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Overview

How cancer and the immune system learn to
co-exist

Potential immune related interventions in
cancer

Interventions currently being pursued

— Checkpoint blockade

— Adoptive cell transfer

— Vaccines

Toxicity of immunotherapy
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Ipilimumab * Nivolumab in Previously
Untreated Metastatic Melanoma
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Fig. 3 The cancer immunoediting concept.
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Genetic and epigenetic changes
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Cancer Immune Cycle
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Immune Avoidance vs. Immunogenic Escape
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Types of Cancer Antigens
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Checkpoint Blockade



Checkpoint Blockade
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Pembrolizumab Antitumor Activity
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Adoptive Cell Transfer



Fig. 1 General schema for using the adoptive cell transfer of naturally occurring autologous
TILs.
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Fig. 3 A “blueprint” for the treatment of patients with T cells recognizing tumor-specific
mutations.
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Fig. 4 Gene-modification of peripheral blood lymphocytes.
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Neoantigen Based Vaccines



Neoantigen-based Immunotherapy
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Combination Therapy
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Checkpoint Blockade Toxicity
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CONCLUSIONS

Tremendous excitement about immunotherapy in
cancer

Predicated on a better understanding of the
interactions between the immune system and
tumor

Immunotherapy now represents standard of care
for several cancers

Specific considerations need to be remembered
— Efficacy
— Toxicity



Oncology Redux

Before Immunotherapy After Immunotherapy
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