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[Abstract] The theory of traditional Chinese medicine (TCM) suggests "all blood vessels meet in the lung".
According to this theory, pulmonary vessel is both start and end point of all vessels. The pulmonary vascular abnormalities
caused by "all vessels converging in lung" malfunction are important pathological changes in the occurrence and
development of chronic obstructive pulmonary disease (COPD), including pulmonary vascular inflammation, pulmonary
vascular endothelial dysfunction and pulmonary vascular remodeling. Based on the theory of "all blood vessels meet in

the lung", this paper reviews the significance of pulmonary vascular dysfunction in COPD, and explores the therapeutic

effect of TCM on it, which provides a new therapeutic method for COPD.
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