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Expression of Raf kinase inhibitor protein and E-cadherin

in prostate cancer tissues

LIU Shenxiu, ZHONG Kuangbiao, ZHU Liyong, HE Leye

( Department of Urology , Third Xiangya Hospital , Ceniral South University , Changsha 410013, China )

Abstract: Objective To detect the expression of Raf kinase inhibitor protein ( RKIP) and
epithelial cadherin ( E-cadherin ) in human prostate cancer tissues, and their correlation.
Methods We discussed the relationship between RKIP and E-cadherin and the clinical stage and
pathological classification of prostate cancer by immunofluorescence histochemistry staining in the test
of expression of RKIP in 26 prostate cancer tissues and 14 BPH tissues, and analyzed the correlation
between them. Results The expression of RKIP and E-cadherin in prostate cancer tissues was obvi-
ously lower than that in the benign prostatic hypertrophy tissues. The expression of RKIP and E-cad-
herin in the dys-good differentiation group ( Gleason 8 ~ 10 ) was significantly lower than that in the
good differentiation group ( Gleason <7 ). The expression of RKIP and E-cadherin in the non-metaba-
sis group ( within T2NOMO ) was significantly lower than that in the invasion-metabasis group. The
expressions of both RKIP and E-cadherin in human prostate cancer tissues were positively correlated .

Conclusion RKIP and E-cadherin are metastasis suppressor factors, whose decreased expression can
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increase the invasive capability of prostate cancer and suppress its differentiation. RKIP can suppress

the metastasis of prostate cancer by increasing the E-cadherin expression in prostate cancer.
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Fig. 1 The expression of RKIP ( x100). A:BPH group;B:PCa group.

[E 2 Hoechst £ ( x100) , A:BPH 41;B.PCa 4,
Fig. 2 The findings of the Fig. 1 by Hoechst afterstaining to display the cell nuclear( x100). A.BPH group;B:PCa group.
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B 3 E-cad FRiE

( x100), A.BPH 4{;B.PCa 4.

Fig. 3 The expression of E-cad ( x100). A:BPH group;B:PCa group.

4 Hoechst £ ( x100) , A:BPH 4H;B.PCa 4,
Fig. 4 The findings of the Fig. 3 by Hoechst afterstaining to display the cell nuclear( x100). A:BPH group;B:PCa group.
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