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Anti-apoptotic effect of hypoxia pretreatment on liver cell line L02 of hypoxia/reox-

ygenation injury

ZOU Zhong-dong', WANG Yu', WANG Lie', LIU Qing-hong’, YAO He-xiang' ('Department of General Surgery,
*Department of Pathology, Fuzhou General Hospital of Nanjing Military Area Command, Fuzhou 350025, China)

Abstract; Objective To elucidate the anti-apoptotic mechanism of hypoxia precondition on liver cell line
102 of hypoxia/reoxygenation injury in vitro. Methods 102 cells were randomly divided into the following
groups: Control (C) , hypoxia/reoxygenation (H/R) and hypoxia precondition (H/P). Cell model of hypoxia/
reoxygenation was established in the H/R and H/P groups. The apoptotic rate was detected by flow cytometry at
Ist, 6th, 12th, 18th, 24th hour after hypoxia/reoxygenation was performed and at 12th hour, the expression of
apoptosis-related proteins like Bel-2, Bel-xl, Bax and P53 in liver cell line LO2 was detected. The cellular ul-
trastructure was observed by using transmission electron microscope. Results As compared with H/R group,
the apoptotic ratio of H/P group decreased significantly (P <0.05), while the expression of Bel-2, Bel-xl in-
creased and the expression of P53, Bax dropped significantly. The cellular ultrastructure was basically normal.
Conclusion Hypoxia precondition has significant protective effect on 102 cells of hypoxia/reoxygenation inju-
ry. During hypoxia precondition of liver, the apoptosis-related proteins such as Bel-2, Bel-xl, Bax and P53 in-

volve in the regulation of cell apoptosis.
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Tab 1 The apoptotic rate of liver cell line L02 in different groups
(n=6,%.,xxs)

Group 0h I'h 6 h 12 h 18 h Uh

Control 112001 102021 L7203 152023 1.2+0.18 1.4:0.2

WR 092008 12112 18729 3.7:527° 3142421 2.6:3%

WP 082012 632098 7.6+1.43 69+0.97 6.3£1.23 5507

Ca P<0.05, vs H/Ry # 5 P<0.05, vs 1,6,18,24 h in H/R and

control group
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Tab 2 Expression of P53, Bel-2, Bel-xl and Bax in liver cell line 102
in different groups (n=6.% ,x £5)

Group Bax Bel-xl Bel-2 P53

Control 76.21 9. 12 51.23 +6.66 26.67 £4.01 2.76 3,18
H R 86.77£10.41%  32.6524.24*% 15.41 £1.36% 43,65+5.23*
H/P 68.56+7.54%  44.73+6.71* 23.93+3.81* 31.03+3.41*

*: P <0.05, vs control group; ®: P<0.05, vs H/R group
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Ultrastructural changes of liver cell line L02
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