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Expression and Clinical Significance of Sarcoglycan Protein in Different Human Detrusor after BPH. Zhu Shijian, Mu Haiqi, Wei Wen-
jie, et al. Department of Urology,The Second Affiliated Hospital of Wenzhou Medical University, Zhejiang 325000 ,China

Abstract Objective To discover the expression of Sarcoglycan(SG)in different detrusor after BPHand investigate the relationship
to the different detrusor and clinical significance of SG. Methods Fifty six cases of BPH and 25 patients without urinary tract obstruction
who were operated on in the same period for study. Among the case of BPH, 30 cases were with normal detrusor function, and 26 cases of
underactive detrusor. Age, prostate volume,PSA, Qmax and Pdet — Qmax were collctted. All detrusor were confirmed detected by HE
staining. The expressions of a —SG ,f —SG .y — SG in detrusor tissue were detected by immunohistochemical technique and RT - qPCR
respectively, and its clinical significance was analyzed. Results Compared to the group without BPH, the fiber of bladder detrusor were
decreased and the fiber distribution were sparse, thinner and fracture and more connective tissue,inflammatory cells in underactive detru-
sor group. In the group of normal detrusor function, fiber tightly packed, without necrosis. The expression of a — SG,B - SG,y - SG in
detrusor were decreased in underactive detrusor group significantly (P <0.05) ,while in normal detrusor function group,there was no differ-
ent (P >0.05). Correlation analysis showed that the expressions of sarcoglycans had a positive correlation with the detrusor pressure at
maximum flow rate in BOO(P <0.01). Conclusion The decrease of SG might be related to the underactive detrusor after BPH. By de-

tecting the expression of SG can judgment the mechanism of detrusor change after BPH , thus provides a new method and theory for patient

who with underactive detrusor in the future.

Key words BPH; Bladder detrusor;Sarcoglycan
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