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HepG2 cells under the fluorescence microscope and
trangnission electron microscope Apoptosis of HepG2
cellswas induced after treament of chloraxazmne at
concentrations fram 1004 mol- L~ * t 500 mol- L™ *
for 48h, which showed obvious concentration-effect re-
lationship. The gpoptic ratiosof HepG2 cellswere al-

© increased when chlorzoxazmne (100, 200, 300 and

5000 mol- L°') was treated for 24, 48 and 72 h,
which showved obvious time-effect relationship. Con-
clusion [0 Chlorzoxazone inhibited HepG2 cells survival
and induced cell gpoptosis
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activated K™ channel
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Fig 10 Effect of DIDS on cell viability (x+s n=6)
0 O Campared with control, H,O, has significant difference(P <0.01) ;
and various concentrations of D DS alone do not have significant differ-
ence(P >0.05). Compared with H,O,, 100 mol- L D DS +H,0,
and 2000 mol- L' DDS +H,0, have significant difference, 50 mol
- L ! DDS+H,0, do not have significant difference * P <0.01 vs
oontol; © P <0. 01 vs H,O, model



- 1204-

0000000 OChinese Phamacological BulletinC) 2007 Sep; 23 (9)

120

](J()-—IT _I_‘ _]:_ —P

0
(=]
T

Cell viability/%
2
T
M
o

&
(=}
T

20

T

0
Control H,0, 50 100 200 50 100 200
NPPB( 1 mol * L)
+500 wmol * L H,0,

Fig 20 Effect of NPPB on cell viability (x £s n =6)
0 O Compared with control, H,O, has significant difference (P <
0.01); and various concentrations of NPFB alone do not have significant
difference(P >0.05). Campared with H,0,, 1004 mol- L - INPFB +
H,0, and 200p mol- L~ ! NPPB +H,0, have significant difference, 50
pmol- L ! NPFB +H,0, do not have significant difference P <0.01
vs Control, * " P <0. 01 vs H,O, model
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Fig 30 Effect of NFA on cell viability(x+s n=6)
0 O Campared with control, H,O, has significant difference(P <0. 01) ;
and various concentrationsof NFA alone do not have significant difference
(P >0.05). Compared with H,O,, 504 mol- L~ *NFA +H,0, and 100
M mol- L YNFA +H,0, have significant difference, 104 mol- L' NFA
+H,0, do not have significant difference *P <0.01 vs contol; * * P <

0. 01 vsH,0O, model
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Fig 40 RINT cells under fluorescence m icroscopy after staining with Hoechst33258 (- x 2000)
0 Oa Contol; h H,0, of 500p mol- L~ ;¢ 5000 mol- L *H,0, + 1004 mol- L *DDS d 5004 mol- L *H,0, +100H mol- L ' NPFB; e

5004 mol- L~ ! H,0, +50p mol- L ! NFA
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Fig 50 Apoptosis n RIN-{ -cellsasseseed by FCM (X s n=6)
Cells had been exposed 1o 5001 mol- L ~! H,0, for 6 h; a Contol group; h 500d mol- L~ * H,O,; ¢ 5000 mol- L~ ! H,0, +1000 mol- L !

DDS d 5000 mol- L ! H,0, +100H mol- L *NPFB; e 5000 mol- L ™! H,0, +50u mol- L~ NFA; f Bar graph of the apoptosis, * * P <0.01 vs

H,O, model
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Effects of chlor ide channel blockerson H,O,

nduced apoptosis n pancreas RIN-m beta cells
REN Sheng-hua, YE Chun-ling, JN Yong-liang, LU Yan-ging, FENG Juan
(D ept of Phamacology, Phamacy College of Jinan U niversity, Guangzhoul] 510632, China)

Abstract: Am O To investigate the effects of chloride
channel blockers on the gpopiosis of RN cells of
pancreatic islet induced by H,O,. M ethodsl] The go-
optic model wasmade by H,O, exposed for six hours
with a concentration of 5001 mol- L. The chloride
channel blockers D DS, NPPB and NFA were admin-
istered 0 pretreat the samples repectively The cell vi-
ability, momphological changes, and gpoptsis rate
were observed Reaults[] Chloride channel blockers a-
lone have no marked effects on the cell viability of

RN cell Hovever, they elevated the cell viability
of RN cell diposed of by H,0,. Campared ©
H,O, group, the groups of DDS + H,0,, NP +
H,O, and NFA + H,O, have significant difference in
cell viability and apopiosis rate (P <0.01). Conclu-
sion sC1 Chloride channel blockers (D DS, NP and
NFA) remarkably inhibit gpoptosisof RN cellsin-
duced by H,0,.

Key words pancreas RN cell, gpoptosis H,0,,
chloride channel blocker



