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Construction of a Lentiviral Vector Carrying HRSP12 Gene and Its Effect on HeLa Cell Apoptosis and Proliferation. Tan Kuan, Zhang
Xuan, Ma Xiaoli, Huang Bingren, Chen Hong, Chen Deng. National Laboratory of Medical Molecular Biology , Institute of Basic Medical
Sciences, CAMS and PUMC, Beijing 100005, China

Abstract Objective To construct a lentiviral vector pWPI — HRSP12 which was packaged into lentiviral particles and infected cer-
vical carcinoma cell line HeLa and to analyze the effect of HRSP12 over — expressing on cell apoptosis and proliferation. Methods HR-
SP12 full length coding sequence was amplificated by reverse transcription PCR and lentiviral vector pWPI — HRSP12 was constructed.
Next, recombinant virus particles were harvested from the culture medium of packaging cell HEK293T. Western blot was used to analyze
the expression of Caspase3 and MTS was applied to analyze the cell proliferation. Results It was showed that the lentiviral particles in-
fected HeLa cells with high efficiency and the expressed fusion protein flag — HRSP12 was also detected by Western blot. In addition, the
over — expressed HRSP12 lead to the increase of cleaved — Caspase3 in Hela cells. What's more, the over — expressed HRSP12 can inhib-
it the proliferation of Hel.a cell. Conclusion A lentiviral expression vector pWPI — HRSP12 was successfully constructed, and the results

showed that over — expressed HRSP12 may induces HeLa cells apoptosis and inhibits their proliferation, and these will lay a solid founda-
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tion for the study of biological functions of HRSP12 in the future.

Key words HRSP12;Lentiviral vector;Cell apoptosis
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RE I AR (5% CO,,2% 0,, PO, :25 ~35mmHg) , ¥ 1% 3% 60h, & ] RT - PCR 3£l 2 PASMCs Kvl.5 mRNA & &, % [
Western blot il PASMCs Kvl.5 [ &, R 5 N4, H 4 HD 41 HA 41 Kvl. 5mRNA FIE [R5 BB BREIK(P <
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Decreased Kvl.5 Channel of Pulmonary Artery Smooth Muscle Cell by the p38MAPK Signaling Pathway in Hypoxia. Wang Yuanyuan,
Zheng Mengxiao, Huang Linjing ,et al. Tongde Hospital of Zhejiang Province, Zhejiang 310012 ,China

Abstract Objective To explore the effect of p38MAPK signaling pathway on Kvl.5 channel in the process of hypoxia. Methods
The SPF male Sprague — Dawley rats were used. The third or fourth division of pulmonary artery was separated in order to obtain single
PASMC. The inhibitor and activator of p38MAPK signaling pathway SB203580 and anisomycin were involved in hypoxia. Cultured for 3 —

6 generations, the PASMCs were randomly divided into five groups: normal group (N) ,hypoxia group (H) ,DMSO control group (HD) ,

B AT H WA b e 2 SRR T R (2012 - XK - A28) iR M T RN IR — M0 E (Y20120161) 5 8017 B 25 T A Rl 52 5 H
(2013B03)

fE& 247 310012 HUM, #1748 7 [F) 4 22 Be ( F R ) 5325035
N RBEBE (Ee/h e 7 4k)

TWIRAE R BR/NIE, LTI HE : waqxylet@ 126. com; £ 7 8%, 1L T {548 : wwi@ wzme. edu. cn

N B2 B2 (B Bl R A e | B AR L B IR T B ) 5325000 Ji N T

- 67 -



	YXYJ1410 63.pdf
	YXYJ1410 64.pdf
	YXYJ1410 65.pdf
	YXYJ1410 66.pdf
	YXYJ1410 67.pdf

