— 666 — BERERKFZEIR 2015 ££55 40 &5 5 8 ( Journal of Chongging Medical University 2015.Vol.40 No.5 )

Pz 7

Rt AL S b oK a8 BT 4 B PRIk

BREF,ME4A, 2 kA # #EH £
(FE PR BERF R Feml B A B i - 2P =, 1R 400016)

[ ZE]BH . UEHN I (intracerebral hemorrhage, ICH ) K BRI 20 £ 7K i 25 11 4 (aquaporin 4, AQP4) (AR 14 3K AR 1k 1
B, DA HAE B i PR K i b g/ . 3% . SD K ERBEAL ST 7 sham 2R ICH 21, >R JH A A L7 A7 K B ICH 34
AR | I AR AR ARG o o™= A Rk FRAR O, 1 i Al i K 5 A8 A LA R B e Al AQP4 IR LA AR AR L .
Z5RICH J5 1 d, MU AFR B, kK & BEA BN, 55 (79.769 = 0.710) % , ZEHHEATGETT7 7 X (P=0.000) ; IfiL /i & FEl 2 21
AQP4 MR B | AQPA FATE B I AN M FIZEEE 1=, 1] sham 41T AQP4 MMM Feikh e B AN LB |, 4518 .1CH J5
M FEIZHZA h AQPA IR | 5 T REOEE 1 i i PR IR i i & 4=

[ RHEIR A E AR 11 5 ik L a5 o i s At 3k
(PESES]RT43.34

[ZEfAREE A (¥e#s B #3]2015-01-04

Loss of aquaporin 4 polarized expression in the brain

following intracerebral hemorrhage

Qiu Guoping,Sun Shanquan ,Zhuo Fei,Xu Jin,Liu Hui,Yang Mei
(Teaching and Research Section of Anatomy,College of Basic Medicine ,Chongging Medical University)
[ Abstract]Objective : To observe the changes of aquaporin 4(AQP4) polarized expression in the brain following intracerebral hemor—
rhage(ICH) ,and to explore its roles in the brain edema following ICH. Methods : Rats were randomly divided into ICH group and sham
group;and autologous blood was injected into the right caudate nucleus to establish ICH model in rats. The hematoma volume was mea—
sured by magnetic resonance imaging,the brain water content(BWC) was measured by the wet and dry weight methods,and the po—
larized expression of AQP4 was detected by immunofluorescence. Results: On d1 post ICH, the hematoma volume reached the peak,the
BWC reached its maximal value(79.769 +0.710)% ,and the difference between the sham group and the d1 post—-ICH group was
statistically significant(P=0.000). In the perihematomal tissue,the polarized expression of AQP4 was lost,and AQP4 was expressed in
astrocytic soma. However,in the sham tissue, AQP4 was polarized expressing in astrocytic end—foot membrane. Conclusion .In the per—
ihematomal tissue of brain following ICH , the polarized expression of AQP4 is lost,which may contribute to the formation of brain ede—
ma following ICH.
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Tab.1 Results of BWC in the brain post-ICH(x +5,% )
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Fig.2 Changes of AQP4 localization ( Immunofluorescence, scale bars:20 ym )
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Fig.3 Representative images showing the co—expression of AQP4 and GFAP in the brain of sham

and d1 post—ICH ( scale bars:20 ym )
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