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Establishment of a TagMan-based real-time PCR method of

spotted fever group rickettsiae
Luo Wanrong Liu Boyu Chen Zhen et al
( Dept of Microbiology Anhui Medical University Hefei 230032)

Abstract Objective To establish a TagMan real-time fluorescent quantitative PCR of spotted fever group rickett—
siae( SFGR) . Methods  According to the ompA gene sequence of Rickeitsia. japonica the specific primers and
probes were designed to develop the TagMan-based Real-time PCR method. The specificity sensitivity and repeat—
ability of the established method were verified. The established TagMan real4ime PCR method was used to detect
SPGR infection in 80 clinic blood samples collected in Anhui Province and compared with the nested PCR. Results

The real-time quantitative PCR method for detecting SPGR was successfully established. The cyclic threshold of
the standard curve and the template copy number showed a good linear relationship ( r >0.99) . This method had
strong specificity high sensitivity and good repeatability in the detection of the spotted heat ricketisial nucleic acid
samples. Conclusion This study establishes a real<ime quantitative PCR assay based on TaqMan probe to detect
SPGR  which provides a rapid and effective technical means for rapid diagnosis in clinical laboratories.
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Effect of interfering VIRMA on migration of

gastric cancer cells and its mechanism
Dai Congcong Wu Lisheng Miao Ran et al
( Dept of General Surgery The Affiliated Provincial Hospital of Anhui Medical University Hefei 230001)

Abstract Objective To observe and analyze the effect of interfering VIRMA gene on the migration ability of gas—
tric cancer cells and preliminarily explore the mechanism. Methods The MGC803 and SGC7901 gastric cancer
cells were transfected with lentivirus to interfere the expression of VIRMA. The cell proliferation in each group was
detected by CCK-8. The migration ability of cells was detected by wound healing assay and Transwell assay. The
changes of VIRMA and FN1 expression were detected by qRT-PCR and Western blot. Results qRT-PCR and
Western blot showed that lentivirus effectively affected VIRMA gene expression in gastric cancer cells ( P <0. 05) .

Interfering VIRMA gene inhibited the proliferation of gastric cancer cells effectively ( P <0.05) . The 24 h wound
healing distance of gastric cancer cells in the interference group was less and the number of transmembrane cells
was also less than that of the control group ( P <0.05) . After interfering with VIRMA gene the expression of FN1
decreased ( P <0.05) . Conclusion Lentivious-mediated knockdown of VIRMA can inhibit the migration ability
of gastric cancer MGC803 and SGC7901 cells and the mechanism may be related to the regulation of FN1 expres—

sion.
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