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Study Population Patients with metastatic pancreatic adenocarcinoma, refractory to first line chemotherapy**
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*Accrual for the Phase 1b portion follows a Bayesian Optimal
Interval Design (BOIN), targeting a dose limiting toxicity rate of
30%. Phase 2 begins after 16 subjects are enrolled at an MTD
dose, permitting a Simon’s two stage assessment of futility.

**Patients must have received 5FU or gemcitabine-based first line therapy Comblnathn of peplne_mab pIUS
with evidence of intolerance or treatment failure, including progression avelumab for SeCOﬂd Ilne

both during or after completing first-line treatment. treatment Of patients Wlth
metastatic PDAC

Pepinemab is being provided by Vaccinex and Avelumab is being
provided by the healthcare business of Merck KGaA, Darmstadt,
Germany (CrossRef Funder ID: 10.13039/100009945), as part of an
alliance between the healthcare business of Merck KGaA, Darmstadt,
Germany and Pfizer.

Background / Mechanism of Action

Monotherapy with immune checkpoint inhibitors (ICB) is not effective in metastatic pancreatic ductal
adenocarcinoma (PDAC), likely due to the unigue immunosuppressive tumor microenvironment (TME) of
PDAC, thus safe and novel strategies to overcome resistance and facilitate adaptive immune responses

are a major unmet need. Correlative Studies

Preclinical and clinical studies demonstrated that antibody blockade of semaphorin 4D (SEMA4D) Baseline & On-Tx BiOpSiES
promotes tumoral infiltration, organization, and activation of dendritic cells (DCs) and CD8+ T cells and
reverses immunosuppression, including attenuation of MDSC recruitment and function, leading to
enhanced efficacy of ICBs. Notably, pepinemab does not increase toxicity of companion ICB.

Collect up to five 18-gauge needle biopsies of
tumor tissue by Interventional Radiology or
Gastroenterology
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3 Preclinical Data ~ 4. Clinical Proof of Concept /
~ Lessons from other studies
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To the extent that statements contained in this presentation are not descriptions of historical facts regarding Vaccinex, Inc. (“Vaccinex,” “we,” “us,” or “our”), they are forward-looking statements reflecting management’s current beliefs and expectations. Such stat4ements mclude,‘ but ére not limited to, statements about the Company’s plans, expectations and objectives with respect to the results and timing of clinical trials of pepinemab in various indications, the use and potential benefits of pepinemab in Head and Neck cancer, Huntington’s and Alzheimer’s disease and other indications, and other statements identified by words such as “may,” “will,” “appears,” “expect,” “planned,”

“anticipate,” “estimate,” “intend,” “hypothesis,” “potential,” “advance,” and similar expressions or their negatives (as well as other words and expressions referencing future events, conditions, or circumstances). Forward-looking statements involve substantial risks and uncertainties that could cause the outcome of the Company’s research and pre-clinical development programs, clinical development programs, future results, performance, or achievements to differ significantly from those expressed or implied by the forward-looking statements. Such risks and uncertainties include, among others, uncertainties inherent in the execution, cost and completion of preclinical and clinical trials,
uncertainties related to regulatory approval, the risks related to the Company’s dependence on its lead product candidate pepinemab, the ability to leverage its ActivMAb® platform, the impact of the COVID-19 pandemic, and other matters that could affect the Company’s development plans or the commercial potential of its product candidates. Except as required by law, the Company assumes no obligation to update these forward-looking statements. For a further discussion of these and other factors that could cause future results to differ materially from any forward-looking statement, see the section titled “Risk Factors” in the Company’s periodic reports filed with the Securities and
Exchange Commission (“SEC”) and the other risks and uncertainties described in the Company’s most recent year end Annual Report on Form 10-K and subsequent filings with the SEC.
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