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[ Abstract ] The incidence of atrial fibrillation is increasing year by year, which obviously affects the quality of life of patients.
Currently, there are still many defects in the mainstream treatment. Therefore, new therapeutic targets are urgently needed to be broken
through. In recent years, it has been found that inflammatory responses are widespread in the pathophysiological process of atrial fibrillation,

and interleukin-6 and tumor necrosis factor-a play an important role in the development of atrial fibrillation. Recent advances in interleukin-

6 and tumor necrosis factor-o in atrial fibrillation will reviewed in this article .
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Pathogenesis of Diabetic Cardiomyopathy
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[ Abstract ] Diabetic cardiomyopathy is one of the serious cardiovascular complications of diabetes mellitus , which seriously affects the
life quality of diabetic patients. Its pathogenesis is complicated. Myocardial metabolic disorder, oxidative stress,inflammatory reaction and so
on are independently related to the development of cardiac dysfunction and heart failure in diabetic patients. In recent years,the research and
understanding of diabetic cardiomyopathy have been deepening. This article mainly reviews the pathogenesis of diabetic cardiomyopathy.
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WE DRI e — PR A e , 1 — 20 % R I 5 i 4%
208 P I e, ™ R N A B . W PR e R Y
TR ML AT, 5 50% ~80% ' o BRI L
LK ( diabetic cardiomyopathy , DCM ) & — Fh 4t 57 F 7
ARBIIKEZE I | o 1L Hs O 55 B e RS 1 LA A G e 5 A

Lo DT RERRERT A 5 AE B B L L I A2, FLlfe PR3
B G100 BT 5K D BE A2 A6, W3 Wi 4 D) RESZ 4, Bt
LR T . DCM (R R AL S 2%, it R 58 4
W7, BRI AR ML 2E A7 2734 , 3t — A5 sk X%
IMINAYSS7 Ry

HLTE [ [4 ARRHEH 4 (81873534 ,81570400,81600633 ) 5 114545 1 AR FB}22#L 4 (ZR2017BH023)

EIRAEE 41, E-mail : zhongmingzm@ gmail. com



