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Salvianolic Acid A Induces Apoptosis and Inhibits the C-Met Expression in Hepatocellular Carcinoma
HepG2 Cell Line

TANG Zhihua, DING Jiewei, XIAO Xingfeng(Shaoxing People’s Hospital, Shaoxing Hospital of Zhejiang University,
Shaoxing 312000, China)

ABSTRACT: OBJECTIVE To study the effect of salvianol acid A (SalA) on the protein expression of proto-oncogene c-Met
in human hepatocellular carcinoma HepG2 cell line, and explore the potential mechanism of the anti-proliferation and
induce-apoptosis effects of SalA on HepG2 cells. METHODS MTT and Flow cytometry methods were used to analyze the
anti-proliferation and induce-apoptosis effects of SalA on HepG2 cells. Western blotting and PCR methods were used to analyze
the mRNA and protein expression of c-Met and the downstream proteins. RESULTS SalA could effectively inhibit the
proliferation of HepG2 cells in vitro, and induce the cell apoptosis. The inhibitory effect was in a dose and incubation time
dependent manner. The protein expression and the tyrosine kinase activity of proto-oncogene c-Met and the downstream signal
protein AKT were decreased significantly in HepG2 cells after treatment with SalA. The expression of apoptosis-related proteins
(Bax, caspase-3 and caspase-9) could also be inhibited significantly. CONCLUSION SalA can inhibit the proliferation of
HepG2 cells and the mechanism may be related with inhibiting the activation of proto-oncogene c-Met and the downstream
protein AKT, which triggering the cells apoptosis.

KEY WORDS: salvianol acid A; HepG2 cells; c-Met; cell apoptosis
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Fig 1 The anti-proliferation and induce-apoptosis effects of SalA on HepG2 cell lines
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Fig 2 Inhibitory effect of SalA on c-Met mRNA expression
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Fig 3 SalA inhibits the protein expression and the tyrosine
kinase activity of proto-oncogene c-Met and the tyrosine
kinase activity of the downstream signal factor AKT
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1007-7693(2014)05-0541-03

LU JingXian], LUO Lei', CHEN Yong], CHEN Jian®, ZHU Mingl*(I.Zhejiang Institute for Food and Drug Control,
Hangzhou 310004, China; 2.Zhejiang Jolly Pharmaceutical Co. Ltd., Huzhou 313299, China)

ABSTRACT: OBJECTIVE To study the chemical constituents of Wuling fermentative powder. METHODS Four
components were extracted, separated and purified from the parts of petroleum and acetic ether by the means of silica gel column
chromatography and preparative HPLC methods, and identified by NMR data. RESULTS The four compounds were
elucidated as: 5-hydroxymellein(1), 5-carboxylmellein(2), genistein(3) and S5-methylmellein(4). CONCLUSION The later
three components are obtained for the first time from Wuling Fermentative powder. 1, 2 and 4 are the characteristic components
in Wuling Fermentative powder.

KEY WORDS: Wuling fermentative powder; chemical constituents
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