from 2-3 mm to 0.5 cm. Examination of a burrow with a magnifying glass reveals that it is formed of closely placed black dots, openings made by the mite through which the young mites will gain entrance to the skin surface and air passes into the burrow. Sanguineous crusts the size of a pin head sometimes form in place of the vesicles.

The sites listed above are favoured by scabies because the itch mite prefers areas with a thin horny layer. The localization of scabies in young children is somewhat different: the lesions are found on the medial border of the foot, soles, palms, buttocks, face and scalp.
The severe itching accompanying scabies leads to the formation of scratches and excoriations through which the patients often bring in pyococcal infection. As a result scabies is complicated by folliculitis, furuncles, lymphadenitis, lymphangitis, impetigo, ecthyma. Subclinical forms of scabies (scabies discreta) are lately encountered more frequently; they lack the characteristic lesions (the mite burrows in particular) but itching is severe. Occasional paired papulovesicles, papules, very small vesicles, and urticarial lesions may also be detected in such cases by careful examination.








Histopathology. The itch burrow is mainly localized in the horny layer and only its blind end reaches the Malpighian layer or penetrates it. It is in this part of the burrow that the female mite lodges. Intracellular and intercellular oedema develops in the Malpighian layer as the result of which a small vesicle forms. A chronic inflammatory infiltrate mainly composed of lymphocytes is seen in the dermis. It is localized under the burrow.

Diagnosis. Scabies may sometimes be mistaken for prurigo, in which the patient is also troubled by itching. In this case, however, the itching is experienced day and night, and the disease may remain for years and is characterized by a gray colour of the skin, white dermatographia, the presence of papules (often covered with sanguineous crusts) mostly on the extensor surfaces of the limbs, and enlargement of lymph nodes (prurigo buboes). Paired arrangement of papulovesicles on skin areas favoured by j scabies, the presence of mite burrows, growth in the intensity of the I itching at night, the appearance of itching lesions in several members of the family, and the Gorchakov​Ardy sign help in making the diagnosis of scabies. In some cases the diagnosis is aided by the 'triangle sign': in the sacral region the lesions form a triangle with the apex facing the intergluteal fold. In addition to the commonly encountered lesions, there are impetiginous lesions and pigmentation in this area, with the subsequent formation of atrophic maculae.

When the clinical diagnosis of scabies proves difficult, laboratory examination is resorted to for detecting the itch mite. It may be removed from the burrow with a needle. The method in which thin sections of the vesicles or burrows together with the contents are cut with a razor blade is effective. The sections are treated with a 2(} per cent alkali hydroxide solution, covered with a cover glass, and examined by dry-system microscopy (low magnification). Either mites or the products of their vital activity (eggs, excrements) are seen in the preparation as clusters of dark dots.










Treatment. Agents which loosen the horny layer, penetrate the burrows, and destroy the mites are used. There is a rich choice of antiparasitic agents. The effect of the treatment, however, is often determined by the proper use of the agent and the thoroughness of the treatment, rather than by the character of the agent.









Before the antiscabetic agent is rubbed into the skin, the patient should take a hot shower. This promotes mechanical removal of the mites from the skin surface and loosening of the horny layer. A shower is not prescribed if the patient has pyoderma or an eczematous process. The patient is also not allowed to bathe during the treatment. The antiscabetic agent is rubbed into the skin on the trunk and limbs, and especially thoroughly into the sites of the favoured localization of scabies. The scalp is not treated. In eczematization and impetigination, the agent is also not rubbed in but is smeared over the affected areas. Complications are treated at the same time.








Rubbing benzyl benzoate solution (benzoic acid benzyl ether) into the skin is very effective. A 20 per cent water-soap emulsion of benzyl benzoate is used for adult patients and a 10 per cent emulsion for children. The 20 per cent emulsion is prepared as follows: 20 g of green or some other soap cut into small pieces are dissolved in 780 ml of warm water and 200 ml of benzyl benzoate is added. The formula of tale 10 per cent emulsion dispensed at a pharmacy is as follows:

Rp: Benzilbenzoati 20.0

Saponis Viridis 3.0 

Aq. fontanae ad 200.0

MDS. For external application

The benzyl benzoate water-soap emulsion remains active seven days after its preparation. It is rubbed into the skin twice for 10 minutes at an interval of 10 minutes. The patient then puts on disinfected clothings and changes the bed-clothes. The next day the treatment is repeated. In three days a bath or a shower is taken and the clothings and bed-clothes are changed.

As it is said above, children are treated with a 10 per cent water​soap benzyl benzoate emulsion, or a 10 per cent benzyl benzoate ointment prepared on an emulsion base is applied for three days.

In the Far North it is advisable to prepare benzyl benzoate on petrolatum in a 10 or 20 per cent concentration.

Demyanovich 's method for treating scabies employs a 60 per cent sodium thiosulphate solution (solution No. 1) and a 6 per cent solution of concentrated or 18 per cent solution of diluted hydrochloric acid (solution No. 2). First solution No. 1 is rubbed into every area of the skin twice for 10 minutes (with a 10-minute interval) and then solution No. 2(twice for 5 minutes with a 5-minute interval). Sodium thiosuyhate solution is poured into a dish and rubbed into the skin with the hand moistened in it. Hydrochloric acid solution is poured into the hand directly from the bottle. After the manipulation the patient puts on clean clothings and changes the bedclothes. Treatment is repeated the next day. The patient is allowed to take a bath or shower two days after treatment is completed. Children are prescribed a 40 per cent sodium thiosulphate solution, a 4 per cent solution of concentrated hydrochloric acid or a 12 per cent solution of diluted hydrochloric acid.








Sulphur ointment (20-33 per cent for adults and 10 per cent for children. This ointment is rubbed into the skin once a day for five days running. On the sixth day a bath or shower is taken and only after that the underwear and bed-clothes may be changed. 









Scabies may also be treated with freshly prepared 5 per cent emul​sion of potassium soap. It is rubbed into the skin daily for five days and a bath or shower is taken two days after treatment is completed.

If treatment fails,, antiscabetic therapy is repeated in three to five days.

The prescription of hyposensitizing and antihistaminics (calcium gluconate, diazolin, suprastin, etc.) is recommended during treatment of scabies in children susceptible to exudative diathesis and also to avoid dermatitis and prevent stubborn itching (by the mechanism of the conditional pathological reflex). This treatment is also applied in the case of individuals with scabies complicated by allergic dermatitis.



Concomitant pyoderma is treated with antibiotics, sulphonamides, and external application of sulphurtar and boric acidtar ointments, aniline dyes, and 2 per cent salicylic alcohol.
An extremely rare occurrence is a peculiar form called Norwegian scabies (some authors believe it to be a very neglected form of the commonly encountered scabies), which was described for the first time in Norway in 1884 by Danielssen. It develops in weak persons (those sick with leprosy, syringomyelia and similar diseases) and mentally retarded individuals.










In Norwegian scabies the skin in the foci of affection is dry and covered with thick dark-green crusts, which merge and at places resemble an armour. This armour restricts movements and makes-them painful. The nails are very thick. The hairs in the affected areafl are dry and lustreless. All the lymph nodes are enlarged. The patienfl has an   unpleasant odour. It should be pointed out that though the clinical symptoms of scabies are evident, itching is mild or mayi even be absent. In forcible removal of the crusts, hyperaemic skinj is exposed on which a mass of white dots is seen with the naked eye. These dots are itch mites found in abundance in the scales and crusts.



The crusts are removed with a 5-10 per cent sulphur-tar ointment after which the commonly applied antiscabetic treatment is conducted and general invigorating measures are prescribed.

PEDICULOSIS

 Three species of lice may parasitize on human skin: the head, body, and pubic louse.

Head louse (Pediculus capitis). This louse is usually passed from one person to another on direct contact and through hats, kerchiefs and combs that were used by the patient. The female louse deposits up to 150 eggs (nits) during its life, which are attached to the hair with a chitinous substance. The nits have a greyish-white colour and are seen lice develop from the nits in five to six days and in three weeks produce new lice themselves. Lice are found not only on the hairs of the scalp, but also on the eyebrows, beard, and moustache. The bites of the lice and the action of their salivary enzymes induce severe itching as a result of which scratches are inflicted, pyococci penetrate the skin, and pyoderma lesions form (usually as impetigo vulgaris). In neglected cases, the patient's head is covered with crusts, the hairs stick together into more or less thick trusses, and the cervical lymph nodes are enlarged. The diagnosis is confirmed if nits and lice are detected.

Treatment. The hairs are smeared with kerosene mixed with an equal amount of some vegetable oil, covered with wax-paper and then with a kerchief, and left so overnight. In the morning the hair is washed with warm water and soap and combed with a comb that has closely A teeth covered with wisps of cotton moistened in vinegar. This combing is repeated for several days to remove the nits. The hairs may be treated with a 10 per cent water-soap emulsion of benzyl benzoate (for 10 to 15 minutes) and then washed with hot water and soap. The lice and nits may also be destroyed with a 20 per cent water-soap emulsion of benzyl benzoate with anaesthesin.










Rp: Benzil-benzoati 20.0







Sapo viridis 2.0 Anaesthesini 2.0





 Aq. fontanis ad. 100.0 






MDS. For external application

When pediculosis is complicated by pyoderma, the scalp is smeared with a 2-5 per cent mercurial ointment or Castellani's paint.











Body louse (Pediculus corporis, sou vestimenti), pcdiculosis
corporis, or vestimenti. These species of lice are larger than the head louse. They are present in the folds of underwear and clothings and feed on blood. The nits are deposited in the seams and folds of clothings and on long and downy hair. The louse bites induce severe itching as a result of which linear excoriations are formed on the skin, which may be complicated by pyoderma. Their favoured localization are the neck, shoulder blades, and the small of the back, i.e. skin areas, which come in close contact with the clothings. Brown pigmentation remains on these areas for a long time. Chronic pediculosis of many years' standing leads to dryness of the skin, scaling, and its thickening with the formation of dirty-grey pigmentations and small scars (tramp's skin, cutis vagantium).

Treatment. The patient must wash thoroughly with soap and change the underclothes and clothing ( Underwear, clothings and bed-clothes used before washing are disinfected.

Pubic (crab) louse (Phthirus pitbis). This louse parasitizes on the pubis, genitals, around the anus; it is not encountered in children. Sometimes the crab louse may spread to other skin areas with hairs (chest, abdomen, thighs, axillae, eyebrows, eyelashes). There is severe itching. Round, haemorrhagic spots, the size of a pea and light-blue to light-grey in colour (maculae coeruleae) often remain on the skin where the pubic lice had parasitized. They appear as the result of the action of the louse's salivary enzymes on haemoglobin and do not disappear when pressed with the finger. Infestation with the crab lice usually occurs during sexual intercourse or when sharing a bed. The lose attaches itself to the skin tightly by means of special structures resembling claws.











Treatment. The affected areas are shaved, after which blue ointment or white precipitate ointment is rubbed into the skin for two or three days. Other drugs which may be used are: vinegar sublimate, a 20 per cent benzyl benzoate or soap-solvent emulsion (a soap-solvent paste is used to prepare a 10 par cent emulsion in which underwear and bed​clothes are soaked, 20 per ceht emulsion for disinsecting rooms, and a 50 per cent emulsion for treating the hairy skin areas).







Pediculosis prevention. Regular prophylactic examination of people living at hostels, students of vocational schools, and children of children's collectives is of principal importance. The occurrence of pediculosis testifies to poor sanitary and hygienic situation in the collective.

MYCOSES, FUNGUS DISEASES
General information. Dermatomycoses take the second place after pyodermas in the general structure of dermatoiogical disease idence.

Fungi are widely spread in nature. They are related to lower plants but are distinguished from them by the lack of chlorophyll and the inability to assimilate carbon dioxide.

The main group of pathogenic fungi  includes micro-organisms forming branching double-contour threats mycelium and multiplying by means of spores. These fungi are subdivided into large groups: anthropophilic fungi, which only parasitize on the human skin and its appendages, and zooanthropophilic fungi, which parasitize on human and animal skin and its appendages.

Yeast-like fungi of the genus Candida form a special group. They don't form spores but multiply by budding, and the threads formed by them are called pseudomycelium.

Fungi, which are pathogenic for human and affect the skin, are called dermatophytes, whereas the diseases caused by them are known as dermatophytoses, or dermatomycoses.

Classification. According to the clinical classification of A. M. Arievich and N. D. Sheklakov, all human mycoses are divided into four large groups:

1} keratomycoses (pityriasis versicolour and, conditionally, erythrasma);

2) dermatomycoses {epidermophytosis, rubromycosis trichophytosis, microsporosis and favus), which form the most representative group of fungus skin diseases of highest social and epidemiological significance;

3) candidiases (of the skin, mucous membranes, and viscera);

4) deep (systemic) mycoses forming large but relatively rare group of fungus diseases.

Keratomycoses. This group of fungus diseases is characterized by involvement of the only horny epidermal layer very low contagiosity, and the absence of pronounced inflammatory phenomena. By the established tradition, Erythrasma is related to this group, although sufficient data have been gained to the effect that Corynebacterium organisms and not fungi are its causative agent.

Pityriasis versicolor. Actiology. The causative agent Pityrosporum orbiculare or Malassezia furfur is found in the horny layer of the epidermis and the ostia of the follicles.

Yellowish-brownish-pink spots with no-inflammatory phenomena form on the skin, at the ostia of the hair follicles and gradually grow in size. They then coalesce. The colour of the spots gradually turns dark-brown, sometimes cafe au lait. This colour had served as the base for the name of the disease (versicolor). The spots are not elevated above the skin surface, cause no subjective complaints (sometimes there is a mild itching) and are attended with bran-like scaling (hence the name pityriasis furfuraceous), which is easily detected by scratching of the skin (Besnier Meshchersky's sign).

The chest and the back are the favoured sites. Lately, with the use of a mercury vapour lamp supplied with Wood's glass in the diagnosis of the disease the spots of pityriasis versicolor are quite often detected (especially in a diffuse process) on the scalp but with no involvement of the hair. The disease is of a long duration (months and years). Recurrences are frequent after clinical cure. Patients may be cured rapidly by sunrays and in such cases the skin in places of previous eruptions does not become tanned and white spots are formed (pseudoleucodenna).

In difficult cases, auxiliary diagnostic methods are used. Baltser's iodine test is one of them: when the skin is painted with a 5 per cent iodine tincture, the affected areas with the loosened horny layer stained more intensively than the healthy skin areas solutions. Besnier-Meshchersky's sign may be tested: when the spots are scratched desquamative lamellae are produced because the horny layer is loose. Clinically latent foci of affection are detected by means of mercury vapour lamp whose rays are passed through a glass impregnated with nickel oxide (Wood's glass).

The examination is conducted in a dark room in which the spots of pityriasis versicolor produce dark-brown or reddish-yellow fluorescence.







Pityriasis versicolor sometimes has to be differentiated from syphilitic roseola (in which the lesions are rose-coloured and disappear from pressure and there is no scaling; other symptoms of syphilis and positive serological tests are taken into acount. Secondary or fallse leucoderma, which forms after treatment of pityriasis versicolor, is differentiated with true syphilitic leucoderma. In the latter case, coalescent hyperpigmented spots do not form, the lesion has the character of a lace net and is mostly located on the neck, in the axillae, and the sides of the trunk; blood serological tests are positive, and there are other manifestations of secondary recurrent syphilis.

Treatment. Keratolytic and fungicidal agents are rubbed into the affected skin areas. Green soap Salicylic 5% or resorcinol (3-5%) alcohol and sulphuric (10-20%) or salicylic (3-5%) ointment may be prescribed as well as Mycoseptin, Nitrofungin, Clotrimazole ( Panmicol, Canesten), etc. The solution and ointments are rubbed into the skin for 4 to 6 days after which the patient takes a bath with tar soap and changes his underwear. Ultraviolet irradiation has a beneficial effect. Diffuse forms are treated by Demyanovich's method, i. e. with 60% sodium thiosulphate solution and 6% hydrochloric acid as in the management of scabies. For the prevention of recurrences the affected skin areas are rubbed with 1-2% salicylic or 2% boric acid alcohol once a day for several weeks after the treatment or it  is repeated in one or two months.

Erythrasna is considered according to tradition in the group of keratomycoses though it is now established, that corynebacterium, the causative agent of the disease is not related to fungi, while the disease itself is a pseudomycosis.

Light-brown or brick-red spots appear and then coalesce to form large foci with clearly demarcated, sometimes scalloped or arch-like outlines. There are no inflammatory phenomena. The surface of the spots is either smooth or is covered with fine furfuraceous scales. There are no subjective disorders as a rule though sometimes the disease is attended with mild itching.

Erythrasma is localized in the large skin folds. The inguinofemoral-scrotal region is the most common site in males and the axillae and the folds under the mammary glands and around the umbilicus in females. The disease follows a chronic course with frequent recurrences, especially in sweating, obese, and untidy individuals.

Diagnosis consists in irradiation with a mercury vapour lamp fitted with Wood's glass; in its rays the foci produce a coral-red or brick-red fluorescence, because the causative agent of erythrasma secretes water-soluble porphyrins in the process of their vital activity.

Inguinal epidermophytosjs is marked by elevated edges, a border of macerated epidermis on the periphery of the foci, vesicles, inflammatory phenomena, and itching.

Treatment. The same agents as in pityriasis versicolor are applied in the treatment but in lower concentration because the erythrasma lesions are localized in more delicate skin folds. The application of 5% erythromycin ointment is particularly recommended in patients with erythrasma. The ointment is rubled into the skin for 14 to 18 days. In a diffuse process 1.0 g of erythromycin is given daily per os.

Epidermophytosis. (Epidermophytia)
Epidermophytosis is a contagious disease of the superficial layers of the smooth skin and the nail plates caused by fungi of the genus Epidermophyton. The hair is not involved. Two clinical forms of epidermophytosis are distinguished: epidermophytosis of the large folds, or epidermophytosis (tinea) inguinalis, and epidermophytosis of the feet, or tinea pedis.

Epidermophytosis of the large skin folds. The causative agent is the fungus Epidermophyton inguinale Sabouraud (E. Floccosum).

Contamination occurs in public baths. The causative agent may be conveyed to humans by means of bed-clothes, oil-cloth, bed-pans, thermometers, towels and sponges shared with a sick individual.
Increased sweting in the inguinofemoral folds and axillae, particularly in obese individuals and in those with diabetes mellitus, moistening of the skin are factors which facilitate the development of the disease. The disease is encountered most frequently among men.







The lesions are localized in the femoroscrotal folds, on the medial surface of the thighs, on the pubis, and in the aaullae. Red inflammatory, scaling spots the size of a lentil appear at first. As the result of peripheral growth they give rise to large oval foci with a hyperiemic, macerated surface sometimes covered with vesicles, crusts, and scales. The foci may coalesce and form extensive areas of affection the size of a palm. The centre of the foci pales gradually and becomes slightly depressed. There is a border of desquamating macerated epidermis on the edges. The patients are troubled by mild itching which increases during exacerbation's. The disease has a sudden onset as a rule, but then it takes a chronic course and may continue for months and years with exacerbation (particularly in the hot seasons and in excessive sweating).


The diagnosis is made on the basis of the typical clinical picture, localization of the process, acute onset, chronic course.


