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FUNDAMENTALS OF EPIDEMIOLOGY, ETIOLOGY 

AND PATHOGENESIS, DIAGNOSIS AND TREATMENT 

OF POLYPOSIS RHINOSINOCYTES 
 

Abstract. By its current definition, poilipose rhinosinocytes are being noted as a disease that causes 

significant economic costs in the health care system. Chronic rhinosinusitis (SRS) is a common 

inflammatory disease of the nasal lateral cavities and nasal cavities, affecting between 5% and 12% of the 

general population, and can seriously affect quality of life . Chronic rhinosinusitis can be divided into two 

main phenotypes based on nasal polyps (BP), which are inflammatory tumors of the mucous membrane or 

nasal lateral cavity: their presence (CRSwNP) or their absence (CRSsNP). About 20% of patients with SRS 

are diagnosed with CRSwNP. Although CRSwNP is more common in men, women often experience more 

severe inflammation and are more likely to have comorbidities. Crswnp pathogenesis is not fully 

illuminated, but it leads to chronic inflammation that includes eosinophilic infiltration, local IgE formation, 

and cytokine production. The serious impact of CRSwNP on the level of Eid quality as well as the working 

capacity of the socially active community layer requires scientific research on this nosology. 
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Introduction. Chronic rhinosinusitis (SRS) is a common inflammatory disease 

of the nasal lateral cavities and nasal cavities, affecting between 5% and 12% of the 

general population, and can seriously affect quality of life . Chronic rhinosinusitis 

can be divided into two main phenotypes based on nasal polyps (BP), which are 

inflammatory tumors of the mucous membrane or nasal lateral cavity: their presence 

(CRSwNP) or their absence (CRSsNP). About 20% of patients with SRS are 

diagnosed with CRSwNP. Although CRSwNP is more common in men, women 

often experience more severe inflammation and are more likely to have 

comorbidities. Crswnp pathogenesis is not fully illuminated, but it leads to chronic 

inflammation that includes eosinophilic infiltration, local IgE formation, and 

cytokine production. The serious impact of CRSwNP on the level of Eid quality as 

well as the working capacity of the socially active community layer requires 

scientific research on this nosology. 

A number of scientific studies are underway in the world aimed at improving 
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the diagnosis, treatment and Prevention of chronic polyposis rhinosinocytes. In this 

regard, it is important to identify important pathogenetic factors in the development 

of chronic polyposis rhinosinocytes, as well as determine the effect of comorbid 

disease on their course, biochemical and immunogenetic properties, as well as assess 

the severity of its course, study the impact on the quality of life of patients, 

determine the risk of relapses after surgical treatment. 

PRS is characterized as a multifactorial disease, since the heterogeneity of the 

causes that lead to the remodeling of the nasal mucosa does not allow to determine 

a certain etiological factor. The appearance of PRS is associated with chronic 

inflammation and Staphylococcus aureus enterotoxins, which can penetrate the 

epithelial cells of the respiratory tract and cause an immune response of type Th2. 

Also, one of the triggers is considered a viral infection, which, according to available 

data, enhances the existing chronic process in the mucous membrane, but the viral 

direct trigger has not been identified. Weakened immunity is known to contribute to 

the persistence of viral and bacterial infections in the nasal and Byobic mucosa. As 

for hereditary etiology, there have been no extensive studies on genetic 

predisposition or mutations that lead to PRS, but in 2017 Bohman A. a study by et 

al examined genes that may be involved in PRS pathogenesis. A specific genetic 

mutation that triggers PRS has not been identified. 

Infectious and non-infectious factors involved in the development of polyposis 

rhinosinusitis. Today, the exacerbation of SYRS in patients with PRS is one of the 

pressing problems of the 21st century, since many outbreaks lead to the further 

maintenance and development of PRS. Depending on etiological factors, infectious 

(fungal, bacterial component, bacterial-fungal associations) and non-infectious 

(bioplanes, microbiota) factors are involved in the development of these outbreaks.  

The role of superantigen in the development and development of PRS. Recent 

studies have reliably shown that the role of individual bacterial agents in initiating 

and maintaining eosinophilic inflammation in PRS is not always confirmed. 

Differences in the properties of bacteria in individuals and communities under the 

same conditions have also been proven, leading to the creation of a hypothesis about 

the effects of superantigens and bioplanes. 

A leading role among the causative agents of bacterial infection is given to 

Staphylococcus aureus, the presence of which has been found in a larger percentage 

of patients with polyps compared to patients with polyps without polyps (27.3% and 

63.6%, respectively). Staphylococcus aureus is detected in the homogenates of 

removed polyps, in contrast to the homogenates of the nasal shells and mucous 

membranes of patients with polyps without polyps. Special attention is paid to its 
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ability not only to survive intraepithelial, but also to reproduce. About 80% of 

Staphylococcus aureus strains are able to produce enterotoxin, which are 

superantigen, and antibodies (IgE) are found in 30-50% of patients with isolated 

PRS and 60-80% of patients with PRS and asthma, including healthy volunteers 

(15%) and patients with non-polyps who are also found (6%) in rare cases. 

The mechanism of action of superantigen lies in its ability to attach atypical 

site to MHC type II (major histocompatibility complex - primary histomosylation 

complex type 2) located in the antigen-presenting cell (ATH) and thus bypass 

normal antigen recognition stages, thereby promoting up to 30% polyclonal 

activation of simple T-lymphocytes (compared to 0.001% in standard antigen-

specific immune response), making them type 2 T-helper cells. Under the influence 

of cytokines Th2, the migration of eosinophils increases, and the activation of B 

lymphocytes occurs, which leads to an increase in the production of general and 

specific IgE in relation to enterotoxin. 

CONCLUSIONS: The prevalence of chronic rhinosinusitis with nasal polyps 

ranges from 2-4% in the general population. Higher incidence observed in patients 

with asthma, aspirin sensitivity, and cystic fibrosis. Multifactorial disease involving 

genetic, environmental, and inflammatory factors. haracterized by type 2 

inflammation with elevated IL-4, IL-5, and IL-13. Tissue remodeling and basement 

membrane thickening are key pathological features. Requires long-term follow-up 

and individualized treatment approaches.Prevention of recurrence is crucial for 

disease control. Multidisciplinary approach often necessary for optimal outcomes 
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