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rats were randomly divided into control group model
group ICS [l low medium and high dose group ( ICS
M4 ICS M ICS T-H 4 8 16 mg=-kg').
The rats in model and ICSII groups were injected sub—
cutaneously with MCT to establish the model of pulmo-
nary artery remodeling. Then the rats in ICS I groups
were gavaged once daily from day 1 to day 28 after
MCT injection. The other rats in control group and
model group were given the equal volume of solvent.
HE staining was used to observe the morphological
changes of the pulmonary arterioles. TUNEL staining
was applied to measure the apoptosis of pulmonary ar—
tery smooth muscle cells. Western blot was employed
to detect the protein expression of Bax Bel2 and acti—
vated caspase-3 in lung tissue. Results Compared
with control group the pulmonary arterioles were

thickened significantly the apoptosis of pulmonary ar—

tery smooth muscle cells were observed and the TUNEL
positive cells increased ( P < 0.05) ; the protein ex—
pressions of Bax Bcl2 and activated caspase-3 in lung
tissues were up-regulated ( P <0.05) in model group.
Compared with model group the pulmonary arterioles
were thinned; the TUNEL positive cells increased ( P
<0.05) ; the protein expression of Bcl2 was signifi-
cantly reduced ( P <0.05) ; the protein expression of
Bax and activated caspase3 markedly increased ( P <
0.05) in ICS T-M H group. Conclusions ICS I
can promote the apoptosis of pulmonary artery smooth
muscle cells induced by MCT in rats and the mecha—
nism might be related to reducing the expression of
Bel2 and increasing the expression of Bax and activa—
ted caspase-3.
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Fig 1 Effect of reversine on cell
viability of HepG2 cells (x +5 n =3)

A: HepG2 cells were treated with different concentrations of revers—
ine; B: HepG2 cells were incubated with different concentrations of re—
versine for 24 48 72 96 h and the relation of cell viability was analyzed
by MTS.
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Fig 2 The colony formation ratio of HepG2 after treatment with
different concentrations of reversine (x +s n=3)
A: HepG2 cells were exposed to different concentrations of revers—
ine colony formation was determined by crystal violet staining; B: Re-

versine suppressed colony formation in HepG2 cells. ** P <0. 01 »s DM~

SO group.
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Fig 3 Apoptotic rate of HepG2 cells under different
concentrations of reversine (x +s n=3)
A: HepG2 cells were treated with DMSO or reversine and the appo—
totic cells were assessed by flow cytometry; B: The rates of appotosis in

HepG2 cells treated with or without reversine. ** P <0.01 us DMSO

group.
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Fig 4 Expression of Bcl2 BcelxL Bax and
cleaved-PARP in HepG2 cells after treatment with
different concentrations of reversine (x +s n=3)

" P<0.05 **P<0.01 vs DMSO group
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Effect of reversine on cell proliferation colony formation and

apoptosis in human hepatocellular carcinoma cell HepG2
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Abstract: Aim  To investigate the suppressive effect
of reversine on human hepatocellular carcinoma cell

HepG2. Methods

of reversine was evaluated via cell proliferation assay

In this study the antitumor effect

colony formation assay apoptosis assay and Western
blotting. Results Our data showed that reversine sig—
nificantly suppressed the proliferation in HepG2 cell
line in a time and dose-dependent manner ( P <
0.05) . The IC, of reversine in HepG2 was 0. 94 pumol
- L7
the colony formation of HepG2 was also inhibited. Fur—

After incubation with reversine for 10 days

thermore the macroscopic cell colony was virtually im—

possible to form with high-concentration of reversine

China)

treatment. In addition our results showed that revers—
ine could induce cell apoptosis in a dose-dependent
manner ( P <0.05) . Moreover using Western blot as—
say the increased levels of cleaved PARP and Bax
were detected after incubation with reversine and the
expression level of Bel2 and Bel=xL decreased in the
meantime. Conclusion  Reversine could effectively
inhibit the cell proliferation and cell colony formation of
human hepatocellular carcinoma cell HepG2 by indu-—
cing cell apoptosis via mitochondria-dependent path—
way.
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