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ABSTRACT BACKGROUND & AIM: To investigate the effects of NS-398 on the acetylation of histone H3 and P53 and
the proliferation of HepG2 cells. MATERIALS AND METHODS: The total protein was extracted from HepG2 cells treated
with or without different concentrations of NS-398(0, 100 200 300 400 ftmol/ L) for different times(0, 12, 24, 36,
48 h) .Western blot analysis was performed to determine the levels of acetylated histone H3 and acetylated P53.MTT
assay was performed to examine the growth inhibition effect of NS-398 on HepG2 cells. RESULTS: NS-398 could inhibit
the proliferation of HepG2 cells in a time and dose-dependent manner, with the ICs at 24 h, 36 h and 48 h of 300
tmol/ L, 200 tmol/ L and 150 #mol/ L, respectively.The levels of histone H3 acetylation, P53 expression and P53
acetylation were significantly increased. CONCLUSION: NS-398 functioned as an adeacetylase inhibitor,which could increase
the level of acetylated Histone H3 enhance the expression and activity of tumor suppressor P53 and inhibit the
proliferation of HepG2 cells
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1.1 NS-398 CoH NOS 1.4
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314.4 >98% Sigma ; 1x 107/ ml, [1]
(DMSO) 5% 10° ttmol/L 3%
P53 Santa Cruz 2 . 5% (TBST )37 C
2 h ( P53 H3
ECL Piers P53 ) 4 C , PBS(
1.2 HepG2 0.02%  Tween-20 ) 3 10 min
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100 U/ ml 100 U/ml RPMI 1640 1eG) 2h
37 °C,5% €O, 48 h (ECL) X X
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400 ttmol/L 0 12 24 36 48h 2
RPMI 1640 DMSO 2.1 NS-398 HepG2 NS-398
20 1 MTT(5 mg/ml) 4 h 100 #mol/ L HepG2
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Table 1 Effects of NS-398 on the proliferation of HepG2 cells(X¥ = s,n =30)
G 24 h 36 h 48 h
ey Absorbance value Inhibition rate(% ) Absorbance value Inhibition rate (% ) Absorbance value Inhibition rate (% )
Control 1.884+0.12 1.25+0.12 1.7356+0.11 3.14+0.12 1.609+0.03 5.32+0.41
NS-398 100 ftmol/L 1.457+£0.05 22.34+£8.22 1.3260+ 0. 10 30.47+8.50 1.570+0.16 45.07+9.86
200 +mol /L 1.246 £0.15 33.62+9.69" 1.0547 £ 0.08 46.56+0.95" 0.697 £ 0.04 59.35+£2.36" "
300 mol/L 0.842+0.06 45.03+6.20" " 0.6967 +0.08 62.12+1.95" 0.519+0.06 68.60+3.77" "
400 ttmol/L 0.450+0.02 62.06+1.51" " 0.3422+0.01 70.29+1.54" 0.155+0.02 84.94+1.28"
Compared with control, “P <0.05; " P <0.01.
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Figure 2 Expression of P53 and acetylated P53 in HepG2 cells after
2.3 NS-398 H3 300 treated with NS-398 for 24 h, detected by Western blot.
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Figure 3 Expression of acetylated histone H3 in HepG2 cells after
treated with NS-398 for 10 h,detected by western blot.
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