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[Abstract] Objective: To investigate the effects of salvianolate on angiogenesis and expression of
vascular endothelial growth factor ( VEGF) and microRNA-126 (miR-126) after acute myocardial
infarction in rats.  Methods: A total of 55 male SD rats were randomly allocated to the model(M) group
(n=15), low-dose salvlanolate-treated (LLS) group(n =15), high-dose salvlanolate-treated (HS) group
(n=15)and the sham operated (S)group(n =10). Left anterior descending coronary artery (LAD) of
rats in the M, LS and HS group was ligated to create the models of acute myocardial infarction and rats
were given salvlanolate at 15 mg /(kg * d),30 mg /(kg * d) ,normal saline by intraperitoneal injection
for 7 days. The S group was established and given normal saline for 7 days. After 4 weeks, the
myocardial microvessel density (MVD) and VEGF in marginal zone of infracted region were detected by
immunohistochemical staining, and the expression levels of miR-126 and VEGF mRNA were determined
by real time RT-PCR. Results: Compared with the S group, the MVD, VEGF protein and VEGF
mRNA were higher but the expression of miR-126 was lower in the M group (P<C0. 05). Compared with

FETE TR WU 45 450 H (2014A01032)

VEH BT :524023 VL, TR BE 22 B o5 B I 5 e 1 P I ] P 2 S 06 8 (O e ale s XUAR 2, e 2 S — Ul X R THD 5 |7 AR I8 24 B A 9 2 B
FEHEZEK. A D

SEEVEH . XA, Email: 289757937@qq. com



PO A S 2015 4F 7 J 45 42 4255 4 )

Int J Cardiovasc Dis, July 2015, Vol. 42, No. 4 e 257

the M group, the MVD, VEGF protein, VEGF mRNA and miR-126 expression in the LS and HS group
all obviously elevated(P<C0. 05). The MVD, VEGF protein, VEGF mRNA and miR-126 expression in

the HS group were higher than those in the LS group(P<Z0. 05).

Conclusion: Salvianolate plays a role

in promoting angiogenesis after myocardial infarction, through upregulating the expression of miR-126,
VEGF and VEGF mRNA in the ischemic region in a dose dependent manner.
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