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The article provides a nuanced exploration of the distinctive clinical characteristics associated with atopic dermatitis in the pedi-
atric population. The article encapsulates a comprehensive overview of the clinical landscape, highlighting key aspects that con-
tribute to a deeper understanding of this prevalent skin condition in children. The article thoroughly addresses the primary clin-
ical manifestations of atopic dermatitis, including pruritus, erythema, and the characteristic distribution pattern of skin lesions.
The author's meticulous examination extends beyond the surface, delving into the age-dependent variations in symptomatology,
offering valuable insights into how the presentation of atopic dermatitis evolves from infancy to adolescence. Additionally, the
article explores the interconnectedness between atopic dermatitis and other allergic conditions, illuminating the intricate rela-
tionships that underlie the broader spectrum of pediatric allergic sensitivities. Grounded in up-to-date research findings and clin-
ical observations, this annotated article emerges as an indispensable resource for healthcare professionals, researchers, and indi-
viduals seeking a comprehensive grasp of the clinical nuances associated with atopic dermatitis in children. It not only serves
as an study tool but also contributes to the ongoing discourse on effective diagnosis, management, and potential avenues for

future research in this critical area of pediatric dermatology.
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inflammatory skin condition, has garnered

attention due to its increasing prevalence and
impact on individuals' quality of life. Understan-
ding the spread of atopic dermatitis entails examin-
ing epidemiological trends, risk factors, and region-
al variations through the lens of statistical data. This
analysis offers insights into the dynamics of the
condition's dissemination and informs public health
strategies for prevention and management.

Statistical data indicates a notable rise in the pre-
valence of atopic dermatitis worldwide. Recent esti-
mates suggest that approximately 15-20% of children
and 1-3% of adults are affected by the condition [4,
17]. While atopic dermatitis has traditionally been
more prevalent in industrialized nations, emerging
data point to increasing incidence rates in developing
countries, reflecting shifting environmental and
lifestyle factors. It is noticed that in the following
decades the prevalence of AD disease in developed
countries has increased by 2 or 3 times, and the dis-
ease has a progressive growth trend [10, 43].

Atopic dermatitis exhibits a bimodal age distri-
bution, with onset typically occurring in infancy or
early childhood. Statistical analyses reveal a higher
prevalence among children, particularly those under
five years old, with decreasing rates in adolescence
and adulthood. Gender disparities also exist, with

Introduction. Atopic dermatitis is a chronic
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males more commonly affected during infancy,
while females exhibit higher prevalence rates in
adulthood [1, 16].

The spread of atopic dermatitis demonstrates
notable regional variances influenced by genetic
predisposition, environmental factors, and socio-
economic determinants. Statistical data highlights
higher prevalence rates in urban areas compared to
rural settings, attributed to factors such as air pollu-
tion, allergen exposure, and lifestyle changes [40,
44]. Moreover, variations in climate, humidity, and
pollution levels contribute to regional disparities in
disease burden [21, 23, 29].

Several risk factors contribute to the spread of
atopic dermatitis, as evidenced by statistical analy-
ses. Family history of allergic conditions, including
asthma and allergic rhinitis, increases the likelihood
of developing AD. Additionally, environmental fac-
tors such as early-life exposure to allergens, micro-
bial dysbiosis, and dietary factors play a significant
role in disease susceptibility and progression [36].

The spread of atopic dermatitis parallels urban-
ization and industrialization trends, with higher
prevalence rates observed in urbanized regions.
Statistical data underscores the influence of envi-
ronmental pollutants, lifestyle changes, and reduced
microbial diversity on the development and exacer-
bation of AD [46, 47, 51]. Furthermore, urban envi-
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ronments may lack green spaces and natural habi-
tats, contributing to decreased exposure to benefi-
cial microorganisms and increased allergic sensiti-
zation [48].

Currently, the prevalence of AD in Europe is
15.6%, in the USA it is -17.2%, in Japan it is — 24%,
and in Russia it is 30-35%, which by itself is the last
3 decades reflects the state of steady growth of
atopic dermatitis in annuals [12, 13]. In the struc-
ture of general allergic diseases in the Republic of
Uzbekistan, AD disease takes the third place and is
9.7%, this figure is 3.52% among adults, 26.14%
among children, and 20.32% among adolescents
[9]. The analysis shows that the prevalence of AD
among the population of all regions is 7.9%, and
1.7% among children of adolescent age. AD disease
is observed in most cases in families with many
children, and this is caused by the existence of a
hereditary predisposition to allergic diseases and
unfavorable living conditions, which is the basis for
evaluating Uzbekistan as one of the regional char-
acteristics [13, 21].

