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proliferators—activated receptor—+y coactivator-al, PGC—
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<0.01) , P& fik MDA & &t (P<0.05, P<0.01) , 5 771 & 1L 5
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AU EGE DC OB R . AR LI 2
A RO o3 BRI SRR AL S W 2 R TTA R R S -
AT C UL BB Y NF—wB 38 B 380 | ] Bsp s ] AR
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Research Progress of Effective Components of Chinese Medicine in the Treatment of Diabetic Cardiomyopathy*
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Abstract: Diabetic cardiomyopathy is an important complication of diabetes. Its pathogenesis is complex, and has
special pathological changes, therefore clinical treatment is difficult. In recent years, the effective component of Chinese
medicine has made great progress in the treatment of diabetes and the laboratory research of its myocardial
complications, especially the treatment mechanism. In order to improve the clinicians’ understanding of the effective
component of Chinese medicine in diabetic cardiomyopathy treatment, this paper reviewed the recent progress in the
treatment of diabetic cardiomyopathy by effective components of traditional Chinese medicine, and hoped to provide
references for the diagnosis and treatment of traditional Chinese medicine and the direction of further research for
diabetic cardiomyopathy.
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