Apabetalone Reduces Levels of Key Markers Involved in Vascular Calcification
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CONCLUSIONS

BET inhibition by apabetalone decreases expression and circulating levels of markers known to contribute to vascular calcification. Epidemiology data link vascular calcification to risk of Congestive Heart Disease
and CVD morbidity/mortality, especially in CKD patients. The potential of apabetalone to prevent CVD in post-ACS with diabetes is being explored in the phase Il BETonMACE outcomes trial. Approximately 10-
15% of patients in BETonMACE will have CKD as defined by an eGFR of 30-60 mL/min/1.73m?. In addition, a PK study in severe renally impaired patients (eGFR < 30 mL/min/1.73m? not on dialysis) was
completed in anticipation of future studies in the ESRD-CKD-dialysis populations.
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