Treatment. In the acute period, when there are signs of eczematization, cold lotions with 2% boric acid solution or 0,25% silver nitrate solution are applied externally. If there is no eczematization, painting the foci with 1-2% iodine tincture for several is recommended, after which 3-5% sulphur-tar or boric acid-tar ointment is prescribed for two or three weeks as well as Nitrofungin, Mycoseptin, Nisoral, Lamisil, Amycazole, Undezin and Zincundan ointments, Castellani's paint, Wilkinson's ointment half-and-half with naphthalan, and others. In the acute period, hyposensitization therapy should also be conducted (oral medication with 10% calcium chloride solution, (},5 g of sodium thiosulphate given three times a day, etc.)

Epidermothytosis of the feet, or tinea pedis. The causative agent is the fungus epidermophyton Kaufmann-Wolf.

The disease is contagious and is transmitted by sick individuals to healthy persons in public baths, swimming pools, showers, and on the beach through mats, spreads, flooring, wash, basins, and benches. Footwear worn by an individual with the disease is contagious. The threads of the mycelium and the spores of the fungus are contained in great amounts in the scales of the epidermal horny layer, which the sick person "loses" in abundance as a result of which an unfavourable epidemiological situation is created.

The conversion of the fungus from a saprophytic to a pathogenic state is promoted by increased sweating of the feet, flat foot, tight interdigital spaces, improperly fitted footwear.


The following varieties of Tinea pedis are distinguished: squamous-hyperkeratotic, intertriginous, dishidrotic and unguium, Epidermophytids are distinguished as a manifestations of an allergic reaction.









The squamous- hyperkeratotic form. Moderate scaling on a slightly hyperaemic skin is found on the arches of the feet. Some patients complain of the mild itching felt now and then.



The intertriginous form may occur independently but more frequently it develops when there is a mildly pronounced squamous form. The process begins in the interdigital folds, usually between the fourth and the little toes. In some cases the disease spreads to the other intedigital folds and then to the flexor surface of the foot. Hyperimic spots appear at first, cracks surrounded on the periphery by a whitish separating horny layer of the epidermis form in the interdigital folds. Weeping surfaces, itching of various intensity, and sometimes pain appear.



The process often persists for a long time, with resmission in the winter and excerbations in the warm seasons. The formation of cracks and the looseness of the horny layer in the intertriginous form are conducive to the entry of pytococcal infection.



The dyshidrotic form is characterized by the formation of a group of vesicles on the arch of the foot. The vesicles resemble soft-boiled sago grains, they have a hard top and their size ranges from the size of a pin head to that of a small pea. The vesicles coalesce and form multilocular bullae in whose place eroded surface with a ridge of macerated epidermis on the periphery form.

The process may extend to the lateral and medial surfaces of the foot and thus forms a single pathological focus with the intertriginous form. The subjective symptoms are itching and pain. With the occurrence of secondary infection the contents of the vesicles turn cloudy, pus is discharged, when the vesicles erupt. Lymphangitis and limphadenitis may develop. As the inflammatory reaction gradually subsides, the excoriations undergo epithelization, and the focus of affection aquires a squamous character. This form is distinguished by a protracted torpid course, recurrences and exacerbations mainly developing in the spring and summer.










O. N. Podvysotskaya described for the first time exacerbation of a dyshidrotic variant of the disease complicated by secondary pyogenic infection (acute epidermophytosis). It is characterized by eruption of a great number of vesicuto​bulous lesions on the soles and toes; the skin of them is oedimatous and swollen. Acute epidermophytosis is attended with a feeling of indisposition, headache, a temperature reaction, inguinal lymphodenitis, and the eruption of epidermophytids,(particulary on the plants) i.e. secondary generalized allergic lesions. The disease lasts about one or two months and responds to treatment rather easily, though recurrences are possible.









Generalized epidermophytids, are often attended with general symptoms: temperature reaction, chill, indisposition, and sometimes severe itching.









Epidermophytosis, or ringworm of the nails (Tinea unguium). The initial changes form on the free margin of the nail plate as yellow spots and bands. The whole plate then thickens and turns yellow or ochre-yellow, crumbles and breaks easily, and horny material accumulates under it. In some cases the plate becomes thin and is separated from the nail bed (onycholysis). The nail plates of the big and little toes are affected most frequently. The finger nails are never involved in the process.


Diagnosis. The psoriatic papules and patches are greatly infiltrated and are characterized by sharply circumscribed foci of affection and macrolamellar scaling, and there are psoriatic lesions on other parts of the body.








The papules of the secondary period of syphilis in the stage of resolution may resemble sguamous epidermophytosis, but they are arranged separately have a dense​elastic consistency, and are attended with other manifestations of infection.




Treatment. The condition common for all forms is as follows: the more acute the process, the lower must be concentration of the fungicidal and disinfectant agents. Treatment of acute epidermophytosis is conducted on the same principles as treatment of acute eczema: hyposensitization therapy (calcium preparations, antihistamines, intravenous infusion of sodium hyposulphate) antibiotic and topical anti-inflammatory treatment (cooling lotions or warm foot baths with potassium permanganate); the lesion should be previously treated (the bullae and vesicles are opened, the tops are removed, the seprating epidermis is cut off, etc.).


Trichophytoses. The group of trichophytoses includes three forms of the disease: superficial tr.of children, chronic tr. of adults, and infiltrative-suppurative, or zoophilic trichophytosis. In each of these forms only the scalp, or the smooth skin or (less frequently) the nail plates may be involved. Some patients have combined lesions.









Aetiology. Superficial and chronic forms of trichophytosis are caused by the same causative agents, which are called anthropophilic fungi. In involvement of the hairs they localized within the hair shaft (Trichophyton endotrix), and cause mild inflammatory changes of the skin. Infiltrative-suppurative, or zoophilic, trichophytosis is caused by zooanthropophilic fungi. They are characterized by the possible affection both in animals and in human. In affection of the hairs, these fungi are found on the surface of the hair shaft (T.ectothrix) and produce an inflammatory reaction of the skin, of different ntensity from mild to violent with involvement of the subcutaneous fat in the process.

Infection with anthropophilic fungi occurs from direct contact with a sick individual or through articles of everyday use (combs, hats, etc.). Children acquire superficial trichophytosis from other children who have this form of the disease or from adults (mother and others) with chronic trichophytosis of adults. Infection with zooanthrophilic fungi is transmitted by persons sick with the corresponding disease, through contaminated articles or from animals suffering from trichophytosis (calves, horses, etc.) and through scales and hairs left by animals, e. g. on the hay, straw, and other objects.









Superficial trichophytosis is most common among schoolchildren but may be encountered at any age. That is why preventive measures in this mycosis are conducted both in, children's establishments (nurseries, kindergartens, schools) and in the family.










Superficial trichophytosis of the scalp, smooth skin and nails are distinguished. Superficial trychophytosis of the scalp occurs as microfocal and macrofocal varieties differing from each other only in the size of the foci. The primary morphological lesion is inflammatory spot but without signs of an acute inflammation. The foci have irregular, unclear boundaries, a spherical shape, and are covered with whitish furfuraceous scales.




Vesicles, pustules and crusts may sometimes be found on the periphery of the foci. Not all the hairs in the focus are involved in the process, there is thinning of the hair (they become rare). Some of them are broken off very short (1-2 mm from the skin surface) and have the appearance of commas, hooks, question marks and are called "Stubs". Several foci are usually found on the skin, though in some cases there may only be one small or large focus. The patients have no subjective complaints. If no treatment is applied, the disease may persist years and develop into chronic trichophytosis (in females) or spontaneous recovery may occur (most frequently in males).






Superficial trichophytosis of the smooth skin may develop on any other skin areas. The foci are clearly circumscribed and are rather elevated above the skin surface. They are round or oval with a small ridge of a macular or papular character on the periphery on which small vesicles and crusts may form. The centre of the focus is marked by resolution of the pathological process and because of that it is paler in colour and peels. Mild itching may sometimes be felt. The downy hair may be involved in the process, which delays recovery. Trichophytosis of the smooth skin is mostly encountered among children.








Trichophytosis of the nails. The nail plates (usually the finger-nails) are involved in the process in some of patients with superficial trichophytosis. The lesion first appears on the free margin of the nail  and spreads over the whole nail within a few months. The nail plate thickens, becomes loose and crumbles, and acquires a dirty-greyish colour. Subunguinal hyperkeratosis develops. Several nail plates are usually involved. The process persists for years.

Chronic trichophytosis. The disease is caused by the same anthropophilic fungi as in case of  superficial trichophytosis.

The disease sets in childhood at first as the superficial form which later acquires the features of chronic (black-dot) trichophytosis in girls; most boys recover spontaneously by the time of puberty. Endocrine disorders (disease of the gonads, Itsenko-Cushing's disease), disorders of the vegetative nervous system (acrocyanosis), hypovitaminosis (vitamin A lack) etc. are important in the pathogenesis of the disease. Females account for 80% of all cases.

Chronic trichophytosis of the scalp is mostly localized in the occipital and temporal areas where small pale-reddish lesions with a bluish tinge, diffuse or microfocal scaling, and atrophic bald spots are found. A very characteristic feature is involvement of the hairs, which are broken off on a level of the smooth skin and resemble comedones (blackheads). They are so characteristic of chronic trichophytosis of the scalp that the disease itself is often called black-dot trichophytosis. In some cases the only manifestations of the disease are a few black dots, which are detected with great difficulty, especially in women with thick hair.

Chronic trichophytosis of smooth skin differs from the superficial form of the disease in clinical picture. Localization of the foci on the skin of the legs, buttockes, knees and forearms is most typical. The foci have no clear-cut boundaries and are continuous with normal skin. They have a cyanotic bluish colour and are covered with scales, thus resembling foci of chronic eczema. Subjective disorders are either absent or are manifested by mild itching.

Infrltrative-suppurative, or zoophilic, trichophytosrs. Several clinical form of infiltrative-suppurative trichophytosis are distinguished.

Infiltrative-suppurative trichophytosis of the scalp. The disease takes a characteristic course, large solitary foci of affection form. They are sharply circumscribed, hyperaemic, considerably infiltrated, and covered with many purulent, succulent crusts. When these crusts are removed, it may often be seen that the pus is discharged from each follicle separately, though at first glance it seems that the patient has a single large and deep-seated abscess; as a result there is another name for the disease, "follicular abscess". The pus discharged from each follicle separately resembles honey secreted from the honeycomb. Hence the third frequently encountered name of the disease, kerion Celci (Celsus honeycomb).

In infiltrative-suppurative trichophytosis of the beard and moustache areas (sycosis parasitaria), multiple foci of affection form which are smaller than those on the scalp but in other symptoms are similar to them. In zoophilic trichophytosis of the deep form, the infiltrate is very painful to palpation. General symptoms and enlargement and tenderness of the regional lymph nodes are frequently encountered. The disease resolves in a few months leaving scars or, more often, cicatrical atrophy.

In infiltrative-suppurative trichophytosis of the smooth skin the characteristic lesion is a hyperaemic patch, which is strictly demarcated from the surrounding skin, has rounded contours, and is infiltrated and covered with furfuraceous or lamellar scales, there are many follicular pustules and purulent crusts on its surface. The infiltrated patch grows along the periphery to  a diameter of 5 sm and more and resolves spontaneously in few weeks leaving hyperpigmentation and sometimes cicatrical atrophy.

In localization of the lesions on the face of men, the disease is differentiated with sycosis vulgaris (staphylococcal), which is usually of a long duration and with no rapidly developing inflammatory phenomena. The follicular character of the lesion and the acute course of the process allow zoophilic trichophytosis to be differentiated from chronic pyoderma and deep mycoses.

Microsporosis. The causative agents of microsporosis are subdivided into two groups the anthropophilic and zooanthopophilic fungi. Microsporum ferruginous and M.Audouini are anthropophilic fungi which parasitize only on a human skin and its appendages. M.lanosum ("furry or cat" microsporum, syn. M.canis, or "dog" microsporum) is the only zooanthropophilic microsporum found in this country.

Infection with anthropophilic microsporum occurs during direct contact with sick person or through clothes and articles used in everyday life.

The zooanthropophilic microsporum (lanosum) is acquired from a person sick with the disease (a rare occurence) or directly from sick kittens, cats, and dogs.

Infection may also occur through clothes and articles (toys, pillow-cases, etc.) contaminated with the fungus.

Clinical picture and course of microsporosis caused by anthropophiiic M.Ferrugineum. Affection of the scalp is marked by the appearance of very many small foci with irregular outlines and unclear boundaries. Unlike the latter in anthropophilic microsporosis the foci fend to coalesce and form one large focus of affection with polycyclic edges, moderate scaling, and a cyanotic-pink colour. This form of microsporosis is characterized by the localization of the foci in marginal zones: some are on the smooth skin and others on the scalp. Often foci are arranged in the form of iris, i. e. one of the rings (the hyperaemic ridge of swelling) seems to be arranged within another. Well pronounced follicular hyperkeratosis in the foci of affection on the scalp is a clinical symptom distinguishing the disease from superficial trichophytosis and zoophilic microsposis of the scalp. A pathognomonic feature of all forms of microsporosis is that the affected hairs break off long (5-8 mm from the skin surface) and that there is a whitish muff at the base of the hair shaft. All the hairs are affected in the focus. The foci on the smooth skin are well outlined and often produce quaint figures and iris forms.

Clinical picture and course of microsporosis caused by zooanthropophilic M.Lanosum. Affection of the scalp is characterized by the formation of solitary large foci with strictly rounded or oval outlines and well contoured boundaries (the foci seem to be stamped covered with grey asbestos-like scales. All the hairs are affected in the focus, they seem to be cut at one level (they break off at a length of 5-8 mm from the skin surface). A small white muff may sometimes be seen at the base of the diseased hair shaft, these are fungal spores surrounding it. Inflammation in the foci is mild and the skin is therefore pink.

Microsporosis of the scalp is distinguished from superficial trichophitosis both: hairs that break off long, inflammation of the skin, copious asbestous scaling and by the ability of hairs infected with microsporum to produce greenish-yellow or silver-green luminescence in the dark when irradiated with short ultraviolet rays passed through Wood's glass. Luminescence of microsporosis is used not only in differentiating it from other fungus disease of the scalp but in mass examination in children's collectives and as a criterion of curability.

Favus. The causative agent of the disease, the anthropophilic fungus Trichophyton (Achorion) Shoenleinii is found inside the hair shaft and is therefore an endothrix.

Favus is marked by low contagiosity. The incubation period is two or three weeks. The disease takes a chronic course. Infection takes place from, direct contact with sick person or, most -frequently, through articles contaminated with the fungus (bed-linen, cloths, etc.). Favus develops in childhood as a rule, but may be recognized for the first time in an adult because spontaneous cure is not typical for this disease. The lesions mostly occur on the scalp, the nail plates are involved in some patients, involvement of the smooth skin is a much rare occurrence.

The disease prevails among hypotrophic, feeble children suffering from endocrine disorders, gastro-intestinal disease, and those with a history of various infections.

Favus of the scalp, favus of the smooth skin, favus of the nails and visceral favus are distinguished.







Favus of the scalp. Scutular, squamous (pityroid), and impetiginoust forms of the disease are encountered. The first form is typical of favus, the other two are atypical. The scutular form of favus has an extremely characteristic clinical picture. Ochre-yellow cup-shaped crusts with a depression in the centre (scutula, favus shields) appear on slightly hyperaemic skin ( the primary morphological lesion is inflammatory spot). These crusts are consisted of a pure culture, of the fungus and a small amount of keratotic masses.

Scars but more often cicatrical atrophy are exposed on removal of the crusts. It is extremely characteristic that in involvement of the whole scalp, a band of healthy hairs remains on the periphery. The hairs don't break but become thin, lustreless, grey, as if dusty and have the appearance of a wig or tow. A specific mouse-like or barn-like odour is present.



The squamous (pityroid) form of favus of the scalp is marked by the appearance of congestive-hyperaemic skin areas with copious microlamellar scaling, the picture resembling that of severe seborrhoe. The impetigious form is manifested by pustules forming in the orifices of the hair follicles. These pustules dry up, with the formations of crusts, which have the appearance of the crusts in impetigo. If not treated, favus may persist for a lengthy period of the time and terminate in cicatrical atrophy of the skin on the scalp (with a narrow band of the hair left on the border-line with the smooth skin).

The final diagnosis is based on the results of microscopy, or on the findings of cultural examination.






Microscopic Diagnosis of Trichomycoses. The object of the examination (hairs, scales, crusts, keratotic masses of the nail plates, etc.) is placed on a slide. Three or four suspicious hairs or a sufficient amount of scales are then placed in the centre of the glass slide, and

one or two drops of caustic alkali are applied. The material, with exception of the hairs is heated slightly over the flame of a burner until a white ring of alkali crystals appears on the periphery. A cover glass is placed on top and microscopy is carried out, first at low and then a high magnification.

Mycelial threads of various length and, thickness, sometimes branching and septate, are discovered in the scales removed from the affected smooth skin and in the scrapings of the keratotic masses of the nail plates. Round square, oval spores arranged in a chain or lying freely are often found. In examination of hair shafts contaminated with T.endotrix (stubs, black dots), they are seen to be filled entirely with parallel chains of round or quadrate spores. In infection with T.ectotrix, the surface of the hair shaft is covered with parallel chains of spores.

Treatment. A patient with an isolated affection of the smooth skin (superficial trichophytosis, microsporosis and favus) may be cured by only external treatment: a 2-5% iodine tincture is applied in the morning, and ointment with 10% sulphur and 3% salicylic acid or a 10-15% sulphur-tar ointment in the evening. This treatment is continued for two or three weeks after which the skin is painted with, 2% iodine tincture for three or four weeks.

In superficial or chronic trichophytosis, microsporosis and favus of the scalp, multiple or solitary foci on the smooth skin but with involvement of the downy hair in the process, the antibiotic griseofulvin is of high therapeutic, value. It is dispensed in 0.125g tablets as a highly dispersed preparation (forte); it is less toxic and better absorbed in the intestine. It penetrates the blood and tissue well and is absorbed by the horny layer of the epidermis, hair, and nails. It is prescribed in a daily dose of 21​-22 mg/kg. The daily dose is divided into three portions taken during a meal.

The drug is washed down with a teaspoon full of vegetable oil for better absorption in the intestine griseofulvin is given daily until two tests for fungi are negative, then it is given every other day until three tests for fungi made at intervals of two or three days yield negative results after which it is taken twice a week for two weeks.









Griseafulvin causes side effects more often in children than in adults. These are allergic eruptions (micropapular, macular, and urticarial rash), headache, pain in the heart and abdomen, nausea, vomiting, a loose stool, changes in the blood (leucopenia or leucocytosis, eosinophilia, lymphopenia), diminished non-specific immunogenesis, disturbed porphyrin metabolism and unpaired metabolism of the vit. B complex with the appearance of symptoms of hypovitaminosis. Griseofulvin is contraindicated in disease of the blood, liver, kidneys, porphyrin disease, and malignant new growths.








When griseofulvin therapy is contraindicated, the affected hair is removed from the scalp with 4% epilin plaster (epilin 4 g, distilled water 15 ml, anhydrous lanolin 22 g, beeswax 5 g, lead plaster 54 g). Its dose depends on the patient's body mass. 


