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Roles of reactive oxygen species in HepG, cell apoptosis induced by CDDP

CHEN Wei-ging, SHEN Wei, SHEN Ding-ming (Depatment of Gastroenterology, Second Affiliated Hospitab Chongqing University of
Medical Sciences Chongging 400011, China)

Abstract: Objective To investigate the effects of acivicin on HepG, cell apoptosis and the effects of acivcin

with cis-diaminedichloroplatinum (CDDP) on HepG: cell apoptosis and on production of intracellular ROS. Methods
HepG: cells were treated with acivein, CDDP, and acivicin combined with CDDP. The cytotoxicity was measured
by MTT assay. Flow cytometry was used to detect the ntracellular ROS, and the rate of apoptosis was determined by
TUNEL assay. Results The concentration of acivicin to cause HepG, ICsp was 1. 4 mmol f. and CDDP was 67
Ymol L. Significant increases in intracellular ROS content were observed in HepG2 cells 24 h after treament with
acivicin (1.4 mmol L), CDDP (67 mol ), or acivicin (1. 4 mmol L) plus CDDP (67 #mol [L.), especially with
acivicin (1. 4 mmol /L) plus CDDP (67 #mol L. HepG, cell apoptotic rates induced by acivicin (1. 4 mmol L) at
24, 48, and 72 h were (16. 33.5), (27.944.3), (47. 2+3. 0), respectively, and a significant difference was
observed compared to that of contol group (P<<0.01). HepG, apoptotic rate induced by CDDP (67 #mol L) at 24
h was (73.471.5), while that by acivicin (1.4 mmol ) plus CDDP (67 mol [1.) at 24 h was (94.740.5). The
increase caused by combination of acivcin and CDDP was more significant than that by either of them (P<0.01).
Conclusions  One of the mechanisms of HepG, apoptosis induced by CDDP is to increase intracellular ROS. Acivi-
cin inhibits GGT and interferes GSH metabolism, which may lead to an increase in intracellular ROS level of HepG,

cell, resulting in apoptosis and enhanced CDDP cytotoxicity.
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Fig 1 Changes of ROS in HepG, cell measured by flow cytometry
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