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[ Abstract]  Chronic obstructive pulmonary disease (COPD) is a common chronic airway disease with high morbidity
and mortality, which brings great burden to patients and their families. Studies have shown that digestive symptoms are a common
extrapulmonary systemic manifestation of COPD patients, and with the severity of COPD, the digestive symptoms worsened.
Western medicine currently believes that COPD is related to gastroesophageal reflux disease (GERD) , peptic ulcer (PU) ,
gastrointestinal dysfunction, and non—alcoholic fatty liver disease (NAFLD) . Traditional Chinese medicine believes that the spleen
and lung are interdependent, mother—organ disorder can involve its child—organ, child—organ disorder can involve its mother—
organ; the lung and liver have a mutually restrictive relationship, that is over—restriction and reverse restriction, and lung disease
can affect the liver, while liver disease can affect the lung; the lung and the large intestine are interior—exteriorly related, the
impaired lung Qi and the conduction of the large intestine interact with each other. In recent years, more and more studies have
been conducted on the relationship between COPD and digestive system diseases, while understanding the interactions between
diseases can lead to better treatment. This paper summarized the research progress of traditional Chinese and western medicine
on the relationship between COPD and digestive system diseases and its mechanism, in order to provide theoretical basis for the
prevention and treatment of COPD complicated with digestive system diseases in the future.
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