Hairs on the area to which the plaster mass will be applied are shaved off, the rest are cut short. Epilin plaster is applied in a thin layer (preferably only to the foci of the mycosis) and fastened with strips of adhasive tape placed tile-like. In children under 6 years of age the plaster is applied once for 15 to 18 day, in older children and adults it is applied twice, changing the dressing in 8 to 10 days. Di-iodolein (Jodi 37,5; Kalii jodaiti 25,0; Ac.oleinici 350,0 Spiriti acthylici 96% 87,5) is prescribed for children with microsporosis of the scalp for whom griseofulvin, epilin plaster are contraindicated. Painting the affected areas with it twice daily and cutting and washing of the hair every week for six to eight weeks may have a favorable effect.






The infiltrative-supportive trichophytosis ( in an acute stage) wet dressing (10% ichthyol, 2%boric acid, o,1 % ethoxydiamino-acridine lactate, 1:1500 nitrofurazone, and lugolis solution) and manual removal of the hairs with forcepts are resorted to first when the acute symptoms abate, a 20% sulfurtar wilikinson’s ointment are prescribed.








Candidiasis is a disease of the skin, mucous membranes, nails plates, and viscera, which is caused by yeast-like fungi of the genus Candida.








These fungi are widely spread in nature as saprophytes, which become pathogenic under definite conditions.



Exogenic and endogenic favouring factors are distinguished in the pathogenesis of candidiasis. The exogenic factors are as follows: injury to the skin and mucous membranes, increased humidity. The endogenous factors are hypovitaminosis (lac of riboflavine in particular); symptoms of vegetoneurosis (increased sweating); metabolic diseases (diabetes, obesity hypo-hyperthyroidism): gastro-intestinal disorders are conducive to dysbacteriosis, endocrinopathies which lead to thedevelopment of candidiasis. Treatment with antibiotics especially with broad-spectrum antibiotics, also promotes the development of intestinal dysbacteriosis and candidiasis.







The clinical forms of candidiasis are subdivided into superficial (candidosis of the skin and mucouse membranes, onychia, paranychia) and systemic, or visceral form.

Superficial condidiasis. Cutaneous candidiasis. Candidiasis of the large skin folds, or intertriginous candidiasis, or yeast intertrigo. Lesions occur in the femoroinguinal folds and the folds, between the buttocks (often in infants), in the axillae, under the mammary glands in females, and in the skin folds on the abdomen in obese persons. Large dark-red eroded foci with sharply pronounced boundaries and moderate dampness form here. A boder of separating whitish macerated epidermis is seen on their periphery. The presence of small foci around the main focus of a similiar character ("daughter" foci, or siftings) is a characteristic feature.

Interdigital yeast erosions on the hands are a common occurrence. It is mostly encountered in women working fruit and vegetable processing enterprises, barmaids, laundry-women, and housewives. The lesions are usually found in the folds between the III and IV fingers and the sides of these fingers; the corneal layer here is macerated, slightly swollen, mother-of-pearl in colour or, it is separated, exposing an eroded, moist, and shining red surface. Fragments of macerated epidermis with a mother-of-pearl hue are seen on the boundaries of the erosions. The process is marked by persistent character and a tendency to recur. There is a sensation of burning and itching. The yeast erosions attack the feet less requently, but many of the interdigital folds are involved (some​times all of them).







Yeast fungi may affect any mucouse membranes (in the mouth, conjunctiva, vulva, urethra, urinary bladder, etc.)


Candidiasis of the oral mucosa (thrush) is mostly encountered in the newborn and in infants in the first week of life. Among adults it is less frequent. At fist dots of white film resembling semaline grains appear against a hyperaemic background on the mucouse membranes of cheeks, tongue gums, and soft palate. They coalesce and form an entire film which is easily removed at first, but then it thickens, turns a dirty colour, and is seated more firmly on the mucous membrane.



Candidiasis of the mouth angles (mycotic perleche) and candidial induced cheilitis may accompany each other or may occur separately. They usually develop against the background of B2 deficiency (lack of riboflavin). Macerated areas with greyish-white crumbs or films form against a hyperaemic background, usually in both angles of the mouth. The vermilion border is some what thickened and dry.






Candidal vulvovaginitis is marked by oedema and hyperaemic of mucosal areas with clear-cut microscalloped contours, whitish or grayish film, and characteristic secretion which has the appearance of crumbs. There are severe itching and, at times, a sensation of burning.





Candidiasis of the nail folds (paronychia) and nail plates (onychia) are the most common forms of yeast diseases and prevail among females. The are often accompanied by interdigital erosions. The process begins, in the proximal part of the nail fold which becomes hyperaemic and swollen, and a small drop of pus can be pressed out from under it; the cuticle (eponychium) disappears. Then the side folds are involved. There is sharp pain in the acute stage of the disease. After the inflammation subsides, the process usually spreads to the nail plate whose sides and the region of the lunula turn brownish-red-grey. The nail becomes thin, crumbles, and is covered across with strips (a characteristic, sign).

In some cases it is easily separated. The disease usually occurs only on the finger-nails, mostly on the third and fourth fingers.

The most beneficial among the external treatment are 1-2% aqueous or alcohol solutions of aniline dyes: gentian violet (crystal violet), methylene blue. The formula for aniline dyes prepared on alcohol is as follows:

      Rp.: Gentian violet, seu Methylenum coeruleum 0,4

Spiritus vini recuf 40% 20,0

MDS: For external application.

Paints such as a 5-10-20% solution of sodium borate glycerin, silver nitrate

solution, Casteilani's paint are also used uinrnents and pastes containing saiicyiic acid, sulphur, tar, benzoic acid, etc. are prescribed.

In disseminated and protracted forms of candidiasis of skin visible mucous membranes, the identified unfavorable external and internal factors are removed whenever possible or reduced and oral anti-yeast antibiotics are, prescribed. These are nystatin the daily dose of which (2000000-3000000 U) is divided into four portions. It is given for 14-17 days (depending on the character of the process). Treatment with anti-yeast antibiotic is combined with the prescription of vit. of the B complex, ascorbic acid, rutin; children are given a vit. A concentrate in addition. Other anti-yeast antibiotics such as pimafucin, diflukan, ketakonazole, terbinaphine may also be used.

DERMATITIDES
Dermatitis is inflammation of the skin caused by exposure to the external affect of a physical or chemical irritant.

The group of physical irritants includes mechanical agents, high (burns) and low (chilblain, frostbite) temperature, insulation, electric current, and X-ray and radioactive radiation. Acids, alkali, the salts of some acids, and other chemical agents are chemical irritants.

All external irritants are also divided into unconditioned and conditioned (allergens) irritants. The unconditioned, or obligate, irritants cause dermatitis unfailingly and in all persons. These are strong acids and alkalis, water of 60°C and more, etc. The conditioned irritants, or allergens, cause dermatitis only in some people who are hypersensitive to these agents.

Dermatitides occurring under the effect of unconditioned irritants are simple or artificial dermatitides, whereas those caused by conditioned, facultative irritants, i.e. allergens, are known as allergic dermatitides.

Toxicodermias in which acute inflammation of the skin develops under the effect of an ingested irritant, administered intravenously, subcutaneously or intramuscularly, or inhaled as a vapour are a special type of dermatitis. Inflammation of the skin occurs if the patient's body possesses individual intolerance of these substances.

Drug dermatitides (dermatitides medicamentosa) are also distinguished. They may be simple (effect on the skin of high concentrations of drugs, e.g. resorcinol, salicylic acid, etc.) or allergic. Drug dermatitis is often of a fixed character; i.e. medication with the drug always produces lesions on the same skin areas. Drug dermatitides are usually induced by antibiotics, bromine, iodine, mercury etc. The length of time during which the irritant exerts its effect and its strength determine whether the acute or the chronic form of dermatitis will develop. Acute dermatitis may be manifested by erythema, swelling, vesicular and bullous eruptions or tissue necrosis. Mild hyperaemia, infiltration, lichenization, and hyperkeratosis characterize chronic dermatitis.









Simple or artificial dermatitis. The main features of simple (artificial) dermatitis are as follows: exclusive occurrence at the site of action of the irritating factor and the absence of sensitization and tendency towards dissemination or peripheral growth. Such dermatitis resolves (even without any active treatment) one or two weeks after the action of the irritant ceases. Simple dermatitis is usually acute and occurs soon after exposure to the irritant.





Simple dermatitis may be caused by physical, chemical, and biological factors.







Pressure, that of a long duration in particular, and friction are among the mechanical factors, which may induce dermatitis. Their action leads to the development of sore skin (e. g. on the feet when the footwear does not fit; on the palms from pressure of instruments; in the folds, particularly in infants, as the result of friction of touching surfaces with the development of maceration). Under chronic pressure and friction of relatively small force the affected skin areas harden and undergo lichenization because of infiltration of the skin.


One of the forms of dermatitis in children is called intertrigo. It develops from irritation of the skin by the folds of diapers and clothes and
is manifested by hyperaemia, epidermal maceration, in some cases by oozing, a sensation of burning, and pain.



Other forms of simple contact dermatitis caused by physical agents are those occurring from exposure to high and low temperatures (bums, frostbite, chilblains), ultraviolet rays (solar dermatitis), and X-ray and radioactive radiation.






Exposure of the skin to sunrays may lead to the development of acute or chronic solar dermatitis (dermatitis Solaris).



The group of biological factors, which may cause simple dermatitis (phytodermatitis), includes several plants, such as white dictamnine, cow parsnip, primrose, crowfoot, plants of the cashew family and some species of redwood.




Treatment. In mild hyperaemia, prescriptions may be limited to powders and corticosteroid ointments. In cases with marked hyperaemia and swelling, lotions or aqueous shake solutions are first used and then corticosteroid ointments. The blisters are punctured and the affected area painted with aqueous solutions of aniline dyes which also cause a favourable effect in secondary infection.



Chronic dermatitides are treated by warm baths and emollient ointments (diachylon ointment, ointment containing 2-3 per cent salicylic acid), corticosteroid and then with keratoelastic (containing naphthalan, tar) ointments.

The principles of contact dermatitis management are also applied in the treatment of dermatitides caused by chemical agents, with the only difference that an attempt should be made to neutralise the effect of the obligate irritant as soon as it gets on the skin by holding the affected part under a stream of tap water.




Miliaria (seu sudamina) develops in infants and young children. Overheating leads to rapid and marked increase of perspiration and thus contributes to the development of the disease. Multiple diffuse or grouped papules or vesicles manifest miliaria.



Treatment. External treatment consists in rubbing the skin with a 1 per cent boric or salicylic acid solution prepared on 40 per cent ethyl alcohol or Alibur's solution, and powdering with powders containing 1-2 per cent boric acid or I per cent Vioform, and antibiotics are prescribed in doses corresponding to the child's body weight for one week in order to suppress secondary pyococcal infection.

Allergic dermatitis occurs in patients with heightened sensitivity to a definite substance, the allergen. Hypersensitivity may be congenital, the condition is called idiosyncrasy. Much more frequently increased sensitivity develops in repeated contact with the allergen, which results in monovalent sensitization of the body. The underlying factor of such sensitization is a delayed allergic reaction.

Though the allergen comes in contact with a limited skin area, the whole body is nevertheless sensitized. Monovalent sensitization occurs at first. In recurrences of allergic dermatitis, however, group, or less frequently, polyvalent sensitization may develop, which is one of the signs of the transformation of allergic dermatitis to eczema.

Besides the clinical manifestations characteristic of contact dermatitis, signs typical of eczema occur in patients with allergic dermatitis but they are less pronounced (vesiculation, weeping, tendency to recur).








In contact allergic dermatitis erythema, swelling, and the papular and vesicular lesions are localized on areas, which had been exposed to the allergen (commonly the back of the hand, the face, cheeks, and neck, less frequently the lower limbs, forearms and arms) but in some patients the process tends to spread to the covered skin areas. Repeated contact with the allergen facilitates the transformation of allergic dermatitis to eczema. The main feature distinguishing eczema from allergic dermatitis is the resolution of the latter following removal of the aetiological factor, which is identified by means of positive skin tests.










Treatment. First of all the cause of allergic dermatitis must be identified and removed. External antiinflammatory treatment, which depends on the morphological features of the eruption, is supplemented without fail by hyposensitization treatment, the prescription of sedative, antihistaminics, steroid hormones, and vitamins.


Toxicodermia, or toxico-allergic dermatitis, is acute inflammation of the skin and, sometimes, the mucous membranes, which is caused by an irritant acting by way of the respiratory tract or the alimentary canal or one that was introduced into the vein, under the skin or into the muscle. These are usually cases of drug toxicodermia. Drug toxicodermia is a manifestation of the sensitizing effect of the medicine. A combination of allergic and toxic components in different proportions is often responsible for its pathogenesis and causes the development of various lesions of the skin, mucous membranes, the nervous and vascular system, and the internal organs. Drug toxicodermia may occur as the result of long-term medication with some agent.










Drug toxicodermia occurs in some patients as the result of drug idiosyncrasy. Antibiotics, sulphonamides and quinine compounds have particularly marked allergic properties.






The clinical picture of drug toxicodermia is characterized by erythematous, papular, vesicular or papulovesicular eruptions. Diffuse papular or vesicular (bullous) eruption is often found on the skin and mucous membranes, diffuse erythematous foci or erythrodermia are rarer. One and the same drug may cause a morphologically different form of toxicodermia in different individuals.




At the same time, some drugs produce a clinical picture of toxicodermia typical precisely of them. Iodine or bromine toxicodermia is characterized by the development of an acneiform eruption ("bromine" or "iodine" acne) or tuberous bromoderma (iododerma), which is manifested by succulent soft plaques elevated above the skin surface and covered with purulent crusts. On removal of the crusts, a vegetating surface of a pus secreting infiltrate is exposed. In toxicodermia induced by sulphonamides, erythematous reddish-brown with lilac tinge foci develop which are demarcated and have rounded outlines. Sulphonamide toxicodermia is manifested particularly often in the form of fixated erythema which appears at one and the same place a few hours after medication with a sulphonamide drug and after disappearing (in a few days) leaves a slate​brown pigmentation intensifying after each recurrence.






The favoured localization of sulphonamide erythema is the hands, lips, oral mucosa and the region of the genitals.


Drua toxicodermia is usually short-lived. With involvement of the cardiovascular svstem and the internal oraans, however, the Drognosis may be unfavorable.






The presence of symptoms of involvement of the internal organs, nervous system and vessels in drug toxicodermia is important in making the differential diagnosis.






Treatment is based on removing the causes which had caused the disease. After that hyposensitization therapy is conducted, antihistaminics, vitamin C, vitamins of the B complex, rutoside, diuretics and purgatives are prescribed. External agents that cause an anti-inflammatory effect and relieve itching and burning (powders, aqueous and oil shake lotions) are prescribed.




Lyell's toxicoallergic bullous epidermal necrolysis is a peculiar form of drug toxicodermia. Extensive brownish-red foci occur suddenly and acutely on the skin and mucous membranes and flabby bullae form against their background. When the bullae rupture and the superficial epidermal layers are peeled off, extensive eroded oozing surfaces form. Nikolsky's sign is positive. The patient's general condition is grave. There are septic fever (up to 3940°C), disorders of cardiac activity, neutrophilia, increased ESB and the appearance of red blood cells, protein and casts in the urine.






Treatment follows the principles of toxicodermia therapy. Without the use of steroid hormones, a therapeutic effect cannot be achieved in many instances. Abundant drinking, intravenous infusions of a. 30 per cent sodium hyposulphite solution in a single dose of 10 ml, and external application of steroid creams are recommended.            ECZEMA









Eczema is a frequently encountered, recurrent skin disease, characterized by pleomorphism of the morphological lesions. The name of the disease focuses attention on the important sign of acute eczema, namely, multiple small grouped vesicles, which rupture rapidly with the formation of serous "wells" somewhat resembling the surface of boiling water.










It is now accented that the eczema process develops as the result of the effect of a complex of neuroallergic, endocrine, metabolic and exogenic factors. The exogenic irritants include chemical, bacterial allergens, physical factors, drugs, foodstuns, cosmetics, etc.



At the onset of the disease allergic reactivity sometimes is monovalent in character. With the advancement of the dermatosis the sick organism begins reacting differently in both quality and quantity to numerous irritants and allergens, which testifies to the development of polyvalent sensitization characteristic of eczemas.
Classification. Most scientists distinguish true (idiopathic), microbial, infantile, seborrhoeic, and occupational eczemas. Each of these forms may be acute, subacute or chronic.

True (Idiopathic) eczema. Erythema appears at the onset against the background of which microvesicles (to the size of a pinhead), papules mostly exudative, and pustules form. The microvesicles in the centre of the focus rupture, the serous exudate seeps onto the skin surface and produces oozing areas with a macerated and scaling horny layer. Careful examination of the focus will reveal numerous "point" erosions from which small drops of serous exudate emerge (serous wells). 










The clinical picture is characterized by clear-cut pleomorphism and variegated eruptions. Erythematous spots, microvesicles, papules, pustules, erosions, and numerous scratches may be simultaneously encountered at the peak of the inflammatory process. True and false (evolutional) pleomorphism, i. e. the simultaneous presence on the a fleeted areas of vesicles, erythema, exudative papules, small erosions with drop oozing, scales, crusts, and other lesions, the interrupted character of the foci of affection. &ad the alternation of the affected skin areas with healthy areas (archipelago pattern) are extremely characteristic of theczematous process. The eruptions are symmetric and tend to spread to the skin on the upper and lower limbs and trunk. The patients are troubled by itching of various intensity, which is conducive to the development of neurotic disturbances. With the gradual abatement of the inflammatory phenomena, typical of an eczematous process, the oozing is replaced by the formation of crusts and scales and the appearance of peeling and secondary pigmento-vascular or depigmented spots which resolve gradually. Foci of dry and peeling skin with the formation of cracks in the horny layer may arise. Callous hyperkeratotic tissues with cracks sometimes the palms and soles in protracted chronic eczema. Accompanying pyogenic infection often aggravates the course of eczema.




Despite the marked pleomorphism that is typical of eczema, one type of the morphological lesions may sometimes be prevalent. A chronic eczematous process often exacerbates with the reappearance of active hyperaemia, microvesicles, and oozing and intensification of itching.











In children idiopathic eczema occurs in the second or third months of life and is usually characterized by a combination of signs of the true forms.









Microbial eczema is paratraumatic and localized around the wound. It is established, that the antigenic properties of pyococcal flora and pathogenic fungi, yeast included, are capable of sensitizing the skin to these allergens in the process of the development of this type of eczema.










Microbial eczema usually begins as an asymmetric process on the legs, the back of the hands, and the scalp. There is a characteristic sharply demarcated focus of affection (Plate I) often with a fringe of separating epidermal horny layer on the periphery and a weakly pronounced tendency of the dermatosis to disseminate. The borders of the foci are often curved and there are accumulations of greenish-yellow seropurulent and sanguineous crusts and erosions on their surface.










Exacerbations of the disease occurring from time to time lead to intensification of itching.








Microbial eczema often sets in with pustules, acute inflammatory erythema, which appear on the periphery of atrophic ulcer on the leg, in the region of a postoperative stump, around a fistula; it may also develop as the result of improper application of a plaster cast, inadequate treatment of the skin around a wound with iodine tincture, and other factors.







