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Resume: The high prevalence of congenital cardiac abnormalities and the necessity of early
surgical treatment due to serious health issues and incapacity in children make them a significant
challenge in pediatrics. 0.7-1.7% of newborns have congenital cardiac disease, according to the
WHO. The composition of childhood cardiovascular disease has evolved dramatically in the last
few decades. Rheumatic diseases and infectious myocardial lesions became less common as the
number of cases of CHD, cardiac arrhythmias, conduction abnormalities, and cardiomyopathies
increased. At number two, CHD continues to be one of the top causes of infant death. Congenital
cardiac illnesses account for 2.5% of deaths during the perinatal period (0.25 instances per 1000
births), 6-11% of deaths during the first year of life, and roughly 50% of deaths linked to congenital
abnormalities. In this sense, the problem of examining the epidemiology and risk factors for the
early onset of congenital cardiac abnormalities is still pertinent and calls for further scientific
investigation.
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In Uzbekistan, the birth rate of children with congenital heart defects is from 5.5 people to 15.7
people per 1000 live births [8]. The frequency of congenital heart defects depends on the
development of the health care system in the country or the diagnostic methods available to the
doctor. Congenital heart disease occupies a key place among a wide range of diseases that require
the involvement of a pediatric cardiologist. The generally accepted minimum calculated indicator of
the frequency of congenital heart defects is 8 cases per 1 thousand live births [6,7].Congenital heart
defects are the most common congenital anomaly, which occurs in almost 1% of live births [11].
Among congenital defects, congenital heart defects is the leading cause of infant mortality. Quite
often in their practice, a doctor is faced with the presence of several nosological forms in the
patient's diagnosis. The combination of pathologies of different organs and systems in one diagnosis
i1s quite understandable, since many diseases have a common etiopathogenetic basis. Pediatric
cardiology has always been the basis of pediatrics, simultaneously constituting its integration and
having a significant impact on the reduction of perinatal mortality; which is the basis for the
development of the assessment of medicine in the country.

Congenital heart defects (CHD) consist of a wide range of anomalies and malformations affecting
the heart and great vessels that develop in utero, are present at birth, and present in infancy,
adolescence, or adulthood. Cardiovascular anomalies typically result from defective morphogenesis
during embryologic development. Malformations may be limited to the cardiovascular system
(nonsyndromic) or occur in combination with anomalies of other systems as part of specific
syndromes (syndromic). The most common CHDs diagnosed in infancy are muscular and
perimembranous ventricular septal defects followed by secundum atrial septal defects, with a
combined prevalence of 48.4 cases per 10,000 live births [15]. Approximately 85% of children have
a multifactorial etiology of CHD in children, which usually is the only malformation in the child
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and is the result of the interaction of many individually undefined genes and a number of other
causes. The risk of recurrence of CHD in a family varies depending on the cause. The risk is
negligible for de novo mutations, 2-5% for nonsyndromic multifactorial CHD, and 50% for cases
where the cause is an autosomal dominant mutation [110, 1171-1178]. It is important to determine
the genetic factors, since most patients with CHD survive to adulthood and, potentially, start
families.

