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[Abstract] Objective To explore the relationship between imatinib resistance and genes MDR1
and KIT in gastrointestinal stromal tumor(GIST) cells. Methods The MDR1 and KIT mRNA level
in GIST882-R and GIST882-S cells were detected by RT-PCR. Immunocytochemistry and Westem blot
were employed to detect P-gp and CD117 expression in GIST882-R and GIST882-S cells. Results The
relative expression of MDR1 mRNA was 0.321+0.033 in GIST882-R and 0.157+0.056 in GIST882-S
cells, and the difference was statistically significant(P<0.05). The relative expression of KIT mRNA was
0.389+0.063 in GIST882-R and 0.339+0.067 in GIST882-S, and the difference was not statistically
significant (P>0.05). The relative density of P-gp was 0.443+0.058 in GIST882-R and 0.237+0.094
in GIST882-S, and the difference was statistically significant(P<0.05). The relative density of CD117
was 0.744+0.123 in GIST882-R and 0.70410.094 in GIST882-S, and the difference was not statistically
significant(P>0.05). Conclusions Over-expression of gene MDR1 may be associated with imatinib
resistance in GIST. KIT may not be involved in imatinib resistance.

[Key words] Gastrointestinal stromal tumors;
Gene, KIT; Antigens, CD117

Muti-drug resistance gene; P-glycoprotein;

LW 1( muti-drug resistance, MDR1) £ A
EHEA™Y P-HEE B (P-glycoprotein, P-gp)E %
FpRmE LT A S R R R IE T BB,

DO ; 10.3760/cma.j.issn.1671-0274.2010.07.011

HEWE ., i ERTES(064119622)

fEE 84 . 200032 L¥ 5 B AC¥HE il B Bl bR X
REBEURE CERSEIE) Bee ALK PR di
B RV FER(RRE)

EI51E%® . $%, Email; qin.jing@zs-hospital sh.cn

P-gp R—F5 ATP AWM BEBRHZEA, T HKE
BEAAYE LA, BRIE2IELBEDE RN
B P-gp MK Z — P-gp AIKAE ATP B BER,
Wk ERERFDERE MM, (2 MDR1 ZH
£ B B i (gastrointestinal stromal tumors,
GIST) it 25 h 94 FR A BB, 5 SCERHE , GIST
AL KT RS EY ¥ K cD117 REALED,
A HFRINA CD117 FAW AW AR X GIST
40 B (GIST882-S) FIifit 25 40 Ml (GIST882-R) 9" MDR1



PR E 2010 F 7 A% 13 %5 78 Chin J Gastrointest Surg, July 2010, Vol.13, No.7 507

MKTERRXEAMERHTRE, UKL
MDR1 I KIT EH 5 GIST IZ5HIX R,

BRERHZE

—. MR 5

GIST882-S 47 Ml e P 16 K% B 2 B¢ Brigham 13
L EE Y Flecther 2 # | GIST882-R 4 Mid it Xf
GISTS82-S AL 4T o B 46 B 138 384 e BRiE I 3R
GIST882-S 4l fg XF 7 T & Je #9 1C A 0.136 pumol,
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KEFR &R 37C 5% CO, SRR, PCT100-96 &
PCR 1% (% MJ 2 5] ) ; Image-ProPlus % Mk B3k
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#7.80 V BLE FHUAEHE K 30 min; VDS RIZ R4
M ES, HEHMAHSAS ZHREREN
WiE, #fTE e Bt 8N ERAR 3AMEA, L
BREFE3IK,

%1 RT-PCR KI5 ¥ /551

HE Elk 2] Y4 7 (bp)
MDRI IEX## CTCAGACAGGATAGTTGG TIT 201
R 8 GCGAGCCTGGTA GTCAATGC
Kit E X8 TGCGTTCTGCTCCTACTGCTT 220
R CCGTGATCCATTCATTCTGCTTATT
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