Seborrhoeic eczema is localized on the scalp, face, chest and between the shoulder blades, i. e. in places where seborrhoea often occurs. Vesiculation and weeping are very rare in these patients. The presence of seborrhoeids (rounded yellowish-pink erythematous spots covered with greasy yellowish scales) is a characteristic symptom. Copious stratified yellowish crusts and scales form on the scalp, the hairs on the affected areas are shiny and sometimes stuck together in bundles, and seropurulent exudation is often found in the fold behind the ears. The patient complains of itching (sometimes very intensive), which may precede the clinical manifestations.



Infantile eczema process usually develops against the background of exudative diathesis, often as a result of hereditary altered immunological reactivity.

Children suffering from eczema often develop against the background of diminished immunobiological body resistance manifestations of alimentary allergy and infectious allergic reactions which are often induced by foci of chronic infections and then by hypersensitivity to drugs and other chemicals.

The disease begins in infancy. Eruptions appear on the face and then spread to other body areas. The skin of the face becomes red and swollen, and copious coalescing exudative papules and small vesicles form on it; in places they are covered with massive brownish crusts which leave weeping eroded surfaces. Signs of intertriginous eczema may be found in the region of the gluteal and inguinofemoral folds. Besides the weeping foci, children with infantile eczema may have macular seborrboeic eruptions on the face, trunk, and limbs. Infantile eczema is therefore characterized in most cases by the simultaneous presence of the signs of true, microbial, and seborrhoeic forms of eczema.








Histopathology. The presence of foci of spongiosis in the epidermal Malpighian layer is typical of eczema. The spongiosis is characterized by oedema mainly of the prickle-cell layer, separation and tearing off of the cells of this layer, and the formation of small often-multilobate cavities directly under the horny layer. Parakeratosis is seen in the horny layer.






Treatment. The application of a complex of hypnosuggestive therapy, sedatives, antihistaminics, and (in cases of a torpid eczematous process) low doses of corticosteroids is most pathogenetically substantiated in the management of eczema.



Hyposensitization therapy also includes medication with calcium preparations and sodium hyposulphite (2 to 1 Q ml of a 10 per cent calcium chloride or 30 per cent sodium hyposulphite solution is infused intravenously every other day; a total of 20 infusions) in combination with antihistaminics.







Diuretics are taken in the morning the first four or five days to reduce tissue oedema. Intramuscular injection of a 25 per cent solution of magnesium sulphate (4-6-8 and then 10 ml is injected every other day to a total of 10 to 15 injections) prove very beneficial in individuals with a tendency to hypertension. It causes a hyposensitizing, sedative and hypotensive effect, reduces tissue oedema and inflammatory potential, and improves the filtration function of the kidney.


Sedatives are prescribed: preparations of bromine. Valerian, leonorus, tranquillizers and neuroleptics.




Corticosteroids (prednisolone, methylprednisoione, dexamethasone, triamcinalone, 1 tablet taken three or four times a day for six to eight days) are prescribed to cause an effect on the allergic and inflammatory phases in severe forms of the disease when other measures prove ineffective.






Anabolic steroid hormones are given simultaneously with corticosteroids. Whenever indicated, vitamins are prescribed (A, B1, B2, B6, B12, E, K, and C, folic, nicotinic, orotic acids, calcium pangamate and pantothenate).

Antibiotic therapy produces a good effect in microbial eczema and when pyogenic infection develops in other forms of eczema.

Of no small importance is the treatment of focal infection, epidermophytosis which sensitizes the body, diseases of the gastro​intestinal tract, liver and pancreas, endocrine disorders, and helminthiasis.

The external treatment of eczema depends on the degree of the inflammatory process. The scales and crusts should be first removed from the foci. For this purpose dressings with sterile gauze soaked in vegetable oil are applied to the lesions. The weeping stages of eczema respond well to treatment with cooled lotions containing 2 per cent boric acid, 0.25 per cent silver nitrate, 0.5 per cent resorcinol. After weeping ceases, corticosteroid ointments are used (0.5 per cent prednisolone, 0.25 per cent Depersolone, Dermovate, Locacorten, Flucinar, Ftorokort, Ultralan, Celestoderm). Various pastes may replace steroid ointments or aqueous shake mixtures to that are added 1-2 per cent of anaesthesin and naphthalene, which intensify the antipruritic effect.

With the gradual abatement and elimination of acute inflammation, stronger keratoplastic agents are applied: ointments containing 5-10-20 per cent naphthalene, 1-2 per cent tar which resolve the infiltrate, 2-5 per cent sulphur, 2-3-5 per cent ichthyol, etc.


In treating seborrhoeic eczema of the scalp, oil compresses are prescribed first (to remove the crusts), after which a good effect is produced by Diprusalec, 5 per cent sulphuric, 2 per cent salicylic acid ointments or 1 per cent ammoniated mercury ointment containing 0.5-0.75 per cent salicylic acid.





Antiparasitic external disinfectants have a very good effect in microbial eczema. Aniline dyes produce a good result in microbial eczema. 









Dressings with diachylon ointment have a favourable effect in hyperkeratotic stratifications.

PSORIASIS
Psoriasis is among the most widespread chronic frequently recurring diseases of the skin. About 3 per cent of the world population suffers from psoriasis.

Aetiology and pathogenesis. The virus origin is considered the most probable, but ultimate proof has not been produced.

The Ukrainian author Krichevsky and others supported the virus theory of psoriasis.

The hereditary theory is based on the fact that cases with psoriasis are recorded among members of one and the same family.

The infectious-allergic theory (Skripkin, Sharapova) is based on the commonly known development of psoriasis following chronic tonsillitis, influenza, sore throat, pneumonia, exacerbation of focal infection or against the background of a latent infectious focus.

National authors elaborated the neurogenic concept emphasizing the significance of neuro-psycic factors in the origin and development of psoriasis. Polotebnov, for instance, believed psoriasis to be a manifestation of vasomotor neurosis developing against the background of functional weakness of the nervous system, which is often inherited.

Theory of metabolic disorders. The origin and course of psoriasis are associated with disturbed metabolism of proteins, cholesterol and lipids against the background of shifts in the balance of trace elements and electrolytes, which facilitates the occurrence of the principal changes in the epidermis in psoriasis, namely, disturbed keratogenesis and intensified epidermopoiesis.






The connection of psoriasis with various disorders in the hormonal function of endocrine glands (thyroid, hypophysealadrenal, gonads) has been established long ago.




Clinical picture. The monomorphic papular psoriatic eruption, which in most patients is symmetrical and mainly localized on the extensor surfaces of the limbs. At the time, psoriasis may occur on any area of the skin. The nails and locomotor apparatus are often involved. According to its course, this is a chronic recurrent dermatosis.

The primary lesion is an epidermodermal papule. The psoriatic papule is pink (Pilnov's sign): the fresh lesions are brighter, while the older ones are bleaker. The papules are flat and have a rough surface covered with silver-white (the silver colour is due to the presence of air bubbles) furfuraceous or micro-lamellar scales which scrape off easily. On fresh papules the scales are found in the centre leaving a narrow bright band on the periphery. At first the papules have a regular round contour and a diameter of 1-2 mm. With advancement of the process, the psoriatic papules spread to the periphery grow in size and form plaques often large in size and of fantastic shapes. 



Some symptoms, the psoriatic triad and the isomorphic reaction, or Koebner's phenomenon, are valuable in the diagnosis of psoriasis. The psoriatic triad comprises three subsequent phenomena occurring when the psoriatic papules are scraped:





(1) abundant desquamation of silver-white scales which resembles stearin (stearin-spot phenomenon);




(2) appearance of moist shiny surface after removal of the scales (terminal or psoriatic film phenomenon);





(3) drop haemorrhage appearing with continued scratching, the pinpoint bleeding (Auspitz' sign) or "blood dew" (Polotebnov) phenomenon. The pathohistological essence of psoriasis (parakeratosis, acanthosis, papulomatosis) underlies these phenomena. The isomorphic reaction in psoriasis (Koebner's phenomenon) consists in the development of psoriatic eruptions on skin areas exacerbation of which is induced by mechanical and chemical agents (scratches, cuts, burns, etc.). Seven to nine days elapse between the trauma of the skin and the development of the isomorphic reaction.





Psoriasis may be attended with itching (usually in the progressive phase) of various intensity and a sensation of skin tautness.


According to the size and character of the lesions, the following clinical forms of psoriasis are distinguished: psoriasis punctata; psoriasis guttata, seu lenticularis; psoriasis nummularis; psoriasis annularis; psoriasis gyrata with the eruptions arranged as arcs and garlands; psoriasis figurata, seu geographica when the outlines of the foci resemble a geographic map; psoriasis seborrhoica eruptions occur in places characteristic of seborrhoea as small pinkish scaling spots, ets.

In very young infants and in children under the age of 5 years, psoriasis is manifested by coalesced foci of affection most frequently on the scalp, face, trunk and limbs. The papules form from erythematous spots, sometimes with weeping and swelling, which presents great difficulties in the diagnosis. The exudative component is more pronounced than the eruption in adults.  




The group of atypical forms of psoriasis consists of exudative pustular psoriasis and psoriatic erythroderma.




Two varieties of pustular psoriasis are distinguished: the von Zumbusch's and Barbar's types. Multiple disseminated erythematous​oedematous foci appear first. Disseminated pustular lesions form against this background. The dermatosis may take a malignant course and terminate in death. The second type is characterized by the development on the palms and soles of pustular and psoriasiform foci against the background of crythematosis. The lesions are small at first and arranged symmetrically. The contents of the pustules are sterile. Besides the palmar and plantar foci described, typical psoriatic eruptions may appear.







Psoriatic erythroderma develops as the result of unfavourable exogenic factors, irritating treatment. Quite often (lie cause of erythroderma cannot be determined. The whole of the skin surface becomes bright red with a brownish hue and tense. The degree of oedema and infiltration differs with different skin areas. Drastic scaling is encountered, the hairs fall out, the lymph nodes become enlarged, destruction of the nails occurs and purulent paranychia develops.


The nails are often involved in the process. Three forms of their infection are encountered: punctate onychodystrophy (punctate pitting, the "thimble" sign), onychogryphosis (the nail plate resembles a bird's beak) and onycholysis.








In 10-12 per cent of psoriasis patients changes in the joints develop in attendance to the skin eruptions: arthropathia of the type of polyarthritis deforming, deformities of the limb joints (psoriatic arthritis), and rigidity of the spine (psoriasis arthropatica). Arthralgia varies in character. Symmetric multiple affection of small peripheral articulations of the hands and feet with gradual involvement of large joints and sometimes the spine in the process are very typical. Resolution of the distal phalanges of the fingers and toes are encountered in severe forms. The changes in the joints cause subluxations, luxations, contractures and ankyloses. Psoriatic arthritis is distinguished from rheumatic arthritis by negative rheumoserological tests and the absence of acute attacks and heart involvement.


Course. Three stages of the process are distinguished: progressive, stationary and regressive stages. The progressive stage is characterized by the appearance of new papules, peripheral growth of the old lesions, the presence of an inflammatory ring around the papules, Koebner's phenomenon is positive. In the stationary stage new lesions do not appear, there is no peripheral growth ring and Koebner's phenomenon is not produced. In the regressive stage the psoriatic lesions become flat and pale, scaling reduces or ceases, a ring of depigmentation appears around the papules (Voronov's pseudoatrophic ring), and resolution of the lesions occurs. According to the climatic factors, winter (exacerbation in the cold season), summer, seasonal types of the dermatosis are distinguished. The winter type of dermatosis is much more common than the other types.


Histopathology. The three psoriatic phenomena are determined by the following histological changes. The "stearine spot" phenomenon appears as the result of loosening of the horny laminae and absence of the keratohyaline layer. The "terminal film" phenomenon develops because scratching exposes a shiny reddish surface composed of a row of flattened cells of the prickle-cell layer. The "pinpoint bleeding" phenomenon results from impaired intactness of the papillary capillaries, which are easily accessible because of the thinned-out areas of the Malpighian layer overlying the papillae.




In differential diagnosis one should bear in mind psoriasiform and pustular syphilids which are characterized by more marked infiltration of the eruption, the detection of Treponema pallidum in the serum and positive serological tests.




Treatment should be individualized with due account for the stage of the course, and the seasonal character.



Irritating agents (psoriasinum, chrysarobin, potent keratoplastic ointments) are not applied in the progressive stage when there are fresh eruptions so as to avoid exacerbation of the process. Antihistamines and sedatives which have a soothing effect on the nervous system as well as hyposensitizing agents (intravenous infusion of calcium chloride, calcium gluconate or sodium hyposulphate solutions) and vitamins prescribed in this period (Bi and B6 injections) are a beneficial measure. External treatment consists in the application of steroid creams (Synalar, Locacorten, Diprusalec, Dermovate, Sulfodecortem, Locasalen) preferably under an occlusive dressing, Unna's cream and 2 per cent salicylic ointment.






Suggestive therapy, sedatives, vitamins (A, C, E, B1, B2, B6, B12, B15, nicotinic and folic acids), blood transfusions, gamma globulin, pyrogenal and griseofulvin are indicated in the stationary and regressive stages. Persistent cases unresponsive to treatment are treated with other drugs, cytostatics (antimetabolites) such as Metatrexate and 6-mercaptopurine. One or two tablets are given daily in courses of 5 to 7 days (with similar intervals between courses). Treatment consists of two to four courses, depending on the therapeutic effect and tolerance.     Glucocorticoids (15-20 mg of triamcinolone or 30-40 mg of prednisolone daily) are recommended in difluse exudative psoriasis, erythrodenna and arthropathic psoriasis. Psoriatic affection of the joints is an indication for the prescription of Butadiene, Metobrin, Brufen (Ibuprofen), Rumalon, salicylic agents and synthetic antimalarial drugs. In prolonged medication with corticosteroid drugs it is expedient to combine them with anabolic agents of hormonal and non-hormonal action.

Vegetarian diet poor in fats and rich in potassium is recommended. The restriction of fats and inclusion of vegetable oils in a complex with lipolytic agents (methionine) in the diet is indicated in marked disorder of lipid metabolism.

Physiotherapy includes ultraviolet rays (in the winter form of psoriasis and not in the progressive stage). Treatment at spa and health resorts and balneal therapy (sulphurated hydrogen, radon, and natural brine baths) are indicated. Photochemotherapy has recently been applied with success in psoriasis. The method is based on the combination of oral photosensitizing agents (8-methoxypsoralen) and irradiation with ultraviolet rays of a wavelength of 320-400 nm.
External treatment is also applied with due consideration for the stage character of the process. Non-irritating ointments (with 2 per cent salicylic acid or 2 per cent sulphur, 5 per cent naphthalan, Rybakov's boric acid-solidol ointment, Unna's cream) are prescribed in the progressive stage. Ichthyol-naphthalan, tar ointments are recommended (in increasing doses) in stationary and regressive stages. Ointments or creams with corticosteroids are indicated in all stages of the process.

LICHEN RUBER PLANUS
Hypertrophic, or verrucose form. It is manifested by violet or brownish-red plaques covered with verrucose hyperkeratotic stratifications.

Cases with psoriasiformic type of this dermatosis are encountered. Atrophic and sclerotic forms. Atrophic or sclerotic changes may occur after the papules and plaques resolve.

Pemphigoid or bullous form is a rare exudative form characterized by the formation of vesicles with a serous or serosanguineous content. The vesicles are the size of a pea or a cherry. They form on apparently healthy skin or on the surface of papules and plaques, usually on the legs and feet.

Lichen ruber moniliformis is characterized by large, the size of a cherry stone, lesions threaded like the beads of a necklace.

Acuminate, perifollicular form. Conical follicular papules with a keratotic projection in the centre form.




Annular form develops as the result of spreading of the foci on the periphery and regression from the centre where pigmentation appears. This leads to the formation of small rings, arches, garlands, and semirings which may also form when individual small pustules coalesce. Lichen planus annularis is mostly encountered in the region of the genitals and medial surface of the upper limbs, where it may resemble syphilitic papules.





Histopathological picture. Thickening of all epidermal layers, acanthosis and moderate hyperkeratosis are found. The granular layer is characterized by uneven thickening. Papillomatosis and an inflammatory infiltrate which is composed mostly of lymphocytes are seen in the upper parts of the dermis.




Treatment. Favourable results have been obtained by prescribing antibiotic therapy together with intravenous infusion of calcium chloride or sodium hyposulphate solutions. Bromine preparations, valerian, vitamin C, rutin, nicotinic acid and injection of vitamins B1, B6 and B12 are given. Intensive itching is managed with oral antihistaminic agents which may also be given in injections.

A good effect has been reported from suggestion during hypnotic sleep, from electric sleep, ultraviolet irradiation, diathermy of the cervical sympathetic ganglia, UHF therapy, inductothermy of the lumbar region.








Chronic forms are treated with antimalarial drugs (Resoquine, chingamin syn. chloroquine diphosphate, ets.), which it is advisable to prescribe together with small doses of steroid hormones.

Dermatoses of virus aetiology. This group includes herpes, warts, - molluscum contagiosum, and condyloma acuminatum. The virus enters the body by various routes: through the skin, contaminated articles or mucous membranes (during sexual intercourse with a sick person or virus carrier, through kissing.) and with droplets. In the absence of or in reduced immunity, the incubation period ranges from a few days to two or three weeks.

Herpes simplex The disease is caused by a filtrable virus and is characterized by eruption, on a hyperaemic area, of grouped vesicles filled with a clear and then cloudy content. The favoured sites are the lips (herpes labialis), cheeks (herpes facialis), the wings of the nose (herpes nasalis), oral mucosa (herpes buccalis), cornea (herpes cornealis}, and genitals (herpes genitalis). The vesicles dry into crusts which save no scars when they drop off. Ruptured vesicles on the oral milucosa leave painful erosions with hyperaemic swollen edges (aphthous stomatitis).

The eruption tends to recur. The eruption is often preceded by indisposition, a chill, restlessness, a sensation of burning, poor appetite, and insomnia. The regional lymph nodes are enlarged. The following clinical forms are distinguished: {1} mild (abortive) variety; (2) oedematous form accompanied with bright hyperaemia and marked swelling; (3) severe form (herpes simplex ulcerosa); (4) zosteriform (herpes simplex zosteriformis).

Herpes simplex zosteriformis is distinguished from herpes zoster by the absence of pain irradiating along the distribution of the peripheral nerves.

Treatment. Drying and disinfectant agents are used externally: application of 1-2 per cent pyoktanin (gentian violet) solution, 1-2-3 per cent oxolinum or 30-50 per cent interferon ointment, Bonaphton, gossypol, tebrophenum, 1-3 per cent Florenal ointment, and sulphur-carbolic pasta (Ac. carbolici 1.0, Sulfuris 1.5, Pastae Zinci 30.0).

A disseminated and frequently recurring process is treated by intramuscular injections of 2-3 ml of interferonogen given every six hours for three days. Favourable results are produced by intradermal injections of polyvalent antiherpes vaccine {0.1-U.2 ml is injected at intervals of three days; treatment consists of two courses of five injections made with an interval of 10 days).

Herpes zoster, also called shingles or zona, is caused by a neurotropic filtrable virus Strongiloplasma zonae which resembles or is identical with the chickenpox virus. The development of chickenpox in children who had been in contact with a patient suffering from herpes zoster confirms that these strains are related.

