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Abstract

Objective: To verify the underlying mechanism that repeated physiological skeletal muscle ischemia training
can promote the expression of vascular endothelial growth factor (VEGF) via upregulating hypoxia inducible
factor-1a (HIF-1a) in rabbit ischemic skeletal muscle.

Method: Clean level male white rabbits of New Zealand, weight 2.2—2.5kg, were randomly divided into the
following groups: Sham (n=6), myocardial ischemia/reperfusion (I/R, n=6), skeletal muscle ischemia+I/R (n=0).
The right hind legs of rabbit were ligated to block femoral artery blood by manual tourniquet ring, till the
pulse of femoral artery disappeared, lasting for five minutes, and then loosened for five minutes, four times cy-
cles. Subsequently, we collected the serum and the limb muscle to detect the release of VEGF and the expres-
sion of HIF-la, respectively.

Result: Myocardial I/R and skeletal muscle ischemia+I/R could promote the expressions of VEGF compared
with shame group (P <0.05), and VEGF was more obvious in skeletal muscle ischemia+I/R group than those

in the I/R group (P <0.05). The expression of HIF-la had no significant difference between shame group and I/

DOI:10.3969/.issn.1001-1242.2016.10.002
AT H . [ER A RPA RS TI H (81472164 ; M T RHL I H (XM13B060)

1

PRI B B b J B BE R A B 24 AN, 2210025 2 F st BRI IR SR — IR # e e B s 3 iR

PR 00, L, AR ok H 91:2015-08-22

www.rehabi.com.cn

1055



Chinese Journal of Rehabilitation Medicine, Oct. 2016, Vol. 31,

No.10

R group (P> 0.05).However, the level of HIF-lo was increased in skeletal muscle ischemia+I/R compared with

I/R group (P <0.05).

Conclusion: Skeletal muscle ischemia can promote the expressions of HIF-la in local limb muscle and further

accelerate the release of VEGF in the serum.
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