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Effect of plasma from patients with severe hepatitis on growth and detoxification of

HepG2 cells
CHENG Yong-bo, CHEN Zhi, WANG Ying-jie, ZHANG Shi-chang, LIU Jun (Institute of Infectious Diseases , Southwest Hos-
pital, Third Military Medical University, Chongging 400038, China)

Abstract; Objective To investigate the effect of plasma from severe hepatitis patients (SHP) on the
growth and detoxification of HepG2 cells. Methods HepG2 cells were recovered and cultured in SHP of dif-
ferent concentration. Total protein, the leakage of LDH, the morphologic changes, cell cycles, glutathione of
HepG2 cells were investigated. Results The synthesis of total protein was inhibited ( F'=46.852, P <0.01)
in 100% SHP group. Exposed to SHP for 24 h, LDH leakage of HepG2 cells was approximately one-fold higher
than that of controls and the cell morphology turned to be thin and sparse. The percentage of cells at S phase
was significantly increased on day 1 (F=92.239, P <0.01). Exposure of HepG2 cells to SHP resulted in an
increase (F =10.097, P<0.01) in the GSH content within 24 h as compared to that of controls. On day 3,
the GSH level declined to below the levels of controls. The statistical difference of GSH in different -concentra-
tion SHP groups was significant ( F =8.097, P <0.05). Conclusion SHP inhibits the growth of HepG2
cells, increases the detoxification in 24 h but declines after 3 days.
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Fig 1 Total protein content of HepG2 cells cultured in SHP for 24 h
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Tab 1 Cell cycle of HepG2 cells cultured in SHP on day 1 and 3 (x x5, %)

Day 1 Day 2
Group - — — -
Gy = Gy Gy S G
10% NCS 59.28 +5.98 22,46 +£3.21 17.16 £3.20 56.11 +4.98 23.04 £2.09 20.36 +3.46
10% SHP 59.07 +3.57 25.30 +0.59 15.13 +£2.63 62.84 £1.24 23.42£2.34 13.13+£2.69 "
50% SHP 38.43£2.01 " 38.08 £1.30" 23.08 £1.19* 60.25 £3.51 25.25 +1.61 14.26 +0.67 *
100% sHP 32.34 £1.69 " 44.89 £2. 42" 22,05 £2.67° 48.29 + 1. 68 49,79 £2,93 ** 1.75£0.73 **

* 3 P<0.05, #x; P<0.01, os 10% NCS

®2 ARERE SHP 1535 HepG2 40 GSH T (mg/L, x =5)
Tab 2 GSH changes of HepG2 cells cultured in SHP(mg/L, x +5)

Group Day 1 Day 3 Day 5
109 NCS 217.89 £25.20 289.56 +23.15 308.21 +27.52
109 SHP 312.26 £20.01 ** 342.66 £21.69 " 289.67 +15.92
50% SHP 295,43 +11.28 ** 309.33 £17. 85 254.37 £20.64 "
100% SHP 273.34 £28.50 * 232.24 +14.50 * 209.58 +23.96 "

#: P<0.05, #x.: P<0.01, vs 10% NCS
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Fig 3 Comparison of HepG2 cell morphology between 100 % SHP

and 10%NCS groups ( PCM x200)
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