Three conditions underlie the pathogenesis of
AD and characterize the nature of the disease.
These are the presence of a genetic predisposition to
atopy, the condition of the integrity of the epidermal
barrier, and the occurrence of a sequence of
immune processes that cause allergic inflammations
in the skin [11, 30].

Hereditary factors play a key role in the patho-
genesis of AD. More than 20 genes are involved in
the development of allergic diseases [6, 32, 39]. A
pathogenetically important factor of AD formation
is the deficiency of the barrier function of the skin
associated with the mutation of the gene encoding
filaggrin protein synthesis, which determines the
final differentiation of the epidermis and the state of
the epidermal differentiation complex [22, 33, 36].

Filaggrin is the main hydrophilic protein of the
epidermis, connecting keratin filaments and crea-
ting a structural matrix in the keratin layer, directly
involved in its barrier function [3, 15, 19, 25].
Deficiency of filaggrin protein subsequently causes
inflammation and T-cell infiltration [38, 49].
Hereditary deficiency of filaggrin protein leads to
increased expression of pro-inflammatory cyto-
kines. As a result, several epidermal changes are
observed in the diseased skin areas of patients with

AD, as well as in healthy skin areas, i.e., an increase
in skin pH environment, a decrease in water con-
tent, mild excitability, and cases where the skin's
permeability to low molecular weight chemicals is
exceeded [37].

One of the links in the pathogenesis of AD is the
disruption of skin barrier function. An increase in
the permeability of the epidermis makes it possible
for aeroallergens, infectious agents, and haptens to
enter the deep layers of the skin, which causes con-
tact sensitization [30].

The skin of children is characterized by anatom-
ic-physiological development, rapid replacement of
the layers of the epidermis, rapid mitotic division in
the basal, spiny and granular layers, and a loose
arrangement of roughened cells. In early youth, the
skin is thin, so it is very sensitive to external factors.
High reactivity and sensitivity of the skin, as well as
changes in immune processes are observed. An
important role in the development of allergic reac-
tions in the dermis is based on the presence of a
large number of mast cells. Mediators released by
fat cells under the influence of allergens and irri-
tants help increase vascular permeability [4, 6]. In
children, the aqueous-lipid mantle of the skin does
not provide it with sufficient bactericidal properties,
as a result, the pH environment of the skin is char-
acterized by a state of great variability, when main-
tenance is disturbed and high sweating conditions
are observed, the environment is shifted towards
alkalosis, resulting in a decrease in the capabilities
of the epidermal barrier [14]. A change in the pH
environment at the surface of the stratum corneum
leads to overgrowth of the microbial landscape and
skin infection [7, 45, 50].

In children, AD begins in early infancy and takes
the form of chronic-relapsing, childhood dynamics,
the symptoms of the disease are manifested as latent
to overt symptoms. Symptoms of the disease often
appear in the first six months after birth in 60% of
cases, and in 90% of cases before the age of 1 year.
Diagnosis of the disease is divided by Hanifin J.M.,
Rajka G, (1980) into 3 periods: infancy (0-2), child-
hood (2-12) and adolescence and adult (12-23) peri-
ods. The course of AtD disease in this form is rep-
resented by 5 clinical forms: exudative, erythemato-
squamous, erythemato-squamous type prone to
lichenification, lichenoid and pruriginous forms
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[13, 24].

The course of atopic dermatitis in children is
characterized by a continuum depending on age [18,
31, 34]. After the birth of the child, the first mani-
festation of the disease is manifested by a high level
of sensitivity to food products, then their impor-
tance decreases, and the sensitivity to respiratory
allergens, drugs increase, and the symptoms of the
disease are chronic-repetitive in a changing form.

