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Research Progress in Chronic Heart Failure-induced Sarcopenia

ZHANG Pei, LIU Jian
( Department of Cardiology,The First Affiliated Hospital of Chongqging Medical University, Chongqing 400016, China)

[ Abstract ] Sarcopenia is a common complication of chronic heart failure and one of the most important risk factors influencing progno-
sis of chronic heart failure patients. Research studies in recent years indicate that angiotensin Il , pro-inflammatory cytokines, myostatin, in-
sulin-like growth factor-1, follistatin and testosterone play roles in the pathogenesis of sarcopenia induced by chronic heart failure. Moreover,
physical exercise, angiotensin converting enzyme inhibitor and essential amino acid have therapeutic effects in the treatment of chronic heart
failure-induced sarcopenia. The research progress of these fields was reviewed in this paper.
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Effects of n-3 Polyunsaturated Fatty Acids on Cardiovascular Disease

SHI Jing, MA Yitong
( Department of Cardiology , The First Affiliated Hospital of Xinjiang Medical University , Urumgi 830054 , Xinjiang , China )

[ Abstract ] In recent years,many studies have found that n-3 polyunsaturated fatty acids can produce very good effect to control and a-

void heart system disease, and related chronic disease risk. But even now,most clinicians consider n-3 polyunsaturated fatty acids as health-

care products. Previous research results and recent research progress of relationship between n-3 polyunsaturated fatty acids and cardiovascu-

lar disease are introduced in this paper. Evidence suggests that n-3 polyunsaturated fatty acids plays an important role in some chronic disea-

ses such as coronary heart disease, high blood pressure, diabetes and other diseases. Consuming n-3 polyunsaturated fatty acids can be a
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