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ABSTRACT Objective
vessels" in Huangdi Neijing, is a systematic system by integrating severe vascular diseases. In this arti-

"Vessels Collateral Theory", as the inherit and development of " blood

cle, by taking cardiovascular diseases (CVD) as a cut-in point, roles of "minute collateral-microvascu-
lar" lesions in the occurrence and development of CVD were further explored. The interventional effect of
collateral-unblocking medicines under the guidance of Vessels Collateral Theory was also in-depth ex-
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plored, hoping to leading Chinese medical prevention and treatment of CVD.
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