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BACKGROUND INITIAL RESULTS
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— Direct growth inhibition/killing of CD40-expressing tumor cells | Age, years 64.5(44-81)  60.5 (53-83) 8< e gg 2 g A — 009mgkgCDX-1140 (n=3)
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systemic CD40 activation Prior checkpoint inhibitor 7 (54%) 1 (25%) on Plasmacytoid DC on Myeloid DC on NK Cells on T Cells
e CDX-301 (rFLT3L): DC growth factor3 4 Prior chemotherapy 12 (92%) 4 (100%) o Q@ 3 o 1 3 o'
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CD141+ DCs, tumor antigen uptake and cross presentation e 1 DLT (CDX-1140 monotherapy, 0.18 mg/kg): grade 3 2§% o ggg o é g% . E"g .
to CD8+ T cells® o _ pneumonitis and hypoxia. Patient subsequently died 2925 IS5 T2 78
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Study Design ¢ No other treatment related SAEs or treatment related )
e Phase 1 dose-escalation and cohort expansion study deaths N Dose-Dependent Induction of Pro-Inflammatory
evaluating safety, PK, PD, and preliminary clinical activity of ¢ All additional treatment-related toxicity grade 1-2: Cytokines and Chemokines
CDX-1140 as monotherapy and in combination with CDX-301 nausea, fatigue, anorexia, arthralgia, myalgia, fever, —— 0.01 mg/kg CDX-1140 (n=1) = 0.09 mg/kg CDX-1140 (n=3) Levels ar?alyzed by Lumin:.ex.or ELISA .(TI\.IF-aIpha only)
e Patients with advanced solid tumors who have exhausted chills, generanzed muscle weakness, hot flash, —— 0.03 mg/kg CDX-1140 (n=1) — 0.18 mg/kg CDX-1140 (n=4) Dashed line: assay lower limit of quantitation
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CDX-1140 monotherapy Liver Function Tests or Platelets s ened :
e Dose escalation from 0.01 to 3.0 mg/kg IV gq4w = 0.09 mglkg CDX-1140 (n=3)  -e- 0.09 mg/kg CDX-1140 + CDX-301 (n=4) :
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CDX-1140 in combination with CDX-301
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* Patient with common bile duct obstruction unrelated to CDX-1140. Enhanced cytokine production Monocytes
*CDX-301 is administered for patients in the combination portion only . .
Expected dose-dependent, transient decrease in lymphocytes e | — 3
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Dose-Escalation Status : H — 0.09 mg/kg CDX-1140 (n=3)
Pharmacokinetic Analysis S o 0.18 mg/kg CDX-1140 (n=6)
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Cholangiocarcinoma Time (hours) o -----—-ﬁ—---’--"zﬁsa-a‘- : ~e 0.18 mg/kg CDX-1140 (n=7)
> ¥ g _ o e : R : -e- 0.09 mg/kg CDX-1140 + CDX-301 (n=4)
4 Ik ( 7) ™\ Mean (x SD) serum levels of CDX-1140 (monotherapy) following first 90 minute infusion Siway oy R
0.18 mg/kg (n= " :
pancreatic. CRC, One DLT (pneumonitis & hypoxia) CONCLUSIONS AND FUTURE DIRECTIONS
Gastric, RCC (x2), DLT evaluation complete; dose-
(_ HNSCC, Ovarian escalation proceeding e CDX-1140 monotherapy to date (at doses < 0.18 mg/kg): ° Further.dose-escalation will define recommended dose for evaluation of clinical activity in
- Well-tolerated with minimal drug-related toxicity expansion cohorts _ _ _ _
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