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Angiopoietin-like protein 3: a novel target of lipid-lowering therapy in ASCVD

LI Yong

XIE Kun

(Department of Cardiology, Huashan Hospital Affiliated to Fudan University, Shanghai,

200040, China)

Corresponding author: LI Yong, E-mail: liyong606@126. com

Summary Angiopoietin-like protein (ANGPTL3) is a new research hotspot in the field of lipid regulation af-

ter PCSKY inhibitors. In several related clinical trials, it has demonstrated the outstanding efficacy. There are va-

rious treatments for this emerging target. In addition to monoclonal antibodies, they also include antisense oligo-

nucleotides, RNAI, and gene editing therapies. The future of ANGPTL3 is worthy of attention.
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Figure 1 ANGPTL3 monoclonal antibody reduces LDL-C levels in patients with homozygous familial hypercholesterolemia
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A. Actual Cohort 1

-e- Actual Cohort 1 placebo IV Q4W
#- Actual Cohort 1 evinacumab IV 15 mg/kg Q4W

B. Actual Cohort 2

Actual Cohort 2 placebo IV Q4W
Actual Cohort 2 evinacumab IV 15 mg/kg Q4W

C. Actual Cohort 3

& Actual Cohort 3 placebo IV Q4W
_ = Actual Cohort 3 evinacumab IV 15 mg/kg Q4W
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IV, intravenous; Q4W, every 4 weeks; TG, triglyceride
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Figure 2 ANGPTL3 monoclonal antibody reduced TG in the three groups
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Figure 3 ANGPTL3 antisense oligonucleotides reduce TG levels and ANGPTL3 levels
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