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A comparative study on neural functional recovery between early intensive training and electroacupuncture treat-
ment after cerebral ischemia reperfusion in rats MA Ranran, LI Jian-rui' , FU Ya-hong, YUAN Bo-bo, LI Yan-qging,
GAO Jun-xian™ . Ninth Hospital of Xian, Xian 710054 , China

Abstract Objective; To compare the effects of the early intensive training ( EIT) and electroacupuncture (EA) thera-
py on the nerve functional recovery and infarction volume after local cerebral ischemia reperfusion in rats, and investigate the
mechanism of promoting the functional recovery. Methods: Sixty-five healthy adult male SD rats were randomly divided into
sham-operated group (n=5), MCAO group (n=20), EA group (n=20), and EIT group (n =20). MCAO was made by
nylon monofilament suture. The rats in the EA group received EA treatment at the acupoints Renzhong + Baihui after MCAO.
The animals in the EIT group received treadmill running to observe the recovery of motor function. The rats were randomly
fallen into different time points (24 h, 3 days, 7 days, and 14 days after reperfusion). The successful establishment of mod-
els and the neural functional recovery were evaluated by Longas score. TTC staining was used to observe the size of the in-
farct volume after local cerebral ischemia reperfusion in rats. Immunohistochemistry was used to detect the expression of
GAP-43 and Neurocan in the ischemic cortex. Results: The Longa scores were significantly lower in both EIT group and EA
group than in model group (P <0.05), but significantly higher than in sham-operated group (P <0.05). The infarct vol-
ume in EIT group and EA group was significantly smaller than in model group (P <0.05), but there was no significant
difference between EA group and EIT group. Conclusion: The EIT or EA therapy can reduce the size of the infarct volume
and promote the recovery of neurological function after local cerebral ischemia reperfusion in rats. Early rehabilitation treat-
ment could up-regulate the expression of GAP-43, and down-regulate the Neurocan expression, which may be one of the im-
portant mechanisms of promoting the axon regeneration in the cerebral injured area after cerebral infarction.
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