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Abstract
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MGAO12 and replicas of nivolumab and pembrolizumab were evaluated in PD-1 reporter models obtained from C cD8"* Cells cD8" Cells cD8* Cells
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PD-1/PD-L1 Blockade Biosassay to release NF-AT blockade (B) and their ability to enhance IFN-y secretion in T cells n— B LD s o7
y following antigen-driven restimulation of PBMCs with SEB (C). . 1065 . 1063 . 1063
Reinvigorated Z.200. ’105% = 200 \I\N\ ’105% S0 \N\\ ’105%
8 N B 3
T 5 = 100 V4 VAN ——— 10' S % 100 | s e eeton | 1S % 100 l\_jkvﬁ—‘\_“w 10 5
' Q o C;o Immune ACtlvatlon 1 the Tumor Mlcroen\,lronment 51 '#s %2'9 43 57 71 85 9'9102E 0-1'3._1 1'15 T2'9 43 57 71 85 9'91023 °1 1'T T1'5 20 43 57 71 85 9'9102‘3':
. . . . y Tt ays Tt ays t1 ays
y 4 y MGAO012 induces immune changes consistent with other PD-1 mAb's > > >
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‘ 8 g — MGA012 — Nivolumab —— Pembrolizumab dose (B). (C) Percent occupied PD-1 receptor on CD8 cells (black line) and serum MGAO12 (red line) were determined
lockad N 0.4 by flow cytometry and ELISA, respectively. PD-1 was expressed by ~10% of circulating T cells with no evidence of
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*Replicas of nivolumab and pembrolizumab were generated by MacroGenics based on published sequences. and cytokines were measured and normalized as a log ratio against untreated or isotype controls (DiscoverX). (See Poster 249, 1 O Nov 1 7)
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