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Expression of ASPP family genes in bladder urothelial carcinoma tissues and its clinical significance
Tang Yizhong ,Wang Jian® ,Chen Guojun
(Department of Urology ,Af filiated Hospital of Qinghai University . Xining ,Qinghai 810001 ,China)

Abstract: Objective To investigate the expression of ASPP1,ASPP2 and iASPP genes in bladder urothelial carcinoma tissues
and its clinical significance. Methods Fluorescent quantitative reverse transcriptase-polymerase chain reaction({qRT-PCR) was a-
dopted to detect mRNA expression of ASPP1,ASPP2 and iASPP in 30 cases of bladder urothelial carcinoma tissues and their peri-
carcinomatous tissues. Results Expression levels of ASPP1 and ASPP2 mRNA in bladder urothelial carcinoma tissues (0. 651+
0.214,0.70340. 184) were significantly lower than those in normal bladder tissues (0. 9234 0. 182,0. 963+ 0. 208) (P<C0. 05)
while expression level of iASPP mRNA in bladder urothelial carcinoma tissues (0.508=40.227) was obviously higher than that in
normal bladder tissues(0. 305+0. 136) (P<C0.05). The expressions of ASPP1,ASPP2 and iASPP mRNA were related to differ-
entiation degree of bladder urothelial carcinoma(P<C0. 05). Conclusion ASPP1,ASPP2 and iASPP mRNA can be found in blad-
der urothelial carcinoma tissues with different degrees,and may be involved in pathogenesis of bladder urothelial carcinoma.
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