KRR AL A M it

i

FE, TEE
( PEANAFEMEFSIRRESFFE , /17 Fm 210009 )

[ HE ] BRHEOIR (DCM ) 2ERE
IR IS IR
TTESYIRFRHRERTER | LERAIGRIEMSE,

[ 2529 | BBERAOIR ; Jar A ; 152y ; %

[ i[5y 255 1 R587.2 ; R542.2 [ XERER 1A

REEFREZ— BRI TBMEEOIER
 REHBEAIHRE OHRIBIFET. B, DCM BGETHMEZXTE |, BMFELTITHE 2 AN J5EX DCM 858

. TEIRENRKREE I OB, (OIEIRRRE R Bt B

[ 3L E%45%S 11001-5094 ( 2018 ) 11-0860-08

esearch Progress in Therapeutic Drugs for
Diabetic Cardiomyopathy

WANG Hui, DING Xuansheng

(School of Basic Medicine and Clinical Pharmacy, China Pharmaceutical University, Nanjing 210009, China)

[Abstract] Diabetic cardiomyopathy (DCM) is one of the major complications of diabetes. It is a unique set of heart-specific pathological

variables in diabetic patients, independent of hypertensive heart disease, coronary atherosclerotic heart disease, valvular heart disease and other

heart diseases. The final progress of DCM can lead to heart failure and death. Therefore, the treatment of DCM has attracted increased attention.

The research progress in therapeutic drugs for DCM was reviewed from the aspects of western medicine and traditional Chinese medicine, so as

to provide reference for clinical treatment.
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Table 1 Improvement of diabetic cardiomyopathy by commonly-known flavonoids and their mechanisms of action
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