After an incubation period (seven or eight days), the dermatosis is manifested by eruption of grouped vesicles on a hyperaemic skin area correspondi-ng to the segmental distribution of one or more nerves. The eruption is preceded by a prodromal period of attacks of pain along the distribution of the nerves, burning, hyperaemia of the involved areas, general weakness, chill, and headache.

The erupted vesicles are tense, the size of a pea, and are filled with a clear serous content. They coalesce and form foci of affection with finely scalloped edges. The eruptions are characteristically asymmetric and unilateral. The following clinical varieties are distinguished: (1) generalized herpes zoster marked by bilateral and disseminated lesions; (2) herpes zoster haemorrhagicus, in which the clear contents of the vesicles turn purulent and then, when the process penetrates deeper into the dermis, becomes haemorrhagic; (3) herpes zoster gangraenosus, a severe form, in which the floor of the vesicles undergoes necrosis and scars form in their place; (4) mild (abortive) form; (5) bullous form characterized by the appearance of both vesicles and bullae.

Stable neuralgia and muscular pareses may remain at the site of the affection after the acute skin manifestations disappear.

Histopathology. Ballooning  degeneration of the epidermal cells, are demonstrated.







Treatment. Antivirus drugs such as zovirax methisazonum or cutizonum, acyclovir, valacyclovir, interferon, immunomodulators(groprinocin, neovir, cycloferon), salicylates and analgesics, vitamins B1, B5, B6, B12, and I C, autohaemotherapy, gamma globulin injections and interferonogens are prescribed.


Physiotherapy is advisable, namely irradiation with ultraviolet rays, sollux, ultrasonics, indirect diathermy of the cervical sympathetic ganglia, diadynamic.


External application of antivirus ointments (Bonaphton, Gossypol, Tebrophenum interferon) together with aniline dyes has a beneficial curative effect. A patient with an eruption is not allowed to lake a bath or a shower.


Warts are caused by a filtrable der matotropic virus common for all forms of warts. The infection is transmitted either during direct contact from a sick individual to a healthy person or through infected objects. It is supposed that the central nervous system contributes to the pathogenesis of the disease.

Cases cured by suggestion and hypnosis are evidence in favour of this supposition. The duration of the incubation period ranges from a few weeks to several months. Several varieties of warts are distinguished.

Verruca vulgaris are mostly encountered in children and youths and grow on the hands and feet and less frequently on the face.

Clearly circumscribed, hard, painless, semispherical lesions appear, which are elevated above the skin surface. They have the colour of normal skin or are greyish or brownish and there is no inflammation. Their surface is granular and rough, sometimes with nodular structures. Their size varies from that of a pin-head to that of a lentil; large conglomerates may form when the warts coalesce. Warts on the planter surface of the foot and the palm are hardly elevated above the skin surface and are characterized by marked keratosis. The number of warts ranges from solitary lesions to several dozens.

Treatment. Suggestion with hypnosis proves effective, electrocoagulation or diathermocoagulation, curettage, freezing with trichloro-acetic acid, solid carbon dioxide or liquid nitrogen (cryotherapy or cryodestruction) are conducted. Interferon, colchicine, 2 per cent Oxolinum, 1-3 per cent Florenal, and gossypol ointments are applied and the lesions are treated with Fowler's solution or pheresol composed of 40 per cent phenol and 6Q per cent tricresol.

Plane juvenile warts (verrucae planae juveniles) prevail among children and adolescents. These are slightly elevated, polygonal or rounded, flat hard lesions. They have a smooth surface and vary in size from the size of a millet to that of a lentil. In some cases they have the colour of normal skin, in others they are yellowish-pink or yellowish​brown. Multiple plane warts arc usually scattered on the back of the hands, on the face (forehead), neck and forearms.








Hyperkeratosis and acanthosis are characteristic histological findings.
Suggestion therapy with hypnosis and psychotherapy are conducted. Fowler's solution and magnesia usta (0.25-0.5 g taken three times a day for two or three weeks) are prescribed. External treatment is accomplished with keratolytic ointments containing salicylic, benzoic, and lactic acids and resorcinol, interferon, gossypol, propolis, colanchoe, oxolinum, and bonaphton are prescribed.






Plantar warts are a variety of the common wart. Compression of the feet by footwear, traumas of the soles, and hyperhidrosis of the feet facilitate their formation. These warts occur sometimes on the nail bed on which they form hard and very painful excrescences. Plantar warts are round or oval and yellowish-brown. Because of the sharp tenderness, they make walking difficult; they resemble corns.






Treatment. Liquid nitrogen (cryotherapy), colchamine ointment, painting the lesion with a 10-20 per cent podophyllin solution and vacuum therapy are prescribed. The following astringent is recommended:


Rp: Ac. salicylici 1.0







Ac. acetici 9.0







Cotlodii elastic! 10.0







MDS. For external application






The skin around the wart is smeared with zinc paste (to protect thesurrounding tissues) and a collodion preparation containing 50 per cent potent substances is applied to the wart.

A hot foot bath with sodium hydrocarbonate is then taken after which the collodion film and the softened horny masses are removed with scissor blades. The procedure is repeated until the "root" of the wart is removed.

Condyloma acuminatum (syn. moist warts, pointed warts). The virus may be transmitted during sexual intercourse.

Gonorrhoeal, trichomonad, and discharges of other origin are important in the pathogenesis of the disease. Pointed warts arc usually localized on the genitals and in the perianal region. Small, soft, fillliform pink warts form. When they coalesce, papillomatous growths resembling cauliflower or raspberries form. These growths may macerate and ulcerate. The lesions have a pedicle (a narrow base). Secretion with an offending odour often accumulates between the condylomata.

It is important to differentiate moist condylomata Ijilroin flat (syphilitic) condylomata. The latter have a wide base, hard-elastic consistency, and no lobate structure, and very many Treponema pallidum organisms are found in their secretions. Other symptoms of the secondary syphilitic period and positive results of serologic blood tests help in making the diagnosis.

Treatment. Factors favouring the development of condylomata acuminata are removed. Diathermocoagulation, electro-incision, cryotherapy, and curettage with Volkmann's sharp spoon are carried out. Condyloma acuminatum may be cauterized with condilin, a strong solution of potassium permanganate trichloroacetic acid, and a 20 per cent podophyllin solution or painted with a mixture of four parts of phenol and six parts of tricresol (pheresol). Cauterizing powder (resorcinol and tale in equal amounts) and colchamine ointment are prescribed.

Molluscum contagiosum is caused by the largest filtrable virus Molitor hominis. Infection is transmitted during direct contact with ii sick person and through contaminated objects. The incubation period is of two weeks to several months. A nodule the size of a pea and the colour of normal skin or pearly-grey (mother-of-pearl) in appearance forms. It is semispherical with a crateriform depression in the centre and a caseous​like content in which microscopy reveals degenerative shiny oval epithelial cells with large protoplasmic inclusions (molluscous bodies). There are no subjective sensations. The nodules may be solitary or may occur in dozens (disseminated lesions).

The favoured localization in children is on the face (around the eyes), neck, chest, and the back of the hands. In adults the lesions occur mostly on the external genitals, the pubis and abdomen which testifies to the possibility of the sexual route of infection.

Treatment. The nodules are expressed with forceps or removed by curettage with a sharp spoon after which the area of the affection is painted with a 5-10 per cent iodine tincture and a 3 per cent Oxolinum or interferon ointment is applied. Diathermocoagulation and cryotherapy are also conducted.

The PemphigusTrue pemphigus (pemphigus vere). Most researchers to date regard pemphigus as a manifestation of immunopathological auto-uggressive         processes. Data on the detection of antibodies against the intercellular substance in the affected skin, fluid from the bullae and blood serum of patients are presented as evidence in confirmation of this conception.
Classification. Four forms of pemphigus vere are distinguished: vulgaris, vegetans, foliaceus and seborrhoicus. The dermatosis usually begins between the ages of 40 and 60.
Pemphigus vulgaris. The dermatosis begins with affection of the oral and throat mucosa, as a rule, after which the skin of the trunk, limbs, inguinal region, axillae, face and external genitals is involved in the process. The course is characteristically severe and chronic. Patients died within a half to two years in the precorticosteroid era. The disease sets in suddenly with the abrupt appearance of bullae on an apparently healthy skin. The bullae are at first tense and then rapidly become flaccid. They range in size from a pea to a bean but may he larger, and are filled with clear, and later with cloudy serous fluid.

Weeping, eroded surfaces with polycyclic contours form rapidly in the process of evolution. In regeneration of the epidermis, stratified brownish crusts form after which a brown pigmentation remains on the areas of the foci. Spontaneous remissions alternate with recurrences, as a rule. In a malignant course, the body becomes exhausted, septic fever sets in and is particularly severe if secondary infection develops; there are also eosinophilia, retention of sodium and chlorides in the tissues and a diminution in the protein content.

Patients suffering from pemphigus experience no itching as a rule.
Sometimes the numerous erosions cause severe pain. The lesions areparticularly painful when located in the mouth, on the lips, and the genitals.










The degenerative changes in the Malpighian layer, which are embraced by the term "acantholysis" are the morphological base of a significant clinical and diagnostic sign known as Nikolsky's sign (phenomenon). It consists in the following. If one pulls the ruptured top of the vesicle, the epidermis on the apparently healthy skin is separated: when the apparently healthy skin area between the bullae or erosions is rubbed, the upper layers of the epidermis are also separated, and finally. Besides, when an intact bulla is pressed with a finger one can see the fluid separating the adjacent epidermal areas and the bulla enlargi4g on the periphery. This last diagnostic test in pemphigus is called the Asboe​Hansen's sign.


Pemphigus vegetans. From the very onset of the disease, however, attention is drawn to the tendency of the bullae to be localized around the natural orifices, the navel and in the region of the large skin folds. Papulomatous growths secreting a considerable amount of exudate form later in places of the ruptured bullae against the background on an eroded surface covered with a dirty film. The lesions tend to coalesce and form large vegetative surfaces at places with purulent necrotic disintegration. Nikolsky's sign is often positive. The dermatosis is attended with pain and a sensation of burning. If treatment is successful, the vegetations become flatter and drier and the erosions epithelize. Marked pigmentation remains after the lesions. In some patients with pemphigus vegetans, cachexia grows and death may occur.


Pemphigus foliaceus is characterized by drastic acantholysis leading to the formation of superficial fissures directly under the horny layer, which later turn into bullae.





At the beginning of the disease, flaccid bullae with a thin top and slightly elevated above the surface form on apparently healthy skin Nikopsky’s phenomenon is sharply positive. They rupture rapidly with the formation of large erosions. More frequently the tops of the bullae dry up into thin stratified scaly crusts. Epithelization of erosions under the crusts is slow. New portions of the exudate cause the layering of these crusts, producing a scaly surface, hence the term "exfoliative", by which the disease is also known. A chronic course of many years with periods of spontaneous improvement is characteristic of pemphigus foliaceus. As it advances, the dermatosis gradually occupies extensive areas of the skin and often develops along the type of erythroderma. The oral mucosa is very rarely involved in pemphigus foliaceus. The patients gradually become weaker, lose weight and caehexia develops.





Pemphigus seborrhoicus (Seneur Usher Syndrome). In most cases the disease is benign though of a long duration. The lesions usually appear on the face first and less frequently on the scalp, chest and back. Closely arranged greasy crusts form against an erythematous background and simulate the picture of cicatrizing erythematosis on the face. Moist eroded surfaces arc exposed when the crusts are removed. Acantholytic cells are demonstrated in impression smears from these surfaces. The bullae often form unnoticeably and the crusts seem to be the primary lesions. In other cases vesicles covered with stratified yellowish crusts form on the trunk and limbs, in sites characteristic of seborrhoea. Lesions rarely occur on the mucous membrane, but if this happens, they are a poor prognostic sign.Histopathology of pemphigus. Acantholysis, disruption of the connections between the epidermal cells, is the fundamental histopathological change in all forms of true pemphigus. Acantholysis creates grounds for the subsequent formation of bullae which arc always located between the cells of the prickle-cell layer (intraepithelially). It is particularly sharply pronounced in pemphigus foliaceus. It thus becomes clear that in such patients Nikolsky's sign may be positive almost on any area of the skin. The important test for verifying the diagnosis of true pemphigus is detection of acantholytic cells in impression smears or in Giemza-stain smears (cytodiagnostics after Tzanck).

Treatment with steroid hormones envisages the prescription of maximum doses (40-60 mg of prednisolone or methylprednisolone, 32-48 mg of triamcinolone, 4-6 mg of dexamethasone daily).

The prescription of large doses of corticosteroids is necessary when there are vital indications.

In order to reduce the dose of corticosteroid hormones and in this way to avoid the severe complications which they may induce, the hormones have been recently successfully combined with the prescription of cytostatic drugs. The following cytostatics (immunosuppressants) are used: prospidium chloride, total treatment dosage 2000-2500 mg; Methotrexate, 25 mg injected intramuscularly once in 5-7 days to a total of 4 or 5 injections or one half tablet is taken orally four times a day, i.e. 25 mg taken daily for 5 days followed by a 3-day interval (a total of 4 or 5 such courses are given). Azathioprinum (Imuran) is prescribed orally in a daily dose of 200 mg, taken for 3 to 4 weeks after which the daily dose is gradually reduced to 50 mg; treatment lasts 4 to 6 months.







Pemphigus patients must also be given anabolic hormones (methandrostenolone, syn. Metandienone, Nerobolil, methylandrostenediol, etc.), preparations of calcium and potassium, agents stimulating phagocytosis (pentoxyl, methyluracil) and vitamins (ascorbic acid, rutin, ascorutin, riboflavin, calcium pantothenate, folic acid). Antibiotics are given if secondary infection develops.





Symptomatic therapy is very important. The diet of pemphigus patients should contain a low amount of table salt and carbohydrates but must include highcalory proteins, calcium and vitamins.
Proper and thorough care of a patient are of paramount importance when the affection occupies extensive skin and mucosal areas. Secondary coccal infection is prevented by prescribing frequent warm baths with disinfectant solutions (e.g. potassium permanganate) followed by application of disinfectant agents, crystal violet, 5 per cent boric acid​naphthalan ointment, etc. It is essential to wash the mouth out thoroughly after every meal (a mouthwash with calendula or 1:5000 nitrofurazone solution). The affected skin areas may be smeared with corticosteroid ointments (Locacorten, Flucinar, Dermasolone, Oxycort, Hyoxisone, etc.) and irrigated with aerosoles containing corticosteroid and antibacterial agents.

Duhring's disease (dermatosis herpetiformis). The disease is achronic recurrent allergotoxic dermatosis with a pleomorphic eruption, itching and often with an unfavourable course. It may be associated pathologically with the hypersensitivity of patients with Duhring's disease to iodine.
The dermatosis predominates between the ages of 25 and 55.
The disease is characterized by pleomorphism of the skin lesions. Vesicles, bullae, papules and pustules appear simultaneously or at short intervals. The eruptions are distinguished by a grouped (herpetiform) symmetrical arrangement, often by a chronic and recurrent course, and by marked subjective symptoms (itching, burning and pain).



Despite the periodical elevation of temperature, the patient's general condition is relatively good.







Erythematous, maculopapular and urticarial lesions appear on the skin of the trunk, extensor surfaces of the limbs and buttocks, and have a tendency to develop into vesicles and pustules. Pale yellow vesicles 5-10 mm in diameter are typical manifestations. They may coalesce into larger vesicles which rupture, dry up, and form crusts. The excoriations forming as a result of itching, as well as the erosions, crusts, scales, superficial scars at the site of deep scratches, and pigmentation intensify the pleomorphic phenomena. Involvement of the oral mucosa is much rarer.




Nikolsky's sign is negative. The blood is marked by eosinophilia. A large number of eosinophils is also discovered in the bulla contents.
The patients with dermatosis herpetiformis are hypersensitive to iodine, this hypersensitivity is tested by oral administration of 3-5 per cent potassium or sodium iodine solution, or by applying 50 per cent ointment with potassium iodide to the skin (Jadassohn's test) Exacerbation of the process occurs when the drug is administered orally; 24-28 hours after application of the ointment, new eruptions appear here. Iodine tests should not be undertaken during exacerbation of the process or in the progressive stage.













Histopathology. Subepidermal bullae containing eosinophilic leucocytes are demonstrated. No Tzanck's acantholytic cells are found.








Treatment. Diaminodiphenylsulphones (DDS) are very effective. They are prescribed in cycles, in which doses of 0.05-0.1 g are given 3 times a day for 5-6 days at an interval of 2-3 days. The course consists of 3 to 6 cycles (children are given 0.005 to 0.025 g twice a day according to age). Aviosulphon is also prescribed in cycles. Sulphanilamides produce a satisfactory effect in some cases. Oral medication with B complex vitamins, vitamin A, nicotinic acid, para-aminobenzoic acid and calcium preparations is recommended. Long-term sulphone therapy may cause anemia. External therapy consists in the application of ointments or aerosol irrigations with corticosteroid hormones and aqueous solutions of aniline dyes.



          
A non-irritating diet, poor in gluten, table salt and iodine is advisable.


The life prognosis is favourable.

Epidermolysis bullosa hereditabia. Two forms of epidermolysis bullosa are distinguished; the simple, or benign, form, and the dystrophic form. The latter is subdivided into the hyperplastic and polydysplastic

forms.

Pathogenesis. Attention is drawn to the congenial tal absence orcongenital deficiency of the elastic fibres. Some forms of epidermolysis bullosa are inherited by the dominant type, others, by the recessive type.

Epidermolysis bullosa simplex occurs in early childhood, some times in the first days of life, mostly in boys. After a slight injury bulla of various size and with a clear serous, content appear on apparently normal skin on the head buttocks, heels, and the extensor surfaces of the knees and elbows and on the mucous membrane of the mouth and genitals. These bullae leave no scars. The upper epidermal layers are often separated and displaced when the skin is rubbed, but Nikolsky's sign is negative. Patients experience itching and burning. Abnormalities of the teeth, hairs, and nails are either not encountered or they are very rare. The general condition is not disturbed. The manifestations of the disease abate or disappear by puberty; the process deteriorates in summer.

Epidermolysis bullosa hereditaria dystrophica hyperplastica sets in from infancy or in puberty. In this form of epidermolysis, atrophy of the skin or scars, sometimes kelloid, are left in place of the bullae. Thickened nails, dystrophic hairs and teeth, acrocyanosis, hyperhidrosis, epidermal cysts or white acne (milium) are encountered. Areas of hyperkeratosis are found on the palms and soles.

Polydysplastic variety of congenital dyatrophic bullous epidermolysis is manifested on the first days of the infant's life and is marked by the formation of disseminated large bullae with a sero​haemorrhagic content at the sites of injuries and on any skin area, and on the scalp. The bullae rupture rapidly, bleeding erosions and ulcers form, which heal leaving scars. The scars may cause grave deformity of the eyelids, mouth, nasopharynx, mutilation and contractures, and may restrict the mobility of the tongue. Blastomatous processes may develop on the scars. Nikolsky's sign is positive.









Treatment. ACTH and corlicosleroid hormones (in median doses), vitamins A. E, D, and C, ascorutin and pangamic acid are prescribed. Preparations of calcium, iron and liver, transfusion of native plasma, methyluracil, and gamma globulin are the measures of general invigorating therapy. External treatment consists in the application of dermatol, ointments or acrosols containing corticosteroid hormones and antibiotics, and the prescrirtion of baths with potassium permanganate, zinc sulphate or oak bark decoction. Medication with steroid hormones, vitamins, and antibiotics considerably improves the prognosis in severe forms of epidermolysis bullosa.

