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Mechanism of supression on proliferation of human hepatoma cell line QGY by oxali-
platin
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Chongging 400010; * Department of Pathophysiology, Chongging University of Medical Sciences, Chongqing 400016, China)

Abstract: Objective To observe the effects of oxaliplatin on proliferation in human hepatoma cell lines QGY
in vitro and investigate the mechanism. To provide the theory foundation whether it can be used for the chemotherapy
of hepatocellular carcinoma. Methods The inhibition of proliferation in QGY cell was estimated by MTT-test. Mor-
phologic changes were observed under light microscope and electronic microscope. Distribution of cell cycle and apop-
tosis was analyzed using {low cytomelry . The expression of cell cycle protein and apoplosis-associated gene protein was
detected with immunohistochemical technique. Results Oxaliplatin could inhibit the proliferation of QGY cells and
the inhibition depended on the exposure time and dose. The cells showed morphologic changes at the early stage of
apoplosis under the light microscope: the shrunk and round cells, condensed cytoplasma and pycnosis nucleus. Ap-
optotic cells and apoptotic body could be found under the transmission electronic microscope. The analysis of cell cy-
cle indicated that oxaliplatin blocked cells at S and G,/M phases and the cells of Gy/G, phase reduced. When treated
with oxaliplatin for 72 h, the expression of cyclin A and Bax were up-regulated, mutant type P53, Bel-2 and Myc
down-regulated, and Fas was not changed. Conclusion Oxaliplatin could inhibit proliferation of the hepatoma cell
lines. Cell cycle blocked at S and G,/M phase. The apoptosis were related to the up-regulation of Bax and down-reg-
ulation of mutant type P53, Bel-2 and Myc. It could not induce apoptosis through the Fas approach.
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Tab 1 The inhibition rate of proliferation in QGY cells treated
with oxaliplatin by MTT-test(¥ + s)

Oxaliglatin %h 48h 7h Fop

concentration

16 pmal/L

0.1899£0.056 1
Rpmol/L,  0.2136+0.0384
64 pmol/.  0.2755+0.075 2
128 pmol/L. 0.606 9£0.017 5
256 pmol/L. 0.7153+0.004 9

0.303£0.0135
0.607 3+0.061 9
0.7437£0.016 4
0.8178+0.041 4
0.844 0+0.035 6

0.5579£0.082 1
0.6872+0.0280
0.758 0£0.0178 349.17 <0.01
0.8459+0.020 8
0.861 2+0.081 4
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Fig1 Untreated QGY cells with large irregular nucleus and microvil-
lus (TEM x 8 000)

E2 BEAFMERQGYHMM T2 hE, AUAT/ME (TEMx 8 000)

Fig2 Apoptotic body formed after treated with oxaliplatin for 72 h
(TEM x 8 000)
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Fig 3 Strong positive expression of mutant type protein 53 in
control group of QGY cells (S-P x 200)
M4 BLFEHER T2 hE QGY Gk MTPS3 B RIX (S
P x 200)
Fig 4 Weak positive expression of mutant type protein 53 in oxalipla-
tin treatment group for 72 h  (S-P x 200)
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Tab3 The expression of cell cycle protein and apoptosis-associated
gene protein in QGY cell line treated with oxaliplatin

RIS , % R4 2 B SO PR
: Aitlbody  Senigle Control Ouiliglatin ettt ¢ P
%2 SPHET QCY EMAMHHENCHLM (%) CyinA 20 2.82020.00  2.935:0.019 9.3%6 <0.01
MIPS3 0 2.771+0.09  2.502+0.007 10.60 <0.01
e e e =P Bel-2 0 2.787:0.005  2.66940.005 5.5 <0.0l
in QGY cell line (%) Bax 0 2.367:0.102 2.726£0.005 15.31 <0.01
e Contrcl grovps Onaliplatin trested group Mye 0 2.675:0.007  2.50+0.08 479 <0.01
4h  48h  72h . 24h  48h  T2h Fes M 2.6%6:0.011 2.675£0.020  1.20 >0.05
[ 67.66  63.61  68.57 36.40 639  5.04
s %.56 2833 2678  60.19 6.9  T4.67
Ca/M 578 8.00  4.65 34 1668 20.29 3 itig
Apoghiais 0 0 0 7.2 828  10.40

Z 4 R, SHKAR P<0.01, AREIEE K AZ5 4 M2y
YA FEH MR T P <0.01,

By FIER QGY 4AM 24 h, 40 M R A B PR W T S 84,
Go/G, BAZHBWE D . 48 h J& 72 h B BEHE T S #iFn /M A, B
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M3 o s Mye B PEAERGA AT L FRUE MBI . QGY 47 By
FEAYER 72 h )5, LRI 2K Cyclin A Bax FiAIR (P
<0.01),MTP53 . Bcl-2 B Myc #ikB 5 (P < 0.01),Fas FiA T
HBZER(P>0.05)(F3).
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