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Effects of Curcumin on Ischemia/Reperfusion Induced Apoptosis of H9c2 Myocardial Cells and the
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ABSTRACT Objective To investigate the effects of curcumin on the apoptosis of ischemia/reper-
fusion (I/R) induced H9c2 myocardial cells and the expression of glycogen synthase kinase-3 ( GSK-3)
and its phosphorylation state. Methods I/R of H9c2 cells in vitro was simulated by an ischemic Tyrode
solution. Cells were randomly divided into 3 groups, i.e., the model group (exposed to ischemic solution
for 90 min followed by 30 min reperfusion with the normal Tyrode solution), the curcumin group
(7.5 wmol/L curcumin added at the onset of reperfusion for 30 min), and the control group (exposed to
normal Tyrode solution for 120 min). Then, the cell apoptosis was detected in 3 groups by flow cytometry.
The expression levels of GSK-3, phosphotyrosine-GSK-3 (pTyr-GSK-3), and phosphoserine-GSK-3 ( pS-
er-GSK-3) were detected by Western blot. Results Compared with the control group,the apoptosis rate
was obviously enhanced in the model group (t=10.439, P=0.000). And the relative expression levels of
both pTyr-GSK-3 and pSer-GSK-3 significantly increased in the model group (t=5.208, P=0.006; t =
5.854, P=0.004, respectively ). Compared with the model group, the apoptosis rate and the expression
of pTyr-GSK-3 significantly decreased in the curcumin group (t= -8.325, P=0.001; t= —-3.607, P=
0.023). Compared with the model group, the rate of viable cells and the expression of pSer-GSK-3 were
significantly enhanced in the curcumin group (t=9.165, P=0.001; t=3.747, P=0.02). Conclusions
Both pTyr-GSK-3 and pSer-GSK-3 might participate in the IR injured myocardial cells. Curcumin could re-
duce apoptosis of I/R injured myocardial cells, which might be correlated with GSK-3 inhibition by decrea-
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sing tyrosine phosphorylation and increasing serine phosphorylation.
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0.02% NaN;) 200 pL, &I~ 40, #li$& 5 1, Brad-
ford VAN E B WK, AW 30 ng HEAFM,12%
SDS-PAGE Lk J5 ¥4 Ik, 7E 5 5% Bifs Wik i) TBST
ik (20 mmol/LTri-HCI, pH 7.4, 150 mmol/L
NaCl, 0.1% Tween-20) #[l)5, i—¥i (GSK-3 —
Pt 1: 500, pTyr-GSK-3 —#t 1:400, pSer-GSK-3 —
Hi 1:400,B-actin —#HL 1:500) 4 Cibk, PG, —
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FI AR ki = R (A A9 % Z {f/8-actin 19153
2, EmE 3 WHCFHME.

5 HiitsEiryk R SPSS 16.0 it ik, it
YR X £8 R, 4110 L BRI REAS t K5,
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# R
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3.2%,t =10.439,P =0.000) ; 5 R4 (1%
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9.165,P=0.001).
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