Anomalies in the anatomical development of the heart and large vessels usually form in the 2nd to
8th week of intrauterine development as a result of impaired embryonic morphogenesis and can be
caused by both hereditary (gene, chromosomal, genomic, zygotic mutations) and environmental
factors affecting the developing embryo. The specific causes of the occurrence of congenital heart
disease are unknown. Most often, congenital heart disease is sporadic, not associated with a
syndrome and of unclear etiology [75, 121-127]. The genetic etiology is not identified in
approximately 72% of patients with congenital heart disease [138, 690-706; 146, 2241-2247]. They
are often associated with chromosomal abnormalities detected by karyotyping in more than 1/3 of
patients with congenital heart disease. Most often, it is trisomy on chromosomes 21, 18 and 13. In
addition to Down's syndrome, there are about 20 hereditary syndromes, in most cases, accompanied
by CHD. In total, syndromic pathology is found in 6-36% of patients. However, some of these
anomalies account for only about 5-6% of patients with congenital heart disease. The monogenic
nature of CHD has been proven in 8% of cases; about 90% are inherited multifactorially, i.e. are the
result of a combination of genetic predisposition and the impact of environmental factors. The latter
act as provoking factors, revealing hereditary predisposition when the "threshold" of their combined
action is exceeded. The risk of CHD recurrence in a family varies depending on the cause. The risk
is insignificant for newly emerged mutations, 2-5% for non-syndromic multifactorial congenital
heart defects, and 50% when the cause is an autosomal dominant mutation. [11]. Defects in the
genetic code and embryogenesis disorders can also be acquired - exposure of the fetus and the
mother's body to certain unfavorable factors (radiation, alcoholism, drug addiction), endocrine
diseases (diabetes mellitus, rubella, systemic lupus erythematosus, thyrotoxicosis), viral and other
infections suffered in the first trimester of pregnancy (rubella, influenza, hepatitis B), taking
medications (lithium preparations, warfarin, thalidomide, antimetabolites, anticonvulsants, lithium,
isotretinoin, anticonvulsants). Mixed viral and enterovirus infections suffered by the fetus in utero
are of great importance in the development of heart and vascular pathology. In addition to
etiological factors, risk factors for the birth of a child with CHD are identified. These include:
maternal age; toxicosis and threat of termination of the first trimester of pregnancy; stillbirths in the
anamnesis; the presence of children with congenital malformations in close relatives [4,9,10]. It is
unclear whether maternal age is an independent risk factor for the development of CHD. The age of
the father may also be a risk factor [13].

The impact of unfavorable factors on a woman can disrupt the differentiation of the heart and lead
to the formation of congenital heart disease. Such factors are considered to be:

» Infectious agents (cytomegalovirus, herpes simplex virus, influenza virus, enterovirus,
Coxsackie B virus, etc.);

» hereditary factors - in 57% of cases, congenital heart disease is caused by genetic disorders,
which can occur both in isolation and as part of multiple congenital malformations; the most
well-known causes of congenital heart disease are point gene changes or chromosomal
mutations in the form of deletion or duplication of DNA segments;

» somatic diseases of the mother, and first of all - diabetes mellitus lead to the development of
hypertrophic cardiomyopathy and congenital heart disease;

» Occupational hazards and bad habits of the mother (chronic alcoholism, computer radiation,
mercury and lead intoxication, exposure to ionizing radiation, etc.) [14].

The most common defects are: ventricular septal defect - VSD (28.3%); atrial septal defect - ASD
(10.3%); pulmonary artery stenosis (9.8%); tetralogy of Fallot - TF (9.7%); aortic stenosis (7.1%);
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coarctation of the aorta - CAA (5.1%); transposition of the great vessels (4.9%); hypoplastic
tricuspid valve syndrome, patent ductus arteriosus (PDA), and complete anomalous venous return
are also encountered [14].

Intrauterine infectious pathology of the fetus and newborn is one of the most pressing and complex
problems in pediatrics. The share of infectious and inflammatory processes in the structure of
perinatal mortality is about 10-18%, second only to intrauterine asphyxia, respiratory disorders and
congenital anomalies. The relevance of the problem of intrauterine infection is due not only to
significant peri- and postnatal losses, but also to the fact that children who have suffered a severe
form of congenital infection very often develop serious health problems, leading to disability and a
decrease in the quality of life in general [6,7]

Among the pathogens, a special position is occupied by infections of the TORCH complex -
Toxoplasma (toxoplasmosis), Rubella (rubella), Cytomegalovirus (cytomegalovirus), Herpes
(herpes). Includes such infections as hepatitis B and C, syphilis, chlamydia, gonococcal infection,
HIV infection, listeriosis, enterovirus infection and others affecting the fetus [6,7].

In the absence of adequate therapy during pregnancy, up to 50% of newborns with at least one
TORCH infection in the mother are born with various injuries: intrauterine infections (IUI),
intrauterine growth retardation (IUGR), hypotrophy, pregnant malformation (PM), including
congenital heart disease, cerebrovascular accidents. With a mixed infection, the incidence of
neonatal morbidity reaches 50-100% [2].

