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INTRODUCTION

Dyslipidemia is a major risk factor for cardiovascular disease (CVD), and residual risk of CVD

RESULTS

Summary of interim safety data
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* No known adverse phenotype associated with genetic deficiency in ANGPTL3
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» Two AEs of ALT elevation were reported. One case was asymptomatic
(baseline 34 U/L, peak 91 U/L). The other (baseline 30 U/L, peak 238 U/L
Day 29, 68 U/L Day 43 and 34 U/L at Day 113/EOS) was transient and
associated with gastroenteritis. Neither associated with clinically

ARO-ANGS3 substantially reduces ANGPTL3, TG, LDL-C and non-HDL-C in HeFH and non-FH patients
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