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Skeletal muscle injury occurs frequently in sports medicine and is the most general form of injury fol-
lowed by physical impact. There are growth factors which conduct proliferation, differentiation, and syn-—
thesis of myogenic prodromal cells and regulate vascular generation for the continued survival of
myocytes. The purpose of the present study was to confirm the effects of electroacupuncture (EA) and
electrical stimulation (ES) on muscle recovery processes according to vascular endothelial growth factor
(VEGF) expression. Eighteen Sprague-Dawley rats were separated into 2 experimental groups and a con-
trolled group. All animals had suffered from crush damage in the extensor digitorum longus for 30 sec-
onds and were killed 1, 3, and 7 days after injury. 30 Hz and 1 mA impulsion for 15 minutes was applied
to the EA experimental groups Zusanli (ST36) and Taichong (LR3) using electroacupuncture and the
same stimulation was applied to the ES group using an electrical node. Hematoxyline-Eosin staining and
VEGF immunohistochemistry were used to ascertain the resulting muscle recovery. There were few mor-
phological differences between the EA and ES groups, and both groups were observed to have tendencies
to decrease atrophy as time passed. In the controlled group, gradually diminishing atrophy could be ob-
served, but their forms were mostly disheveled. There were few differences in VEGF expression between
the EA and ES groups, and tendencies to have an increased quantity of VEGF with the lapse of time
were observed in both groups. In the controlled group, a little VEGE expression could be observed merely
7 days after injury. In conclusion, EA and ES contributed to muscle recovery processes and could be
used for the treatment of muscle injury.
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