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[ Abstract] Objective From the level of cytokines ,analyze the affection of helicobacter pylori in chronic
active gastritis development and its clinical significance . Methods 91 cases of chronic active gastritis patients (51
patients with mild-moderate chronic active gastritis ,40 patients with severe chronic active gastritis ,and 40 healthy
controls ) were detected by ELISA with peripheral blood IL -6, TGF-B1 and IL-17 concentrations , and analyzed its
relationship with helicobacter pylori infection. Results  Compared with the control group ,IL-6 concentration of mild-
moderate group showed no significant difference . The TGF-B1 and IL-17 concentration of mild-moderate group was
significantly higher than the control group (P <0.01). The concentration of three cytokines in severe group were
significantly higher than the mild -moderate group and the control group (P <0.01). The IL-6, TGF-B1 and IL-17
concentration in the positive group of helicobacter pylori infection patients were significantly higher than negative
group( P <0.01). Conclusions  Cytokines IL-6, TGF-B1 and IL-17 participate in the incidence of chronic active
gastritis development. Helicobacter pylori infection could promote the development of inflammation . By detecting these
cytokines can provide a theoretical basis for clinical evaluation of treatment ,prognosis ,and immunotherapy.
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