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The expression of Skp2 in prostate cancer and its relationship with postoperative recurrence
DUAN Song.  Department of Pathological , the Three Gorges Central Hospital of Chongqing, Chongging 404000, China

[ Abstract] Objective To study the expression of Skp2 in prostate cancer and its relationship with the recurrence of prostate
cancer. Methods 86 cases of patients diagnosed with prostate cancer and received operation in our hospital from June 2010 to June
2012 were randomly selected as observation group. At the same time, 25 cases patients with benign prostatic hyperplasia were selected
as control group. Skp2 mRNA level in the two groups were determined by real-time quantitative PCR. Skp2 protein level was analyzed
by immunohistochemistry. According to Skp2 level, 86 cases of patients were divided into Skp2 positive group and Skp2 negative group.
The relationship between Skp2 protein level and clinical pathological features and postoperative recurrence in Skp2 positive group and
Skp2 negative group were analyzed. Results Compared with the control group, Skp2 mRNA and protein levels in the prostate cancer
tissues of the observation group increased significantly (P<0.05). 1, 2 and 3 year cumulative recurrence rate in the Skp2 negative pa-
tients were 8.57% , 25.71 and 31.43% , while 27.45% , 39.22% and 49.02% in Skp2 positive patients. The cumulative recurrence rate
of Skp2 protein-negative patients was significantly lower than that of Skp2 positive patients (P<0.05). 1, 2 and 3 year cumulative sur-
vival rate in the Skp2 protein-negative patients were 97.14% , 91.43% and 82.86% , while 90.19% , 84.31% and 70.59% in Skp2 posi-
tive patients. The cumulative survival rate of Skp2 protein-negative patients was significantly higher than that of Skp2 positive patients
(P<0.05). Conclusion The high expression of Skp2 mRNA and protein in prostate cancer tissues are closely related to types,
clinical stage, tumor invasion and lymph node metastasis of prostate cancer, which may be one of the important mechanism of prostate
cancer development.
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qPCR Master Mix 10 pL, [ ##/F iiF 51 @
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