5500 % 4 4 ] KEHFHR Vol. 22 ,No. 4
2018 7 A Sports Science Research Jul. ,2018

BRAINESREA VECGF AR ERHREIR

BN AR RN R R 4B AR R AE
(BERFEFTFW, B2 EIT361021)

O HETENSMEE TS S0 2RI AR W) R 8 B RS SR TR S Az S B LI 9 R AR K T
(vascular endothelial growth factor, VEGF) B ELURMEBEH /D, T0H 8% LA A9 1007 PR SR 2 A A 0 A G HR fAL 48 ARN B TR
YT, BT AP DG R B, 3% X S BRGE i SCHiR A 1] v R 8 o BT 1k, 263k DAAT: [ P AR DG A 9, 00 2 220 D 2%
IS VEGF P84 E i LIRLAE 5 iR i, O Je A5 2 S (BRI R o R
SRSREAAD « LA A ML PN B A K IR T i S A R A S 2 AR y SRR I T Lo 5 5 5% S 0 il
FESES . (804.5 X HRFRIRAG A XEHRS 1007 - 7413(2018)04 - 0062 - 07

The Evolution of the Study of Exercise on Vascular Synthetic

Protein VEGF Pathway in Skeletal Muscle
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(Sports Institute , Jimei University , Xiamen 361021 , China)

Abstract : Domestic and foreign scholars have relatively mature research on mitochondrial biosynthesis pathway at nowadays.
However, there are few studies on the specific pathways of vascular endothelial growth factor( VEGF) in exercise. Since blood
vessels in skeletal muscles provide oxygen and energy substances because of mitochondrial biosynthesis, they are closely related
to each other. Therefore this status at the moment, We did a systematic review to examine the 4 primary skeletal muscle synthe-
sis pathway by regulation of VEGF. In order to the provide a theoretical basis and research ideas for later researchers.
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