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[ Abstract] Combined with the theories of collateral disease, abdominal mass and the theory of ac-
cumulating and dissipating in Chinese medicine, we consider that micro-zhengjia in feiluo is the basic path-
ogenesis in COPD, and the hypothesis has coherence with airway remodeling in Western medicine. On the
basis of four diagnostic methods of TCM, we combine the theory of modern molecular biology with COPD
syndrome differentiation to reveal the connotation of micro-zhengjia in feiluo. It not only provides the

reference basis of syndrome differentiation and individual treatment of COPD, but also lays a foundation of

study of mechanism of medicine.
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