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Abstract: [ Purpose | To study the role of PPAR-y pathway in tumor growth inhibition induced
by nimesulide (NIM) in stomach cancer cells in vivo. [Methods] Nude BABL/c mice were im-
planted with SGC-7901 as human gastric cancer xenograft model , which were randomly divided
into 4 groups: control group,GW9662 group,NIM group and GW9662+NIM group. The volume
of transplantation tumors was measured and the expression of PPAR-y protein was detected by
immunohistochemistry after three weeks. [Results] The volume of transplantation tumors in
nude mice in NIM group was smaller than that in the control group, but the volume of trans-
planted tumor in GW9662+NIM group was bigger than that in the NIM group. There was signifi-
cantly different among the 4 groups (P<0.05). Compared with NIM group,the expression of
PPAR-y protein in transplanted tumor decreased obviously in GW9662+NIM group. [ Conclu-
sion ] Nimesulide is capable of inhibiting tumor growth in nude mice. PPAR-y pathway may
play an important role in this process.

Subjects words: stomach neoplasms ; transplantation tumor; PPAR-y;nimesulide ; tumor growth

JE 3£ &F Al (nimesulide , NIM) J& F i [ 4 Jiie 2 4
HS R R 25(NSAIDs), A B AF T4 U A
YER . A 5T i NIM X 38 1638 Bl B oA B G 1
FH T AR 28 9 k3 e 92 200 68 T 400 o) e 98 40 A=
20 I 0] 10 ek SR 40 e Y B R R, (H
& NSAIDs WHUsE LS B Fi A+ B, 2580
EE&TH . I A4 aMNTRE TS Z BT E (X20052321)
BWREE . EZ B BHEE, ZEET, M+ £ 500, %%, 8 +;% M
I R B B E AR D R A R N e T B 99 B

(221000 ) ; E-mail: feisuj1031@yahoo.com.cn,
I 5 B #1.2012-12-24; 1& 5 A #7:2013-02-12

MEFRE 20134545 19%5% 5 H

H A NSAIDs 3 258 i M i COX i 48 & 45 bt i
JAAE B BEE BFTE TR A BOR B8 £ 1 TE 4 2 7R
X I AR — Y Bl T S R B R AL R COX &
2 7E NSAIDs B 5t i ALl b BA S 2 AEH], X
XL R AR B TR BT A AT AL L
NSAIDs HHLIEMEH

Ik 48 Ak B T 4G BE P ST A2 1R (peroxisome prolife-
rator-activated receptors, PPARs) J&— 28 i BC AR B4 1
A% G s ] 5, PPAR-ry 1852 ) JifR AR 145 T T
RAEAE EEAE N, PPAR-y TERR DT R | FLARIE (45

327



Journal of Chinese Oncology,2013,Vol.19,No.5

N T R R S L T AR o P S =1 e
F5 18 A M IR 5 PPAR-y B R RS
TG AN oA, 0 G 5 e i HJH T PPAR-y
B A i F T s vy T R R B L, AR
IR, — 28 NSAIDs )& PPAR-y FO3TE I , P& 78
i geg i A FRE HE A AE BRI OG R AN TR, A
T, T AT PPAR-y 51 AXF NSAIDs 50 5 98 41 il
JA T S SEFEALE ) 058, #R 1T PPAR-y 75 NSAIDs
S 0] 5 9 A0 B 0 T 3 BE ML R FE A AE B L
il DA Sy i R (it 15 98 B 06 0 SR

1 #MPl5F%

1.1 #R5iKH
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1.5mm?® F/NEEBR | PR F AR B R AL
21N, GW9662+NIM 41 F £ Fp ik H I Uf 1 s 1 5
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GW9662 1mg/kg, F/NE}JE#E H Ik H NIM 3mg/kg,
NIM ZH TR H T4 S I NIM 3mgkg, GW9662
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B B AN IS BN (Figure 1),

Figure 1 SGC-7901 implanted nude mouse
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Figure 2 HE staining, transplantation tumor tissue in
physiological saline group (x400)

Figure 3 HE staining, transplantation tumor tissue in
GW9662 group (x400)

Figure 4 HE staining, transplantation tumor tissue in
NIM group (x400)

Figure 5 HE staining, transplantation tumor tissue in
GW9662+NIM group (x400)
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B3I 5 (Figure 2~5) ,
24 SBEANERNFRBEEAELR PPARy EAR

GW9662 21 %5 A= 3L £k 7K 20 JC W1 i A5 1k ; NIM 41
B PR K B MR 4L 2011 PPAR-y 2R 1 Rk B B
B8R GW9662+NIM 41/ 5 NIM 2040 L, FEAH
HZU PPAR-y 8 IR B WA, ARt ge it 4
M7 NIM Fil GW9662 i #i FUAS Ml J 41 4177 16 58
HAEH (P=0.047) (Table 1,Figure 6~9)
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Table 1 Comparison of PPAR-y protein expression in
transplantation tumor tissues in 4 groups (n=5,x+s)

Groups PPAR-y expression
Physiological saline group 42.13+4.09
GW9662 group 39.16+3.97

NIM group 72.36+11.694
GW9662+NIM group 51.97+12.57*

Note: Compared with physiological saline group, “P<0.05 ; Compared
with NIM group, *P<0.05.

Figure 6 Immunohistochemical staining , PPAR-y
protein expression in physiological saline group (x400)
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Figure 7 Immunohistochemical staining , PPAR-y
protein expression in GW9662 group (x400)

Figure 8 Immunohistochemical staining, PPAR-y
protein expression in NIM group (x400)

Figure 9 Immunohistochemical staining, PPAR-y protein
expression in GW9662+NIM group (x400)
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