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Changes of cardiomyocyte apoptosis and expression of apoptosis-associated gene during

heart failure following myocardial infarction in rats
WU Qiang LI Longgui, GENG Zhao-hua (Depatment of Cardiology, Xingiao Hospitak Third Military Medical Universitys Chongging 400037, China)

Abstract; Objective To study the wle of cardiomyocyte apoptoss and the mechanisms of Fas Fas ligant (Fasl) and Bcl-2 regulating apop-
tosis in the process of congestive heart failure (CHF). Methods Animal model of myocardial infarction (MI) was inflicted by ligating the left coro-
nary artery of male Wistar rats for 2, 4 and 8 weeks respectively, and the rats with sham operation sewved as control. Hemodynamics, ventricular
remodeling parameters, cardiac myocyte apoptosis and expressions of Fas Fasl. and BcF2 mRNAs and proteins were investigated in the experimen-
tal and contwl animals. Results In the rats with ligation for 4 and 8 weeks their mean arterial pressure and ==dp Jdtmax were in a pogressive fall-
ing and left ventricular end— diastolic pressure and the ratio of right ventricular Weight/body increased. After M, apoptosis index was increased
expressons of mRNA and protein of Fas and FasL were gradually up— regulated and expression of Bel2 were decreased. Conclusion  Myocyte ap-
optosis may play a pivotal wle in the incidence and progression of CHF. The overexpression of Fas and Fasl, and the suppression of Bcl-2 induce
signaling pathways of cardiomyocyte apoptosis.
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,  MI2 — dpldt,,, SH 2 , 2 Fig1 The changes of cardiomyocyte apoptosis index in rats
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Tab 2 Changes of hemodyanmics and ventricular remodeling parameters in rats(x )
Group VW BW(mgk)  RVW /BW(mg k) HR (beat nin) LVEDP(mmHg) LVSP (mnHg) — +dp /dmax(mHg 5)—dp /dimax(mmHg 5)— MAP(mmHg)
SH 2 weeks(n=9) 2.54+1.36 0.60 +0.07 433+24 4.0140.9 139. 2+15.2 5914+597 4261 +476 119.8 £11.9
MI2 weeks(n="7) 2.52:40.20 0.68 +0.07® 43624 4.3+1.1® 133. 6+12.2 5253+527M 35844311 AW 112.349.9
SH 4 weeks(n= 8) 2.58+0.23 0.58 +0.09 429426 4.610.7 137. 5£15.0 57554538 4388 +391 116.0F15.4
MI 4 weeks(n=10)  2.63+0.11 0.84+0.104 440419 9.541.84 123.3+12.5 4494504 3160 +3124 9.2+10.94
SH 8 weeks( n=10) 2.47+0.08 0.59 +0.06 426417 4.6+1.2 142. 0+11.9 58481609 4280 298 125.9+11.4
MI 8 weeks(n=10) 2.64+0.11 A 1.04+0.08 A 432421 20.613. 14 118.3+10.8 A 386113634 2836 2054 102.0+9.54

A. P<0.05 vs respective SH goup; I P<<0.05 vs MI 4 weeks group;  : P<< 0. 05 vs MI 8 weeks group

3 Fas.FasL.  Bcl2 mRNA (x=*s)
Tab 3 Changes of the myocardial expression of Fas FasL and Bcl2 in rats(x £ s)
Croup Fas FasL. Bd-2

mRVA (%) Protein ( fn2) mRNA (%) Protein ( #'m?) mRNA (%) Protein( /'m2)

SH2 (n=9) 37. 6+£4.0 0. 09320. 01 54.646.1 0.0584-0.09 64.67.0 0. 158 +0. 04
MI 2 weeks(n=17) 51, 447,448 0. 3850, 0548 89.9 415, 1 AN 0.192-+0.03 48 42.61+9.14 0.403 0. 064

SH 4 weeks(n=28) 33.6+5.3 0. 089-0. 02 62.147.2 0.0524-0.06 70.0+9.0 0.161 +0. 02
MI 4 weeks ( n=10) 67. 716,54 0. 6124-0. 084 106.3 +12.74 0.3832:0.05 4 36.3+10.94 0.37340.074

S 8 weeks(r= 10) 40.3+4.3 0. 105+0. 02 50.648.6 0.06540.05 72.0+4.9 0. 111 40.02
MI 8 weeks(n=10) 89. 6-16.2 Al 0. 7460. 03 Al 126.6 +16.3AH 0.460-0.06 48 41.4+38.34 0.350 +0. 04 A

A, P<0.05 vs respective SH group; I P<0.05 vs MI 4 weeks group;  : P<< 0. 05 vs MI 8 weeks group

— Faal —Beactin

A:Fas mRNA expression; B: Fasl mKNA expression; C: Bd mKNA expression M: Makers; Lane 1~ 6: Sh 2 weeks, M1 2 weeks
SH 4 weeks, MI 4 weeks, SH 8 weeks and M1 8 weeks respectively
2 Fas.Fasl Bct2 mRNA
Fig 2 The expression of Fas, FasL and Bcl2 in rats
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