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Abstract:- The article provides information on the etiology and pathogenesis of chronic glomerulonephritis. It has been shown that the 

expression products of candidate genes can affect the pathological processes occurring in the kidney tissue and the stage of disease 

development. 
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The last decade has seen an important step in science in 

studying and understanding the etiology and pathogenesis of 

chronic glomerulonephritis (CGN). The mechanisms of CGN 

formation are very complex, the etiopathogenesis of this disease 

has not been fully studied, so researchers are conducting 

extensive scientific research in this area [1, 2, 3, 4]. 

The etiopathogenesis of chronic glomerulonephritis can 

be conditionally divided into two components: immunocomplex 

and antibody [5, 6]. The immunocomplex mechanism develops 

as a result of the binding of immunocomplexes containing 

antigens and antibodies against them to the renal glomeruli [2]. 

These complexes circulate in the blood vessels and then adhere 

to the outer surface of the basal membrane and the mesangium 

of the capillaries of the renal glomeruli. The resulting 

immunocomplexes cause inflammation, around which 

neutrophils and macrophages accumulate, damaging the 

structure of the renal glomeruli [7]. 

The antibody mechanism of the development of chronic 

glomerulonephritis is as follows: the immunocompetent system 

produces antibodies that damage the basement membrane of the 

capillaries [2, 8]. Basal membrane antigens remain foreign to the 

body and autoantibodies are produced against these antigens. 

The resulting compliment is located in the membrane in the area 

of localization of the autoantigen - autoantibody complex [8]. 

Neutrophils then migrate to the basement membrane and begin 

to produce enzymes that enhance membrane damage. The 

release of vasoactive substances that enhance the inflammatory 

process is associated with platelets located at the site of 

membrane damage. 

The mechanisms discussed above in the development 

and progression of CGN are immune in nature, but it should also 

be noted that there are nonimmune mechanisms in the disease, 

primarily quinine, serotonin, renin, prostaglandins in the blood, 

arterial hypertension, loss of fibrin in glomerular capillaries, 

renal glomeruli and tubules. harmful effects of proteinuria [1, 9]. 

Hemodynamic disorders (both systemic and 

intracranial hypertension) should be included first in the list of 

non-immune mechanisms of ball injury [10]. 

The proliferation of mesangial cells and the 

hyperproduction of the mesangial matrix are the result of an 

increase in pressure within the glomerular capillaries that pass 

into the mesangium. Macromolecules of proteins, lipids, and 

other plasma components enter the basal membrane of the 

capillaries, sit in the mesangium, and promote its expansion, 

proliferation of mesangial cells, and hyperproduction of the 

mesangial matrix, resulting in glomerular sclerosis. 

It should be noted that the relationship between renal 

status and arterial hypertension (AG) is very complex because 
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the kidneys are both the cause and the target organ of arterial 

hypertension [11]. When renal function decreases, the incidence 

of arterial hypertension increases sharply, reaching almost 90% 

in the stage of renal failure, regardless of the nosology of renal 

disease [10]. 

To date, important scientific data on the role of the 

reninangiotensin-aldosterone system (RAAS) in the 

pathogenesis of renal hypertension have been collected [13, 14]. 

Activation of RAAS leads to an increase in blood pressure due 

to increased circulatory volume and increased activity of other 

vasoconstrictor factors (angiotensin I, angiotensin II, 

angiotensin converting enzyme, etc.). For example, angiotensin 

II leads to an increase and maintenance of blood pressure levels, 

increases sodium and water retention by the kidneys in the body, 

and increases vascular resistance [14]. 

Aldosterone is a regulator of sodium reabsorption in the 

kidneys, as well as extracellular fluid volume and potassium 

metabolism [15]. Increased aldosterone secretion leads to the 

development of hypertension in all cases of RAAS activation. 

An increase in the concentration of endothelin-1 produced by the 

endothelium of the vascular wall can cause vascular spasm, 

leading to an increase in blood pressure [16]. Nitric oxide is 

another factor responsible for the development of arterial 

hypertension with a significant increase in renal vascular 

resistance, increased proteinuria, and rapid development of 

glomerular sclerosis. Nitric oxide regulates renal blood flow and 

renin excretion [17]. 

