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mice model of liver cancer was prepared inoculating HepG2 cells in axilla of nude mice subcutaneously. The nude
mice were grouped into saline group ginsenoside Rk3 (25 50 100 mg/kg) group and 5-Fu (20 mg/kg) group
in vivo. And the HepG2 cells were divided into normal group ginsenoside Rk3(20 40 80 pmol/L) group and 5-
Fu( 50 wg/ml) group in vitro. The inhibition rate of HepG2 cells was evaluated by MTT assay. The apoptosis dis—
tribution of HepG2 cells was detected by flow cytomtric analysis. The mRNA expressions of Bax Bcl2 cleaved—
Caspase3 DR4 and DRS in HepG2 cells were detected by RT-PCR. The protein expressions of Bax Bcl2
cleaved-Caspase-3 DR4 and protein in HepG2 cells were observed by Western blot. Results  Ginsenoside Rk3
(100 mg/kg) significantly inhibited tumor weight( P <0.05) . Ginsenoside Rk3(20 40 and 80 pmol/L) signifi-
cantly inhibited the proliferation and induced apoptosis in HepG2 cells. Ginsenoside Rk3(20 40 and 80 pmol/L)

significantly increased Bax cleaved-Caspase-3 DR4 expression and DRS mRNA and protein reduced the expres—
sion of Bcl2 mRNA and protein. The difference was statistically significant. Conclusion — Ginsenoside Rk3 can in—
duce apoptosis of HepG2 cells possibly through the DR4 and DRS.
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Lithium chloride ptotects against

propofol-induced apoptosis on primary cultured neurons
Li Jianli' Zhu Xichun' Cui Hongshang® et al

( 'Dept of Anesthesiology *Dept of Thoracic Surgery Hebei General Hospital ~Shijiazhuang 050051)
Abstract Objective To investigate the protective effects and the mechanisms of lithium chloride on the propofol—
induced neuroapoptosis on primary cultured cortical neurons. Methods Cortical neurons were primarily cultured for
seven days and treated with different concerntrations of lithium chloride( 0.1 1 5 10 pwmol/L) and the neuron
viability was measured by MTT assay after 12 h treatments. Cortical neurons were divided into three groups: vehi—
cle-control group ( treated with equal volume of intralipid) propofol-ireated group( treated with 500 pmol/L propo—
fol)  propofol + lithium chloride treated group( treated with 500 wmol/L propofol and 10 pwmol/L lithium chlo—
ride) . The neurons were treated for 12 h; the neuron viability was measured by MTT assay; neuroapoptosis was de—
tected by Hoechst33258 staining and FCM assay and pGSK-3B and cleaved-Caspase-3 proteins were detected by
Western blot. Results The neuron viability was not affected by various concentrations of lithium chloride. Com-—
pared with the vehicle-control group

creased greatly( P <0. 01)

the neuron viability decreased greatly( P <0.01) the neuroapoptosis in—
the pGSK-3 protein level decreased( P <0. 01)

increased( P <0.01) in propofol-ireated group. Compared with the propofol-ireated group

and cleaved-Caspase-3 protein level
lithium chloride in—
creased neuron viability in dose-dependent manner( P <0. 01)

the pGSK3B protein level increased( P <0.01)

propofol + lithium chloride treated group. Conclusion Lithium chloride can protect against propofol-induced neuro—

the neuroapoptosis decreased greatly( P <0. 01)
and cleaved-Caspase-3 protein level decreased( P <0.01) in

apoptosis on primary cultured neurons by increasing the level of pGSK-3B and decreasing the level of cleaved-
Caspase-3.
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