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Exploring the Pathogenesis of Chronic Obstructive Pulmonary Disease Complicated with
Sarcopenia Based on the Theory of "Pi Governing Muscles" WANG Pei-yi', ZHANG Shi-xiao',
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ABSTRACT Chronic obstructive pulmonary disease ( COPD ) is a chronic respiratory disease with many
extra-respiratory complications. As a common complication of COPD, sarcopenia is a systemic disease with
clinical manifestations such as decreased muscle strength, decreased physical endurance, and muscle atrophy.
It is an independent risk factor for poor prognosis of COPD. COPD complicated sarcopenia is very similar to the
atrophy syndrome in Chinese medicine, and is closely related to the asthenic disease in organs such as the
Fei, Pi, Shen, Xin, etc. Based on the theory of "Pi governing muscles" in Chinese medicine and reference to
Chinese medicine literature and related modern medical research, the author discusses the pathogenesis of
COPD complicated sarcopenia by discussing the research progress of Chinese and Western medicine in COPD
complicated sarcopenia.
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