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Abstract: Prolapse is assumed to be caused by genetically specified alterations in the 

genital connective tissue. As a result, genetic variables that cause connective tissue 

pathology take center stage in the quest for genetic predisposition. Collagen proteins are 

part of the ligaments that ordinarily maintain the pelvic organs and strengthen the muscles 

involved in pelvic organ prolapse, hence studying their polymorphism in PG is significant. 
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Introduction 

The main etiological and pathogenetic factors in the development of pelvic prolapse are: 

 violations of the anatomical and neuromuscular interactions of the structures of the 

pelvic cavity and the ligamentous apparatus of the genital organs; 

 a change in the structure of receptor interactions (in particular, the components of 

the extracellular matrix - and the composition of muscle receptors) and a violation of 

their interaction; 

 receptors form disturbances in the system of intracellular and extracellular mediators 

of signal transmission. 

According to the data obtained, 33.3% of relatives have a genetic predisposition to the 

development of HP [1, 2]. However, HP is often accompanied by other clinical 

manifestations of connective tissue dysplasia (CTD): hernias, flat feet, scoliosis, joint 

hypermobility, varicose veins, etc. [3, 6]. 

Girls with GP mothers had a 2-3-fold increased risk of acquiring the disease, while 

familial ties have a 5-fold increased risk [5-4]. Stress urine incontinence and the prevalence 

of GP in major diversified forms of GP have been documented by a number of writers [7]. 

Identification of genetic variants that define propensity to GP development and are 

responsible for the formation of specific pathogenesis pathways plays a significant role in 

this regard. 

Approximately 32 genetic determinants have been identified to date, with 

polymorphisms causing functional abnormalities of the pelvic organs. [8] Our research 

looked at COL1A1 (rs1107946) and COL4A1 (rs605143) genetic polymorphisms in the 

sacral uterine ligament of patients with genital prolapse based on tissue damage, study 

results and support for GP-related receptor support in the pelvic cavity. studied by detection. 

In order to determine the importance of polymorphisms of the studied genes in the genesis 

of PG, we statistically analyzed the frequency of occurrence of alleles and polymorphisms 

of type IV collagen genes COL4A1 (rs605143) and - type I collagen genes COL1A1 

(rs1107946). Statistically significant differences were found when comparing the 
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frequencies of alleles and genotypes of the gene rs1107946 and rs605143 polymorphisms 

between the GP and the general group of patients with the population sample. Frequency of 

occurrence of G and A alleles: 97 and 25 (79.51% and 20.49%) in rs1107946 - in the main 

group of patients and 107 and 19 (84.92 and 15.08%) - in the control group. It can be seen 

that an increase in allele frequency (20.49%) was observed in the patient group compared to 

the control group (15.08%). In control groups 1 and 2 of patients, a negative value of the 

relative deviation of D (-0.07, -0.07, and -0.07) was found to the left of indicator D 0. This 

indicates a relatively high frequency of detected true heterozygotes, and is not a theoretical 

calculation, especially in patients with PTO. However, heterozygous prolapse of 1 group 

was 3.57 times and and 1.28 times in 2 group that is, heterozygous prolapse was more 

specific to genital processes. 

In the group of healthy donors, the Hexp value is longer than 0.5, indicating that the 

heterozygosity of this locus in the population is very low. However, the relative deviation of 

the expected heterozygosity observed in the control group has a negative value (D = - 0.07). 

These data prove the lack of heterozygous COL1A1 and COL4A1 genes rs1107946 and 

rs605143 in the Uzbek population. Low heterozygosity (Hexp = 0.14) and absence of 

homozygous A / A genotype were observed more frequently (especially in the patient 

group). 

In conclusion, some methods and mechanisms of development of many genital prolapses 

have now been identified at the systemic and molecular genetic and biochemical levels. 

Moreover, there is a lot of contradicting information about the pathophysiology of PG in the 

past and present. Furthermore, because the found genetic variations are not particular to this 

condition, the search for effective techniques to diagnose and treat GP development in 

advance should be improved. 
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