Note that the etiopathogenesis of chronic 

glomerulonephritis is more complex and not fully understood, 

but pathological changes in the renal vessels, intracranial and 

systemic hypertension play an important role in the development 

and progression of this disease. Therefore, it makes sense to 

consider molecular genetic markers in which expression 

products are able to participate directly or indirectly in the 

development of vascular reactions in this pathology. 

It should be noted that the study of polymorphic 

markers of candidate genes for disease is of great practical 

importance [19, 20, 30]. Much of the molecular genetic work 

devoted to studying the role of genetic factors in CGN has 

focused on studying the polymorphisms of RAAS system genes 

associated with this disease. [18, 19, 21, 22]. 

Samuelsson O. et al (2000) found that the DD marker 

of the angiotensin-converting enzyme (ACE) gene was 

associated with a faster decline in renal function in men with 

chronic renal failure. In 2001, Lovati E. and studies by his team 

showed that the frequencies of the genotypes (loci of antotensin-

converting enzyme - I / D ACE, angiotensinogen - M235T AGT 

and cytochrome 11 B2 -344T / C CYP11B2) did not differ 

between patients with terminal renal failure and control group 

patients. 

Stratta P. et al. (2004) studied the role of ATIIR1 (-

1166A / C), AGT (M235T), ACE (I / D), and endothelial nitric 

oxide synthase eNOS (4a / 4b) genes in the development of 

membrane glomerulonephritis. 

Kamishova E.S. et al (2005) found that transport of 174 

allele 4a of the eNOS gene, the D allele of the ACE gene, and 

the C allele of the CYP11B2 gene in patients with CGN was 

associated with common nephrotic syndrome. In the work of J.P. 

Sharnova (2006), the genotype of the ATIIR1 gene - 1166AC 

isolated steroid-resistant nephrotic syndrome and hematuria - 

was identified as a key factor in the development of nephrotic 

syndrome. The association of this genotype with proliferative 

and non-proliferative chronic glomerulonephritis, as well as its 

morphological variants: focal-segmental glomerulosclerosis and 

mesangiocapillary glomerulonephritis, has been studied [25]. 

 It is known from the literature that endothelium is the 

main vasoactive substance synthesized by the endothelium. 

Endothelin-1 is the most potent vasoconstrictor, as well as a 

modulator of cell proliferation and hormonal production. At 

physiological concentrations, endothelin-1 acts on endothelial 

receptors, which at high concentrations activates their receptors 

on smooth muscle cells, stimulating constant vascular 

contraction. Thus, endothelin-1 carries out two opposite 

reactions of blood vessels. 

It should be noted that there are few studies on the 

relationship of endothelin genes with renal pathology, both in 

Uzbekistan and abroad. Fei-Fei Y. et al (2008) studied the 

K198N polymorphism of the ET-1 gene and found that renal 

damage in patients with IgA nephropathy and the 198KK ET-1 

genotype was significantly worse than in other genotypes and 

was more common in patients with the 198KK genotype in ET-

1 hypertension as well as decreased renal function [ 29]. Other 



Paper Title: - ON THE ISSUE OF INTENSIFYING THE PROCESSING OF SPENT ZINC ABSORBERS 

 ISSN:-2581-6934 |Available at :www.jidps.com | pp :(13-16) 
15 

studies, in contrast, have not found that this polymorphism is 

associated with IgA nephropathy [23, 24]. 

Among those of clinical importance, the following 

polymorphisms of the b2-adrenergic receptor gene are 

distinguished: Gly16Arg and Glu27Gln. Polymorphic markers 

of the ADRB2 gene (Gly16Arg, Gln27Glu, Thr164Ile, and -47C 

/ T) have been found to be associated with blood pressure levels 

[26, 27, 28]. Masuo K. et al (2005) studied the association of the 

ADRB2 gene Gly16Arg polymorphism with systolic blood 

pressure and insulin resistance [31]. 

The polymorphism of IL4 (C-589T), TNF (G308A) 

genes plays an important role in the regulation of inflammation, 

immune response, apoptosis, and fibrosis formation, associated 

with the progressive course of the disease (Sedashkina O.A., 

2015). Understanding the molecular basis of glomerulonephritis 

in each patient allows physicians to select the appropriate 

therapy. 

In summary, early genetic testing in patients with 

glomerulonephritis improves the prognosis of the disease, 

prevents complications, and reduces the risk of death. 
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