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Abstract Objective: To investigate the expression and significance of Raf kinase inhibitor protein (RKIP) and
matrix metalloproteinase-9 (MMP-9) mRNA in prostate cancer. Method: Real-time fluorescence quantitative PCR
(gqPCR) was used to determine the expressions of RKIP and MMP-9 mRNA in prostate cancer and benign prostat-
ic hyperplasia tissues, and the relationship between the expression and patients’ clinicopathologic characteristics
and the correlation between the two were analyzed. Result: The relative expression level of RKIP mRNA in pros-
tate cancer tissues was lower than that in prostate hyperplasia tissues (P<C0. 01). The relative expression level of
MMP-9 mRNA in prostate cancer tissues was higher than that in prostate hyperplasia tissues (P <C0.01). The
relative expression level of RKIP mRNA in prostate cancer tissues decreased with the increase of Gleason score
(P<C0.05). The relative expression level of the non-metastatic group within T3 N, M, was higher than that of the
invasive and metastatic group (P<C0. 05). The relative expression level of MMP-9 mRNA in prostate cancer tis-
sues increased with the increase of Gleason score (P<C0.05). The relative expression level of the non-metastatic
group within T3 N, M, was lower than that of the invasive and metastatic group (P <C0.01). RKIP mRNA was
negatively correlated with MMP-9 mRNA (P<C0.01). Conclusion: Low expression of RKIP mRNA and high ex-
pression of MMP-9 may be related to the tumorigensis and progression of prostate cancer, and the expression of
RKIP mRNA and MMP-9 mRNA are correlated. RKIP may promote the occurrence and development of prostate
cancer by regulating MMP-9.
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BG4, P<<0.05), 1M RKIP mRNA #f % £ 35
% Gleason PP/ & 2 FEBFH RG> T a>
&, P<<0.05),
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Keller £ {5y e R L, A B Mk PCa 41
RKIP B3R B KV TP PCa H4L7E PCa A
A S Gleason PEAF U8 I, RKIP 3 ik /K F 1%
WA . AWFIE 45 Rk BRBEE Gleason P4 1Y
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