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Summary The efficacy of sodium glucose cotransporter 2(SGLT2) inhibitors in the treatment of heart failure
have been demonstrated in cardiovascular outcome trials, but its mechanism is not clear. Cardiomyocytes in
healthy human only express SGLLT1, and SGLT2 is localized in renal proximal convoluted tubules and epicardial
adipose tissue(EAT), which is highly expressed in disease state. EAT accumulation occurs in patients with dias-
tolic heart failure. EAT highly expresses SGLT2 and secretes adipocytokines, which mediates myocardial fibrosis
and myocardial hypertrophy; High expression of SGLT1 in cardiomyocytes mediates intracellular Na™ overload.
Based on the distribution of SGLT2/1 in heart and kidney. we speculate that the potential mechanism of SGLT2

inhibitor in the treatment of heart failure mainly involves cardiac hemodynamics and cardiac metabolic remodeling.

EAT-SGLT2 may be an important target for the prevention and treatment of cardiac metabolic remodeling.

Key words heart failure; sodium glucose cotransporter 2 inhibitor; epicardial adipose tissue; sodium glucose

cotransporter 2/1; cardiac metabolic remodeling
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Figure 1 The potential mechanisms of SGLT2 inhibitors in heart failure
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Research progress of left atrial appendage electrical isolation in the

treatment of persistent atrial fibrillation
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Summary Pulmonary vein isolation(PVD) is the cornerstone of catheter ablation of atrial fibrillation CAF),
which has a good effect on paroxysmal AF. But it is less effective in patients with persistent AF. Adjuvant abla-
tion strategies other than PVI can improve the surgical success rate of persistent AF. The left atrial appendage is
not only a common source of intracardiac thrombosis. but also a factor in the occurrence or maintenance of atrial
tachyarrhythmias. Therefore, left atrial appendage electrical isolation has become one of the ablation strategies for

persistent AF. Studies have shown that it may help to improve the surgical success rate of persistent AF. This pa-

2022,38

per reviews the research progress of left atrial appendage electrical isolation.
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