The initial appearance and location of symptoms
in almost 89.3% of patients begins mainly in the
facial area [35]. In patients, foci are observed on the
cheeks, forehead and forehead. In most cases, the
location of the main morphological signs of the dis-
ease is initially noted in the neck, wrist, lower leg,
elbow and knee folds. Symptoms of the disease in
foci are redness, a little swelling and swelling. In
almost all patients, the course of the disease is man-
ifested in the form of negative conditions, such as
itching, restlessness and sleep disturbances.

During the course of atopic dermatitis, patients
often have comorbidities. The occurrence of these
diseases has a negative effect on the level of disease
progression, activity, immunological status and
causes the disease to become chronic-repetitive and
persistent [2, 8, 26, 41, 42].

Beyond its physical manifestations, atopic der-
matitis exerts a substantial toll on the quality of life
of affected individuals. Statistical analyses demon-
strate higher rates of anxiety, depression, and sleep
disturbances among patients with severe or refrac-
tory eczema. The relentless itching, discomfort, and
visible skin lesions contribute to social stigma and
psychological distress, highlighting the need for
comprehensive management strategies.

The economic burden of atopic dermatitis is sub-
stantial, both at the individual and societal levels.
Statistical data reveals significant healthcare utiliza-
tion, including outpatient visits, emergency depart-
ment presentations, and hospital admissions among
eczema patients. Direct medical costs, such as med-
ication expenses and dermatologic procedures, cou-
pled with indirect costs like productivity loss and
absenteeism, further compound the financial
impact.

Advances in research and therapeutic interven-
tions have expanded the armamentarium for man-
aging atopic dermatitis. Statistical analyses demon-

strate the efficacy of topical corticosteroids, cal-
cineurin inhibitors, and newer biologic agents in
reducing disease severity and improving patient
outcomes. Moreover, patient-reported outcomes
and real-world evidence contribute to refining treat-
ment algorithms and optimizing personalized care
approaches.

Despite progress in understanding and managing
atopic dermatitis, several challenges persist. Dis-
parities in access to care, underdiagnosis, and
undertreatment remain prevalent, particularly
among underserved populations. Furthermore, the
rising prevalence of comorbid conditions, such as
allergic rhinitis and asthma, necessitates a multidis-
ciplinary approach to holistic patient care. Future
research endeavors must prioritize unraveling the
underlying pathophysiology, identifying biomark-
ers for personalized therapy, and developing sus-
tainable healthcare models to alleviate the burden of
atopic dermatitis on individuals and society.

The spread of atopic dermatitis is a multifactorial
phenomenon influenced by genetic predisposition,
environmental exposures, and socio-economic
determinants. Statistical analyses offer valuable
insights into the epidemiological patterns, regional
variances, and risk factors associated with the con-
dition. By understanding the dynamics of atopic
dermatitis dissemination, healthcare stakeholders
can develop targeted interventions, public health
policies, and educational initiatives to mitigate its
impact and improve patient outcomes.

The topicality of atopic dermatitis is underscored
by its increasing prevalence, profound impact on
quality of life, and substantial economic burden.
Statistical data serves as a valuable tool in elucidat-
ing the epidemiology, treatment patterns, and
healthcare outcomes associated with this complex
dermatologic condition. By leveraging these
insights, healthcare stakeholders can strive towards
more effective prevention, diagnosis, and manage-
ment strategies, ultimately improving the lives of
those affected by atopic dermatitis.

Thus, AD can be considered a systemic disease
associated with different nosologies. It is possible
that the risk of non-allergic diseases depends on the
severity of AD. Identifying and understanding these
relationships allows to optimize AD therapy on the
one hand, and prevents the development of non-
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allergic diseases on the other hand.

The aim of the study. To study the features of
clinical manifestation of atopic dermatitis in children.

Materials and methods. Clinical features of
atopic dermatitis were studied in 133 children aged
2 months to 17 years who were treated in the inpa-
tient conditions of the Pediatric dermatology
department of the university clinic of Tashkent
Pediatric Medical Institute. 64 (48.1%) of them
were girls and 69 (51.9%) were boys. Among those
examined, 62 (46.6%) urban residents and 71
(53.4%) rural residents. In all patients, the nature of
the course of the disease was studied, taking into
account the age, gender, duration of the disease and
accompanying pathologies.

