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Abstract By analyzing relevant literature and starting from the "gut-islet" axis theory, this paper explores
the potential mechanism of action of the spleen-strengthening and Qi-replenishing method of traditional Chinese
medicine in treating diabetic gastroparesis (DGP) of the spleen and stomach deficiency pattern. The study suggests
that DGP is fundamentally characterized by spleen deficiency, with the pathogenesis rooted in the spleen and
stomach. Its onset and progression are closely associated with dysregulation of gastrointestinal hormones, such as
ghrelin, cholecystokinin (CCK), peptide YY (PYY), glucose-dependent insulinotropic polypeptide (GIP), and
glucagon-like peptide-1 (GLP-1), which aligns with the core pathological mechanism of gastric emptying
regulation via the "gut-islet" axis. The therapy of invigorating spleen and benefiting (i may modulate gastric
emptying rhythm and improve gastrointestinal motility disorders by downregulating ghrelin expression and
upregulating the levels of CCK, PYY, GIP, and GLP-1. Based on the hormone regulatory network of the "gut-islet"
axis, the mechanism of the therapy of invigorating spleen and benefiting (i in treating DGP of the spleen and
stomach deficiency pattern can be elucidated from the perspective of the "gastrointestinal hormone-gastric
emptying" correlation. This provides a new research direction and biological theoretical basis for the clinical
treatment of DGP from the spleen.
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