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Research on Expression of FAK in Prostate Carcinoma

LIAO Hong-li, MIYESAIER ¢« Abdula (Department of Clinical Laboratory,
the First People Hospital of Kashi, Xinjiang Kashi 844000, China)

Abstract: Objective
Methods By surgery,get cancer tissue and para-carcinama tissue from 60 cases PC. To detect FAK expression by immuno-
histochemical. To extract total RNA by Trizol. To detect the FAK mRNA by RT-PCR, and analysis these data. Results

FAK expression level in cancer tissue was higher than that in para-carcinama tissue. There was statistical difference between

To investigate the relationships between expression of FAK and Prostate Carcinoma (PC) morbidity.

them (y* =72.55, P<{0.01). mRNA expression levels of FAK in cancer tissue showed significant higher than the levels in
para-carcinama tissue (t= 30.51, P<Z0.01). According to lymphatic metastasis, the expression positive cases of FAK in
pNOMO classification were lower than these in pN3M1 classification,and mRNA expression levels of FAK were the same re-

sults. There were clearly statistical distinctive (t=25. 43, P<C0. 01). Conclusion The expression of FAK in PC cells was as-

sociated with tumor invasion.
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