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ABSTRACT Therapeutic angiogenesis comes into sight as a new strategy for coronary atheroscle-
rotic heart disease (CAHD). The therapeutic method of activating blood circulation to remove stasis has
shown confirmative effect upon both fundamental researches and clinical trials of CAHD. Thus, the new
proposition may provide a better treatment plan for CAHD to study on therapeutic angiogenesis with the
therapeutic method of activating blood circulation to remove stasis. The author reviewed relevant theories
and the latest researches, on the basis of combining diseases identification and syndrome typing, dis-
cussed the state quo and achievement of therapeutic angiogenesis in CAHD by Chinese herbal medicines
(CHM) of activating blood circulation to remove stasis from fundamental and clinical researches and ac-
tion mechanisms from standpoints of Chinese herbal compounds, single Chinese herb, effective herbal
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chemical composition, thus providing references for future researches.
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