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Study on p38MAPK pathway in HepG-2 cells apoptosis induced by
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Abstract Objective: To investigate the roles of p38 mitogen/activated protein kinase in the apoptosis induced by sulforaphane
( SFN) in HepG-2 cells. Methods: Annexin V-FITC staining was used to observe the morphology of apoptotic cells
treated with different dosages of SFN for 48 h. Western Blotting was employed to detect the expression of p38 and p-p38
proteins. Results: SFN could obviously induce the cell apoptosis of HepG-2 cells and the apoptotic rate after treated
with SFN at the dosage of 10, 20, and 40 pmol/L was 27.42 %, 46.53 %, and 58.92 %, respectively. Western Blotting
pointed that the expression of p-p38 proteins was evidently reduced by SFN ( P < 0.05) , meanwhile, there was no
remarkable change on the expression of p38 protein. Conclusion: SFN could induce the cell apoptosis of HepG-2 cells
by interdicting p38MAPK pathway in HepG-2 cells.
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Fig. 1 Effect of SFN on cell apoptosis of HepG-2 cells
% 1 SFN 3t HepG-2 HMATRMEM (n=3)

Table 1. Apoptosis rate of HepG-2 after 48 h treatment by SFN (n=3)
e FldE / C(umolsL™") TR /%
Xof HRZH 0 1.60 + 0.06
BreE R 20 05 57.15 + 0.55%*
10 27.42 £ 0.43**
SFN 4 20 46.53 + 0.35%*
40 58.92 + 0.48**

SRR * P<0.05, ** P<0.01
* P<0.05, ** P<0.01 vs control group
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38 kDa

—B-actin
42 kDa

H-PEE 24 0.5 pmol/L; AF2-XJBA4H ; #53- SFN 10 pmol/L; #74-SFN 20 umol/L; #55-SFN 40 pmol/L
Lane 1-ADR 0.5 umol/L; Lane 2-Control group; Lane 3-SFN 10 pumol/L; Lane 4-SFN 20 pmol/L; Lane 5-SFN 40 umol/L
B 2 SFN /EfF HepG-2 J5 p38 BEHMEE
Fig.2 Effect of SFN on p38 protein expression in HepG-2 cells
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Fig.3 Effect of SFN on relative density of p38 protein expression in HepG-2 cells
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H-PIEE 4 0.5 umol/L; H2-%F 4 ; H#73- SFN 10 pmol/L; ##4-SFN 20 pmol/L; ##5-SFN 40 pmol/L
Lane 1-ADR 0.5 umol/L; Lane 2-Control group; Lane 3-SFN 10 pumol/L; Lane 4-SFN 20 pmol/L; Lane 5-SFN 40 pmol/L
B 4 SFN /EBF HepG-2 J§ p-p38 BHEMFEX
Fig.4 Effect of SFN on p—p38 protein expression in HepG-2 cells
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Fig.5 Effect of SFN on relative density of p—p38 protein expression in HepG-2 cells
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