The causative agent of syphilis. March 3, 1905 is the date when the causative agent -of syphilis, the Treponema pallidum (syn. Spirochaeta pallidum), was discovered by Shaudinn and Hoifmann. It is a spiral threadd shaped like a corkscrew when viewed under an optical micaoscope. On the average, it has from 8 to 14 uniform spirals each about lum long. Great motility is characteristic of T, pallidum. Several types of its movements are distinguished, namely, back and forth; pendulum-Re, bending, contractile and around its own axis (rotary).

Drying kills it. Heating to 60°C destroys it within 15 minutes and at  100°C instantly

T. pallidurn enters the human body through injured skinor mucous membran:es. A syphilitic patient is contagious, particularly in the period of active manifestations.

Sexual contact of a syphilitic patient with a healthy person should now be recognized as the main route of infection. Cases of infection through objects (commonly shared dishware, cigarettes) are rare. Cases when treponemas found in the secretions of syphilitic lesions contaminate objects of everyday use,. wh:ichh thus convey infection, are comparative rarer.

Cases of infection with syphilis in direct transfusion of blood of a donor suffering from syphilis are extremely rare. It is considered that the saliva of a patient is contagious because of the presence of treponemas in it only if there are syphilitic lesions in the mouth.

It has been suggested that the milk of a nursing mother suffering from syphilis is contagious even when there are no noticeable syphilitic lesions in the region of the nipple. A similar interpretation is given to the contagiousness of the semen despite the absence of manifestations of the disease on the genitals of a patient with active syphilis. At the same time, it is believed that the urine and sweat of patients are not contagious.
General course of syphilitic infection. The French syphilologist Ricord drew attention to the regular change of periods in the "classical" course of syphilis. According to this classification by periods, the incubation, primary, secondary and tertiary periods (stages) of syphilis are distinguished. The incubation period is the length of time between infection and formation of the primary syphiloma (hard chancre) and lasts 4 to 5 weeks on the average. Primary syphilis (syphilis primaria) lasts 6 to 8 weeks. Wassermann's reaction and the serological precipitin reactions

are negative in the first three or four week after the appearance of the hard chancre (primary, seronegative syphilis), but become positive later (primary seropositive syphilis). Serological tests by the end of the primary and the beginning of the secondary periods they yield a sharply positive result in almost 100 per cent of cases.
Besides the primary syphiloma, enlargement of lymph nodes (bubo) closest (regional) to the site of the entry of the infection i s characteristic of the active period of syphilis. Regional scleradenitis (usually in the inguinofemom.i and less frequently m the suhmandibular region) develops mostly one week after the formation of the primary syphiloma. As the result of generalization of the infection at the end of the primary period polyadenitis and systemic symptoms appear often.

The primary active period of syphilis may be followed by a latent period, though most frequently the disease develops directly into secondary syphilis. This period is characterized by the appearance of diffuse and generalized eruption on the skin and mucous -membranes usually of rose coloured spots (roseola) and papules, much less frequently of pusfiular lesions. Secondary syphilis, in which eruptions appear on for the first time, is called the secondary early period (syphilis secundaria recens). In about 2 or 3 months the eruption disappears spontaneously (without treatment) and the disease develops into the secondary latent period (syphilis, seu lues II latens). Recurrence of eruptions in secondary syphilis is known as secondary ( syphilis II recidiva)





                                                                                If antisyphilitic treatment is not applied, three, four and more such recurrences may develop. The lesions of secondary recurrent syphilis (mostly rose coloured spots and papules) differ from those of secondary early syphilis in a lesser number, larger size, paler colour, tendency to form groups, figures, arches and galands, and localization restricted to places of intensified irritation.







The tertiary period of syphilis usually occurs no earlier than three to five years after infection. It becomes manifest by tubercular or gummatous lesions. These are localized not only on the skin or mucous membranes, but in the internal organs, nervous system, hones and joints.

A patient cures of syphilis does not acquire immunity; immunity develops in the patients body in the period of. syphilitic infection; this immunity is called non-sterile, infectious.






Primary period of syphilis. In individual patients weakened by tuberculosis, rheumatism, alcoholism or hypovitaminosis, the incubation period may be shortened to less than three weeks.




A prolonged incubation period in syphilis of over 4 to 5 weeks, however, is recorded. Medication with antibiotics is particularly conducive to an increase of the incubation period. It was observed prolongation of the incubation period to 120days.




The active primary period of syphilis is manifested clinically by the primary syphiloma (hard -chancre), regional scleradenitis and, sometimes, by lymphangitis.







The primmary syphiloma (hard chancre) forms at the site of entry of T. pallidum into the skin or mucous; membranes, chancre is usually localized on the skin andd mucous membranes of the genitals, the anus in homosexuals, less frequently on the thighs, pubis or abdomen. The extragenital chancre, which is a less frequent occurrence, forms on the lips, tongue, tonsils, eyelids, fingers and on any other area of the skin or mucous membranes which the treponemas had penetrated.



The clinical picture of hard chancre is very characteristic, as a rule. It is usually manifested by single, strictly round or oval, saum-like erosion with discrete boundaries, and the size of the tittle finger nail. The erosion has the colour of raw meat or spoiling fat, its edges are slightly elevated and sloping towards the floor (saucer-shaped). It produces serous sparse secretions which lend the chancre a shiny ("polished') appearance. The most characteristic sign of the hard chancre is an infiltrate of dense-elastic consistency palpated in the base of the erosion (hence the name "hard" chancre, primary "sclerosis"). The edges of an ulcerous hard chancre are elevated even more, while the infiltrate is more pronounced. On healing an ulcerous hard chancre leaves a scar while an erosive chancre heals without a trace. The course of the primary syphiloma is characterized by mild tenderness or tota3l absence of subjective disturbances. T. pallidum is easily detected in secretions of the primary syphiloma in dark-field illumination.




One of the substantial features of primary syphiloma was that it was always single, whereas in the last decade, in contrast, the number of patients with two or more chancres has markedly increased.



Several variants of atypical chancre exist: chancre-amygdalitis, chancre-panaritium and indurative swelling.






Chancre-amygdalitis is characterized by enlargement and hardening of one tonsil with no erosion or ulcer on it (it an erosion or ulcer of the primary period of syphilis is found on the tonsil, this is called primary syphilorna.1ocalized on the tonsil). No marked inflammation around the tonsil, temperature reaetionn or painful swallowing are in evidence, while the tonsil is sharply demarc,ated, The presence of regional sclendenitis on the neck at the mandibular angle, typical of the primary period of syphilis and positive serological blood tests help in making the diagnosis.

The hard chancre may be found on the fingers in the usual clinical form, or in an atypical form (chancre panaritium). This localization is mostly found in medical personnel. In clinical picture chancre-panaritium resembles the common panantium of streptococcal etiology (club-shaped swelling and sharp tenderness of the distal phalange), but the presence of a hard infiltrate, the absence of an acute inflammatory erythema and, most important, the presence of characteristic regional (cubital lymph nodes) scleradenitis make its recognition easier.



Indurative swelling as a manifestation of the primary period of syphilis is found in the region of labia majora, scrotum or prepuce, i.e. in places richly -supplied with lymph vessels These areas become -swollen. Manifest induration of the tissues with no pittmg on their compression an are characteristic.





Balanitis, balanoposthitis, phimosis, paraphimosis, the development of gangrene, phagedena are complications of hard chancre.

Balantis and balanoposthitis are the most commonly encountered complications. They develop as a result of attendant coccal or trichomonadal infection. In such cases swelling, bright erythema, and maceration of the epithelium develop around the chancre. The secretion on the surface of the chancre becomes seropurulent.




Balanoposthitis may lead to constriction of the prepuce so that the foreskin cannot be retracted. This condition is called phimosis. The swelling of the prepuce in phimosis gives the appearance of an enlarged penis which is red and painful. The hard chancre localized in such cases in the corona glandis or on the inner surface of the prepuce cannot be examined. The diagnosis of syphilis is made easier by the characteristic regional lymph nodes whose aspirate is examined for the causative agent An attempt to retract the prepuce in phimosis with force may lead to another complication called paraphimosis, in which the oedematous and infiltrated preputial ring strangulates the glans. As the result of mechanical disorders of blood and lymph circulation, the swelling increases. Necrosis of the tissues of the glans penis and prepuce may occur if measures are not applied in time.





The development of gangrene and phagedena are more severe but dfrequent complications of hard chancre. They are encountered weakened patients and alcoholics as the result of attendant fusospiriitary infection. A dirty-black or black scab (gangrene) farms the surface of the chancre and may spread beymd it (phag-ed.ena). The -scab covers an extensive ulcer and the process may be attended with general symptoms. A coarse scar remains after the gangrrnous ulcer heals.



Regional scleradenitis is the second most important symptom of primary syphilis. It develops 7 to 1Odays aftr the appearance; of the hard chancre. Lymph, nodes closest to the hard chancre (usually the inguinal nodes) enlarge to the size of a bean or a hazel :nut and become dense​elastic, but do not fuse with one another, the surrounding tissues or skin. They are painless and the overlying skin is normal.


Period of syphilis, syphilitic lymphangitis (inflammation of the lymphatic vessels), as a hard, painless cord as thick as a bulbous end probe.











The secondary period of syphilis often . begins with prodromal
phenomena. There are weakness, headache, pain in the muscles, body temperature elevates to moderate value& Blood leucocytosis and anaemia may be encountered in this period.






The secondary period of syphilis is -characterized by a wide variety of morphological lesions localized on the skin and visible mucous This period is divided into secondary early syphilis (syphilis II recens), when the eruptions appear for the first time, and secondary recurrent syphilis (syphilis 11 recidiva) when the eruptions reappear after an inierval. The secondary period of -syphilis develops 2.5-3, less frequently 4 months after infection. In non-treated cases recurrences may be suffered sevexal times widtin 2-4 years mad more. The diagnosis of secondary latent syphilis is made in the interval between the eruptions.



The common features -of the eruption in the - period are its appearance over the entire body, rounded contours and discrete boundaries -of the lesions, absence of a tendecy to coalesce, a rose-red colour with a bluish hue, absence of subjective disturbances and a benign character of the lesions -(even if not treated, they -disappear some time later without a trace). A vast number of treponemas are found on the eroded surfaces of the secondary syphilids because of which they are very contagious both during coitus and in close everyday contact. Serological blood tests (Wassermann's and precipitin -reactions) am sharply positive in almost 100per cent of cases with secondary early syphilis and in 96-98 per cent of thepatients  with secondary recurrent syphilis.











The beginning of antibiotic therapy in patients with secondary  exacerbation reaction (Lukashevich-fariseh-Herxheimer reaction), which is manifested not only by elevated body temperature and other general symptoms as the case is in primary syphilis, but by an increased number of lesions and intensificationof their colour.
The secondary syphilis are vascular spots (roseola), papules and, less, frequently, vesicles and pustules. Pigmented syphilids (syphilitic leucoderma) and syphilitic alopecia are also lesions of the secondary period.




The syphilids of the secondary early period are smaller, abundant brighter in colour; they are localized symmetrically, mainly on the skin of the trunk, show no tendency to coalesce and do not undergo scaling as a rule. Remnants of the hard chancre and marked regional scleradenitis may be found during this period. Besides, polyscleradenitis is more manifest.











In secondary recurrent syphilis, the lesions are larger, less abundant and are often arranged asymmetrically. Tend to form groups (figures, garlands, arches) and are paler in colour. The lesions are often localized in the perineum, inguinal folds, mucous membranes of the genitals and mouth, i.e. in places subject to irritation.

Macular syphilid is the -most common morphological lesion of secondary syphilis, the early form in particular. It is a rosy-red vascular spot w*t a bluish hue, which disappears when pressed. Not elevated above the skin surface as a rule, and reaches the size of the little-finger nail. No scaling occurs and no traces are lot when these spots resolve. The roseoia. is usually found on the sides of the trunk, the chest, abdomen and the upper limbs. The spots develop gradually for one or two weeks, remain unchanged for one to three weeks, and then turn pale and disappear.

Papular syphilid is a frequent manifestation of the secondary, especially the recurrent, period or syphilis. Papules the size of a lentil (lenticular papules) are encountered mom fiequently those the of a pinhead (miliary papules, or lichenoid syphilids) are rarer. Lenticular papules are semispherkial and -have descrite boundaries and regular outlines; they are ham-coloured and do not coalesce. Scaling is often encountered and the scales are aminged on the periphery of the papule (Biett's collar). Miliary papules -are arranged -around the orifices of -the hair follicles and. are mostly found- in weakened patients. Large papules with a diameter of about 10 to 20 millimeters are called nummuiar papules. Under the effect of rubbing and irritation with various secretions papules localized in the skin creases, around the anus and on the genitals may grow in size (hypertrophic papules). When they coalesce, plaque-like papules or condymata lata form. The secretions of the erosive and moist papules and the condylomata lata contain treponemas in abundance. Such patients are therefore highly contagious and hwardnus as a source of infection. Papular syphilid of the palms and soles (palmar-plantar syphilid) is very peculiar in appearance: the papuies are not elevated above the skin surface but resemble congestive-red spots covered with clusters of hard horny scales. On palpation, however, the spots are found to be hard.

           Pustular syphilid develops in weakened patients and in individuals abusing alchohol. It is predominantly localized on the scalp, in the small of the back, and on the legs. Pustular syphilids are often combined with papular syphilids. Several variantsof pustular syphilids are distinguished.

In impetigo syphilitica a pustule forms in the centre of the papule and rapidly dries to a trust.

Acne syphilitica resembles acne vulgaris clinically. In making the diagnosis one should take into account the absence or seborrhoeic phenomena.

Varicella syphilitica occurs is divwtaized by the formation of -a spherical pustule the size of a small pea. The centre of the pustule dries very rapidly to a crust and is retracted (in ibis the morphological lesion resembles the smallpox pustule), and a swelling of brownish -red infiltration forms around the lesion.





Ecthyma syphilitica is a rare but severe manifestation of pusular syphilid. There are usually a few lesions (up to ten). They are prevalently  localized on the anterior aspect of the legs, less frequently on the trunk, limbs and scalp. Ecthyma syphilitica is considered to be evidence of a malignant,cou~rse of syphilis. The clinical picture is marked by a deep pustule, covered with a thick greyish-brown crust, as if pressed into the skin. An ulcer forms under the crust leaving .a smooth scar after healing, A hard copper-red infiltrate forms on the periphery of the lesion, which does not occur in ecthyma vulgaris.






Rupia syphilitica is a variant of ecthyma in which a layered conical crust forms. Peripheral growth of the lesion and the presence of a large ulcer under the crust are characteristic features. Rupia develops no earlier than a year  after the onset  of the disease and, like ecthyma, is evidence of the malignant course of syphilis in the patient.

Syphilitic papuls are the -most :common lesions  of the mucous

membranes. Lenticular papules prevail. They are flat, round, intensively dark- red, hard to the touch, sharply demarcated and slightly elevated above the skin surface. The mucosal papules usually cause no subjective sensations  but when they undergo erosion and secondary infectionoccurs, tenderness develops and a hyperaemic zone forms around them. In localization ,of the papules in the lwynx, on the vocal cords, the voice becomes hoarse (raucedo) and, in rare cases, total aphonia develops.

Syphilitic alopecia may be microfocal, diffuse or mixed. Micro-focal -alopecia (alopecia areolaris) is characterized by the appem-ance on the scalp of small. round foci of thinning hair without inflammatory phenomena or scaling. A few months later the hair grow again. In diffuse alopecia the hairs fall out regularly over the entire scalp, though mostly on the temples. Syphilitic loss of hair is encountered in patients with secondary syphilis, mostly in those with secondary recurrent syphilis. Syphilitic alopecia in the region of the beard eyebrows and eyelashes (Pinkus's sign) occurs much less frequently.

Syphilitic Leucoderma. Pigmentary syphilid -appears in patients no earlier than 5 to 6 months after infection, i.e. in the secondary recurrent period. Whitish; as if depigmented, round or oval -spots resembling :lace​work or a net, form on hyperpigmented skin on the side and back of the neck, in theaxillae; andon the sides  of the chest.

Leucoderma is sometimes attended with alopecia.

Tertiary period of syphilis begins three or four yews after infection.

In distinction from the secondary period, the clinical manifestations -in tertiary syphilis are prevalently local, often with involvement not only of the skin and mucous membranes, but of the internal organs, nervous system and motor apparatus; scar remains after the lesions rescdve. The pathoanatomical essence of tertiary syphilids is an infectious granuloma whose localizatim in some cases leads to impaired funation of the Mann in which it has formed.

The tertiary period of syphilis is subdivided into active tertiary syphilis and latent tertiary syphilis. Involvement of and mucous membranes (tertiary syphilids) may be displayed by tubercles or gumma (gummata) -on the skin, in the subcutaneous tissue muscles, bones, internal organs and nervous system. Only a small number of the lesions form (tubercles form in dozens while gummata are usually solitary). They follow a malignant course and always leave scars (if localized in vitally important organs they create a threat to the -patient's life). In the tertiary period standard serological reactions are negative in to 35 per cent of patients. The results of blood tests for T. pallidum immobilization, which are very rarely negative in the tertiary period, are of immense diagnostic value in such cases.






      Tubercular syphilid is usually localized on a small skin area, asymmetrically ,as a rule. The tubercle is semispherical or flat copper-red with a cyanotic hue, and the size of a cherry stone. It is hard and has discrete boudaries. The infiltrate of the syphilitic tubercle undergoes necrosis either of the dry type or with the formation of ulcers. In the first case atrophy remains after  the tubercles resolved. In the second case the ulcers leave a slightly retracted focus of grouped scars surrounded by a pigmented ring. The tubercles erupt in bouts and are therefore found in different stages of resolution. As a result a tesselated scar' forms.                       Most frequent occurrences am grouped tubercular syphilid in which the tubercles are arranged in a cluster, or group without coalescing, and serpiginous (creeping)tubercular syphilid, in which the tuberclescoalesce, heal in the centre while new tubercles appear on the periphery of the focus. Tubercular syphilid, in which the tubercles coalesce into a single patch, and dwarf syphilitic tubercles resembling a millet grain in size are encountered less frequently. Tubercular syphilid causes no subjective disorders.


                      Syphilitic gumma (gumma. subcutaneum), or gtrmmatuus syphilid
 A painless -node the size of a walnut forms in the subcutaneous tissue  without adhesion with the skin or surrounding tissues. It grows gradually, fuses with the skin and loses its mobility. The skin becomes cyanoticred and tenderness appears. The node softens in the centre and a small opening forms :from which a gummy fluid resembling gum arabic (hence the name "gumma") is discharged. The opening grows and an ulcer with hard edges steeply inclined to the floor forms. Necrotic tissue the gummatous core, is found on the floor of the ulcer; it separates slowly after which the ulcer; it separatesslowly after which the ulcer cicatrizes. A deeply-seated retracted(stellate) scar forms.

Tertiary syphilids (gummata and tubercles) are often localized on the mucous membranes of the now, soft palate and uvula. In involvement of the nasal bones the bridge of the nose sinks (the nose becomes saddle back) or the bony part of the nasal septum is perfmated. Because -of perforation of the hard- and soft palate and destruction of the uvula the voice acquires a nasal quality and food gets into the nasal cavity. Gummatvus osteoperiostitis or osteomyelitis usually occurs in the tibia and skull bones. The bone -becomes thickened or the infiltrate disintegrates with the formation of an ulcer, after which the tissue cicatrizes.

