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Figure 1. Low-Density Lipoprotein (LDL) Cholesterol Levels over Time.
Sabatine MS, et al. NEJM. 2017.
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05 07 15 1
Testtor overal efect 2= 6.3 (P < 0.00001) PCSKS inhibitor betier Control befter
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Turgeon RD, et al. Can J Cardiol. 2018.
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Figure 2. Meta-analysis of New-Onset Diabetes and First Major Cardiovascular Events in 5 Large Trials Comparing Intensive-Dose to
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