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[ Abstract] Objective

with prostatitis. Methods

To explore the value of the determination of hs-CRP in the prostatic fluid in the patients
145 cases patients who was taken prostate massage in dermatology clinic for sexually
transmitted diseases were selected and inspected by microscopic examination of prostatic fluid in the presence of WBC
Hs-CRP in prostatic fluid, hs-CRP in whole
Hs-CRP levels in prostatic fluid in the

number, divided into prostatitis and control groups, respectively.
blood, all Blood WBC and neutrophils were determined, respectively. Results

patient with prostatitis group was significantly higher than that in the control group(P<C0. 05). Conclusion The de-

I}

termination of hs- CRP in the prostatic fluid provide help to the diagnosis of prostatitis.
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