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[ Abstract |
(HMGBI1) and vascular endothelial growth factors C(VEGF-C) in hepatocarcinoma cells in vitro and to study

1. Department of Traditional Chi-

Objective To observe the effect of melittin on the expressions of high mobility group box 1
the mechanisms of melittin in hepatocarcinoma cells. Methods HepG2 cell line was treated with melittin in
vitro. The inhibition of proliferation was detected by MTT assay. The expressions of HMGB1 and VEGF-C were
detected by western-blotting and real-time quantitative PCR( qRT-PCR) assay. Results Melittin inhibited cell
proliferation in vitro. Western-blotting outcome showed that melittin could down-regulate the protein of HMGBI1 ,
while VEGF-C expression did not change. qRT-PCR results showed that HMGBI and VEGF-C mRNA expres-
sions were down-regulate by melittin. Conclusion It is suggested that melittin can inhibit hepatocarcinoma
cells proliferation. The effect of melittin in inducing anti-hepatocarcinoma may be related with down-regulation of

HMGBI and VEGF-C.
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K2 TEREEFEEI AFFEHARE HepG, B i8] £ IR

N NG (% )
IR (pg/ml)
24 h 48 h 72 h
0 100.00 +3.63 100.00 +3.74 100.00 +9.55
1 91.64 £6.31" 56.71 £11.61*" 64.70 £2.38**
2 83.22 +4.75™" 4.46 +2.20"" 5.64 +0.48 "
4 42.99 £2.56*" 3.53£1.34*" 6.40 £0.96 "
8 2.01+1.08"" 3.91£1.45* 7.36 £2.84""
16 0.06 +0.02** 4.40 +1.54"" 6.24+1.30""
0 SRR (0 peg/ml) Fe#k, * P <0.05, " P <0.01
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