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ENtrigue RESULTS

Baseline Characteristics PGZ Treated Subjects Reach Initial Treatment Goal No Significant Changes in LDL Cholesterol
Represents a population at high risk for cardiovascular disease
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Low incidence of treatment-related AEs in > 7.5% of pooled PGZ group

risk of acute pancreatitis and cardiovascular disease.
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Full analysis set, n=82 (patients with at least 1 post-baseline TG assessment).
MRI analysis set n=23 (patients with baseline and end of treatment MRIs).

QW: Every week; Q2W: Every 2 weeks.




