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% 2 FORWARD LOOKING STATEMENT

This document has been prepared by Innate Pharma S.A. (the
i Co mp a sojely )for the purposes of a presentation to
investors concerning the Company. This document is not to be
reproduced by any person, nor to be distributed.

This document contains forward-looking statements. Although
the Company believes its expectations are based on reasonable
assumptions, these forward-looking statements are subject to
various risks and uncertainties, which could cause the
Comp an gctua results or financial condition to differ
materially from those anticipated. Please refer to the risk factors
outlined from time to time in the C o mp a rreguasory filings or
publications.

This document contains data pertaining to the Company's
potential markets and the industry and environment in which it
operates. Some of this data comes from external sources that
are recognized in the field or from C 0 mp a restilhaes based
on such sources.

innate pharma

The information contained herein has not been independently
verified. No representation, warranty or undertaking, express or
implied, is made as to, and no reliance should be placed on, the
fairness, accuracy, completeness or correctness of the
information or opinions contained herein. The Company is
under no obligation to keep current the information contained in
this presentation and any opinion expressed is subject to
change without notice. The Company shall not bear any liability
whatsoever for any loss arising from any use of this document or
its contents or otherwise arising in connection therewith.

Please refer to the Document de Référence filed with the
Autorité des Marchés Financiers ( i A Méndvarch 31st, 2017,
available on the A MF Awvebsite (www.amf-france.org) and on
the Co mp a n yébsite (www.innate-pharma.com). Such
documents may not be necessarily up to date.

This document and the information contained herein do not
constitute an offer to sell or a solicitation of an offer to buy or
subscribe to shares of the Company in any country.
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? 2 THE IMMUNE SYSTEM
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3 STRATEGIC KBML.LARS TO HARNESS THE POTENTIAL OF IMMUNITY
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IPH61
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2 ANTINKG2A IS A NOVEL IMMUNE CHECKPOINT INHIBITOR IN CANCEF

A Monalizumab (IPH2201) is a first-in-class anti-NKG2A humanized blocking antibody
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% 2 NKG2A [ HEA PATHWAY IS UPREGULATED IN TUMORS
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André et al. unpublished
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| é 2 NKG2A/Q1° CONTROTUMORSROWTH
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Individual A20 and A20 Qa-1° KO tumor growth after sub-cutaneous engraftment of 5x108 A20 tumor cells (n=10) in
BALB/C mice.

TF: Tumor Free, CR: Complete Regression André et al. unpublished
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% 2 NKG2A BLOCKADE INCREASE3 RNTTUMORAEFFICACY
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André et al. unpublished
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MONALIZUMABOINT CLINICAL DEVELOPMENT PLAN
FOCUS ON COMBINATIONS
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) BLOCKINGNTICD39 (IPH52) AND ABIDY3 (IPH53) ABS TO RESTORE AN
" TUMORMMUNITY
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BLOCKINGNT—ICD39 (IPH52) AND AGIDT3 (IPH53) ABS TO RESTORE ANT
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IPH528-CD39) REVERSES AMMIEDIATEDCELLSUPPRESSION IN VITRO
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% 2 IPH528-CD39ENHANCESTRDEPENDENIC ACTIVATION

Perrot, Paturel, Bonnefoy et al. unpublished
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