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Evidenced-base Studies on Anticancer
of Chinese Herbs by Genomic
Medicine-subproject 1, Studieson the
Anticancer Activity of Chinese Herbs:
Regulation of Growth Factors-related
Genes (2-1)

Wu, Yang-Chang
Kaohsiung Medical University

ABSTRACT

Aim:

Hepatocellular carcinoma (HCC) is one of the masiimon malignancies in
Taiwan. Most patients with HCC are not eligible feurgery and insensitive to
conventional chemotherapy. The traditional Chinesdal formulations used for the
treatment of liver diseases may provide a valuagdeurce for the discovery of novel
therapeutics of HCC. In a preliminary study, Dm lhas identified 67 genes which are
abnormally expressed in HCC. Based on the findivg,have selected 60 herbs and
complex formulations from classical Chinese phawpaeia and Taiwanese herb
books, and we are planning to test these herbastfar their antitumor effects on
human liver cancer cell lines and in cancer animadiels.

M ethod:

The effects of herb extracts on cell proliferataord cytotoxicity were determined
by MTT assay and clonogenic assay. We also exantireedffects of herb extracts on
the expression of genes which regulating cancewttrdoy using promoter-reporter
technology, qRT-PCR, and Western blot. The in vamtitumor activity of herb
extracts was further determined in a human caneeograft-nude mouse model.

Results:

In the past 3 months, we have tested 6 Chineseaheomplex formulations for
their cytotoxicity and anti-proliferative effect dhe human liver cancer HepG2 cells.
Among them, Da Jian Zhong Tang and Xiao Jian Zhbawgg exerted more potent
antitumor effect in both MTT assay and clonogerssay. We are also testing the
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effects of these herbal complex formulations on #lcgvation of AP-land NF-kB
reporter genes, and the induction of quinone rechect

Conclusion:

Our data suggest that Da Jian Zhong Tang and X&aoZhong Tang exhibit in
vitro antitumor activity; further investigation ¢fie molecular mechanism of action is
needed.

Keywords: Hepatocellular carcinoma, Chinese hegespmics
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