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Nowadays such problem as a respiratory Chlamydia infection (CI) at children is so actual because morbidity of it is increasing. This needs of additional studies of the morphology and immunopathology of CI. The persistence of Chlamydia (Ch) is induced by the effect of proinflammatory and regulatory cytokines of the immune response (IR). Phagocytosis at CI is unproductive since Ch inhibits the fusion of phagosomes with lysosomes. In this case, the growth of Ch in monocytes is suspended at the stage between the elementary body (EB) and reticular body (RB), when the cell wall of lipopolysaccharide is detected in the cytoplasm of monocytes and the main membrane protein (MMP) is absent. Thus, the protective X-antagonist MMP is not recognized by T-helpers, but only the lipopolysaccharide antigen is demonstrated. Then, the immune response is formed to the variable LPS and is becoming non-specific to Chlamydia. Two subpopulations of CD4 + T cells that produce their own cytokines develop from the common T-helper precursor. Immune responce in CI is predominantly T1-helper in nature – cytokines: interleukin-2 (IL-2) is an inducer that stimulates the proliferation of T-cells; tumor necrosis factor-α (TNF-α) - causes the growth of fibroblasts, increases the production of glucosaminoglycans, collagen and proteins and promoting fibrous formation, which also activates IL-1, produced by macrophages. Along with the activation of the T1- helper link, cytokine production in macrophages also occurs. But the emitted free radicals in this case can’t damage the cell wall of both EB and RB of Chlamydia. Their strength is due to a polysaccharide microcapsule that is resistant to superoxide radical oxidation. Instead of microbicidal action, active oxygen forms lead to activation of lipid peroxidation and damage to the double phospholipid layer of cell membranes. The depletion of tryptophan causes a chlamydial stress-reaction, which leads to the formation of pathological morphological forms of Chlamydia.


Thus, the main mechanism preventing the transformation of RB to EB is a special cytokine spectrum leading to deficiency of components and blockade of the synthesis of proteins of the membrane of EB of Chlamydia under the influence of mediators of persistence, which leads to the continuation of the growth of the pathogen without corresponding division. The inadequacy of the outer membrane and cell wall contributes to an increase in the intracellular osmotic pressure responsible for the swelling of chlamydial structures, which determines the duration of the persistence of Chlamydia infection.

