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The role of IFN-y ,TNF-a and IL-10 in the rat model for chronic abacterial

prostatitis
WANG Hong—zhi, et al

(Department of Urology , the First Affiliated Hospital, Chongging Medical University)
[ Abstract JObjective: To study the role of IFN~y ,TNF- o and IL-10 in CAP rats and approach the pathogenesis of CAP.Methods : 20
Aged Sprague Dawley rats were randomly divided into two groups: the control group (10 rats) and the rat model for CAP group (10 rats).
The changes of prostate gland inflammation was investigated by HE stain. The expression of IFN-+y and TNF-a in rat prostatic tissue
was detected by immunohistochemistry (sp ). The expression of IL-10 in rat prostatic tissue was detected by enzyme linked immunosorbent
assay (ELISA). Results: (1) The CAP model group's histopathology express the obvious inflammation performance; (2) The IFN- vy ,
TNF- o and IL-10 in the rat model for CAP group were higher than the control group (P<0.01). Conclusion:CAP may be caused by
abnormal autoimmunity and the IFN- vy ,TNF- a and IL.-10 may play an important role in the development of the CAP
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