2024 4F 10 A% 44 55 10 4] WM E P E S k¥ ¥R

Oct. 2024 Vol. 44 No. 10 Journal of Hunan University of Chinese Medicine 1879

B ERIT .
AU WARHT, VAL S PR RE SR O LR LIS 5 R AR IS A0[0). W9 PP IS 2541, 2024, 44(10): 1879—
1885.

NS B NIRRT O A LR 2 5 e B A

IR HT 1 X FE e 2
LIgIrE PR 2 R — B R B, TR U0 410007 ;2. B4 P B0 i A7 I PR IS 22 58 Hhut vt RS K90 410007

($8Z) 4R 0 LR (diabetic cardiomyopathy, DCM)TE 4 4 R f B G & P EH RIEZ — , AR R &R A EFR L E
CREREERMEFAMOANE DCM HR Y X HER XS FEA LD K" ERFEIME, D KEH KT F A0 RREL R AT
KEG D KAAH Wz ST R T DCM 8y 3 AR B B RAZ BB HOK AT 5 D K, R 2 3189 KO R 5 BT K, 3238 3
D KRG AL R, AU TR AP K ik, 04 DCM &8 B R & b, 18 91 2 b B AE R AR 8 PR R o 2 0 LR 6
ER U T DCM Fom e 4 FE &l Rt R, il ARG 7 IR BB

(RBIF) HRBOMNFE; LD KBRS, P EIEFEAR; REH,; RREH, 7B

(FESZESIR2554 (THERFRFEFD)A (XEHS )doi:10.3969/).issn.1674-070X.2024.10.022

Pathogenesis evolution and energy metabolism characteristics of diabetic
cardiomyopathy from the theory of ''qi is generated by moderate fire'
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(Abstract] Diabetic cardiomyopathy (DCM), as one of the severe cardiovascular complications in diabetic patients, exhibits
high incidence and mortality rates. Disturbed cardiac energy metabolism is considered a key factor in the pathogenesis of DCM,
closely related to the theory of "qi is generated by moderate fire" in Chinese medicine. The waxing and waning of moderate fire
permeates the entire course of the disease, and the dynamic interplay between hyperactive fire and moderate fire within the body
constitutes the three stages of DCM, namely, the compensatory stage with the gradual rise of hyperactive fire and depletion of
moderate fire, the decompensatory stage with exuberant hyperactive fire and the formation of phlegm and blood stasis, and the
failure stage with declining moderate fire and dissipation of vital functions. Based on the theory of "gi is generated by moderate
fire", this paper analyzes the changes in energy metabolism in DCM, elucidates its TCM pattern characteristics, and explores the
interruption of the disease chain of DCM by correcting abnormal myocardial energy metabolism, aiming to delay its clinical
progression, and provide insights for clinical treatment.
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