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Abstract:  [Objective] To investigate the effects of short-term treatment of Ramipril on the apoptosis of
cardiomyocyte and ventricular remodeling; and to explore the modifying effects of Ramipril on the expression of
Fas-L. mRNA. [Methods] Acute myocardial infartion models were produced by ligating left coronary arteries in male
Wister rats. The rats with AMI were divided into the group treating with Ramipril and control randomly. Ramipril
was given to treatment group at the dose of 2.5 mg/kg each day by gavage. Sham-operated control was performed by
opening thorax without ligating left coronary arteries. After 2 weeks, the hemodynamic parameters were measured and
plasma angiotensin I, heart mass indexes, the apoptotic index of cardiac myocytes and the expression of mRNA
level of Fas-I, were detected. [ Resulis] After treatment with Ramipril for 2 weeks. The LVPmax and +dp/ds in Ramipril
treatment group were higher than that of placebo group (P < 0.05) and LVEDP was lower than that of it (P <
0.05). The plasma AngIl in placebo group was higher than that of sham—operation group (P < 0.05). The plasma

Angll in Ramipril treatment and sham-operation group was not significantly different (P > 0.05). The expression of
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Fas-L mRNA in placebo group was higher than that of sham-operation group (P < 0.05),which was down regatated

by Ramipril (P <0.05). The apoptosis index of cardiac myocytes in sham-operated, and Ramipril treatment group

were 1.15%, 72.52%, and 34.75%, respectively, indicated the apoptosis was suppressed by Ramipril (P < 0.05).

[Conclusion] After acute myocardial infartion, short-term treatment of Ramipril can inhibit the apoptosis of cardiac

myocytes and ventricular remodeling, improve the cardiac function. The mechanism may be partly due to its effects

on the expression of Fas-L.
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Table 1 Effects of ramipril on heart mass index after

myovardial infartion in rats (n=5)
Groups LVMI (mg/g) RVMI (mg/g)
Sham-operated 1.99+0.09 0.60+0.01
Infarct control 2.41+0.08" 0.63+0.04
Ramipril 2.27+0.139-2 0.62+0.03
F 22.178 1.350
P 0.000 0.296

1)P < 0.05,vs sham-operated group; 2)P< 0.05,vs infarct

control group
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Table 2 Effects of Ramipril on hemodynamics after myocardial infarction in rats (n=5)
Groups SBP DBP MAP LVP,.. LVEDP +dp/de —dp/dsi
(mmHg) (mmHg) (mmHg) (mmHg) (mmHg) (mmHg/s) (mmHg/s)
Sham-operated ~ 108.1 + 3.2 84.1 £ 6.2 922+ 25 104.6 + 1.0 -0.16 + 0.43 4.06 £ 0.07  -3.38 +0.04
Infarct control ~ 100.6 + 2.79 555 +£57% 802 +7.8Y  78.7 +9.30" 2.49 £ 050" 291 + 035V  -1.67 + 0.55"
Perindopril 96.6 + 3.2" 52.2 £ 9.1V 70.8 £ 113" 93,1 + 4,102 1.80 + 0.179-2 3.06 + 0.18? -2.49 + 0.85":2
F 9.686 14.474 8.825 20.457 61.526 47.800 22.320
P 0.003 0.001 0.004 0.000 0.000 0.000 0.000

1) P < 0.05 vs sham-operated group; 2) P < 0.05 vs infarct control group
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mRNA FRIXTRIEIN , (H B35 R4/ (P < 0.05,
#3),

R3 BARTFI AMI AR Ang 1T, O A48 BB =70
Fas-L AR 2400
Table 3 Effects of ramipril on plasma Ang Il , the

apoptosis of cardiomyocyte and the expression

of Fas-I. in AMI rats (n=5)
Plasma AngIl  Apoptosis index Fas-L/
Groups
(pg/mL) (%) B-actin
Sham-operated 490 + 20 1.15+£0.18 0.35 + 0.10
Infarct control 640 + 302 72,52 + 43502 0.74 + 0,059
Ramipril 510 + 20% 34.75 + 4,109 0.47 + 0.06¥
oo 57.250 201815 36.125
P 0.000 0.000 0.000

1) P<0.05, vs sham-operated group; 2) P < 0.05, vs Ramipril
group; 3) P <0.05, vs infarct control group
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Fig.1 The apoptosis of cardiomyocytes

A sham-operated group; B: infarct control group; C; Ramipril group; x400
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Fig.2 The detection of the expression of Fas-L mRNA
by RT-PCR

Lanel ;DNA Marker; Lane2;sham-operated group; Lane3:

infarct control group; Lane4 ; Ramipril group
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