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# E. BHR WK PPARy # 3 A ¥ 4581 (ROS) 4t % 1% 45 A K /& SGC7901/VCR 48 oAk R A5 A 3+ 2 4L
FEE(MMC) @546 R, FHiE EIAFIE SGCT901/VCR 48 oAk RAS A AR 3 48 AR R AL 4 6 4.
FOATRA( AT LEKO0.2 mL#F) MMC 2L (MMC 2.5 mg/kg JEAEE4H) \ROS £2(ROS 100 mg/kg # § ) MMC +
ROS F #1 %41 (MMC 2.5 mg/kgM 5 41 + ROS 50 mg/kg # § ) .MMC + ROS & # & 28 (MMC 2.5 mg/kg M JEE
4t +ROS 100 mg/kg # F ) . MMC + CSA #8(MMC 2.5 mg/ kg M A= 24 + CSA 50 mg/kg # F ), &4 8 RRR ;A
340 X6 MRS WA EFB B ABRLL, T EwEE 2HBHBOERBEHE FENEBHBHA
BHE, R ARNEAMAARETZFALETFENL(P>0.05) ;5 @B MMC L1455 5 Ak AR Fe 37 9 5
EFRABFM(P>0.05),R0S 4L MMC + ROS ¥ # &40 MMC + ROS & 7 & 4L MMC + CSA 205 = & s B4 |
MMC 28 Se A A S R AR Ao I R 2 F A R E (P <0.05),  Z5iE F A& 708 T 474 A F J& SGC7901/VCR
AR RAS MG Bk A K, TAEF) BR T35 14 45 A B #& SGCT901/VCR 20 JoAR R AS AL »t L L B F ey 2h ik

X§i7: PPARy; ¥ #%5I8; %#%arzh; SGC7901/VCR %tk
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The Effect of Reversing the Resistance to Mitomycin in Nude Mice
Xenografts of Human Gastric Carcinoma by Rosiglitazone

LIAO Wen-qiu,ZHANG Li, LI Guo-qging
( Department of Medicine Digest ,the Second Affiliated Hospital of University of South China,
Hengyang , Hunnan ,421001 , China)

Abstract : Objective To explore whether Rosiglitazone (ROS) , a selective Peroxisome proliferator-activated receptor
gamma ( PPARvy) ligand, can reverse the resistance to Mitomycin ( MMC) of human gastric cancer SGC7901/VCR cell
transplanted into mice which has multidrug resistant phenotype. ~Methods The model of xenografts tumor in nude mice
were established by inoculating human gastric cancer cells line SGC7901/VCR into the back of nude mice subcutaneously.
Forty-eight male nude mice were divided into six groups: Control group, MMC group,ROS group, MMC combined moderate
dose ROS group, MMC combined high dose ROS group, MMC combined cyclosporineA ( CSA) group. There were eight mice
in each group. After treated for forty days,the volume changes of tumor and tumor inhibition rates were observed ,the growth
curve of xenograft tumor was drawn. Morphology of the xenograft tumor was observed by HE stain.  Results The differ-
ence of the average transplantable tumor weight in the Control group and other groups were not statistically different before
executed( P >0. 05). After medication the effect on the volume of transplantable tumor and tumor inhibition rates : there was
no significant difference between Control group and MMC group( P >0.05) ,the difference of tumor volume and tumor inhi-
bition rates were significant between other groups compared with Control group and MMC group (P <0.05). Conclu-
sioins Rosiglitazone inhibits the growth of tralantabletumor of SGC7901/VCR cell. Rosiglitazone can reserve the drug re-
sistance of transplantable tumor of SGC7901/VCR cell to MMC partly in vivo.
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ARSI N B SGCT901/VCR 4 il F Al T4
AN T ST RS AR IR AL UL AN ) vk B 1) 2 4 5
Tl S 2 s S I 5 22 485 IR T, X R BRURS AR TR R AR
RN AN E 23 A0 X P e 22 0 [ TP TIL N
S R ERUR AR N 22 348 R 2 R .
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1.1 ##

111 @Rtk feshdh N H 2 250 24 40 M bk
SGC7901/VCR W [ 1 Fg K27 [ i 52 Fr ;6 ~ 8 J&]
WAHETE BABL/c /N, 48 H W [ _E I 3 3K v S5
YA R THEAT]

1.1.2 ZXA. RPMI-1640 55353 T Gibeo
BRL A Al K & # i R RN JT AR A B /A 7= B
& SR TR DGR & A BRA ] 2 34T R
W T WV L3 E 24 A A BR A

