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Array Analysis of Chinese Diaphoretics
on Raw264.7 Cells
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ABSTRACT

Being capable of promoting perspiration, dispelling fever and chills, Chinese
diaphoretics are commonly used for relieving the exterior symptoms caused by
pathogenic infection or environmental factors. To investigate the underlying
molecular mechanism, the impact of Chinese diaphoretics on inflammatory related
gene expression in lipopolysaccharide (LPS) - activated mouse Raw264.7
macrophage cells was examined by array analysis. From the mouse inflammatory
cytokines and receptors gene array analysis, our results showed gene expressions of
TNF-a, macrophage inflammatory protein la (MIP-1a), 1b (MIP-1b), mus
musculus C10-like chemokine, and mus musculus migration inhibitory factor (Mif;
10 Kd protein) were inhibited by MP. Similar impact on those gene expressions
was detected on LPS-activated cells upon Notopterygii Rhizoma, Chrysanthemi
flos, or Trichosanthis radix treatment. A totally different gene expression profile
was observed in cells treated with LPS plus Coptis rhizome, or with cinnamon bark.
Using the transcription factors protein-DNA arrays, coptis rhizoma, bupleuri radix,
anemarrhenae rhizoma, gentianae radix,and chrysanthemi flos were found to
activate the transcription factors GR and AP-2 which were also activated by
methylprednisolon. ~ While, notopterygii  rhizom, schizonepetae  herba,
moutanradicis cortex, forsythiae fructus, lycii radicis cortex, angelicaedahuricae
radix, cinnamomi ramulus, ephedrae herba, artemisiac apiaceae herba, inulberry
leaf, and trichosanthis radix were capable of activating the transcription factor
Oct-1 DNA binding activity.

Keywords : Chinese diaphoretics, gene array, transcription factor array
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