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The effect of adenovirus-mediated wild-type PTEN gene expression on the
cell cycle of human breast carcinoma cell line MDA -MB-468

CHEN Qing-yong' , CHEN Dao-da’, JIANG Chun-fang’, CHEN Jian-ying’
(1. Department of Emergency Surgery ;2. Department of General Surgery , Union Hospital , Tongji Medical
College , Huazhong University of Science and Technology , Wuhan 430022, China )

Abstract : Objective To investigate the effect of wild-type PTEN gene mediated by adenovirus vector on the
cell cycle of human breast cancer cell line MDA-MB-468 in vitro. Methods PTEN gene was cloned into
pAdTrack-CMV-PTEN. The newly recombinated pAd-PTEN containing green fluorescent protein ( GFP) was
infected into human breast cancer cell line MDA-MB-468 in vitro, and the cell cycle was detected by flow
cytometric analysis. Results The recombinant adenovirus vector carrying PTEN was constructed successfully ,
and the titre of purified adenovirus was 2. 5 x 10" pfu/mL. Cell number of control group in G, phase
accounted for 41. 18% , while the transfected PTEN gene group was 56. 47% of G, cell number as
measured by flow cytometry. Conclusions The recombinant adenovirus vector of PTEN was rapidly
constructed successfully using AdEasy-1 system. Target genes were successfully transfected and expressed
stably. PTEN may cause cell cycle arrest at the G, phase.
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Ji 55 ¢ 2 Ak AdEasy 3 %¢ 1 Johns Hopkins i 8
Hl Y Tong-chuan He {# 1 B4 5 H b B 28 BT KL
pAdEasy-1 (2~ % R hr k) Wk E1 XA E3
DRy S AU BT A AU ok DA UKL, 5 RR BT ORL
pAdTrack-CMV ( R & R L) WA &k G5O HE B
GFP ) Kt . Jt ki
pcDNA3-PTEN f 7% [# Kaz 1 + 2 ; & & F 4
1. 2kb {101 43 % [ PTEN ¢DNA ¥ i ] 13 #HE | i U
A7 3 78 BR )4 N D0 1§ HindIIT #1 Xbal Z [8] , DHS «
FIIM109 B Bk H [ 0% BS 2 Be 4> FAE W % L 0 %
Wak, 293 40 gtk W T o BE B bW A0 BT
MDA -MB-468 [ Jiit 9 40 i & b b v i 96 = B AR 35
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NG T TaKaRa 23 W) o M A Y BR 612 N U0 B
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ff%& Yk 2 B A ® PTEN St [ % 8
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AT T B, 26 9% I ] Ad-PTEN %% Je 7 1 9 20 M0, 45

70% L) _E A3k GFP,

WG R %7 PTEN (1) 25 21 il [ 14 Bt 5 5 Ad-
PTEN Jg& 44 A FL % 9 48 i Mk MDA-MB-468, &% 2 35
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