In order to determine the somatic condition of all
patients, their life and medical anamnesis were
carefully collected. The anamnesis information
includes information about the duration and nature
of the appearance and manifestation of the disease,
provocation factors, the spread and localization of
the process, the used treatment methods and their
effectiveness, and the presence of similar symptoms
in other family members.

A series of general clinical examinations were
performed on patients before and after treatment to
determine the adjacent pathology of various organs
and systems.

Clinical and biochemical blood laboratory tests
were performed in all patients before and after treat-
ment according to standard methods.

We determined the severity of the disease
according to the SCORAD (Severity Scoring of
Atopic Dermatitis) index, which provides the most
accurate and general assessment of various clinical
manifestations of the disecase (Hanifin, J.M. and
Rajka, G, 1980). The index includes the distribu-
tion of rashes, their intensity and manifestation of
subjective feelings. The index is calculated accord-
ing to the following formula:

SCORAD =A/5 +7 x B/2 + C, where

A — distribution of rashes;

B — inflammatory intensity of the inflammatory
process;

C — manifestation of subjective symptoms.

Dissemination of rashes means only acute and
subacute inflammatory foci, taking into account
that the surface of one palm is 1% of the entire sur-

face of the human body. Inflammatory intensity is
the sum of the six most characteristic features of
AD: erythema, edema, crusting, excoriation,
lichenification, skin dryness.

The manifestation of each sign is evaluated in

points:
"0" — no sign;
"1" — mild;
"2" — moderate;
"3" — severe.

Subjective symptoms such as itching and sleep
disturbances are rated from 0 to 10 points.

The ratio of points and percentages for each
character is as follows:

SCORAD (0-103) = prevalence/5 (0-20; 19.4%)
+ 7 x manifestation/2 (0-63; 61.2%) + subjective
symptoms (0-20; 19.4%)

The SCORAD index is as follows: in mild AD -
less than 40 points; in passing with average weight
— from 40 to 70 points; in severe cases — from 70 to
103 points.

The results of the investigation were carried out
by the method of variational statistics using the
Microsoft Office Excel-2010 package, which
includes software support for statistical analysis.
Variational parametric and non-parametric methods
of statistics were used to calculate the arithmetic
mean (M), mean square shifts (s), average standard
error (m), relative values (incidence, %) of the stud-
ied indicator. The statistical significance of the
obtained measurements compared to the mean val-
ues was determined by calculating the probability
of error (r) and the equality of variance (F-Fisher
test) when checking the normality of the measure-
ments according to the Student's test (t).

Results and discussion. Patient children under 1
year — 31 (23.3%), 1-5 years — 51 (38.4%), 6-10
years — 29 (21.8%) and 11 years and older — 22
(16.5%) patients were children. So, 38.4% of the
disease occurred in children aged 1-5 years and
23.3% in children under 1 year of age.

Among the examined children, subjective condi-
tions such as itching were observed in 59 (44.4%)
children and various degrees of discomfort (skin
pulling, itching, etc.) were observed in 74 (55.6%)
children.

According to the clinical form, among 133 chil-
dren with atopic dermatitis, the erythematous-squa-
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mous form of the disease was detected in 56, which
was 42.1%, the erythematous-squamous form with
lichenification — 41 (30.9%), the exudative form —
18 (13.5%) patients, lichenoid form - 13 (9.8%)
patients and pruriginous form — 5 (3.7%) patients.

When the duration of the disease was studied, it
was from 2 days to 13 years, including 82 (61.6%)
patients — up to 1 year, 32 (24.1%) patients — from
1 to 3 years, 9 (6.8%) patients — from 4 to 5 years
and in 10 (7.5%) patients it was more than 5 years.
Thus, most 114 (85.7%) patients noted that the di-
sease lasted from 1 year to 3 years.

In the study of the distribution of children with
atopic dermatitis according to the location of dam-
age, it was found that among the examined children,
the face was 5 (3.8%), the face, hands, feet — 56
(42.1%), the face, body — 2 (1.5%) people, face,
neck, hands — 3 (2.2%) people, face, hands, legs,
abdomen — 21 (15.8%) people, face, body, hands,
legs — 12 (9.0%) people, face, head, hands, legs — 11
(8.3%) people, body — 2 (1.5%) people, body,
hands, legs — 6 (4.5%) people, neck, stomach — 2
(1.5%) patients, legs — 2 (1.5%) patients, and hands
and feet — 11 (8.3%) patients were affected (Tab. 1).

