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(Abstract] Diabetic kidney disease (DKD) represents the most severe micro-vascular complication of diabetes and stands as the
primary cause of end-stage renal disease, posing a great threat to human health. Ferroptosis, a novel and distinctive form of cell
death, is characterized by the accumulation of lipid peroxides driven by ferrous ions, which disrupts cellular structures and induces
cell death. It has now emerged as a potential target for TCM intervention in DKD. The theory of "qi deficiency leading to
pathogenic accumulation" refers to a pathological process in which Yuan-primordial qi deficiency leads to dysfunction in the
movement of qi, blood, and body fluids, resulting in the accumulation of pathogenic factors such as qi stagnation, blood stasis,
phlegm formation, and water retention. It is highly consistent with the core pathogenesis of DKD, which is characterized by a
combination of deficiency (the root) and excess (the manifestations). DKD is fundamentally characterized by qi deficiency (i.e., qi
deficiency of the spleen and kidney, and dual deficiency of qi and yin) as its root cause, with "pathogenic excess" (ie., blood stasis
and phlegm turbidity) as its manifestation. This interplay between deficiency and excess is mutually causative, leading to a vicious
cycle. The pathological characteristics of "qi deficiency leading to pathogenic accumulation" in DKD share similarities with the
microscopic process of ferroptosis in renal intrinsic cells. Therefore, this paper aims to explore the TCM connotations of the

pathogenesis of ferroptosis in DKD from the perspective of "qi deficiency leading to pathogenic accumulation," providing novel in-

(¥r%5 H#3)2025-06-13
(BEE&TR JERK HRPAR A R H (81373609) 5 K4 o MG R TAEZ @8I H (jmzy2404)
GEEMEE AR, 2o, Wt FATBEIF, A58 2E 50, E-mail : liny7154@163.com,



2025 455 45 %

IR H S 25 K222 3] hitp:/fhnzyydxxb.hnucm.edu.cn 1911

sights and approaches for TCM intervention in DKD.

(Keywords] qi deficiency leading to pathogenic accumulation; ferroptosis; diabetic kidney disease; mitochondrial metabolism;

oxidative stress
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Fig.1 Schematic illustration of the relationship
between the "qi deficiency leading to pathogenic
accumulation" pathogenesis and ferroptosis in DKD

across disease stages
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