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Correlation between dual deficiency of qi and yin and ferroptosis in the
pathogenesis of diabetic retinopathy
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[Abstract] Diabetic retinopathy (DR) is a common microvascular complication of diabetes and one of the leading causes
of blindness in diabetic patients. Modern research indicates that ferroptosis is closely associated with the pathogenesis of DR,
with its core mechanisms involving iron metabolism disorder, lipid peroxidation, and antioxidant system imbalance. In Chinese
medicine (CM), dual deficiency of qi and yin is recognized as the core pathogenesis of wasting and thirst disorder and its
complication of eye disorders. Prolonged wasting and thirst disorder comsumes qi and damages yin. Qi deficiency results in
insufficient propelling power, while yin deficiency causes a failure in nourishing and moistening functions. Consequently, the
normal circulation and distribution of qi, blood, and body fluids become disrupted, which is referred to as qi—blood —fluid
dysregulation, constituting a critical pathological process in the occurence and progression of DR. The theory of "qgi—blood-
fluid dysregulation" exhibits substantial material and pathological overlap with ferroptosis mechanisms. Grounded in the core
pathogenesis of dual deficiency of qi and yin, the paper explores its role in triggering qi—blood—fluid dysregulation and uses
this relationship as a bridge to elucidate the mechanism of action of ferroptosis in DR. It also reveals the intrinsic connection
among dual deficiency of qi and yin, qi —blood —fluid dysregulation, and ferroptosis, summarizes key factors involved in

regulating ferroptosis in DR, and identifies active ingredients of Chinese medicines and CM formulas targeting ferroptosis,
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aiming to provide a theoretical framework for CM-based prevention and treatment of DR.

(Keywords] diabetic retinopathy; dual deficiency of qi and yin; gi—blood—fluid dysregulation; ferroptosis pathogenesis
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