Table 1
Distribution of children with atopic dermatitis according to the site of damage
Body areas Total number of patients, n=133
Number %
Face 5 3,8
Face, arms, feet 56 421
Face, body 2 1.5
Face, neck, arms 3 22
Face, arms, feet, stomach 21 15,8
Face, body, arms, feet 12 9.0
Face, head, arms, feet 11 8.3
Body 2 1,5
Body, arms, legs 6 4,5
Neck, stomach 2 1,5
Feet 2 1,5
Arms, feet 11 8.3

Among 133 atopic dermatitis patients in our clin-
ical observation, 56 (42.1%) suffered from erythe-
matous-squamous form. They found that the patho-

logical process on the skin is accompanied by ery-
thema, small nodules, excoriation (scratching) and
crusting (Fig. 1).

Fig. 1. Erythematous-squamous form of atopic dermatitis.

Erythematous-squamous form of atopic dermati-
tis with lichenification was found in 41 (30.9%) chil-

dren. This form of atopic dermatitis was character-
ized by the appearance of intensely itchy lichenoid
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nodules against the background of erythematous-
squamous lesions. The foci are lichenized, the skin is

Fig. 2. Erythematous-squamous form of atopic dermatitis.

In 18 (13.5%) children, an exudative form of atopic
dermatitis was detected, which was accompanied by the
formation of light-colored swollen erythema, and small

dry, covered with small scaly scales, there are hem-
orrhagic crusts and excoriations (scratches) (Fig. 2).

flat nodules and microvesicles were observed on its
background. Significant exudation and granular-crusted
layers were found in the foci of damage (Fig. 3).

Fig. 3. Exudative form of atopic dermatitis.

The lichenoid form of atopic dermatitis was
found in 13 (9.8%) children, and the affected foci
consisted of well-defined foci with significant
lichenification and infiltration, lichenoid nodules
with a shiny surface, hemorrhagic crusts and exco-
riations (scratches) (Fig. 4).

The pruriginous form of atopic dermatitis was
detected in 5 (3.7%) children, the pathological
process on the skin was characterized by the
appearance of isolated itchy pea-sized nodules on
the background of lichenization of the skin on the
hands and feet, neck, buttocks and back (Fig. 5).

Investigations showed that in 56 patients with

erythematous-squamous form of atopic dermatitis,
29 (51.8%) had a mild course of the disease (aver-
age — 30.6x1.4 points), 17 (30.4%) had a moderate
course of the disease ( average — 65.9+1.8 points)
and severe course — 10 (17.8%) (average — 90.8+2.3
points) patients were found in children.

Among 41 patients with erythematous-squamous
form of atopic dermatitis with lichenification,
according to the SCORAD index, 17 (41.5%)
patients had a mild course of the disease (average —
38.8+1.8 points), 16 (39.0%) had an average course
of the disease) (average — 66.6+£2.3 points) and
severe course — 8 (19.5%) (average — 88.8+1.4
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Fig. 4. Lichenoid form of atopic dermatitis.

points) patients were observed in children.

Among 18 children with exudative form of
atopic dermatitis, 8 (44.4%) had a mild course of
the disease (average — 31.5+3.1 points), 5 (27.8%)
had an average course of the disease (average —
69,9+1.9 points) and severe course — 5 (27.8%)
(average — 88.4+1.8 points) patients were found in
children.

Among 13 children with lichenoid form of atopic
dermatitis, 4 (30.8%) had a mild course of the dis-
ease (average — 30.84+5.2 points), 6 (46.1%) had an
average course of the disease (average — 65.0+2.1
points) and severe course — 3 (23.1%) (average —
90.9+4.6 points) patients were observed in children.

1 (20.0%) of 5 children with a pruritic form of
atopic dermatitis had a mild course of the disease
(average — 38.7+0 points), 2 (40.0%) had an aver-
age course of the disease (average — 68.1+0.7
points) and severe course — 2 (40.0%) (average —

Fig. 5. Pruriginous form of atopic dermatitis.

100.9£1.1 points) patients were found in children.

