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RV AR TR AL 7 d 20 K BT FAL I 15 d 4, B SFFAL 1 7 d 2H R B AT FUAb 3 15 d 2153 145 T
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20 LU AR 2H e 4% A T A B8 2H BRI G 57 [ AQP4 FH P 4 g &% 6 mRNA A8 8 (P <0.05),
CLN5 PHPEZN K H mRNA Fk ¥ 2 FIH (P <0.05) ; SR b A i AT AL H 7 d 2% 15 d 41 AQP4 FH
AN & H: mRNA A 8 T (P <0.05) ,CLNS PHM:AIIE & H: mRNA FikHHE EIH(P<0.05); 5/
FFTALIE 7 d ZH LR, AT AR R 15 d 2 AQP4 FHEANIEAL[ (25.15 £0.55) /B Sl ET ] X H mRNA £
35(1.16 £0.04) T MR EF  CLN5 PHAE 404 (62. 88 £0.61) /% A B IS ] K H mRNA %% (0. 80 =
0.03) L IAIREEY B3 (P <0.05), 858 AFEBSFRRE(BOE S KIS ) T4 BT 30 s Bk ol 757 Ak
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The impact of electroacupuncture on the expression of AQP4 and CLNS in the blood-brain barrier after cere-
bral ischemia and reperfusion Lin Xianming” , Li Jinxia, Yao Xu. * The Third Clinical Medical College, Zhe-
Jiang University of Traditional Chinese Medicine, Hangzhou 310053, China
Corresponding author: Lin Xianming, Email ; linxianming66 @ 126. com

[ Abstract] Objective To observe the effect of electroacupuncture (EA) pretreatment of different durations
on the expressions of AQP4 and CLN5 in the blood-brain barrier after cerebral ischemia and reperfusion Methods
Sixty-four male Sprague-Dawley (SD) rats were randomly divided into a model group, a sham operation group, a 7-
day EA-pretreatment group ( EAP-7 group) and a 15-day EA-pretreatment group ( EAP-15 group) , each of 16. After
EA-pretreatment on the baihui and shuigou acupoints for 7 days or 15 days, a model of unilateral middle cerebral ar-
tery embolism (MCAO) model was induced in the rats of the model, EAP-7 and EAP-15 group using a modified
Longa method. In the sham operation group the carotid artery was separated without middle cerebral artery embol-
ism. The reperfusion was begun 90 min after the MCAO modeling. Immunohistochemical methods and fluorescence
quantitative PCR were applied to detect the expression of AQP4, CLNS and their mRNAs expression in the blood
brain barrier (BBB) 24h after the operation. Results Compared with the sham operation group, the expression
of AQP4 positive cells and AQP4 mRNA in the BBB in the other three groups had increased significantly, while the
expression of CLN5 positive cells and CLN5 mRNA was significantly less. Compared with the model group, the ex-
pression of AQP4 positive cells and AQP4 mRNA in the EAP-7 and EAP-15 groups was significantly reduced, while
the expression of CLNS positive cells and CLN5S mRNA was significantly increased. Moreover, the expression of
AQP4 positive cells and AQP4 mRNA in the EAP-15 group were significantly higher than in the EAP-7 group,
while the expression of CLN5 positive cells and CLN5 mRNA were significantly lower. Conclusions EA-pretreat-
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ment on the baihui and shuigou acupoints can restrain the expression of AQP4-positive cells and AQP4 mRNA and
promote that of CLNS-positive cells and CLN5S mRNA in the BBB after cerebral ischemia and reperfusion, at least in
rats. The BBB protection effect is better when the EA-pretreatment lasts longer. The mechanisms of cerebral ische-

mia tolerance may be related to the regulation of AQP4, CLNS and their mRNAs in the blood-brain barrier after
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cerebral injury.
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