1.2 XWHE

1.2.1 #mje3Esc  SGC7901/VCR 2 T4 s &
1 mg/L K FH K (VCR) 1Y 10% /N4 1L 7E RPMI-
1640 $HEFRE 3G FR e 4T 245, 8 T 37°C,95% 1R FI
MR 5% CO, MFETh SR, B 1 ~2 Rift—IRKR,
T2 80% A, 1 0. 25% B 20 B TS 16 T
1,1:2 80 1:3 fe—3k, SEERHT 2 AR VCR,
1.2.2 #H %% ¥ ANBHE SGC7901/VCR 4i i
W G A TR A T, LSS RE AE IS AR LAY 1
TGO, AR5 R LR 48 R AR BB AIL43M 6 4 .
XA (AP K 0.2 mL H#EH ) MMC 4
(MMC 2. 5 mg/kg 3 4F) . ROS 41 ( ROS
100 mg/kg#E B ) . MMC + ROS 1 7] & 44 ( MMC
2.5 mg/kg M8 B 1 B + ROS 50 mg/kg 7 H ).
MMC + ROS 741 ( MMC 2.5 mg/kg i 7 5T +
ROS 100 mg/kg # & ) . MMC + CSA 41 ( MMC 2.5

multidrug resistance;

SGC7901/VCR cell line

mg/ kg J&EE ST + CSAS0 mg/kg HEH ), H4H 8 H
B PR ARRE K 2K/ 100 mm® BT 8643 3 45
TR B A2 (BN EWR—IR) 55 Kokl
I g N RS AR IR BT A R BRUPR 40 KR
AEFESY) AR 2 JT IR s RS AR 1 AR Rt
2R, MPRIARE = (K48 x AR 2, IR % = (XHIR
2 Jifges A B — S 5 2 e e A B )/ %oF I L Tk g
H % 100% .
1.2.3 ALBEIFNE EBEARE 10% ik
KR DR [ 22 24 b, A S V1A HE Yeta 6
= s ISR AN AR AL
1.3 SHIESH

SKHI SPSS13.0 Geit2g ik it A4 AL B #5 4
SERECE AP + 223, SCI0 A 5 0 IR L
R P BABLIN J7 22000 P <0.05 N2 547 1k,

2 &% R

2.1 BHARREERBHEBERTK

Ejas 0 B2 A, MMC AR AE IR R 25 S 0
BEM(P>0.05), ROS 41 . MMC + ROS H1 5 &
ZH MMC + ROS & # i 4 &% MMC + CSA 4 52514
XTHRZH Je MMC 20 be 8 7% 1l 9 UK R34 A B 4 /s
(P<0.05),H L MMC + ROS &4 MMC +
CSA AT /N B 8, 45 20 A8 M 0 AR B 1) A2
L1,

ZEX AR 4 HH R KR A B,
MMC + ROS Hr7i & 2047 — H A BB AR 3R T A 1
2 JroR, & 4 3 ) i ik w2 5 0 B E M
(P>0.05) 1M 45 H 2540 2 8] Je 1 25 4155 25 7 ) IR
HZ A FERT R E T 22 5% (P >0.05) ; N 45
2GR (R 1) Kl AR AR th 2

F1 SEBEBERRMBEENTN (x+5)
Al FEARA (mm® ) TR (%)
ZE N R 437.39 +5.74 0.00
MMC £ 431.97 £8.76 1.23
ROS # 120.76 £2.51* 72.39
MMC + ROS #5724 114.74 £3.77% 73.77
MMC + ROS &3 &4 103.35 +3.30% 76.37
MMC + CSA £ 102.38 £2. 18 76.60

o 0 B A ;a: P <0.05 ;55 MMC ZH L% ;b: P <0.05; 5
ROS A H# ;¢ P <0.05; 5 MMC + ROS fh#lH4H L4, d. P <0.05
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(K1), 0 H 22 5455 20 B AE 98 A= K TE IR i 00 il
YEHI(P >0.05) , B A& 51 i a8 22 5455 R ARG B 4% 5]
BRI AR R A FH 24 J5 X B At A= A il 7 1
(P <0.05) ,MMC + ROS =7 S 41 Fl MMC + CSA 4]
(R T B, 29 4 1) I 417 1) A 98 ) A ) 22 7 s A

R2 RARBHEELL(g)

i AR A SR AR
75 O R ZH 21.88 +0.44 25.13 £0.21
MMC 4 22.26 +0.36 24.76 0. 44
ROS 41 22.19 £0.22 24.81£0.33
MMC + ROS 7l a4l 22.29 +0.38 24.90 +0.23
MMC + ROS &34 22.03 0. 14 24.80 +0.22
MMC + CSA 21 22.18 +0. 15 24.82 £0.36

