— 974 — BERERKZER 2013 £5 38 H5 9 #1 ( Journal of Chongqing Medical University 2013.Vol.38 No.9 )

JERRTFSE
KA T 4 F ) S PERIGEIE 4.1 A2 AUE A L
AL v (1 3 5 o B 48k 7 e

RABAR, ThE-4 RS H A AR 3 RS
(ERERIR A N FRERR A BB s G R 400016)

DOI:10.11699/cyxh20130904

[# Z]EMUSKIEIE SN 4(aquaporind, AQP4) 5 N B i P #IIM I 4.1 (inward rectifying potassium channel 4.1, Kird.1)7E
AR B S A0 MR 42U i M L IR S — B ik 28 5 R0 BB A MO S 58 A KR BBILR . 733k SR
NAN R BRG 0 R IE A s bnAs 50 441, SRS Y) v HE OISR EEHT Western blot 2347, LUES Ji AR XS 1E 5 fiki 2H Uy
XFHE WEE AQP4 5 Kird. 1 fIE (L SO HAE 3R 28 5 . 85 5R : AQP4 I Kird. 1 7E AN IRD BRZK Syl B2 I 20 I 4L 2 b O A 58
ILENL GIER ARG, N ETE AN A2 Kird 1 335 118 JFREE B P A0 MR BRI ) T s 2RI 1G98 1T AQP4 TEAR
GO R AL P AIFRIRTES TR GO0 MR U S0k SOB Wi . 2518 : AQP4 il Kird. 1 754 U0 M b B80A 58 ke
B, ZFRYE S 5 RSO ARG, IR R AL, $7R —ETEMR HZUK 5 8 A 4E R nT R B AR
e

(R /K E 1 45 NI RGP TE 4.1 R BRG00 ; BIE A0 R

[FEEHESKENES]RT39.41 [ ZEkFRAERD ] A [YFs HEB)2012-11-17

Collocation and expression variations of aquporind and inward rectifying

potassium channel 4.1 in astrocytoma
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(Teaching and Research Section of Human Anatomy ,Institute of Neuroscience ,Chongqing Medical University)
[ Abstract ]Objectives : To investigate the collocation and expression variations of aquporind (AQP4) and inward rectifying potassium
channel 4.1(Kir4.1) in astrocytoma of different pathological grades in order to discuss the pathomechanism of proliferation and growth
in astrocytoma. Methods : Fifty astrocytoma samples of different pathologic grades were obtained and the relative normal brain tissues
contributed to controls. Expression and collocation of AQP4 and Kir4.1 were detected by HE staining, laser scanning confocal mi—
croscopy technology and Western blot. Results : Uncomplete collocation of AQP4 and Kir4.1 was present in astrocytoma. Expression of
Kir4.1 at protein level was increased along with the ascending pathologic grade. However, expression of AQP4 at protein level was de
creased in low—grade astrocytoma and was increased in high—grade astrocytoma. Conclusions ; Uncomplete collocation of AQP4 and
Kir4.1 is present in astrocytoma. Protein levels of AQP4 and Kir4.1 are correlated with pathological grade of astrocytoma and the vari—
ations of AQP4 and Kir4.1 are different. These data suggest that AQP4 and Kir4.1 respectively play different roles in maintaining water
and ionic balance.
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Tab.1 A value of AQP4 and Kir4.1 positive cells in control group and astrocytoma with different pathological grades[n=9,M(Q,,0;)]
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Fig.1 Human astrocytoma with different pathological grades ( HE, 200 x )
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Fig.2 Co-expressions of AQP4 and Kir4.1 in human astrocytoma with different pathological grades and control group ( 400 x )
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Fig.3 Expressions of AQP4 and Kir4.1 in human astrocytoma with different pathological grades and control group detected
by Western blot
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