HREDR R A EI ARG 2008 24 (1): 105-111  ISSN: 1000-4718 CN: 44-1187/R

wF

EAL N S T Hep G2 1T 40 i I 1= i i 7% (9%)

P, R R TR

WSk R A B2z e o — Mg BE e ALk, 2R sk 515041

W H 9 2006-6-15 & [H] H 1 2006-12-25 ¥ 4% i & Al H # 2008-11-10 252 H 1 2006-12-25

ﬁ%ﬁ HIf: HE R i P AR R S R AR T, RSO AG NI S He pG 2 41 M i 26 T S HEHL

Jiik: BEBRANET 2 mmol/Lid b~ A A A R, FHDNAGE K F i 40 JR R T2, F 28t gL vk il 40 i 2
iR RE AL R4, Western blotting 40 fk H 4u fu e %4k, fluorometric assay kitfiillcaspasei
PR

gL SN EER THepG24i G122 hITUhRAWT; FANEIERGA h, gLk iA s e 7 B 5 F s A
5 b A1 it {6, B I E S I AR Pk 1 s AL RIAE I8 h. 12 h/R4Ifli Ncaspase-3. caspase-9iF sl T+
6.7 %3.61%, {Hcaspase-8iit LAk,

it FACNERES S HepG2 R AN M R B T, Hgie B2k iM% K caspase il A k.
KPP, HepG2Aiifd;  Zikifk; AEEERC PREEIRARA IR AN EATEN

s+2%% R363
Oxidative stress induces apoptosis in HepG2 cells
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Abstract

<FONT face=Verdana>AIM: <BR=>Direct exposure of cells to reactive oxygen species
can induce apoptosis. In this study we investigate how oxidative stress induces cell
death in HepG2 cells and characterize the molecular events
involved.<BR>METHODS: Oxidative stress was created by exposing HepG2 cells to
2mmol/LH 20 2. Apoptosis was determined by analysis of DNA fragmentation by
agarose gel electorphoresis. The mitochondrial membrane potential was analyzed
using DePsipher fluorescent staining and the expression of cytochrome c in the
cytosolic fraction was measured by Western blotting analysis. The caspase activity
was detected using fluorometric assay kit by a fluorescence microplate
reader.<BR>RESULTS: <BR>When HepG2 cells were treated with 2 mmol/LH 20
2, the cells displayed DNA fragmentation, a typical feature of apoptosis, after 12 h.
The mitochondrial membrane potential appeared different in two group of cells. H
20 2-treated cells appeared green fluorescence as early as 4 h, which represents
de-energized mitochondria, the untreated cells appeared red fluorescence, a
feature of mitochondria with intact membrane potential. In treated cells, the
expression of cytochrome c increased and accumulated in cytosolic fraction with
treatment time, caspase-3 activity increased by 6.7-fold (P<0.01) at 8 h and
caspase-9 activity increased by 3.6-fold (P<0.01) at 12 h, respectively, however,
the activity of caspase-8 remained unchanged.<BR>CONCLUSION: These findings
suggest that oxidative stress can induce apoptotic cell death in HepG2 cells, and
the mechanism is related to mitochondrial pathway, which activates caspase-9 and-
3, but not caspase-8.</FONT>
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