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IPA® predicts apabetalone inhibition of TNFo. and pro-atherogenic
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TNFo target genes were preferentially up regulated in T2DM+CVD
(p<0.001; z-score = 2.270) vs euglycemic pts suggesting an
inflammatory state that was attenuated by Apa (p<0.001; z-score = -
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**Apabetalone treated patients (n=25) vs. all placebo treated patients (n=30) both CVD and T2DM+CVD.
*Apabetalone treated T2DM+CVD patients (n=7) vs. placebo treated T2DM+CVD patients (n=5).
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