2.2 HEBHEHEHNARZTHL
ik 2 s (HE Beay) | Hrp o 4 i e mi s

o AR 2T, 25 O BRAL RN MMC 21 b i 20
L R ) J5 e oA =, LA 5 FH 24 20 e 240 i % ) o
FAXTEE /D Hod L MMC + ROS 25 71 4 2 Fil MMC +
CSA 21 H iy 4 it K [ i fe /0>

—— A4l
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39 i

Ik A5 Ak ) Tl A4 34 B DX 3 46 32 4K ( peroxisome
proliferateration-activated receptors, PPARs) J&— 21 1%
R AR, 5 RS & )5 T IR S S D Y 2
6, BB PPARa PPARB M PPARy =/ NV,
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PPARYy BCiAZ 5 1R I 4 M 434k 9835 5 A 38 7 7 |
A 0N L) A1 ) R SN 35 R A i L
TR, Satotff %27 & B PPARy 765 .,
R0 B R B A R Al A 1 1 B b 2 23k, 24
PPARy B¢ SR A 15 d — PGI2 Wi J5 7] 77 A 4t
Jiea A5, I 5 ) e A G R 5 0 Ak 3 TR 1) &



A R JEFTG 2 AAEDC, 25 me/kg B E & 51 TR GE
45/ IMILA L B B MGC803 20 M RS AR R R AR I
R, TRt 259 B2 A 386, 30938 et 388 5257
MR R ROS #0641k B IR MGC803 (1)
F A e R ol S Al A T ol R 3
(MVD) , 340 #] VEGF mRNA 1 HIF mRNA 13
KB ARSI ZE R IR 100 mg/kg ROS ZHH FLRS A
SR IR AR R R A B R K A B kb, 22 S s
(P<0.05), #&7/~ ROS BEUZ M B 5 SGC7901/
VCR 4 4 BRURS A0 90 AR 1 A A R 4
CAIFFE B PPARy LA 1 4% 21 i XoF i 928 44
i Z2 2 24k A A S ) AV P, 3 AN [T A
AL bR i Az 0 B SN SET & B PPARYy
JC A 2 4% 2 R E AR Sh BE B 4333 7% SGCT901/VCR 4
X} 22 485 FE AT 25 Mk . SR FH 24 0 e R A B 1k o
SGC7901 41 i k1% S #Y SGC7901/VCR 40 M bk , %t
VCR HA7BH W (W1t 52 7, BB#5 76 & A 1 mg/L VCR
RO B R P BERF LR 1 A | X 222445 & C (mitomycin,
MMC) it %A ( cisplatin, DDP) | i 2 2 ( adriamycin ,
ADM) ,5 — FIRWENE (5 — fluorouracil ,5 — Fu) J= 438
T2, HA U i 22 25 254 Y RS R 2
HNERA S MK L, 23 LR EEP >
0.05) , i E 9 SGC7901/VCR 2 Jif 45 L% #il ed
XF MMC Tif 245 ; ROS 4% A B Ji SGC7901/VCR 4 i
R IR LR AW BRI HER (P <
0.05) , A B & SGC7901/VCR 2 i 45 L% it ed
X} ROS )&, ROS Hk & MMC 41 xf N\ B &
SGC7901/VCR 4t £ B L 83 114 410 1 4 F B Sk 5
T ROS 41 (50 mg/kg A& 5 2. 5 mg/kg MMC
HEFH EE 100 mg/kg %A% 51 A 1 10038 16 5 ) O 422 o
RIEMFE, Qadir M & FFFTIEWI A I R A 2—
T 1% 2 25 2530 576 59 . ARSEE 7R 100 mg/kg % 4%
G 50 mg/kg AR A LR ZEF TR EM(P
>0.05), iH] ROS AJ 3% %% A H 9% SGC7901/VCR
200 i Ak A LR AR F MIMIC T 24 P 3 52 b 00 A
Ko MHHALHADA 4315 %, Cao 1LQ 1 KB
PPARr fitf& ROS % PTEN #1195 Jit (A, Jf 52 if Ja] |
FIEKBIE X, PTEN 76 A AKT 8 f2 AL AE FH A9 30 361
BRI, BELIBT T BEREMENLEE - 3 — 3 ( PI3K) /AKT iX
—fF 5 &4, I H PTEN 9 JE R g 5 1) 2 1 R 38
WA AT 26 22 % PIBK/AKT 3 A2 00 TR /E MM, m
il PI3K/ Akt 3542 P T 30 % 5 26 (0 5 10 B i 4

I 25 FREAR P — ep A1 Bel — 2 (323K (HIX A
B SR LARESE
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