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[Abstract] The basic pathological change of diabetic macroangiopathy is atherosclerosis (AS), which is
mainly associated with vascular endothelial cells (VECs) injury, oxidative stress, glucose and lipid metabolism
disorders, hemorheological abnormalities, and endoplasmic reticulum stress. The injury and dysfunction of
VECs are the initiating factors of diabetic macroangiopathy. Autophagy is a subcellular self-protection
mechanism that regulates basic intracellular metabolism through lysosome-mediated degradation of proteins and
damaged organelles to maintain homeostasis. Insufficient autophagy of VECs leads to enhanced inflammation,

apoptosis, and oxidative stress of VECs, which promotes AS. According to the theory of traditional Chinese
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medicine (TCM) ,

invasion, with Qi deficiency and stagnation as the key pathogenesis. Qi deficiency is the root cause, and Qi

diabetic macroangiopathy corresponds to the syndrome of internal deficiency and pathogen

stagnation is the manifestation. The disease occurs with the initial cause of nutrient-defense disharmony and
instability of vessels, the main cause of the deficiency of kidney Qi and the lack of source for generation and
transformation, the internal cause of Qi and blood loss in the viscera and the stagnation of Qi, blood, and fluid,
and the superficial cause of the stagnation of pathological products and the damage of vessels. Autophagy is a
microscopic manifestation of Qi, which has the function of dispelling pathogens and maintaining homeostasis.
Insufficient autophagy of VECs leads to Qi deficiency and stagnation, and the gradual deficiency and heavy
stagnation of Qi lead to insufficient autophagy, which form a vicious cycle. Modern research has demonstrated
that regulating the autophagy of VECs is the main way to prevent and treat AS, and TCM can exert the
therapeutic effect in a multi-target and multi-pathway manner. Therefore, based on the theory of Qi deficiency
and stagnation, the method of tonifying deficiency of and removing stagnation can be adopted to select

prescriptions for regulating the autophagy of VECs and treating AS, which can slow down the procession of

diabetic macroangiopathy.
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Fig. 1 Relationship between " deficiency of Qi and stagnation "

and autophagy of VECs in diabetic macroangiopathy
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