The data obtained on the determination of the
severity of the disease according to the SCORAD
index showed that depending on the clinical form of
atopic dermatitis, the determination of the severity
of the course of the disease also changes. For exam-
ple, in the mild form of the disease (erythematous-
squamous form), mild disease is more common
(51.8% of patients) and severe disease (17.8% of
patients) is less common, while in the severe form
of atopic dermatitis (pruriginous form), on the con-
trary, severe disease is found (40 .0% of patients)
and mild course (in 20.0% of patients) is less pro-
nounced.

It is known that allergic etiology changes in the
internal organs accompanying the clinical course of
atopic dermatitis (AD) also play a special role. For
this reason, we studied pathologies of allergic etiol-
ogy in the accompanying internal organs in children

23



with atopic dermatitis.

Investigations showed that 53 (39.8%) of 133
children with atopic dermatitis had other concomi-
tant allergic diseases. Among them, 18 people were
diagnosed with allergic bronchitis (AB), which
made up 13.5%, atopic dermatitis with allergic con-
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junctivitis (AK) — 15 (11.3%) people, and allergic
rhinitis, pharyngitis or co-occurrence with laryngi-
tis (ARFL) — 20 (15.0%) patients were observed in
children. The remaining 80 (60.2%) patients had
atopic dermatitis in children without diseases of
allergic etiology in internal organs (Fig. 6).

™ )

AD+AC AD+ARFL

AD+ARFL

Fig. 6. Distribution of children with atopic dermatitis in relation to other accompanying allergic diseases.

It should be noted that when we studied the aller-
gological anamnesis of the patient's children in
depth, it became clear that the father or mother of
36 (27.1%) of the patients and the brothers or sisters
of 27 (20.3%) of the patients had atopic dermatitis
or allergic etiology in the internal organs. the pres-
ence of diseases was determined. This suggests that
the formation and course of AD has been found to
begin long before the birth of a child.

To study the influence of concomitant allergic
diseases on the clinic of atopic dermatitis, 32
patients with atopic dermatitis without any con-
comitant diseases were taken as a comparison
group. As can be seen from the above data, among
patients with AD, in most cases, concomitant
pathologies such as allergic rhinitis, pharyngitis or
laryngitis (15.0%) are found.

In children with allergic rhinitis, the main non-
cutaneous (classic) symptoms are rhinorrhea - clear
and mucous discharge from the nasal passages

(100%), sneezing (75.0%), itching (85.0%) and a
feeling of burning in the nose (50.0%), stuffy nose
(93.3%), mouth breathing (80.0%), gagging
(45.0%), snoring (30.0%), apnea (15.0%), voice
change (45 .0%). Also, “allergic circles under the
eyes” in the form of darkening of the lower eyelid
and periorbital area (25.0%) were observed as a
characteristic sign for this pathology.

The main complaints of patients with allergic
pharyngitis were the feeling of dryness in the throat
(53.3%), tickling (26.7%) and swelling (20%),
which caused the urge to cough. The cough is per-
sistent and dry, and from time to time the patients
need to swallow phlegm flowing from the back wall
of the throat, which has led to the patient's irritabil-
ity and sleep disturbances.

In almost half (40.8%) of children with allergic
laryngitis, the disease was accompanied by an
increase in body temperature indicators to sub-
febrile and, very rarely, febrile levels. In 97.4% of

24



children, a change in the form of wheezing was
detected. 92.1% of patients had a dry non-produc-
tive cough.

Allergic bronchitis was manifested in patients
with expiratory shortness of breath (88.9%), nasal
congestion (77.8%), dry (61.1%) and wet (38.9%)
wheezing in the lungs. In 21% of patients, intoxica-
tion syndrome was also observed. In 74% of chil-
dren, all episodes of bronchial obstruction were the
same: normal or subfebrile body temperature, dry
ineffective cough, expiratory shortness of breath,
and rapid positive dynamics of clinical signs against
the background of antispasmodic treatment.

Allergic conjunctivitis in 86.7% of children was
characterized by intense itching in the eyes, 55.6%
by conjunctival hyperemia, 27.8% by photophobia,
13.3% by lacrimation, and 33.3% by periorbital
swelling.

