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Role of hypoxia-inducible factor in gastroesophageal diseases and traditional
Chinese medicine intervention strategies
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Abstract: The prevalence of gastroesophageal diseases remains high at present, and their pathological mechanisms are complex and
regulated by multiple factors, among which the hypoxic microenvironment plays a key role. Hypoxia-inducible factor (HIF), as a core
regulatory molecule in the hypoxic microenvironment, can influence key pathological processes such as the function of the
gastroesophageal mucosal barrier, the progression of inflammatory responses, the balance of cell proliferation and apoptosis, the
remodeling of energy metabolism, and the immune response of the body from multiple dimensions through its own expression
regulation and the coordinated transduction with upstream and downstream signaling pathway molecules, thereby regulating the
occurrence and progression of various gastroesophageal diseases such as gastroesophageal reflux disease, esophageal cancer, and
chronic atrophic gastritis. Traditional Chinese medicine has the unique advantage of multi-component and multi-target synergistic
action. While targeting the regulation of HIF expression, it can simultaneously and coordinately intervene in other related signaling
molecules, demonstrating significant potential in the treatment of gastroesophageal diseases. Based on the latest research progress in
recent years, this paper systematically expounds the mechanism of HIF in gastroesophageal diseases and the targeted intervention
strategies of traditional Chinese medicine, providing new ideas and directions for the clinical treatment and research of such diseases.
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Fig. 1 Mechanism of HIF in gastroesophageal diseases
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Table 1 Regulatory mechanisms of traditional Chinese medicine intervention in HIF treatment for gastroesophageal diseases
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