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To establish a screening platform
technology for evaluating the activity of
herbal medicines on anti-inflammation

and immuno-modulation

Ning-Sun Yang

Institute of BioAgricultural Sciences (IBS), Academia Sinica

ABSTRACT

One of the most important significant pharmacology of many medicinal herbs is
that they have both anti-inflammation and immuno-modulation activities. The
objective of the study is to build the possible molecular basis for the anti-
inflammatory and immuno-modulatory activity of traditional herbal medicines. We
used gene gun and lipofectin technologies and have demonstrated that the current in
vivo transgenic promoter assay can be effectively employed for research into the
mechanisms of known or target topical immuno-modulators or phytocompounds on
cytokine gene expression. Our data showed that GM-CSF and TNF-alpha had
stronger skin inflammatory responses that was induced by croton oil. Based on the
transcriptional activities of NF-kB, different extract fractions, including hexane,
methanol and water, the herbs might be classified into 8 models. The results of B-16
cells (mouse melanoma cells) among different water fraction treatments, showed that
C15, C52, C56, C94, C72 & C105 fractions could more increased the activities of
NF-kB than LPS did. At the mouse spleenocytes primary cultrure systwm, the C3W,
C15w, C52W, C56W, C58W & C60W fractions could stimulate the cell
proliferations. We also established the animal tests, using DNA vaccine model to
evaluate the anti-tumor effects of R4, R6, R9, R30, R34, R36, R42 & R43 pure
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phytocompounds, the results showed that the R4 and R34 phytocompounds treated
mice had smaller tumors than others, and the R4 treated mice had longer survival
rate. We therefore have effectively developed the evaluation system for herbal crude
extracts and phytocompounds, it will help us to further explore the mechanisms of
immune and pharmalogical modulatory bio-activities.

Keywords: anti-inflammation, herbal medicine, transgenic technology, cytokines
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