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ABI = ankle-brachial index, ACS = Acute coronary syndrome, ASCVD = atherosclerotic cardiovascular disease, eGFR = estimated
glomerular filtration rate, HF = heart failure, LDL-C = low-density lipoprotein cholesterol, Ml = myocardial infarction, PAD = pe-
ripheral artery disease
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ACS = acute coronary syndrome, ASCVD = atherosclerotic cardiovascular disease, CKD = chronic kidney disease, CT = computed
tomography, eGFR = estimated glomerular filtration rate, LDL-C = low-density lipoprotein cholesterol, MI = myocardial infarction,
PAD = peripheral artery disease, TIA = transient ischemic attack
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LDL-C = low-density lipoprotein cholesterol
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Rosuvastatin o, bCox X B N4 em-bo
Pitavastatin UGTeAam, N4 e X ol
UGToBe
g1inunlusiuiinundilaldenlungy Statins®>”
®. Cholesterol absorption inhibitors (Ezetimibe)
190N NTTUNIUNIINATUABIAAADTOAIINNIUAUD IS U3haNsvesaldand1u
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LDL-C IdfegnaiitfoddnvmeaddlowSouiisuiunguiildfuen Statins tiesegfen (szdu LDL-C
anasnASLLINRaUlFsULT Plo%: P<o.00) WAYAN post hoc analysis 994115ANWIAINGIT WU
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protein B 11nNIM3U go me/dL HUwazgnaulnlasu alirocumab viseevaenluguiuudain
Tatmds uazldsumsiammduszes nan o.g U nansdnwinuin gUaeiléu alirocumab i compo-
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