The severity of the clinical course of the disease
in the group of children with atopic dermatitis was
compared with the group of patients with atopic
dermatitis and concomitant allergic diseases,
according to the SCORAD index. In patients with
clinically mild AD, the SCORAD index was
33.74#1.0 points, and in cases of AD and concomi-
tant allergic diseases, this index was 42.9+2.9
points, and a statistical tendency was found in the
difference between these numbers (p>0.05). Among
patients with AD and AD and associated diseases, it
was moderately severe (42.3+2.7 points; 73.143.4
points, respectively) and in patients with severe dis-
ease (62.7+1.3 points, respectively; 98.5£3.1
points) the difference of the SCORAD index was
recorded at a statistically reliable level (p<0.001).
According to the analysis of the obtained results, in
the group of patients with atopic dermatitis and
accompanying allergic diseases, the SCORAD
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index was higher in the mild, moderate and severe
levels of the disease compared to the group of
patients with only AD.

Conclusion. Clinical examination showed that
Among the clinical forms of the disease in children
with atopic dermatitis, the erythematous-squamous
form was found in 85.0% of patients. The other
clinical forms were diagnosed in 15.0% of children
(erythematous-squamous form with lichenification
— 3.7%, exudative form — 5.3%, lichenoid form —
3.0% and pruriginous form — 3.0%).

In most cases (39.8%) of children with atopic
dermatitis, the disease is accompanied by other
allergic diseases, including allergic bronchitis
(13.5%), allergic conjunctivitis (11.3%) and allergic
rhinitis, pharyngitis or laryngitis (15.0%). was
observed to meet together.

Lesions are located on the face compared to
other areas (hands, feet), and in most patients
(82%), the severity of the disease is expressed by
the SCORAD index, its indicator is pruriginous
(100.9+1.1 points) and the lowest indicator was
determined as erythematous-squamous (30.6+1.4
points).

The results showed that in most cases (39.8%) of
children with atopic dermatitis, the disease was
accompanied by other allergic diseases, including
allergic bronchitis (13.5%), allergic conjunctivitis
(11.3%) and allergic rhinitis, pharyngitis or laryngi-
tis (15.0%) and a more severe course of atopic der-
matitis was found in them. Thus, in the group asso-
ciated with AD and concomitant allergic diseases,
compared to the groups of patients with AD and AD
and no concomitant allergies, a higher SCORAD
index indicates a more severe course of the disease.
These results help predict the clinical course of the
disease.
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XULASO
USAQLARDA ATOPIK DERMATITIN KLINIK XUSUSIYYOTLORI

Xaitov K.N., Abidov X.A.*, Abidov A.M., Koarimov B.B., Yunusova X.R.
Daskaond Pediatrik Tibb Institutu, dermatologiya, usaq dermatologiyasi va QICS kafedrasi, Daskand, Ozbakistan

Maogqalads usaqlarda atopik dermatitlo slagali forgli klinik xiisusiyyatlor otrafli arasdirilir. Maqaleds klinik
manzaranin hartorafli toqdim olunur, usaqlarda bu iimumi dori xastoliyinin daha derinden anlagilmasina komak edon
asas cohatlor vurgulanir. Maqgalads gasinma, eritema vo dori zodolonmolorinin paylanmasinin xarakterik monzarasi
daxil olmagq]la atopik dermatitin ilkin klinik tozahiirlori atrafli miizakirs olunur. Miislliflarin horterofli aragdirmalari,
atopik dermatitin tozahiirlorinin kdrpolikden yeniyetmays neco inkisaf etdiyine dair doyarli molumatlar toaqdim
edarak, simptomlarin yasa baglh doyisikliklorine nazar salmaqla sothi ohato dairasinden kenara ¢ixir. Bundan slavas,
maqalods atopik dermatit vo digor allergik sabablor arasindaki olaqe arasdirilir, daha genis bir usaq allergik hos-
sasliginin arxasindaki kompleks slagslor vurgulanir. Son tadqiqat naticalarine va klinik miisahidslors asaslanan bu
izahl1 maqals, usaqlarda atopik dermatitlo slagoli klinik niianslar haqqinda hartarafli bir fikir oldo etmok istoyon
sohiyya iscileri, tadqiqatgilar ve fordler {iglin avezolunmaz bir qaynaqdir. Bu, yalniz bir tadqiqat kimi xidmat etmir,
hom ds usaq dermatologiyasinin bu kritik sahasinds effektiv diagnoz, miialica vo golocok tadqiqatlarin potensial
istigamatlori barado davam edon miizakirays kdmok edir.

