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Effect of nimesulide on proliferation,apoptosis and protein expression

related to STAT3 signaling pathway in SGC-7901 cells
CHEN Min,et o
(Department of Internal Medicine ,Chongging Cancer Insitute )

[ Abstract] Objective:To investigate the inhibition effect of proliferation of gastric cancer cell line SGC7901 treated with
selective cyclooxgenase 2(COX-2) inhibitor, nimesulide , and the probable mechanism of cell signal transduction. Methods :
SGC7901 cells were treated with nimesulide. MTT assay was used to measure the cell proliferation;Flow cytometry was used to
detect cell cycle and apoptosis. The protein expression related to STAT3 signaling pathway in SGC7901 cells was examined by
Western blot. Results:The growth of gastric cancer cells was obviously inhibited in a time-and dose—dependent manner after
nimesulide treatment;the percentage of apoptosis was increased significantly(P<0.05);the proportion of SGC7901 in GG, phase
was hoisted significantly(P<0.05); Western blot analysis showed that:the protein expression of phosphorylated STAT3 (P-STAT3),
CyclinD1,Bcl-2 in SGC-7901 cells was decreased significantly(P<0.05). Conclusions:The proliferation of gastric cancer cell line’
SGC7901 could be inhibited;the course of cell cycle could be prevented;cell apoptosis could be induced by nimesulide through
down-regulating the protein expression of P-STAT3,CyclinD1,Bcl-2,which was probably one of its molecular mechanisms.
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AN BEHMMR R SGCT901, hE KR R 2EARHA: ST
FEWRhEREW JEEEF M A Sigma A 8], BT P-STAT3
ZEREFIAM A Cell Signaling 2AF), %3t Bel-2 ZTEpEHA,
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WA ot S A R I 4 A ) R AR, A 5 x 10° A /ml £
ML B B fl F 96 FLAR (200 0 U FL), FFARMBIGRE IS , A
b ¥ R R SR 26 ST FI M MR B 50,100,200 ,400 . mol/L,
Hxmf-RriRss 1 SR B, A w3 R TL, ke
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1.5 AR ReAUER) 4 i 3
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SLIGEERL LI + bRrEEE (2 £ 5 )RR o LA SPSS13.0 4
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w mol/L ZbFEZH 55 100 w mol/L AL BEALHH HL 8, LLHT
HRT-FE RE(P<0.05), 7] W EHFFERE, BT
REEZ5YHE RS AR, FHBHENE
., WER 1,
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£ T #( %)
40 %t ARZH 8.09+0.12
100 . mol/L 10.98 £ 0.27"
200 p. mol/L 38.40 + 0.55™

1 540 M BB 4H HL B, P<0.05;* 5 100w mol/L 4 L8R,
P<0.05
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JH 24 48h J5 Bel-2.P-STAT3 .CyclinD1 FHHFE ik
BB R T R4 (P<0.05 ), HEBEVE FH i ] 9 ZE K
B, W& 38 2.


http://www.cqvip.com

£ 000 http://www.cqvip.com|

— 296 — ERERKFSH 2008 £ 33 %% 38 (Journal of Chongging Medical University 2008. Vol.33 No.3)
FT2 RESFIER 48h & SGC7901 BRBRAMES (%)
15 Go/G, S G/M

¥t B4 56.68 + 1.58 19.47 £ 1.33 25.49 £ 0.70

100 . mol/l 6042+ 1.82° 17.60 + 0.81* 16.34 + 1.40"

200 W mol/l 69.63 + 0.82" 18.65 + 1.12* 11.64 +0.76"

5 B EEAH LA, P<0.05 3 S4mpRYT ER4H LA, P>0.05

+3 100umol/L R EEFRIIEM 24.48h FEAMNHEMRIEZE

BEARA Xt BE(Oh) 24h 48h
Bel-2 0.68 + 0.04 0.56 + 0.06" 0.37 + 0.05"
P-STAT3 0.380.07 0.27 + 0.04" 0.19 £ 0.03"
CycinD1 0.29 +0.03 0.20 + 0.08" 0.12 + 0.09*

. 5xt A L, P<0.05
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