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What is Precision Immunology?

® Targeting the right therapy to the right group of
patients, based upon immune metrics
m Not one-size-fits-all

m Not necessarily individualized medicine, but small enough
groups to be precise

Same
therapy Precision

for all therapy
patients




Why measure the immune system?

m Cancer patients are variably immunosuppressed (by their tumor, by prior
therapy)

® [mmunotherapies rely on the iImmune system to produce a response, yet
we don’t measure the relevant features of each patient’s immune system
® Global immunocompetence: PBMC subsets and functions

® Tumor-specific: Antigen-specific T cells (tumor neoepitopes), tumor
microenvironment features
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Looking for baseline predictors of response in PBMC

= Anti-EGFR (Cetuximab) as
a targeted therapy in K-
ras"' head and neck
cancer (Holbrook Kohrt)

m PBMC at baseline
stimulated with PMA+
lonomycin
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m Clustering and display of
data using SPADE
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