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[ Abstract] Objective To investigate the influence of insulin growth factor- [ (IGF- I ) on apoptosis
of cardiomyocytes subjected to ischemia and hypoxia and its possible mechanism. Methods Cardiomyo-
cytes were cultured in vitro, and randomized into hypoxia group, treatment group( T, the cells were treated
with IGF-1 before subjected to hypoxia and ischemia) and control group(C, normal cardiomyocytes as con-
trols). Changes in the OD value of cell apoptosis ,mitochondrial membrane potential and relative amount of
phospho-Akt protein were observed at different time-points by ELISA, laser scanning with TMRE staining
and Western blot, respectively. Results The OD value of cell apoptosis in control group was 0. 18 +
0. 03, while that in hypoxia group was gradually increased to 0.33 +0.05,0.61 £0.06,1.17 +0. 08,
2.25 +£0.11, respectively at 1,3,6,12 post-hypoxia hours (PHH) , showing an increasing tendency( P <
0.01). The OD values of cell apoptosis in T group were 0.26 +0.04,0.49 +0.05,0.84 +0.06,1.63 +
0. 09 , respectively, which were obviously lower than those in hypoxia group( P <0.05 or P <0.01 ). The
mitochondrial membrane potential( Dymt) values in hypoxia group at 6 and 12 PHH were 18.7 £5.1 and
6.3 +1.9, respectively, which were obviously lower than that in control group(40.2 +10.1, P <0.01).
The DYmt in T group at 6 and 12 PHH were 28.8 +6.2,12.5 +3.1, respectively, which were obviously
higher compared with those in hypoxia group( P <0.05). The amount of phospho-Akt protein was increased
by IGF- [ administration. Conclusion IGF- I exhibits an anti-apoptotic effect on cardiomyocytes subjec-
ted to ischemia and hypoxia, and this may be related to the activation of PI3K/ Akt signal pathway and stabi-
lization of mitochondrial membrane potential.
[Key words] Myocyte,cardiac; Insulin-like growth factor I ; Apoptosis; Membrane potentials;

Cell hypoxia

HAWH . EBFE AL R BRI (2005CB22601) ; F &K A RBH ¥ 5 & AT H (30430680 ) ; 2 FEE ¥
FERBR+— 17+ R L IWIRE (062033 )

FEHH{7:400038 BER, Bo-ZEEASXNHERSERGHRT . AUH HHESEGHRREAIRE

SEAAE & . K4 , Email ; yshuang@ public. cta. cq. en, B3 :023 - 68754173



TG ZE 2007 £ 12 A8 23 %% 6 Chin ] Bumms, December 2007, Vol. 23 ,No. 6 - 437 -

e % £ ¥ 4 K H F (insulin-like growth factor,
ICR)RRTHSRXEN—KLZ K, G4 IGF-1
IGF-T ., BFFIUESE,IGF-1 FERFALEK NS
S RBE 3, HEE ™ E A O LR Gt "
FIRMEATIBPRERSARH., ABRET
WLEE IGF- 1 gk i 0 4 A B UL 40 B o 1= i B o,
PR HRE LS, 5 5 B 50 L 40 A R i R
M EFRBRR BB

1 #R57F*
1.1 EERRE

SDAB(EZ2FEERFRIFERIRIYH
£>) . DMEM/F12 353 DMEM TR % 57 B (X E
Gibco 1~ H] ) , IR EIRHE (BrdU,%H Sigma 4 H),
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FH 22 2 W BE 5 A BrdU 42530 il B a4k,
1.3 gy BREERm AR

HERESE(ERS B 95%N, 5% CO, , HK
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