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Sigma ; DMEM Gibco 12 000 r * min "' 10 min
: Transwell Corning . RIPA BCA 5 x SDS
cocktail . PMSF ., BCA 100 °C 5 min
; anti-HMGB1 Abcam ; -20 °C
IgG - anti-B-actin Cell Signaling 1.2.5 Western blot HMGBI
1.2 30 pg 12% SDS-PAGE
1.2.1 U251 PVDF 0.05 g *mL™"
Us7 10% DMEM 2 h HMGB1
( ) 37 C5%  (1:500) 4 C IsG (1:
C0,.70% 6 5 000) 1 h. Gensys
90% HMGBI B-actin
) 4- HMGBL1
(2.5.5.0 mmol * L") | (2040 mmol « L")
(200,400 pmol * L") 1.3
SPSS
1.2.2 48 h .
200 pL 6 . PBS ;< 0.05
3 37 C.5%
C0,.70% 10 2
0 24h
( 100 ) Image J
R 24 I 2.1 N
0 24h
1.2.3 Transwell 1) 1 - U87
48 h 3 4-AP 5 mmol * L™'  .TEA 40 mmol * L™’ Gli
100 pL 400 pmol « L7 24 h 24. 0.
1 x10° : 600 uL  10% 21.5 10.5 pm 48.0 pwm
37 C.5% CO, (F=6.983; P <0.05) ; U251 4-AP.TEA
24 h Gli 24h 94.0.61.5 38.5 um
49 15 min 159.0 pm ( F =25.236;
0.1% PBS P <0.05). 4-AP 2.5 mmol * L™' . TEA
30% 20 mmol * L.™' Gli 200 pmol * L~
590 nm .2) 48 h
Matrigel 4 °C Transwell
1:5 100 pL U87 U251
24 Transwell 37 °C 2 Ug7 4-AP 5 mmol * L™" .TEA
P 30 min 3 40 mmol + L™ Gli 400 wmol + L' Tr-
150 L 2 % 10° answell 30%
; 600 ul.  10% (F=33;P<0.05);
2% 1 (F=141.614; P <0.05) .
) U251 4AP.TEA Gl
1.2.4 48 h (F =34.838; F =203.759; P <
IxPBS(pH ~ 7.4) 1 0.05).
200 pL 30 min. 4 C ug7 125l
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P <0.05.
1 Us7 U251 ( x100)
. P <0.05.
2 Transwell U87 U251 ( x200)
2.2 Western blot HMGBI
U87 U251 Us7 4-AP 5 mmol
HMGBI L™" TEA 40 mmol « L' Gli 400 pmol + L~



HMGBI 82% 51%  39%
(F=17.160; P <0.05) .
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HMGBI 70% 64%  53%
HMGB1 (F=14.811; P <
0.05) .
P <0.05.
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Effect of Potassium Channel Blockers on Migration
and Invasion of Human Glioma Cells

LI Weiling LI Chaoying RU Qin"
( Wuhan Insititutes of Biomedical Science Jianghan University Wuhan Hubei 430056 China)

Abstract: To explore the effect of potassium channel blocker on glioma migration and invasion voltage-gated potas—

sium channel blocker 4-aminopyridine tetraethylammonium and ATP sensitive potassium channel blocker glib—

enclamide were investigated. Human glioma cell lines U87 and U251 were selected to use. Wound-healing assay and

Transwell assays were performed to determine the migration and invasion of glioma cells. The expression level of

HMGBI protein was detected by western blot. Cell abilities of migration and invasion were significantly reduced with
4-AP(5 mmol * L.™") TEA(40 mmol * L") or glibenclamide( 400 wmol * I.™') compared with that of the control.

The expression level of HMGB1 was significantly down—regulated in the blockers groups. Potassium channels play

important roles in the migration and invasion of human glioma. The selective blockers of voltage—gated potassium

channels or ATP-sensitive potassium channels significantly inhibited the migration and invasion of U87 and U251

cells and down-regulation of HMGBI1 gene expressions might be its possible mechanism.

Key words: potassium channels; glioma; cell migration; invasion; blockers



