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[ Abstract | To summarize the research progress of anti-myocardial ischemia/reperfusion injury and gene
expression of traditional Chinese medicine. Analyze and review the recently article based on anti-myocardial
ischemia/reperfusion injury and gene expression of traditional Chinese medicine. traditional Chinese medicine could
upregulate or downregulate the genes expression, like Bel-2, Fas, Caspase, c-fos, nuclear factor-x binding ( NF-
kB), heat shoch brotein 70 ( HSP70) which related the apoptosis of myocardial cell and play the role of anti-
myocardial ischemia. traditional Chinese medicine play the role of anti-myocardial ischemia through regulating the
expression of many genes.
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[ Abstract ]

Radix Scutellaria fried with wine.

Objective; To study the processing research history situation and modern application of the

Method: The review has mainly contained the evolution of the processing
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