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Research on the electroacupuncture promoting learning and memory of rats with cerebral hypoperfusion
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Abstract

Objective:To explore the mechanism of electroacupuncture(EA) in promoting learning and memory of rats with
cerebral hypoperfusion.

Method:Thirty male SD rats were randomly divided into three groups: the sham group, the model group and
the EA group. Permanent bilateral common carotid artery occlusion(BCCAO) model was used in this study. EA
was started on the second day after the model surgery, the EA group was given EA therapy at Baihui and Da-
zhui acupoint for 20min/day , a total of 28 days. Morris water maze was used to assess the learning and
memory function of rats. The survival of hippocampal neurons could be determined by immunefluorescence
staining and Western blot was used to detect the expression of NGF(nerve growth factor),TrkA (tyrosine ki-
nase A) and p-TrkA (phosphorylated-tyrosine kinase A) protein.

Result: Immunofluorescence staining revealed the marker NeuN in hippcampal neurons was decreased in the

DOI:10.3969/.issn.1001-1242.2020.02.001
SILEIH B K A SRR 4R I H (81774404)

1

AR A R = 2 B R TR 5% s e B A2 B 2Bt iIAb A iR T, 4300305 2 KITAZE MIERE; 3 dlilfE#

S —AEE R BRI, Lo, WL (BRI Wk H 199:2019-07-22

www.rehabi.com.cn

129



Chinese Journal of Rehabilitation Medicine, Feb. 2020, Vol. 35, No.2

model group compared with the sham group(P<0.01), increased in the EA group compared with the model

group(P<0.01). Morris water maze test showed that compared with the sham group, the escape latency in the

model group was significantly longer(P<0.01), and the times of crossing the platform were reduced(P<0.01).

Compared with the model group, the escape latency in the EA group was shortened(P<0.01) and the times of

crossing the platform were increased(P<0.05). WB results showed that the expression of NGF and p-TrkA pro-

teins was significantly decreased in the model group(P<0.01) compared with the sham group, and increased in

the EA group compared with the model group(P<0.01).There were no significant differences between the three

groups in TrkA protein expression(P>0.05).

Conclusion:EA can improve the learning and memory dysfunction in cerebral ischemia rats, and the mecha-

nism may be related to the activation of NGF/TrkA signaling pathway.
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