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Fig 1. Effect of vitamin E succinate (VES) on cis-

platin( CP)-induced cytotoxicity to human hepatocytes

(A) and rat hepatocytes (B). The hepatocytes were incu-
bated with CP and/or VES for 48 h. MTT assays were performed to
evaluate cytotoxicity. x + s,n =3.
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Fig 2. Effect of VES on antiproliferative activities of
CP against cancer cell lines. A: human prostate cancer cell
line DU-145; B: human colon cancer cell line CCL229. See Fig 1

for the treatment. x + s, n=3.
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Vitamin E succinate ester prevents from cytotoxicity of cisplatin in

hepatocytes and enhances its antiproliferative activities

LI Qiu-Juan, LU Yong-Ke, ZHONG Lai-Fu”

( Department of Toxicology , Dalian Medical University , Dalian

Abstract: AIM To investigate the effects of vi-
tamin E succinate ester (VES) on cytotoxicity of
cisplatin (CP) and to explore the possibility of
enhancing antitumor activity by the combination of
VES and CP. METHODS Hepatocytes isolated
from rats and humans by two-step perfusions were
used to evaluate cytotoxicity of CP and antiprolif-
erative activity of CP in human prostate cancer
cell line DU-145 and human colon cancer cell line
CCL229; MTT assays were performed to evaluate
cell viabilities. RESULTS Concentration of CP
which inhibited 50% cell growth(ICsy) was 2.35

and 4.70 mg+L™" in primary cultures of human
and rat hepatocytes, respectively. VES increased

116027, China)

ICso of CP to 6.93 mg*L™" and more than 100
mg* L', respectively; ICsy of CP in DU-145 and
CCI229 were 6.36 mg*L~"' and 9.58 mg-L~',
respectively . VES decreased ICsj to 0.58 mg+ L™
and 2. 43 mg -+ L™', respectively. CONCLU-
SION VES can decrease CP-induced cytotoxici-
ty in human and rat hepatocytes, and enhance an-
tiproliferative activity of cisplatin in DU-145 and
CCL229.
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cisplatin; vitamin E succinate ester
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