Syphilitic periostitis is rarely found in the bone alone; it is combined with ostitis, cases, in which only the periosteum is involved, the process occurs simultaneously in many bones and is distinguished by its long duration.

The cardiovascular system and liver are the internal organs most prone to involvement. Syphilitic aortitis is the most common manifestation of visceral syphilis. The, main- changes take place in the middle coat of the aorta, in view of which the condition is called mesaortitis; it results in hardening of the aortic wall and dilatation of the ascending aorta (this last sign is very pathognomonic of syphilitic affection of the aorta)
In affection of the liver: focal gummatous, miliary gummatous, or diffuse infiwe, and chronic epithelial syphilitic hepatites are distinguished. If specific treatment is not begun in good time, fibrosis of the liver develops (the liver becomes smaller, hardens, functional disorders occur, the patient feels indisposed, etc.), which may prove fatal.

    Syphilis of the nervous system (neurosyphilis). The principal form of mesenchymal neurosyphilis encountered currently is late meningovascular (lues meningovascularis) or pure vawWar neurosyphilis with predominant involvement of the cerebral vessels (lues cerebri) or the brain andd spinal cord (lues cere brospinailis).

Mild headache, dizziness and tinnitus may be observed as a result of in flammation (usually chronic) of the meni,n.ges. The main clinical symptoms, however, are associated with affection of various vessels of the brain or spinal card, in which a specific infiltrate is deposited. As a consequence, disturbances in the motor sphere (pareses, in rare cases paralyses), sensory sphere (paraesthesia, disorders of tactile, temperature sensitivity, . etc.), speech, and psychic activity may occur.

Tabes dorsalis and paralisis progressiva are the main forms in involvement of the brain matter (parenchymatous neurosyphilis~

Trepanemas enter the body of the foetus either by congenital syphilis.The following forms of true congenital syphilis are distinguished:​ syphiiis of the placenta, syphilis of the foetus, infantile congenital syphilis, congenital syphilis early childhood all these forms are manifestation of early congenital syphilis) and late congenital syphilis.

Syphilitic affection of the placenta is manifested by oedema and proliferation of cell elements leading to an increase in its mass and size. In the absence of abnormalities the correlation of the placenta mass and the foetal mass is 1:6, or 1:5, this correlation changes to 1:4 or even 1:3.

Syphilis of the placentaa is characteerized by hyperplasia of the connective-tissue cells and the formation of abscesses in the vessels of the villi because  of  the presence of necrotic, foci resulting from obliteration of the vessels.

Damage of the foetus by the syphilitic infection is manifestated by severe changes in the internal organs and bone system. The foetal parenchymatous organs affected with syphilis become enlarged and firm, a fact associated with the development of diff-use proliferative infiltration and subsequent growth of connective tissue. Besides the liver and spleen, the lungs, kidneys, pancreas and gonads also have similar diffuse inflammatory changes in their tissue. The pronounced diffuse interstitial hyperplasia, copious -desquamation -of-the alveolar epithelium, and growth of cells in the interalveolar spaces in the lungs may give rise to a specific condition called white:pneumonia.



Specific osteochondritis of the long tubular bones develops often at the junction of the epiphyses and diaphyses where the bones grow in length; osteoperiostitis occurs in some cases.



Congenital infantile syphilis. Their skin is wninkled, dry and sallow. Ahydrocephalus, periostitis of the skull bones are frequently observed.  

A peculiar specific lesion is found on the skin of the face, palms, soles and buttocks, which is known as Hochsinger's diff-use papular infiltration. An extensive infiltrate often forms, -it is pierced with deep fissures around the mouth because the infant cries and sucks. Radial scars remain for life in place of the fissures (Robinson Pnurniet scars). The syphilitic infiltrate in the nasal mucosa narrows the nasal meatus, so that breathing becomes difficult, especially when the infant is fed, at the breast










Syphilitic pemphigus is another, early and peculiar sign of congenital infantile syphilis. Vesicles the size of a pea or lentil, with a seropurulent content, and surrounded by a ring of infiltration form.

Tensed vesicles -arranged symmetrically on an inflitrable base (usually on the soles and palms) are characteristic of syphilitic pemphigus. They do not tend to coalesce and there are no accompanying subjective disorders. Many treponemas are easily detected in the contents of the vesicles.







Syphilitic papults are fairly often encountered in congcnital infantile syphilis and resemble the lenticular papules of the secondary .period of acquired syphilis, but in distinction, they tend to coalesce  sphilitic rhinitis. This occurs in intrauterine life and is therefore found at the child's birth. Three stages of syphilitic rhinitis are distinguished. In the first (erythematous) stage there are -mild swelling and induration of the mucous membranes, which has no substantial effect on the infants condition. The secand (secretory) stage is marked by a considerable swelling and copious purulent secretion. Nasal breathing becomes difficult, noisy and wheezing, or the infant cannot breathe through the nose at all, as a result of which it is hard for him to suck at the breast and he becomes emaciated. In the third (ulcerative) stage, which is rarer, destructive processes form and cause destruction of the cartilaginous and bony tissue of the nasal septum, which may lead to the formation of a saddleback, goat-like or opera-glass nose.

Syphilitic ostoechondritis of the long tubular bones is most typical of congenital infantile syphilis. Replacement of bone by granulation tissue may lead to intrametaphyseal fractures and the development of Paffot's pseudo paraivsis: in this condition the infant presses the diseased upper limb to the trunk flexes the diseased lower limb at the knee and hip jonts, avoids active movement and cries when passive movements are made (nerve conducuction preserved and sensitivity and movements of the fingers and toes are therefore not impaired).

Syphilitic periostitis and osteaperiustitis in infants are mostly localized - in the long tubular bones and less frequently in the flat bones of the skull-(wba'ch causes changes in its shape frontal bossing of the skull, Olympian forehead).

The eyes are the most frequently involved sensory organs. A characteristic punctate “salt-and-pepper" yellowish pigmentation forms on the periphery of the fundus of the eye, which, however, does not affect the infant's vision, as a rule.






A diffuse inflltrative process with subsequent sclerosis is found in many. internal organs (liver, spleen, kidneys, lungs, testes).

Involvement of the nervous system in congenital infantile syphilis may be manifested by meningitis, meningoencephalitie and dropsy of the brain (hydrocephalus).

Congenital syphilis of early childhood occur iin children between the ages of 1 and 4 years, and is distinguished by the scarcity of manifestations. Moist and eroded papules or condylomata latum usually occur in the anal region and on the genitals. Since flat condylomata are the prevalent symptom of this period, the entire period is often called condylomatous.

In addition to the skin and mucosal lesions, affections of the bone system, mainly periostitis of the long tubular bones, and involvement of the ocular coats are encountered in this period.

Syphilitic meningitis, meningoencephalitis, mental retardation and other affections-of the nervous system. have-been described.

Late congenital syphilis is diagnosed in children at the age of 4 to 15 years and later. In its -course, late congenital syphilis resembles acquired tertiary syphilis because patients develop gummata or gummatous, filtrations of the skin, mucous membranes and bones, internal organs and nervous system.

            There are specific groups of symptoms encountered only in late congenital syphilis. They are divided into three groups. The first group consists of authentic, or unconditional, signs pathognomonic for late congenital syphilis. The second group is composed of accessory signs, which suggest congenital syphilis when there are other signs confirming the syphilitic infection. The third group is formed -of dystrophies (stigmata), which are encountered in many chronic infectious d seases and are not specific for congenital syphilis.

Hutchinson's triad (interstitial keratitis, syphilitic labyrinthitis and Hutchinson’s teeth) is an unconditional, or anthentic, sign of late congenital syphilis. Interstitial keratitis is characterized by redness and opacification of the cornea, photophobia, lacrimation, and stable impairment of visual acuity. Syphilitic labyrinthitis, or labyrinthine deafness, occurring -suddenly in a state of apparent well-being is characterized by diminished hearing, usually bilateral, arid tinnitus. The process is associated with infiltrative inflammation of the labyrinth and degeneration of the acoustic nerve. Hutchinson's teeth are marked by dystrophy -of the two permanent upper median incisors which are shaped like a chisel and have a notched cutting edge.

The accessory signs of later congenital syphilis are: sabre shins, syphilitic chorioretinitis and gonitis, Robinson Fourniet's radial scars, frontal bossing of the skull deformity of the nose (saddleback, opera​glass, "goat" nose), certain dystrophies of the teeth (kidney-shaped or "tobacco-pouch” tooth), and some forms of neurosyphilis.

Chorioretinitis is characterized by small "salt-and pepper" pigmented areas on the fundus -of the eye- The process involves the vascular coat of the eye and the optic disk.






Among the variety of dental dystrophies, the following are the accessory signs of later congenital syphilis. A kidney-shaped (tobacco​pouch) tooth (the four masticating cusps of the first molar are -underdeveloped and occur as thin, projections; the tooth itself is small, the diameter of the masticating surface is less than the diameter of the neck, which makes the tooth domed) and a "pike" tooth (hypoplasia of the masticatory surface of the canine tooth, from which a thin conical outgrowth resembling the tooth of a fish protrudes)


Dementia (as a consequence of syphilis of the cerebral vessels), Jacksonian epilepsy, hrmiparesis, hemiplegia,speech disorders, persistent headache (as a manifestation of syphilitic hydrocephalus), and tabes dorsalis are among the forms of neurosyphilis.




The following stigmata of late congenital syphilis are most significant (1) Avsitidiisky's sign consisting in thickening of the sternal end, of the clavicle, as the result of diffuse hyperostosis. The right clavicle is affected most frequently; (2) a high "Lancet-like"; or "gothic" hard palate; (5) infantile little finger (Dubois-Gissard's sign); the little finger isshort (Dubois' sign) and the crease of the distal joint on its dorsal surface is below the crease of the middle joint of the middle finger, while the little finger is somewhat deformed and lurned -inward (Gissard's sign); (4) axiphoidia; (5) Carabelli's cusp, the presence of a fifth auxiliary cusp on the -mastiestory surface of the -first upper molar; (6) diasterna, gaps between the upper incisors; (7) hypertrichosis in boys and girls and growth of hair on the forehead -almost to the eyebrows; (8) dystrophy of the skull bones, bossing of the frontal and parietal eminencies but without a Separating groove.

Prevention of congenital syphilis. All women in pregnancy are subject to clinical and serological examination for syphilis. Serological examination is carried out twice  during the first and second periods of pregnancy.
GONORRHOEA
Gonorrhoea is a venereal disease caused by Neisser's gonococcus (Neisseria gonorrhoeae), was discovered by German scientist Neisser in 1879. The gonorrhoeal process is usually restricted to the urogenital organs and sometimes affects the rectum and the conjunctiva. Gallen (2nd century A. D.) suggested the torm "gonorrhoe" (Gk. gone seed, rhaia flow), but this name gave an incorrect idea of the essence of the disease.

Acute inflammation of the urethra in males and the urethra and the neck of the uterus in females is usually attended with the discharge of pus.

The social significance of gonorrhoea as a venereal disease, is determined not only by its high incidence and associated economical expenditure, but by its complications, sterility in the first place.

Gonocuccus is the Gram-negative diplococcus stained red in microscopy. The gonococci are lentil-shaped cocci about 1.5 nm long, arranged in pairs with their concave surfaces facing each other. They stain readily by all aniline dyes. The gonococci may change their morphological and tinctorial properties.

Gonococci grow on artificial nutrient media in the presence of human protein at a body temperature of 37°C.

The gonococci are strictly human parasites. Outside the human body they perish rapidly; heating above 56°C, antiseptics, dessication, and direct solar rays destroy them. In pus the gonococci retain their viability and pathngenicity only until the pathological substrate dries (from some minutes to 5 hours).

Infection is usually transmitted by the sexual route in direct contact of a healthy person with a sick individual. Adult mates are practically always infected by the sexual route during a natural or perverted sexual act. Gonococcal infection of the rectum and nasopharynx may develop in the latter case. Affection of the eyes in newborns results from infection from a sick mother during parturition. Non-venereal infection occurs in rare cases through contaminated sponges, diapers or clothes (usually in very young girls).










Congenital immunity to gonococcus does not exist. A suffered disease also does not produce true immunity and a person may therefore be repeatedly infected with gonorrhoea.



The purulent secretions of patients suffering from acute gonorrhoea are usually contain many gonococci arranged in clusters both inside and outside the polynuclear neutrophils. Phagocytosis, however, is incomplete. The gonococci multiply inside neutrophils. The gonococci which had penetrated the polynuclears are carried by them to the adjacent organs and tissues.





In males the causative agent of gonorrhoea gains entry through the urethra as a rule. The gonococci multiply rapidly on the urethral mucosa, spread along it and penetrate between the epithelial cells into the connective-tissue layer, urethral glands, and lacunae. They enter the posterior urethra gradually and from there into the prostate along the numerous efferent ducts. Less frequently the gonococci cause inflammation of the epididymis which they usually enter through the deferent duct. Lymphogenous spread of the causative agent is also possible. In females the gonococci first enter the urethra, the neck of the uterus, and then the uterus, uterine tubes and the ovaries. Gonococci very rarely multiply in the bloodstream causing the development of sepsis.

Gonococcal inflammation leads to degenerative processes in the epithelium of the urogenital organs. In chronic inflammation the columnar epithelium sometimes transforms to stratified squamous epithelium with keratinization. A superficial diffuse infiltrate of lymphoid elements forms in the submucosal layer of the connective tissue in the acute stage of the disease. With the development of the chronic form, the infiltrate penetrates deeper, acquires a restricted focal character and may be replaced by cicatricial tissue.

Gonococcal infection in males usually occurs as affection of the urethra (urethritis). The disease develops after a latent period of 5 to 7 days, on the average. When the disease lasts less than two months, it is referred to as fresh gonorrhoea. A disease lasting more than two months is conditionally classified as chronic.

The following forms of gonorrhoea, of the urogenital organs in males are distinguished: (1) fresh gonorrhoea: (a) acute, (b) sub-acute, (c) torpid; (2) chronic gonorrhoea; (3) latent gonorrhoea.

Gonorrhoeal urethritis is characterized by a discharge of an inflammatory exudate from the urethra and painful sensations of various intensity. In acute inflammation the lips of the external urethral opening are considerably swollen and hyperaemic. In some cases they appear glassy and even slightly everted. An abundance of yellowish-green or whitish-yellow pus flows continuously from the urethra. On palpation the cavernous body of the penis is rather hard and tender. If the inflammatory process is restricted to the mucosa of the anterior urethra then, when the patient urinates consequently into two glasses (the two-glass test) the urine in the first glass which has washed out the pus accumulated in the urethra will be cloudy, whereas the urine in the second glass will be clear.

Patients with acute anterior gonorrhoeal urethritis usually complain of cutting pain at the beginning of urination when the strong stream of urine stretches the inflamed urethral mucosa which is eroded in places. Even if treatment is not applied the acute inflammatory phenomena abate gradually in two or three weeks, the urethral discharge reduces, the subjective disorders are alleviated and urethritis turns info the subacute and then into the chronic form. Acute total gonorrhoeal urethritis develops when gonococci gain entrance from the anterior urethra to the posterior part of the urethra. In such cases signs of posterior urethritis (urethrocystitis) appear in attendance to the symptoms of anterior urethritis. The patients complain of frequent imperative urges to urinate at the end of which sharp pain is felt. In the two-glass test urine in both glasses is cloudy because pus flows from the posterior urethra into the urinary bladder (total pyuria). In some cases a few drops of blood are dis​charged from the urethra at the end of urination (terminal haematuria), which lends the appearance of meat washings to the urine in the second glass.

Chronic gonorrhoeal urethritis is characterized by scanty discharge and mild subjective disorders. The correct diagnosis is helped by the medical history and urethroscopy. Several varieties of chronic gonorrhoeal urethiritis are distinguished:

  a) infiltrative;

     
  b) follicular with the affection of Littre's glands and their ducts; 
   
 









           c) granulative;







     

  d) desquamative.








 Focal infiltrates (soft and hard), metaplastic mucosal areas and sometimes strictures of the urethra are found in chronic gonorrhoea. Most frequently chronic prostatitis, develop in males.

Acute gonorrhoeal urethritis may be complicated by inflammation of the prepuce inner fold and the glans penis (balanoposthitis) and inflammatory phimosis.

Littre's alveolar, tubular mucous glands and Morgagni's lacunae found in the urethra are practically always affected by gonococci (littreitis and morgagnitis). Littreitis is marked by the appearance in the first portion of urine of peculiar comma-shaped purulent threads which are impressions of the ducts of the urethral glands.

Infection of the excretory duct of Cowper's bulbourethral glands with gonococci (catarrhal or follicular cowperitis) usually remains unnoticed by the patient.

Gonococci evidently penetrate the epididymis from the posterior urethra through the deferent duct, though it is quite possible that the in​fectious agent is brought here in the blood or lymph. Epididymitis is sometimes attended with effusion into the testicular coats (hydrocele, acute periorchitis).

Gonorrhoeal epididymitis usually develops sharply. Pain in the affected epididymis (the testis itself is unchanged in appearance, as a rule), hyperaemia of the corresponding half of the scrotum (the process is usually unilateral), elevation of body temperature to 38-39°C, indisposition, and headache appear simultaneously.


Prostatitis is the most common complication of gonorrhoea in males. It is often combined with inflammation of the seminal vesicle (vesiculitis). The glandular lobules of the prostate open into the posterior urethra by means of numerous excretory ducts. Infection of the prostatic ducts usually occurs in gonorrhoeal affection of the posterior urethra. When the inflammatory process is restricted to the excretory ducts (catarrhal prostatitis) there are no subjective disturbances. Spread of the affection to the lobules of the gland and the development of pseudoabscesses in them (follicular prastatids) and involvement of the interstitial tissue in the process (parenchymatous prostatitis) in an acute disease leads to more or less pronounced systemic disorders combined with symptoms of acute posterior urethritis. Patients complain of indisposition, pain in the perineum and above the pubis, increased body temperature and dysuric disorders. Rectal examination reveals a tender, rather firm infiltration and enlargement of the affected lobe or the entire prostate. Purulent melting of the infiltrate leads to the formation of a prostatic abscess. In such cases the pathological phenomena are sharply intensified and acute retention of urine may develop.


Chronic prostatitis, on the contrary, is very common in patients with protracted fresh or chronic gonorrhoea. It may be consequent upon acute prostatitis or occur directly in the form of chronic inflammation.

Chronic prostatitis often has no subjective symptoms. Abnormalities are disclosed only on digital examination and examination of the secretions (the leucocyte count in them is above 10-15 in the field of vision, the leucocytes are gathered in clusters, the number of lipoid granules is reduced and crystallization of the secretion is disturbed).







Young girls are infected with gonorrhoea by the non-sexual route, as a rule, due to inobservance of hygienic rules in direct contact with sick adults or through objects contaminated with secretions containing gonococci. Fresh, chronic and latent gonorrhoea of girls is distinguished. Because of the age anatomical and physiological peculiarities, gonococci cause inflammation of the vulva, vagina, urethra and often the rectum at the same time. Gonorrhoea in older girls is usually similar to the infection in adult females.










