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Analysis on the Characteristics of Infections Caused by Rotavirus Among 4160 Infants with Diarrhea. Li Fangqu,Liu Caixia, Jiang Weiy-
an. The Second Affiliated Hospital of Wenzhou Medical College ,Zhejiang 325027 , China

Abstract Objective To investigate the prevalence of infections caused by rotavirus among infants with diarrhea aged less than 6
years old in Wenzhou, China. Methods Colloidal gold test was used to detect the group A antigen of rotavirus. The genotypes of rotavir-
us were determined by polyacrylamide gel electrophoresis. Results The positive rates of rotavirus in 2007, 2008 and 2009 were 46. 1% ,
42.7% and 30.0% , respectively. The prevalence of rotavirus among infants with diarrhea aged from 6 months to 2 years was high to
40% . The peak of infection caused by rotavirus occurred in February, May, October and November of every year. Long type of rotavirus
isolates causing infantile diarrhea accounted for 94.4% , in which the type L1 was the most prevalent type. Conclusion Rotavirus is the

major pathogen causing infantile diarrhea of the patients aged from 6 months to 2 years in spring and autumn. Different electrophoresis

types of rotavirus can cause different clinical symptoms.
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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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