Acar sozlor: atopik dermatit, usaqliq, klinik tozahiirlar, safeh, SCORAD, dermatologiya.

PE3IOME
KJIMHUYECKHUE OCOBEHHOCTHU ATOITUMYECKOI'O JEPMATHUTA Y JIETEA

XautoB K.H., AdunoB X.A., Aounos A.M., Kapumos b.b., YMapos E.M., KOnycosa X.P.
Tawxenmcxuu Tleouampuueckuii Meouyuncxuti Mucmumym, kagedpa [epmamoseneponoauu,
demcxou depmamogeneponozuu u ClIH/]a, Tawxenm, Y3bexucman

B crarbe HO,E[pO6HO paccMaTpuBarOTCd KIIMHUYCCKUC 0COOEHHOCTH aTOIUYECKOIO ACpMaTuTa y nereil. B crarbe
nmpeacCTaBJICH BCCCTOpOHHI/Iﬁ O630p KJIHHUYECKOM KapTHUHBI, BBIACIJICHBI KIIFOYCBLIC ACIICKTbI, KOTOPBLIC CI0co0-
CTBYIOT Ooitee FJ'Iy60KOMy NMOHMUMAHUIO TaHHOI'0 ACpMAaTo3a y JIETeH. HpeﬂCTaBJ’IeH HO,E[pO6HBII>i aHaJIn3 KJIMHHUYC-
CKHX HpOﬂBJ’IGHI/Iﬁ aTOMM4YCCKOro A€pMaTruTa y ﬂCTeﬁ, BKJIKOYas 3y, SPUTCMY U XapaKTCPHYIO KapTUHY pacipeaciic-
HUA KOXKXHBIX HOpa)KCHI/Iﬁ B 3aBUCUMOCTHU OT BO3pacCTa U q)OpMI:I 3a00J1€BaHUS. ABTOpLI OpeaACTaBIAIOT TIIaTEJIbHBIN
O630p KIIMHUKU aTOMUYCCKOTO AC€pMaTUTa y ):[eTeﬁ, er'IY6J'I$I$ICL B BO3PACTHBIC 0COOEHHOCTHU CUMIITOMATUKHU, IpEA-
Jlarad nCHHYIO I/IH(I)OpMa]_[I/IIO 00 9BOJIFOIIUA HpOHBJ’IeHI/Iﬁ I[aHHOﬁ MaToJOTuu OT MJIAACHYECKOI0 1O MOAPOCTKOBO-
B3pOCJIOTO nIepruoaa 3a00J1€BaHUSL. KpOMe TOT'0, B CTAaTbC paCCMATPUBACTCA B3aMUMOCBA3b MCIKIY aTONNMYCCKUM JIC€p-
MAaTUTOM U APYTUMHU AJUICPrudCCKUMU COCTOAHUSAMU, JICKAIIMMU B OCHOBE boiee IIHUPOKOIo CICKTpa ,E[GTCKOﬁ
aJIJICpFI/I‘lCCKOP'I YYBCTBUTCIILHOCTH. OcHoBaHHasg Ha MOCJICAHUX pe3yJibTarax I/ICCJ'IGI[OBEIHI/IIZ 1 KIMHHUYCCKHX
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HAOIONICHUSIX CTaThs, SIBJISICTCS IICHHBIM PECypCOM JIJIS MEUIIMHCKUX PaOOTHUKOB, UCCIIEOBATENICH U JIUII, CTpe-
MSAIIUXCS MOJYYUTh BCECTOPOHHEE MPEICTAaBIEHUE O HI0AHCAX aTOMUYECKOro JAepMaTuTa y nereid. JlaHHbI mare-
pHUall SBISCTCS MPOJODKEHUEM JTUCKYpPCa O KIMHUYECKHUX aclekTax U 3()(EeKTUBHON MUArHOCTHKE aTOMUYECKOTO
JlepMaTuTa y AeTeH.

KaroueBble ci10Ba: aTONMMYECKUN EPMATHUT, IETCTBO, KIMHUYECKHUE 0coOeHHOCTH, Bhichinanust, SCORAD, nepma-
TOJIOTHS.
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