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[ABSTRACT] Aim To observe the effect of flavonoids from Cuscuta Chinensis on myocardial cell apoptosis and the
related gene expression in ischemic/reperfused myocardial infarction. Methods The left anterior descended coronary ar—
tery was ligated for 30 min and reperfused for 2 h to make ischemia-reperfusion injury model. ~ 50 SD rats were randomly di—
vided into the sham operation group, ischemia—reperfusion group, the low and high dose groups of flavonoids from Cuscuta
Chinensis and isosorbide dinitrate group.  Creatine kinase (CK) and lactate dehydrogenase (LDH) were assayed.  The ap—
optotic index (AI) was analyzed by TUNEL staining.  The protein expression of Bel2 and Bax were measured by immuno—
histochemistry and Western Blotting in each group, the ratios of Bel2 and Bax were calculated. Results Compared with
the sham operation group, the ischemia—reperfusion group of enzymes CK and LDH, Al, and Bel2 and Bax protein expression

were significantly higher (P <0.01) ; The enzyme CK and LDH, and Al in the low and high dose group of flavonoids from

Cuscuta Chinensis were decreased compared with those of the ischemia-reperfusion group (P <0.01). The expression of
Bcl2 was increased and the expression of Bax was decreased (P <0.01). The isosorbide dinitrate group showed no signifi-
cant difference when compared with the high dose group of flavonoids from Cuscuta Chinensis (P >0. 05) . Conclusion

The pretreatment of flavonoids from Cuscuta Chinensis could dose-dependently decrease enzymes CK, LDH levels, increase
the expression of Bcl2 protein and Bel2/Bax, reduce the expression of Bax protein, and inhibit the apoptosis of myocardial

cell.  The therapeutic effects was similar to isosorbide dinitrate.
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X (P>0.05;% 1,Tabel 1) .

&L OCHBSA B BRI BRI EEE R E (k=)

Tabel 1. Content of creatine kinase and lactate dehydrogenase

5 M CK(U/L) LDH (U/L)
BFARA 576.0 +120. 5 1309.8 +194. 8
I TR 2H 1132.3+177.0° 2 438.0 +323.2¢
v TR EA 935.3 +134, 7% 2051.9 £253. 7%
HTHMEAEL  745.4 £106. 0" 1793.4 =176, 2%
MERVY e 738.5 £100. 7 1.798.0 +198. 9

a A P<0.01, 5EFARLLLE b NP <0.01, 5 F i f 41 g
¢ N P<0.05, 5% % 7 EEGI =4 .
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Figure 1. Pathological change of myocardium in rat
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Figure 2. Myocardial cells apoptosis in different group
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Table 2. The apoptotic index and the protein expression of Bcl2 and Bax in different group

4 4 Al Bel2 Bax Bcl2/Bax
BFARA 0.42 +0. 11 0. 049 +0. 007 0. 045 +0. 004 1.43 +0.29

Bl A 16.37 +1. 64° 0.064 +0. 115° 0. 087 +0. 007" 0.56 +0. 10
B 22 B FRAIG R E 4H 11.64 £2.07" 0.077 +0. 007" 0.074 +0. 008" 1.05 +0. 12"
B2 T BT e R 2 7.00 +1.41% 0. 110 £0. 010™ 0. 054 +0. 005 2.04 £0.26™
MERWY 6.89 £1.18" 0. 108 +0. 010" 0. 053 +0. 006™ 2.06 £0. 34"

a§P<0.01, 5EFARALLE b N P<0.01, SERMHFEELLLLE ¢ A P<0.01, 5L TG EA LR
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%% 3. Western Blotting ;%40 %40 Bel2 1 Bax EARIE
Table 3. The protein expression of Bcl2 and Bax in differ—
ent group by Western Blotting

4 Bel2 Bax Bel2 /Bax

BRFARH 0. 60 +0. 05 0.52 +0. 05 1.16 +0. 14

BRMAE#EELH  0.94+0.07° 1.32+0.05*  0.71 £0.07°
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a N P<0.01, 5SEFARALLE b NP <0.01, S5Ht i HE#EEA I,
¢ N P<0.01, 5% % FEEGIEH .
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Figure 3. The Western Blotting of Bcl2 and Bax
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