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Abstract

AIM: To investigate the effects of all-trans retinoic acid
combined with octreotide on proliferation and apoptosis
of human liver cancer cell HepG..

METHODS: The human liver cancer cell HepG, cultured /in
vitro was designed into three groups: combined group,
octreotide group and control group. For combined group,
HepG, was treated with different concentrations of all-trans
retinoic acid (1x10¢, 5x10¢, 5x10-> mmol/L) associated
with octreotide (1 mg/L). MTT assays were adopted to
determine their effects on cell growth. Cell apoptotic rate
and cell cycle were detected by flow cytometry. The ex-
pression of tumor supressing gene p*WAFY/CIPL was detected
by immunocytochemical methods. Cytoxicity of the two
drugs was observed with typan blue staining.

RESULTS: After being treated with the concentration of
1x10°*mmol/L of all-trans retinoic acid and 1mg/L of
octreotide, cells’ viability was significantly inhibited com-
pared with the octreotide group and controls (£ =0.0087
<0.01). No significant difference existed between octreotide
group and control group. The expression of the target gene
p2IWAFRL/CIPL was significantly increased after associated ap-
plication of all-trans retinoic acid with octreotide. Apoptosis
rate of liver cancer cells (17%) in combined group was
also significantly higher than those in octreotide and con-

trol group. No death of great humbers was observed with
typan blue staining.

CONCLUSION: Proliferation of liver cancer cell HepG, is
inhibited by combination of low concentration of all-trans
retinoic acid (1x10-°*mmol/L) with octreotide (1 mg/L) while
apoptosis is induced. Meanwhile, different periods of cell
cycle were also influenced. The effect of the two drugs on
proliferating inhibition and apoptotic facilitation may be
achieved by increasing the expression of gene p2!WAFL/CIPL,
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B, 50 mL/L G4 iS5 5% 24 h 25, D-
Hanks 78 2 1, EHIMARFER 4 mL, iRHMA
A 25y, XA UM SRR R R L. Al R 24,

48, 72 h 5, WHALJS 0.1 mol/L PBS 4 mL(4 C) ik,
AT B ER AN B, WO 38 R, & RTH AL 4n i —
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