Acute gonorrhoeal vulvovaginitis occurs five to seven days after infection and is characterized by bright-red hyperaemia and swelling of the large pudendal lips, mucous membrane of the vestibule of the vagina, and the perineum. Hyperaemia and swelling of the vaginal walls are found by vaginoscopy.




The diagnosis of gonorrhoea (fresh, chronic or latent) may be estab​lished only when the causative agent has been identified in the smears or cultures.

In acute fresh gonorrhoea the causative agents are usually detected easily by microscopy of smears stained in parallel by the Gram-method (gonococci are Gram-negative) and methylene blue. The reliability of bacterioscopy is somewhat increased by repeated examination, including that after provocation, i. e. after artificial exacerbation of the inflammatory process. Combined provocation (biological by injecting the gonococcal vaccine, alimentary, thermal, chemical and mechanical) is also necessary in ascertaining the cure. Growth of cultures on artificial nutrient media in combination with microscopy double the number of gonorrhoeal patients detected, particularly those with the chronic form, those who had been treated earlier, those with involvement of the rectum, and others.


For the identification of gonococci by microscopy and in cultures, the pathological material is collected from the urethra, prostate and seminal vesicles of males, from the urethra, cervical canal, rectum of women, and from the vagina, urethra and rectum of girls.

Treatment of gonorrhoea. Gonorrhoeal patients are treated with antigonococcal agents (antibiotics and sulphanilamides), methods for stimulating specific and non-specific immunity, as well as by different methods of local therapy. Only antibiotic therapy is applied in acute fresh uncomplicated gonorrhoea. A complex of measures is needed in protracted, complicated and chronic forms.

The type and doses of antigonorrhoeal agents are established by instructions in the treatment and prophylaxis of gonorrhoea endorsed by the Ministry of Public Health.

For purposes of specific immunotherapy in chronic, complicated and torpid forms of gonorrhoea, in cases unsuccessfully treated with antibiotics polyvalent gonococcal vaccine (gonovaccine) is injected. The local methods of treatment include irrigation of the urethra, instillation of silver nitrate (0.25 per cent) and Protargol, syn. silver protein (1-2 per cent) solutions, introduction of metal bougies and tamponades, various types of physiotherapy (paraffin and ozocerite application, diathermy, electrophoresis, massage, etc.).

Full cure is determined 7 to 10 days after completion of treatment. For this purpose combined provocation is carried out and then, 24, 48 and 72 hours later, smears are taken for bacteriological examination from the urethra and urine and the prostate secretion in males, and smears from the urethra, cervical canal in females.

TRICHOMONAL AFFECTIONS OF THE UROGENITAL
ORGANS
Trichomoniasis is a disease caused by Trichomonas vaginalis. Trichomonas vaginalis Donne (1836) is a unicellular microorganism related to genus Protozoa, class Flagellata. They have pear-shaped body, 13-18 nm in length. The trichomonads move actively by means of movements of the flagella and an undulating membrane, they also may penetrate the intercellular spaces.

T. vaginalis is a parasite of humans and is adapted to living in the urogenital organs. They are poorly resistant to unfavourable environment.

Infection is usually transmitted sexually. Rare cases of non-venereal contamination occur in young girls, for the most part, through objects contaminated with the secretions of sick individuals.

Because of the common modes of spread, trichomonads often induce mixed infection with gonococci and some other microorganisms.

Trichornonads are capable of producing obvious or latent infection in all people. There is no congenital insusceptibility to them. In males, trichomonads may parasitize in the urethra, paraurethral ducts, prepuce, epididymis and accessory sexual glands. In females they parasitize in the urethra, vestibular glands, the vagina, and the cervical canal. Trichomonads cannot parasitize in the rectum and do not cause proctitis.








Clinical picture. Fresh trichomoniasis (acute, subacute and torpid), chronic (of a duration of over two months) trichomoniasis are distinguished. The incubation period is 7 to 10 days, on the average. The clinical picture of trichomonal urethritis in males hardly differs from that of gonorrhoeal urethritis, but the disease and its complications (epididymitis, prostatitis, vesiculitis, etc.) most frequently occur with moderately pronounced inflammatory changes or even with very few symptoms and with no subjective disorders.













In acute trichomonal urethritis, extension of the inflammation to the posterior urethra produces the symptoms of urethrocystitis (frequent and imperative urges to urinate, pain at the end of urination, total pyuria, terminal haematuria). Chronic trichomonal urethritis produces exa​cerbations at times resembling acute or subacute forms of the disease. Epithelial changes, infiltrative foci and cicatricial strictures form in the urethral mucosa.




Symptoms of trichomonal infestation are usually more pronounced in females than in males. Signs of vaginitis (hyperaemia and mild bleeding of the mucous membrane of the vagina and cervix uteri, thin, purulent, often foamy secretions) prevail, as a rule, and may be combined with urethritis, endocervicitis, cervical erosions, and affections of the vestibular glands. In acute vaginitis, the copious secretions induce burning and itching of the skin of the external genitals. Girls develop acute vulvovaginitis with hyperaemia of the mucosa and secretions.








The diagnosis is based on identification of the causative agents in smears and/or in cultures from the urethra, the secretions of the sex glands (prostatic secretions, ejaculate). The secretions from the cervical canal, urethra, and posterior vault of the vagina are examined in females; material collected from the deep part of the vagina is examined in girls. Both native (in a hanging or crushed drop) and stained specimens are examined with a microscope. Cultures are grown on special nutrient media.






Treatment. In acute and uncomplicated cases an oral specific antitrichomonal agent Metronidazole (Trichopol, Orvagil, Tiberal, Efloran, Flagyl), or its derivates are prescribed; 0.5 g{two tablets) Tinidazol (Fasigyn, Triconidazol) are given twice a day for 7 to 10 days. A complex of measures (non-specific immunotherapy and local measures) is applied in complicated and chronic cases. In acute gonorrhoeal-trichomonal infection antigonorrhoeal and antitrichomonal agents are prescribed simultaneously. Chronic and protracted forms are first managed by immunotherapy (pyrogenal) combined with Metronidazole medication, and only after that antigonorrhoeal antibiotics are prescribed.






Control tests (smears and cultures, urological and gynaecological examination) with alimentary and mechanical provocation are begun seven to ten days after the end of treatment and then repeated in one or two months for males, and during three menstrual cycles for females.
Non -gonorrhoea in males. Most frequently such urethritis is caused by micro-organisms entering the urethra during intimate contact or results from descending urogenic infection, causative agents brought from a prostate infected by the haematogenous route, etc.

Among the causative agents of urethritis transmitted by the sexual route chlamydias are most prominent. 11 serotypeherpes simplex virus and fungi of Candida genus are isolated much less frequently. It has been suggested that definite varieties of mycoplasmas contribute to the origin of some forms of urethritis.

The clinical picture of all types of non-gonococcal urethritis is characterized by the predominance of a torpid course and very few symptoms as well as a tendency for a protracted course. Non-gonococcal urethritis often produces complications like prostatitis, vesiculitis and epididymitis, which differ from those of gonorrhoeal origin in a milder course. The diagnosis of non-gonococcal urethritis is made when repeated bacterioscopy and bacterial tests for gonococci and trichomonads are stably negative and no gonorrhoea or trichomoniasis is found in the sex partner. Non-gonorrhoeal urethritis (with the exception of that of candidial origin) usually responds to treatment with tetracyclines or macrolids (1.5 g given daily for 7 to 10 days). Persistent, protracted and complicated cases are managed by non-specific immunotherapy and local treatment in accordance with the topical diagnosis.




Chlamydial urethritis deserves special attention because of its high incidence and the severity of the complications attributed to it. Chlamydias are micro-organisms which take an intermediate place between rickettsia and viruses. They include the causative agents of trachoma, venereal lymphagranuloma and some other human and animal infections. The human urogenital organs are affected by Chlamydia oculogenitalis which closely resembles the causative agent of trachoma.








On entering the urogenital organs during sexual intercourse, chlamydias multiply in the epithelial cells of the urethra, rectum, vagina and neck of the uterus (and the conjunctiva in contamination of the eye) and cause an inflammatory reaction. Urethritis developing in males after an incubation period of one or four weeks is usually subacute or torpid. The chlamydial infection in females usually has no noticeable clinical manifestations, in rare cases mild endocervicitis develops. Chlamydias are inhibited by tetracycline, erythromycin and some of the water-soluble sulphanilamides, but do not respond to the effect of penicillin and its derivatives. It is believed that chlamydias cause postgonorrhoeal urethral inflammation as well as some of the articular complications. 








In 2 per cent of patients with chlamydial urethritis, the common complications on the part of the urogenital organs are attended with the urethro-oculosynovial syndrome (Reiter's syndrome). This syndrome has a complex pathogenesis in which hereditary predisposition to articular lesions and altered body reactivity is of undoubted significance. This syndrome is characterized by simultaneous or consecutive involvement of the urogenital organs (urethritis, prostatitis, etc.), joints (poly- and oligoarthritides), and eyes (conjunctivitis, uveitis, iritis). Reiter's syndrome follows a very torpid and persistent course at times which does not respond to any drugs.










Diagnostic distinguishing of chlamydias in conducted in the culture of cells (L-929 and Mc-Coy), the epithelial cells of embryo sacs of developed hen embryo.







A reaction of chain polymerization is used lately for identification of this infection.
AIDS
Introduction
Acquired Immune Deficiency Syndrome or acquired immunodeficiency syndrome (AIDS or Aids) is a collection of symptoms and infections resulting from the specific damage to the immune system caused by the human immunodeficiency virus (HIV).The late stage of the condition leaves individuals prone to opportunistic infections and tumors. Although treatments for AIDS and HIV exist to slow the virus's progression, there is no known cure. HIV is transmitted through direct contact of a mucous membrane or the bloodstream with a bodily fluid containing HIV, such as blood, semen, vaginal fluid, preseminal fluid, and breast milk. This transmission can come in the form of anal, vaginal or oral sex, blood transfusion, contaminated hypodermic needles, exchange between mother and baby during pregnancy, childbirth, or breastfeeding, or other exposure to one of the above bodily fluids.

Infection by HIV
AIDS is the most severe manifestation of infection with HIV. HIV is a retrovirus that primarily infects vital components of the human immune system such as CD4+ T cells (a subset of T cells), macrophages and dendritic cells. It directly and indirectly destroys CD4+ T cells. CD4+ T cells are required for the proper functioning of the immune system. When HIV kills CD4+ T cells so that there are fewer than 200 CD4+ T cells per microliter (uL) of blood, cellular immunity is lost, leading to the condition known as AIDS. Acute HIV infection progresses over time to clinical latent HIV infection and then to early symptomatic HIV infection and later to AIDS, which is identified on the basis of the amount of CD4+ T cells in the blood and the presence of certain infections.
In the absence of antiretroviral therapy, the median time of progression from HIV infection to AIDS is nine to ten years, and the median survival time after developing AIDS is only 9.2 months. However, the rate of clinical disease progression varies widely between individuals, from two weeks up to 20 years. Many factors affect the rate of progression. These include factors that influence the body's ability to defend against HIV such as the infected person's general immune function. Older people have weaker immune systems, and therefore have a greater risk of rapid disease progression than younger people. Poor access to health care and the existence of coexisting infections such as tuberculosis also may predispose people to faster disease progression. The infected person's genetic inheritance plays an important role and some people are resistant to certain strains of HIV. An example of this is people with the CCR5-A32 mutation are resistant to infection with certain strains of HIV. HIV is genetically variable and exists as different strains, which cause different rates of clinical disease progression. The use of highly active antiretroviral therapy prolongs both the median time of progression to AIDS and the median survival time.


Dermatoses in the AIDS
About 90% of patients infected with the Human Immunodeficiency Virus (HIV) present some manifestation on the skin and mucous membranes which can be not strictly assigned to the different stages of this infection: the asymptomatic HIV positive patients, those affected by the AIDS Related Complex (RCA), and patients with expressed AIDS. Contrary to the symptoms in the early stages of HIV infection, the manifestations in fully expressed AIDS are less characteristic compared to the symptoms observed in routine dermatological cases.

Skin disorders in these patients may appear atypical, they may be widespread, have a more prolonged course, and the response to treatment may be poorer than expected.
Some years ago the World Health Organization (WHO) recommended including the HIV infection into Sexually Transmitted Diseases (STD). The Human Immunodeficiency Virus presents the same multidisciplinary, epidemiological, preventive, and social problems, which fact justifies WHO decision.

Clinical observations Most frequent dermatoses :
Seborrheic dermatitis (SD)
Seborrheic dermatitis (SD) is without doubt the most common dermatosis in HIV-infected patients and is often the only sign of infection occurring in up to 50% of cases.
Clinically SD is characterized by a mild to severe erythema with irregular shape, whitish or yellowish scales and a greasy appearance, involving the seborrheic skin regions: the scalp, temples, retroauricular folds, outer parts of the ears, eyebrows, eyelids, glabella, nasolabial folds, and the midline areas of the chest and back. Less frequently intertriginous spaces are involved and widespread lesions may occur. The course is usually chronic.

The histopathologic findings are similar to those seen in non HIV-infected individuals.
Although SD is always associated with a constitutional seborrheic state and the clinical findings worsen as the disease progresses, and clear as the immune situation improves, this is due to infection to Pityrosporum ovale or Pityrosporum orbiculare .
The treatment is essentially local with shampoos containing imidazoles, corticosteroid creams and hygienic measures.

Oropharyngeal candidiasis (OC)
Candida albicans is a facultative pathogenic saprophyte and in 60% of normal individuals colonizes the oropharyngeal tract, but in HIV-seropositive patients this may be a valuable marker indicating a compromise of defense mechanisms of the mucosa.
Oral candidosis is the most common infection in HIV-infected patients. It is evident that this infection can also be located on other mucosal surfaces like the gland, the coronary sulcus of penis, the vagina or anus, and even in the cutaneous folds and nails, but the relation with AIDS is more difficult to interpret. Disseminated candidiasis in severely immunocompromised HIV-infected patients has rarely been reported, but it is usually fatal.

Clinically there are small white lumps which, when removed, leave an underlying erythematous base located on the buccal epithelium of the cheeks, gums, palate or of tongue. In severe cases, extension to the pharynx or to the oesophagus may occur and erosive complications commonly cause severe symptoms resulting in inadequate food intake.

The treatments are always deceiving due to the frequent relapses despite the good immediate effects. Therefore a simultaneous local and oral treatment with flutrimazol, itraconazol, piroxolamin or fluconazol has to be used.

Condyloma accuminatum (CA)
After SD and OC condyloma accuminatum is the third most common cutaneous affection in HIV-infected patients, detected in more then 30% of the seropositive individuals.
The clinical patterns that can be seen comprehend all the spectra known. In the early HIV disease, the clinical manifestations, clinical course and response to treatment are not unusual. With moderate or advanced immunodeficiency, the HPV lesions may become confluent, much more numerous, unresponsive to usual treatment, and may appear in unusual places.

Unfortunately, no therapy has been devised to eradicate HPV entirely; thus it is necessary to use a combined local treatment. A variety of antimitotic agents are widely employed like podophyllin resin, purified podophyllotoxin or 5-fluorouracil. Surgery, cryotherapy, electrocoagulation, lasertherapy, and intralesional interferon-alpha are also standard measures used for HPV infection. Recently new topics, such as imiquimod or 3% cidofovir ointment, have been successfully used.

Herpes simplex (HSV)
In patients with AIDS the herpes simplex virus, type 2 infection has a prevalence of nearly 20% .

The clinical signs of the genital herpes rarely allow to suspect the immunodeficiency, though in cases of a significant immunosuppression the lesions may run a prolonged and atypical course with more destructive nerve lesions or a very chronic course, even with an appropriate therapy.

Among the most remarkable complications, besides erythema multiforme, the disseminated or systemic infection has to be mentioned. It appears, however, with severe immunodeficiency.

The treatment of choice for the HSV infection is Valaciclovir, an aciclovir prodrug, with a better oral availability. The use of a topical antiseptic may help to reduce the risk of secondary bacterial infection. In severe HSV infection, possibly resistant to aciclovir, systemic phosphonoformate (Foscarnet) may be considered.

Kaposi's sarcoma (KS)
KS is a vascular neoplastic disorder and it is observed much more frequently in homosexuals than in intravenous drug users. KS is caused by the infectious agent HHV-8 (Human Herpes virus Type 8) that has been shown to be transmitted sexually.
The prevalence in Spain does not exceed 6% of the HIV-infected persons, contrary to what it happens in most countries worldwide where 11% of seropositives can be observed, though this prevalence has dropped significantly.

The treatment of this neoplasm has been based on Interferon alpha. However, at present the combined treatment with two virostatics and a protease inhibitor (HAART) is recommended.

Dermatophytosis
Up to 20% of HIV-infected persons have dermatophyte infections. This prevalence is similar to that seen in HIV non-infected individuals.

Aggressive dermatoses
Practically all the dermatological pathology can be observed during the evolutionary stages of AIDS.

Syphilis (S)
Syphilis is quite frequent in patients with HIV infection, with a prevalence of 18-30%.
The symptoms of this oldest and best-known sexually transmitted disease in AIDS patients are less characteristic and thus more difficult to diagnose. Atypical clinical and serological findings are frequent. Examples include rapid progression from the primary chancre to the later stages of S. maligna and widespread gummata. The central nervous system manifestations are more frequent and more severe.

The Treponema pallidum has never shown resistance to penicillin and continues to be the treatment of choice.

Cutaneous leishmaniasis (CL)
The clinical manifestations, though really aggressive, are not displaying necrosis. The lesions are situated in exposed areas, but the inoculation point is sometimes undetectable. The granulomatous lesions are usually spreading.

Making a smear of material from the sore and staining it with Giemsa on a microscope slide can confirm the infection by demonstration of the parasite while histopathology confirms histiocytes full of Leishmania with lymphocytic reaction that possibly facilitates the extension of injuries and even of the scattering.

The treatment with pentavalent antimonials is efficient.
Necrotizing folliculitis (NF)
All the pyogenic bacterial infections are commonly encountered in HIV patients with a prevalence of 3-11% of cases. Much more rare is the NF that is manifested as suppurative or abscess-like lesions with serohematic and blackish scabs developing in 2-3 days from isolated pustules. The lesions may be scattered anywhere on the skin. Generally, there is not a defined bacteriology, and the healing is slow and unaesthetic.
NF is treated with the application of topical antiseptics with good results, but in general it resolves with unaesthetic scars.

Necrotizing gingivitis (NG)
A mixed flora like the fusospyrochetae complex, Candida, gram-positive cocci, herpes virus, cytomegalovirus, and other organisms may cause acute necrotizing gingivitis in immunocompromised host.

The clinical manifestations, including gingival soreness, bleeding and halitosis may develop into necrosis and destructions with loss of teeth and further functional problems. There is often enlargement of the cervical lymph nodes with pyrexia and malaise.
The treatment is complicated because to the topical antiseptics we have to add antivirals like valaciclovir, metronidazole or penicillin depending on the gravity and the etiology.
Herpes zoster (HZ)
According to the few publications, the prevalence oscillates between 6 and 9% of HIV-infected persons.

HZ in HIV-infected patients is more serious than similar infections in immunocompetent hosts,   because   painful   atrophic   scars,   persistent   ulcerations,   multidermatomal
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