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Effects of hepatocyte growth factors on H,0O,-induced hepatocyte apoptosis

Shen Guang-Hai', Gao Shuang?, Shen Zhao-liang?, Tian Li-min’, Tang Bo*

Abstract

BACKGROUND: Hepatocyte growth factors exhibit protective effects on many cells.

OBJECTIVE: To investigate the protective effects of hepatocyte growth factors on H,O,-induced hepatocyte apoptosis of liver
cells as well we the possible mechanism.

METHODS: LO2 liver cell lines were randomly divided into three groups: normal control group: LO2 cells were conventionally
cultured; model group: LO2 cells were treated with 100 mmol/L H,O, for 4 hours; hepatocyte growth factor group: LO2 cells were
pretreated with 50 mg/L hepatocyte growth factors for 24 hours and then further cultured with 100 mmol/L H,O; for 4 hours.
RESULTS AND CONCLUSION: After 4-hour treatment with 100 mmol/L H,O,, in vitro cultured LO2 cells showed obvious
apoptosis, presenting with decreased cell survival rate (P < 0.01), increased caspase-3 protein expression (P < 0.01), and
decreased Bcl-2 protein expression (P < 0.01). After 24-hour pretreatment with hepatocyte growth factors and subsequent 4-hour
culture with 100 mmol/L H2O,, LO2 cell apoptosis was significantly inhibited (P < 0.01). These findings suggest that hepatocyte
growth factors can inhibit H,O,-induced LO2 cell apoptosis by increasing Bcl-2 expression in LO2 cells.
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Table 1 Effect of hepatocyte growth factor (HGF) on
cell viability induced by H,O, and the
percentage of DNA break (xxs, n=6)

Group As70nm Percentage of DNA break (%)

Normal control  0.73+0.03 5.81+0.48

Model 0.360.02% 17.16+0.28°

HGF 0.63+0.02° 8.9740.15°

P < 0.01, vs. normal control group; bp< 0.01, vs. model
group. HGF: hepatocyte growth factor
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Table 2 Effect of hepatocyte growth factor on the protein
expression of the Caspase-3 and Bcl-2 in LO2 cells

Group Caspase-3/B-actin Bcl-2/B-actin
Normal control 0.1840.02 0.6310.05

Model 0.64+0.11% 0.41+0.08%
HGF 0.430.04° 0.68+0.15°

#P < 0.01, vs. normal control group; °P < 0.01, vs. model group. HGF:
hepatocyte growth factor

Normal control Model HGF M
group group group '

Caspase-3 17 000

B-actin 43 000

HGF: hepatocyte growth factor

Figure 1 Analysis of Caspase-3 expression in LO2 cells by
Western blot method
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HGF: hepatocyte growth factor

Figure 2 Analysis of Bcl-2 expression in LO2 cells by
Western blot method
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