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Despite progressof immune checkpointblockade therapies, many non-small cell lung cancer : : : :
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Figure 4: Duration of Response in 10 Failure Subjects in Comparison to Previous Treatment(s)| ™ 'O Therapy (Checkpoint inhibitor)
Evaluable patients are shown (3 subjects were-ewaluable). Off Treatment Figure 5: Duration of Response in evaluable 10 Failure Subjdetaluable patients are shown.
Figure 3. Preclinical data supporting combination therapy
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Aspartate Aminotransferase Increased 1[1] 1 _ _ _ - _ _ o _ _ _ _ _ _ _
Elevated Lipase 2 2] 1 Figure 6: Multiplex IHC demonstrating tumor content and shift in balance of T cells in TBAe or fine needle biopsies from ninefillure subjects (B) and nine-l@ive subject (C) were analyzed, including pre antteatment samples isolated from
the same lesion; ofreatment biopsies were collected at cycle 3, week 5 visit, ~30 days post first treatmenpepitnemab+ avelumab 5 micron FFPE sections were stained sequentially with Hematoxyligypakeratin, CD8 and FoxP3; scans were c
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yperprogres_smn _ _ _ _ [1] density. BC) Images were taken at 10x magnification Gili8 (redpverlays on cytokeratin stain; cytokerafpositive tumor is colored greenTumor content was verified by pathologist* revieME: Not evaluable xeluded from CD8 density analysis due
Immune Mediated Diabetic Ketoacidosis 1[1] = to entire tumor bed consisting of necrotic tissue
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\Wheezing 1[1] 1 AChangesin the clinical managementof 10 change as expected, based on historical experience with single pggimemaktireatment.
Abdominal Pain 111 - haive patients_ fOIIOWi_ng in?tiation of this Figure 8. % Saturation / PK  Figure 9. Cellular SEMA4D / PK Figure 10. {Soluble SEMA4D / PK
Total Events [11] [1] 13 [13] study made it increasinglydifficult to enroll  epimamat sonm el | |
: - . . immunotherapynaive subjects,and many of g % SEMA4D Saturation § - ColuarSEMAdD § TomSouse SEMAID
Table 1. Treatmentelated Grade 3/4 AEs associated to combination, occurring in all subjects (n denotes those enrolled were unevaluable and ;o g 120 “ - e
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the investigatorsitesrevealedthat only 7%
” : (2/28) showedhigh PDL1 expression
Subiects Enrolled n= e 3Nza|ve) e F;;Iure) ('g‘g) A30% were found to be unevaluabledue to Pharmacokinetics
| _ 57 51.85 62 30-83 56 30-85 non evaluable scan (n:]_), withdrawal of A Initial PK results show comparability to PK data from previous single agent trials.
N i . . consent(n=4), or death (n=4; all unrelated Figure 11.Avelumabdrug levels gg/ml) Figure 12.Pepinemabdrug levels gg/ml)
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=lel ) ] 0 0 0 In elther doseescalationor dose expansion, A Overallimmunogenicitydoesnot appearto be a concernwith this combination
Black or African American 3 9% 0 0% 3 5% Figure 7: Percent Change in Target Lesion Diameter (IO Naive), evaluable patients shown the DiseaseControl Rate(PR+SDWas 81% A SEMAD receptor occupancywas not affected and only one subject developeda responsethat
Native Hawaiian or Other Pacific continuedto increasen titer in later cycles
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ECOG performance status | | experienced a PR, 3 patients have durable responses over 1 year, and the Disease Control Rate (PR+SD) was 81%.
0 5 16% | 10 33% | 15 24% A 59% of patients (17/29) whose tumors had progressed during or following treatment with aRBrtantibodies benefited from
1 27 84% | 20 67% | 47 76% switching to the combination giepinemab+ avelumal which appeared to induce a halt or reverse of tumor progression (SD or PD). ;“”dL”ng,‘.ff study :ce?]eiv?ls fundit?g from "o o rences:
Disease Stage at Screening | | | A Exploratory: MrckKOoA Darmstadt. Sermamyand 1.Evans, EE et al 2015anceimmunolRes 3(6):639701
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A |2 2 |0 0% |1 o A Initial histopathological analysis demonstrates increased CD8+ T cell density in most tumors following treatmeepinémab+ Phizer, Inc, New York, NY, USA. oo ot ol 2016t & el Oytome80B: 195208,
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Adenocarcinoma 20 63% 19 63% 39 63% A~ Tumor was absent or greatly reduced in 11/12 biopsies from subjects analyzed with PR or SD, as defined by RECIST criterig. “We would like to acknowledge Jerome Jealles Jr.. MD,
Squamous Cell 12 3804 11 3704 23 3794 Interestingly, no tumor was detected in biopsies analyzed from 3/6 subjects with PR and 3/7 subjects with.SBxpBssion as Link to poster on | Department of Pathology & Lab Medicine, University of
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Investigator Site i Additional studies are planned to interrogate the tumor microenvironment and peripheral immune compartment for lymphocyte
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