PE R AEYIRTT 24 hip: //www. biother. org

Chin J Cancer Biother, Oct. 2012, Vol. 19, No. 5 . 491 -
DOI: 10.3872/j. issn. 1007-385X. 2012. 05. 005 * 5%"* ‘}T‘ 7‘?1 *

BEAHBFRE Ad-CRT/MAGE-A3 BX SR EMF ZREMEISENESE
X, R, ERE, 2, EFPEEHRY WES —ER MBALP,TT % 110001 )

[ E] 8 &S W8 [ calreticulin, CRT )3 P F1 B8 22983 41 )i 3 B -A3( melanoma antigen gene-A3, MAGE-A3 )1
ARG EE AR A Ad-CRT/MAGE-A3 , WS HIE 4 263 U U A SLARE 41 MDA-MB-231 3478 K AR 2 HMHIE - . & ok H
# Ad-CRT/MAGE-A3 # {4, /5% MDA-MB-231 20 )5 , 916 1 0 WL 4% L A it JR 4 &2 40 multiplicity of infection, MOI ), 433%
bR (Ad-GFP Ad-CRT/MAGE-A3 RZE LA + Ad-GFP R L LA + Ad-CRT/MAGE-A3 3t 5 4, MTT 354l %20 MDA-MB-
231 ZHEAYREEH , Transwell SZHKGMA52H MDA-MB-231 AUEAYRZE F1. 46 R o oty a7 20 B 7 284k Ad-CRT/MAGE-A3,
HIRYe MDA-MB-231 41 A F3E MOT 24 100, 5 H AL AR, B Ad-CRT/MAGE-A3 B4 2 22 2 AR I 2 A ) MDA-MB-
231 4HAARIEFE] (83.27 £1.04 )% vs( 57.42 +1.27 )% ,(43.26 +0.95 )% ,(61.23 £1.47 )% ,(55.38 +1.62 )% ;P <0.05 JFI
272 (8.41 £4.20 Jus (14.62 £5.33),(107.66 +3.35),( 100. 60 £4.42 ),( 104.20 +2.60 ); P <0.05 |, £ & : s 2 404k
Ad-CRT/MAGE-A3 BEMSTR 32 L A4 ZLARSEE 4 i MDA-MB-231 3458 M A7 221 fie

[ R68IA ] 45N LA BEWPURIER A3 A BRI R LR s LR 145 1R 28

[ FE4ZES ] R737.9; R730.5 [ XmFrERL] A [ XE|HS ] 1007-385X( 2012 )05-0491-05

Inhibitory effect of recombinant adenovirus Ad-CRT/MAGE-A3 combined with
epirubicin on proliferation and invasion of breast cancer cells

LIU Xin-li, ZHAO Dan, LI Xiao-xin, LI Yan, MA Ping ( Tumor Research Institute, First Affiliated Hospital, China
Medical University, Shenyang 110001, Liaoning, China )

[ Abstract ] Objective: To construct a recombinant adenovirus for calreticulin ( CRT )/melanoma antigen gene-A3
( MAGE-A3 ) and evaluate its inhibitory effect on breast cancer MDA-MB-231 cells. Methods: Ad-CRT/MAGE-A3 vector
was constructed and infected into MDA-MB-231 cells. The optimal multiplicity of infection ( MOI ) was obtained by fluo-
rescence microscope method. There were five groups: epirubicin, Ad-GFP, Ad-CRT/MAGE-A3, epirubicin + Ad-GFP
and epirubicin + Ad-CRT/MAGE-A3. The proliferation and invasion of MDA-MB-231 cells in different groups were detec-
ted by MTT and Transwell assays. Results: Recombinant adenovirus vector Ad-CRT/MAGE-A3 was constructed success-
fully, and its optimal MOI in MDA-MB-231 cells was 100. Ad-CRT/MAGE-A3 combined with epirubicin decreased the
proliferation ([ 83.27 +1.04 1% vs [ 57.42 £1.27 1% , [ 43.26 £0.95 1% , [ 61.23 £1.47 1%, [ 55.38 +1.62 1%,
P <0.05 ) and the invasion ([ 8.41 £4.20 Jvs [ 14.62 +5.33 ], [ 107.66 £3.35 ], [ 100.60 +4.42 ], [ 104.20 =
2.60 ], P<0.05) of MDA-MB-231 cells significantly. Conclusion: Recombinant adenovirus vector Ad-CRT/MAGE-A3
can enhance epirubicin to inhibit the proliferation and invasion of breast cancer MDA-MB-231 cells.
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DNA gifb 50 & (A B0 ) (DNA &R i 5 4l
AR G AR B0 AL )0 B RS B AR P B R L
TOARAF,

1.2 E4MHEBMA Ad-CRT/MAGE-A3 #9435

Xba 1 /Pme | W Y) H A% 33K Bk pcDNA3-CRT
1% CRT, 4 H % E Nhe [ /Pme 1 BYIH 21528
& pShuttle-GFP-CMV . R i MAGE-A3 J¥ 55 B i%
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0.6 kb 25417, % 45 0L 5 H e 58 AR E 1),

1 Ad-CRT/MAGE-A3 HEi1 & E
Fig.1 Digestion of Ad-CRT/MAGE-A3 by endonuclease
M: Marker;1-4: Positive clone

2.2 Ad-CRT/MAGE-A3 %% MDA-MB-231 #m A

A3 S MOI = 50,100,200 PFU/ 4 Jifi, 45 2k 44
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100 , 1 /5 W T B LR L.

2 Ad-CRT/MAGE-A3 B 24 h Bt MDA-MB-231 4ifish GFP BI3R3A( x 100 )
Fig. 2 Expression of GFP in MDA-MB-231 cells 24 h after Ad-CRT/MAGE-A3 infection( x100 )
A: Uninfected; B: MOI =50; C: MOI =100; D: MOI =200
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[ —M—Epirubucin 3

80 | —@—Ad-GFP

| —A—Ad-C/M

—/A—Epirubucin+Ad-GFP

60 | —o—Epirubucin+Ad-C/M
*

40t

Cell inhibition rate (%)

20T

Time (¢/d)

3 RFWEKSE Ad-CRT/MAGE-A3
% MDA-MB-231 40 A ) 3858
Fig. 3 Ad-CRT/MAGE-A3 combined with epirubicin
inhibited proliferation of MDA-MB-23 cells

" P <0.05 vs the other 4 groups, respectively;
Ad-C/M: Ad-CRT/MAGE-A3

4 Ad-CRT/MAGE-A3 B34 MDA-MB-231 faRIE2( x100 )
Fig. 4 Infection of Ad-CRT/MAGE-A3 inhibited invasion of MDA-MB-231 cells] x100 )
A: Uninfected; B: Ad-GFP; C: Epirubicin; D: Ad-CRT/MAGE-A3; E: Ad-CRT/MAGE-A3 + epirubicin
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