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[ ABSTRACT | Aim To explore effect of compound Danshen dripping pill on apoptosis of cardiac muscle cells and
apoptosis-related gene expression in rats with acute myocardial infarction. Methods 45 healthy majority SD rats were
randomly divided into sham operation group, acute myocardial infarction group and compound Danshen dripping pill group.
Rats in sham operation group underwent thoracotomy without coronary ligation. ~ Rats in acute myocardial infarction group
and compound Danshen dripping pill group underwent with coronary ligation of left anterior descending branch to establish
AMI rats model.  Rats in sham operation group and acute myocardial infarction group were given physiological saline.
Rats in compound Danshen dripping pill group were given compound Danshen dripping pill . After 3 days, killing the rats
and isolating the cardiac tissue .  Fas,Fas-L and p53 mRNA of cardiac tissue in three group were analyzed by real time
PCR.  Bcl-2 and Bax in three groups were analyzed by western blot.  Apoptosis cells index of cardiac cell in three groups
were analyzed by TUNEL and Western blot. Results The mRNA of Fas,Fas-L and p53 in acute myocardial infarction
group and compound Danshen dripping pill group were significantly higher than that in sham operation group (P <0.05).

The mRNA of Fas, in compound Danshen dripping pill group was significantly lower than that in acute myocardial in farc-
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tion group (P <0.05).

Bcl-2/Bax ratio in acute myocardial infarction group was significantly lower than that in sham op-

eration group (P <0.05), but there was no statistical difference between sham operation and compound Danshen dripping

pill group (P >0.05).

dripping pill groups significantly higher than that in sham operation group (P <0.05).

Apoptosis cells index of cardiac cell in acute myocardial infarction group and compound Danshen

Apoptosis cells index of cardiac

cell in compound Danshen dripping pill groups significantly lower than that in acute myocardial infarction group (P <

0.05).

myocardial infarction and inhibit apoptosis of cardiac cell.
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Conclusion Compound Danshen dripping pill can reduce apoptosis-related gene expression in rats with acute
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Table 1. The PCR primer sequences of Fas, Fas-L and p53
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Figure 1. The comparison of Fas, Fas-L and p53 in three

groups of rats myocardial tissue

2.3 ZHEXRONABTKESH
RFARLLOWATIERE TR 1. 80% , i &
PEC WU SE A A J5 P20 JU o 146 500 0 R
45.28% 1 10. 50% , 2k O U SE 4L AE 5 P12
FUH P TR EO s TR AR (P <0.05) . T
T PS ALK B2 E 7 P S G T R R T
BRI DAL 3 T %, 2R AR
X (P<0.05;3),

3o #

SO WU ZE RO JUL 20 Jf 7 e it | Sk S0 A R 3R
BRI AT, Al BRI 2 R RT3
P45 R #5647, Bel2/Bax FCAEZES S 40 ML T
WP RIELE B, Bel2 B A MR 40 M T



CN 43-1262/R " [H shfikffifb A5 2013 4F55

21 5

12 4 1087

2.0+

-

1.5+

1.0+

Bcl-2/Bax ratio

0.5+

0.0 T
1

& 2. =HAKRO YA Bel-2/Bax tb{ELEE
B b N P <0.05, 5200 NIFESE4] &,

Bcl2

GAPDH

il
o ——
-

1 TR, 2 AR OHEEA 3 B ISR, a i P <0.05, 5SRFA

Figure 2. The comparison of Bcl-2/Bax in three groups of rats myocardial tissue
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Figure 3. The comparison of apoptotic in three groups of rats myocardial tissue
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