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SGLT-2 Inhibitors in Cardiovascular Diseases
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[ Abstract ] At present, the prevalence of diabetes mellitus is the highest in the world, and diabetes mellitus is often accompanied by
cardiovascular diseases. However, traditional glucose-lowering drugs have no cardiovascular benefits except metformin and may even increase
the risk of cardiovascular disease. Recently, a new type of glucose-lowering drug, sodium-glucose cotransporter 2 inhibitors ( SGLT-2
inhibitors) , has been widely concerned and studied. SGLT-2 inhibitors promote the excretion of glucose by specifically inhibiting the
reabsorption of glucose by the kidneys so that they could treat type 2 diabetes. Meanwhile, studies find that SGLT-2 inhibitors also have
significant effects for reducing adverse cardiovascular morbidity, mortality and the hospitalization of heart failure. Therefore, this paper will
review the research progress of SGLT-2 inhibitors on cardiovascular diseases.
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Sacubitril-valsartan for Heart Failure with Reduced Ejection Fraction

ZHU Yongxiang, LI Feng, ZHANG Yaoting, LU Lijie, LONG Mingzhi
( Department of Cardiology, The Second Affiliated Hospital of Nanjing Medical University, Nanjing 210011, Jiangsu,
China)

[ Abstract ] Heart failure with reduced ejection fraction ( HFrEF) accounts for about 50% of heart failure patients. Although several

breakthroughs got on the treatment of HFrEF, the 5-year survival rate of these patients is still less than 50%. Sacubitril-valsartan ( LCZ696)

is a dual inhibitor of angiotensin receptor and neprilysin. PARADIGM-HF and other researches confirmed that LCZ696 can further reduce the

incidence of cardiovascular death and heart failure hospitalization than enalapril, as well as lower adverse events. In patients combined with
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