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Retrospect and prospect of blood lipid management and ASCVD
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Summary In the updated blood lipid guidelines, the risk stratification of primary prevention introduces en-
hanced risk factors, the risk of atherosclerotic cardiovascular disease (ASCVD) in secondary prevention is further
stratified, and the target value of low-density lipoprotein cholesterol (LDL-C) decreases further. Combined lipid-

lowering has become a trend. The types of medications, methods of administration and therapeutic targets have
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been newly presented.
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Summary Atrial fibrillation (AF) is one of the most serious cardiovascular diseases,and catheter ablation is
the main treatment method for patients with AF. However,recurrence after ablation is a problem that cannot be ig-
nored, because left atrial(LA) structure is complex. LA size.fibrosis, the shape,low voltage.size of left atrial ap-
pendage(ILAA) , pulmonary veins size and anatomic variation.ridge between pulmonary vein,LAA ridge and so on
are closely related to the development of AF. This review is to illuminate the left atrial structure related indicators

affect recurrence after AF ablation for clinical reference.
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