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Effect of salvianolic acid B on angiogenesis of myocardial ischemia in rats
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Abstract: Objective To investigate the molecular mechanism of salvianolic acid B (Sal B) in the angiogenesis in rats with
myocardial ischemia (MI). Methods The acute ischemia model was established. The rats were divided randomly into the sham
operation group, model group, and Sal B treatment (20, 40, and 60 mg/kg) groups. The drugs were tail administration for 1 week.
The microvascular density (MVD) in the marginal zone of myocardial infarction of rats were determinated, the levels of CK-MB,
cTnl, and LDH were detected by kits, and the expression of myocardial VEGF, Nrf2, and HO-1 were examined by Western blotting.
Results Compared with the model group, the infarct area was reduced obviously in Sal B 40 mg/kg group and 60 mg/kg group in
MI rats (P < 0.05). And Sal B (20, 40, and 60 mg/kg) resulted in an obvious increase in MVD of MI rat (P < 0.05). Compared with
the model group, the levels of CK-MB, LDH, and cTnl of medium and high dose groups were significantly decreased (P < 0.05). In
addition, Sal B of 20, 40, and 60 mg/kg could increase the expression of VEGF, Nrf2, and HO-1 protein levels (P < 0.05). And that
Sal B 60 mg/kg led to strong expression of above proteins. Conclusion Sal B induces angiogenesis in rats after MI. The role of Sal
B on angiogenesis is correlated with the increased expression of VEGF, Nrf2, and HO-1 in the myocardium.
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Table 1 Effect of Sal B on myocardial infarct area and
MYVD of infarct margin (X %s, n = 10)

ap O gemme My
(mg-kg™)

BFEAR — 0 6.45+0.61

T — 54.64+6.35" 8.6510.74*

Sal B 20 49.39+5.36 10.61£0.69*
40 32.67+7.28" 12.34+1.21"
60 29.34+4.61" 19.61£1.67"

H5\RFARALE: *P<0.05; HSEAALLE: "P<0.05, TH

#P < 0.05 vs Sham group; “P < 0.05 vs model group, same as below

0 (X £s, n=10)

Table 2 Effects of Sal B on levels of CK-MB, LDH, and ¢Tnl in serum in MI rats (X £s, n = 10)

20 51 HlfEAmgkeg ™) CK-MB/(ng-mL™") LDH/(U-L ™) cTnl/(ng kg™
BFER — 23.124+ 521 2915431+ 614.39 3.10£0.59
| — 86.26+15.31% 63 145.54+2 641.35% 12.64+3.14*
Sal B 20 78.74+13.28 41267.37+3 564.97 11.12+1.29

40 4231+11.34" 34 651.974+1 64234 9.31+£1.26"
60 2491+ 731* 29 643.24+ 956.31" 6.34+1.48"
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Fig. 1 Effects of Sal B on protein expression of myocardial
VEGF, Nrf2, and HO-1 in MI rats (X £s, n = 10)
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AN Sal B BRSO E B A KIVEM . promotes neovascularization and cardiac function
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