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Silencing Effect of siRNA on FAK Geng of Human Laryngeal Carcinoma Hep -2 Cell Line. Xu Wei, Gu Donghua, Chen Yingwu, et al.
Department of Pathology, Huzhou Central Hospital, Zhejiang 313000, China

Abstract Objective To investigate the inhibitory effect of gene silencing mediated by FAK — siRNA for laryngeal carcinoma hep —
2 cell line, and try to look for a new approach of gene therapy of laryngeal squamous cell carcinoma (LSCC) by synthesizing and filtrating
effective FAK — siRNA in vitro. Methods The level of FAK protein expression in Hep —2 cells was analyzed with the Western Blot tech-
nique. FAK - siRNA lentivirus were transfected into Hep —2 cells. Efficiency of transfection was detected by counting cells. Semi — quan-
titative analysis of the level of FAK — mRNA expression was performed using RT — PCR. The level of FAK protein expression was analyzed
with Western Blot. Cell proliferation viability was tested by MTT assay. Results Western blotting results showed overexpression of three
protein fragments of FAK in the Hep —2 cells. The content of protein and mRNA of FAK in the FAK — siRNA lentivirus transfected Hep
-2 cells was obviously reduced compared with blank control cells. Pl staining in the FAK - siRNA lentivirus transfected cell showed 30%
~35% of apoptotic cells in Hep —2 cells. Comparing with the parental Hep2 cells, the transfected cells exhibited a slower growth rate.

Conclusion Eligible FAK — siRNAs synthesized in vitro mediated with lentiviral vector can be highly effectively transfected into LSCC
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cells, and induce post — transcriptional gene silencing.

Key words Laryngeal neoplasm; RNA interference; Focal adhesion kinase, FAK; Gene silence
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The Significance of Soluble CD44V9 in the Patients with Colorectal Carinoma. Lu Min,Chen Xiaoqin,Ye Lechi,et al. The Coloproctologi-
cal Dept. of the Second Affiliated Hospital of Wenzhou Medical College ,Zhejiang 325027

Abstract Objective To discuss the expression of serum soluble CD44V9 in the patients with Colorectal Carinoma and its signifi-

ciance. Methods The levels of soluble CD44V9 were determined by ELISA in 27 cases of colorectal carcinoma,13 cases of colonic ade-

noma,and 20 cases of healthy controls. Results Serum soluble CD44V9 of colorectal carcinoma was much higher than of healthy control

(P =0.012). Serum soluble CD44V9 of colonic adenoma was not significantly different from healthy controls( P =0. 108 ). Conclusion

The level of serum soluble CD44V9 is a good target in diagnosis, transfer judgernent and prognosis predicting of the patients with colorectal

carcinoma.

Key words Colorectal carcinoma;Soluble CD44V9
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