£ 000 http://www.cqvip.com|

— 180 — BWERE R L5430 2006 £ 31 %% 2 8 (Journal of Chongging Medical University 2006. Vol.31 No.2)

& HE . 0253-3626(2006)02-0180-03

SR 4y Y s 2L MAD2 5 GFP i i8
FAE IR BB Rt ke ik

ARV HBAR AR ERE, AFAL NFRLE A

(1. BRERM KRG IS LRE ;2. BRI ERS FEYFEETREALRE;
3. RENE R ESH IS, HK  400016)

(& )84 HE MAD2 £E 5 GFP M &S RIEEL BB REFEL, H7E HepG2 gifih ik, # # @i RT-PCR Y
W, 3548 MAD2 BEEMSERFS], Bt WTE A pEGFP-N1 BRIk L Fiiefr & X, 2 MAD2 B 5 GFP R MBI NEH
BERRIKTR, BIFIRSR R 4 RIS S HepG2 A MERE IR BT, £ R . BIME MAD2 BH 5 GFP A KR E
FNFBEEBRIETR, HTE HepG2 M P MEAIGETNBAMNRE, 430 . ZBRKNBIHE, HTFFR MAD2 EHTE4 M
SHPMTHRE REN B T ERMERR,

[ 247 | MAD2 B ; SERNEEN; HepG2 41T

[ hEEBRAESF S R4 [ TAARIRE JA [ B B3 ] 2005-09-28

Construction of the plasmid expressing gfp and MAD2 gene controlling

separation of cell and its expression in HepG2 cell
SHI Qiong, et ol
(Laboratory of Clinical Diagnostics ,Chongqing Medical University)

[ Abstract ] Objective: To establish an in vitro screening system for testing effects of MAD2 gene of embryonic cell genome. Methods: In
order to construct the plasmid expressing MAD2-GFP fusion plasmid, the target gene fragment was obtained by RT-PCR amplification and
inserted into pEGFP-N1 reporter vector. The structure of constructed plasmid was confirmed by electrophoresis analysis and DNA se—
quencing. The function of construct was confirmed by lipofectamine—mediated transient expression in HepG2 cells. Results: DNA se—
quencing showed that the inserted fragment of the constructed plasmid was the same as the template MAD2 genome. The HepG2 cells
transfected with the constructed plasmid could express reporter gene of gfp. Conclusions: the plasmid expressing gfp gene controlled by
MAD2 gene is successfully constructed and an in vitro testing system for evaluating founction of MAD2 gene in separation of cell is estab—
lished.
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