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Effect of Resveratrol on Expression of Bad, p-Bad and
Caspase-3 Protein in MGC803 Cells

JING Xiao-ping, CHENG Wei-wei, HE Li"
( Children’s Hospital of Shanghai, Children’s Hospital Affiliated
to Shanghai Jiaotong University, Shanghai 200040, China)

[ Abstract | Objective: To observe the effects of resveratrol ( Res) on MGC803 cells apoptosis and study
its mechanism of inhibiting gastric cancer. Method: After MGC803 cells were treated with 0, 50, 100,
200 wmol -L.™" Res, inhibition rate of MGC803 cells growth was detected by trypan blue assay. Apoptosis rate was
detected by flow cytometry (FCM). Expressions of Bad and Caspase-3 protein in MGC803 cells were measured by
immunohistochemistry method. Expressions of Bad, p-Bad, Caspase-3 protein were detected by Western blot.
Result: Res inhibited the growth of MGC803 cells in time-and concentration-dependent manner (P <0.01). Res
(100 wmol -L."") can significantly down-regulate the protein expressions of Bad, p-Bad and up-regulate the protein
expression of Caspase-3 in MGC803 cells. Conclusion; Res can induce apoptosis of MGC803 cells in time-and
concentration-dependent manner, and the mechanism may be associated with down-regulating protein expressions of
Bad, p-Bad and up-regulating protein expressions of Caspase-3.

[ Key words | resveratrol; MGC803 cells; apoptosis; Bad protein; p-Bad protein; Caspase-3 protein
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Fig.1 Effect of Res on MGC803 cells viability ( Trypan blue, x 100)

2.2 ResiES MGC803 g f@1- MGC803 4jiy=s
14 24 h ] &4 DT Res (50,100 pmol - L")
HPT- R R E TS HHAP<0.01), WA 2,
2.3 Res X} MGC803 41 Jifi 7 Bad 1 Caspase-3 & [
FiKW w525 341, Res (50, 100, 200
p,mol-L_l)ﬂLl*IﬁﬁE,MGC803 20 if Bad, Caspase-3 25
IR IK W AR (P <0.01) , Caspase-3 # [ & ik W
BIR (P <0.01), W3,
2.4 Res X MGC803 41 Jitg #§ 1= X + Bad, p-Bad,
Caspase-3 T AR AN M B 3EF Res(50,100,200
wmol - L™ ") ¥k FE 1y 14 #5 , Bad , p-Bad 1R I5 834 T
P (P <0.05,P<0.01),Caspase-3 & H Fik L& I
PE(P<0.05,P<0.01), WK 4,

S (I 8, B Res (100 pmol - L") 4 ]
I [H] 4E 4, Bad , p-Bad # 113835 2.3 T 8 (P <0. 05,
P <0.01),Caspase-3 s F£ A B FE L (P <0.05,
P<0.01), WK S5,



5522 555 M FESXLEAFFIERE Vol.22 ,No.5
2016 4£ 3 H Chinese Journal of Experimental Traditional Medical Formulae Mar. ,2016

& & 3 itig
3 = I A 98 T 2 LI R AFAE T 2 R g b, (0 465 0
By By TAH S HE R 2878 40 ML 98 T~ 5 538 1% 32 BH., 4l i e T
= 5 ﬁ%%ﬁ” SR VG BE B, S kAR B M
ikt ik i @% S b R A L O T R IR T R A
10 lgmxiz":,_n,‘r‘g 10° Amli‘:v_T}g’c Ll o MAEGEh R 25 R BE 0 75 = 4 i 0
. A B WW%%%&E%W%%A%&$%Q%E%EW
: SNIIRE IR 9T 25 W A e RS Jayatilake AR
. g TSP B RS 5 B Res
gt | 1 g 380 2ok 22 i A2 A0 I 98 A0 M ) % 2 B . Bad
E : JB Bel-2 50 MR, FUiE MK 2k B R 9 2 1k Bad 5
A ©ooll LT e 54 o R I R 0 R 3 3

10° 10! 102 10° 10*

Annxich-TITC s /wmol L ii-en% JH MLt R C BRI, Caspases 3% 8 ) N T , 4

A.ZSE4 ;B ~ C. Res (50,100 wmol - L™") £, 525 (41 " P <
0.05,2 P <0.01;5 Res(50 wmol-L ") 4l 4% P <0.05
B 2 Res X MGC803 fAfAT- RN (FCM)

Fig.2 Apoptosis of Res on MGC803 cells (FCM)
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Fig.3 Effect of Res on Bad and Caspase-3 protein expressions in MGC803 cells (IHC, x 100)
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Fig.4 Effect of Res on Bad, p-Bad and Caspase-3 protein

expressions in MGC803 cells (x +s,n=3)
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Fig.5 Effect of Res on Bad, p-Bad and Caspase-3 protein

expressions in each time point in MGC803 cells (x £5,n=3)
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