In the studies of Lobzova A.V. (2014), immunological markers for a particular infection or
association of infectious agents were diagnosed in newborns with and without congenital
malformations. In this case, antibodies of class G to viral-viral associations (CMV + herpes simplex
virus (HSV)) were often determined both in the main and control groups (56.33 and 65.38%,
respectively). In this case, in the main group, immunoglobulins of class G to HSV were detected in
98.6% of the examined newborns and in 80.7% of the children in the control group, to CMV - in
95.8 and 96.1%, respectively, which is consistent with the literature data on the ever-increasing
infection of the population with these pathogens [2, 7].

Due to the fact that the frequency of intrauterine infections does not tend to decrease and,
accordingly, there are no adverse consequences, further study in this area is required to develop
measures to prevent them.

REFERENCES

1. boraueBa Enena BuxtopoBHa, AnToHOB Oner Biagumuposuu, AptiokoBa Ceriana lBaHoBHa,
Ounmunnos ['ennaauit IlanteneeBny BpoxkneHHbIE MOPOKM cepaua: pacHpOCTPAHEHHOCTh B
nonysuu, ¢pakropsl pucka // Mu/l. 2013. Nel. C. 19-24.

2. boxepus E.JI. IlepunHaranbHasi KapIuoJOTHs: HacTosmiee W Oyaymee. YacTe i: BpOXKIACHHBIC
nopoku cepana // Poc BectH nepunaton u neauat. 2019. Ne3. C. 5-10.

3. Jlo63oBa A.B. Ponp cpenoBeix (hakTopoB B (popMHUPOBaHUH BPOKIEHHBIX ITOPOKOB Pa3BHTHS,
Poccus, 2014. C. 35-37.

4. CAUOBA @. C., CAMUEBAT. V., ABAUPAIINZOBA I'. A. Jlebuuut MUKpOHYTPUEHTOB
y JeTeil JOMKOoIbHOTo Bo3pacTta //JKypHan Oumomeauuuuel U npaktuku. — 2022. — T. 7. — Ne. 1.

5. CksopuoB B. B., Tymapenko A. B., baiimankymoB C. C. BpokaeHHBIE TOPOKH cep/iia
//MemumHcKas cectpa. — 2017. — Ne. 7. — C. 14-17.

6. TAMPOBA C. b, MYXAMAJIMEBA JL A. JUATIHOCTUKA BPOXJEHHBIX
CEIITAJIbHBIX IMOPOKOB CEPJUA V JETEM C KOMOPBMIHOU MMATOJIOI'MEU
(;mureparypusiii 0630p) /KYPHAJI BUOMEJJULIMHBI N ITPAKTUKU. — 2022, — T. 7. — Ne.
2.

11



Journal of Innovation in Education and Social Research, Volume: 3 Issue: 10 Year: 2025, ISSN: 2992-894X

7.

10.

11.

12.

13.

14.

15.

16.

17.

18.

19.

20.

21.

22.

Tamposa C. B., Myxamaguea JI. A. PACCTPOMCTBA IIOBEJIEHUSA VY JETEH C
BPOXJIEHHBIMU ITOPOKAMMU CEPJIIA //Xypnan kapauopecnupaTtopHbIX UCCISIOBaHHH.
—~2022. - T.3.— Ne. 2.

Nurbaev, F. E. (2022). Raupov AO Sharipova NK Dzhumaev H. Liver lesions in GOVID-19:
etiology, clinic, prognosis, treatment and prevention. Bukhara scientific-abstract, spiritual and
educational journal, 11, 49.

XycunoB A. A., Tauposa C. b. ®YHKIMOHAJIbBHOE COCTOSHHUE T'MIIOTAJIAMO-
TUIIO®U3APHONM HEWPOCEKPETOPHOM CHCTEMBI B ®U3HOJIOIMYECKUX
YCIOBUAX V  HMHTAKTHBIX  JXXMBOTHBIX  //Marepuanst  XXIII  cwesna

®dusnonornueckoro obmiectsa um. UIT IlaBnoBa ¢ mexayHapoaasiM ydactuem. — 2017, — C.
1595-1597.

Gulnoza S., Gulnoza A., Golib K. Pathogenetic aspects of endogenous intoxicationand its
influence on the course of various forms of stenotic laryngotracheitis in children //European
science review. — 2018. — Ne. 9-10-2. — C. 155- 157.

110 Freeze SL, Landis BJ, Ware SM, Helm BM: Bicuspid aortic valve: a review with
recommendations for genetic counseling. J Genet Couns 25(6):1171- 1178, 2016.

