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Cancers are Driven by Mutations
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Many low mutation cancers do not respond to current

iImmunotherapies

ACC = Adenoid Cystic Carcinoma
BRCA = Breast Cancer
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GBA = Glioblastoma Brain Tumor
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PCPG = Pheochromocytoma and
Paraganglioma

PAAD = Pancreatic Adenocarcinoma

PRAD = Prostate Adenocarcinoma

READ = Rectum Adenocarcinoma

SS= Sjogrens Syndrome
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Insertion of Genes into Lymphocytes

to Enhance Antitumor Properties

Native TCR genes to direct
cell specificities against the
tumor

Chemokine receptors to
enhance migration of T-cells
to tumor
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Chimeric receptors to
enhance T-Cell acgivation
and costimulation

Retroviral vectors
can insert novel
genes into
lymphocytes
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FRED HUTCH

CURES START HERE ™

Engineering adoptive T
cell therapy to co-opt
Fas ligand-mediated
death signaling in solid
tumors
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Engineered Fas Immunomodulatory Fusion Proteins may overcome
induced T cell death and promote cell proliferation/survival
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Endoplasmic reticulum stress-induced transcription factor
C/EBP homologous protein (Chop) thwarts effector T cell
activity in tumors through repression of T-bet

Yu Cao Ph.D.
Department of Immunology
H. Lee Moffitt Cancer Center & Research Institute
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6. Chop deletion increases the effect of
T-cell-based immunotherapy
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