Hoffman, J.1.E. The incidence of congenital heart disease /Hoffman J.I.E., Kaplan S. //J. Am.
Coll. Cardiol. — 2013. — V. 39.

Samieva G. U. et al. Features Of Distribution And Density Of Lymphoid Cells Of The Mucosa
Of The Larynx As A Manifestation Of Local Immunity In Chronic Laringitis (Analysis Of
Sectional Material) //European Journal of Molecular & Clinical Medicine. — 2020. — T. 7. — Ne.
03. - C. 2020.

Ortiq o’gli, R. A. (2024). THE DEGREE OF ETIOLOGY, SPECIFICITY, AND CLINICAL
COURSE PATHOGENESIS OF CHRONIC LIVER ILLNESSES, SPECIFICALLY
CHRONIC HEPATITIS. EUROPEAN JOURNAL OF MODERN MEDICINE AND
PRACTICE, 4(4), 282-285.

Maxmynosa AH, Maxmynosa C. ['ymanuTapusanus MEIULIMHCKOTO 00pa3oBaHUs Kak (hakTop
HIOBBIIICHUS KauecTBa 00y4yeHus B By3e. Science and Education. 2022;3(6):709-18.

Ortiq o’g’li, R. A. (2024). ACUTE PANCREATITIS: PATHOGENESIS, CLINIC,
DIAGNOSIS, TREATMENT, COMPLICATINS. Research Journal of Trauma and Disability
Studies, 3(5), 318-325.

MaxmymoBa AH, AdanaceeBa OI'. TlpuHIUIBI (OPMHUPOBAHUS 3KOJIOTHYECKH 3HAYUMBIX
IIECHHOCTEH y CTYJICHTOB MeIuIlMHCKOro By3a. Science and Education. 2022 Jun 30;3(6):1181-
92.

Maxmynosa AH, Kamapunnunzona AK. 3amura npaB nauveHToB B PecyOnnke Y30ekucraHe.
Science and Education. 2022;3(10):54-62.

Ortiq o’gli, R. A. (2024). THE NATURE OF LIVER INJURY IN COVID-19, AS WELL AS
THE CLINICAL COURSE'S SPECIFICITY. SCIENTIFIC JOURNAL OF APPLIED AND
MEDICAL SCIENCES, 3(4), 489-493.

Kamariddinovna KA, Nugmanovna MA. Improving population health the important task of the
state. InArchive of Conferences 2021 Mar 30 (Vol. 17, No. 1, pp. 204-208).

Nugmanovna MA, Kamariddinovna KA. Modern biotechnical problems of medicine and their
solutions. InArchive of Conferences 2021 Jan 28 (Vol. 13, No. 1, pp. 169-173).

Nugmanovna MA. BIOETHICS AS A FORM OF PROTECTION OF INDIVIDUALITY AND
PERSONALIZED MEDICINE. Thematics Journal of Social Sciences. 2022 Oct 28;8(4).

12



Journal of Innovation in Education and Social Research, Volume: 3 Issue: 10 Year: 2025, ISSN: 2992-894X

23. Nugmanovna MA, Kamariddinovha KM. WHAT A DOCTOR SHOULD KNOW TO WORK
SAFELY AND EFFECTIVELY: INTERNATIONAL NORMS AND RULES. Thematics
Journal of Social Sciences. 2022 Jun 19;8(3).

24.0rtiq o’g’li, R. A. (2024). ACUTE AND CHRONIC GASTRITIS: ETIOLOGY,
PATHOGENESIS, MODERN METHODS OF DIAGNOSIS, TREATMENT. SCIENTIFIC
JOURNAL OF APPLIED AND MEDICAL SCIENCES, 3(5), 346-348.

25. Utkurovna S. G. et al. The condition of pro-and antioxidant systems in children with acute
laryngotracheitis with immunomodulating therapy //[loctmwxenuss Haykd ¥ OOpa3oOBaHHS. —
2019. — Ne. 10 (51). — C. 37-40.

26. Van der Linde D., Konings E.E.M., Slager M.A., et al: Birth prevalence of congenital heart
disease worldwide: a systematic review and meta-analysis. J Am Coll Cardiol 58(21):2241
2247, 2014.

13



