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Introduction

A Cancer Immunotherapy has rapidly evolved over recent years and has provided a new
arsenal of treatments for hematological malignancies

A Modalities include: Cell therapy , monoclonal antibodies, BiTES, cytokines,
small molecules(IMiDs), cancer vaccines

A Despite numerous advances, our understanding as to why some patients respond to
treatment while others do not is limited



Introduction

A Cancer Immunotherapy has rapidly evolved over recent years and has provided a new
arsenal of treatments for hematological malignancies

A Modalities include: Cell therapy , monoclonal antibodies, BiTES, cytokines,
small molecules(IMiDs), cancer vaccines

A Despite numerous advances, our understanding as to why some patients respond to
treatment while others do not is limited

A Euture efforts in immunotherapy translational research will need to better define the
interplay between cell subsets that confer anti- and pro-tumour activity in different
hematological malignancies and their respective tumour microenvironments




Cell Therapy Mechanism of Action
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A Current preclinical models used to model cell therapies do not adequately capture how
the human immune system responds to cancer immunotherapies nor the multicellular
complexity of the tumour microenvironment
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A Current preclinical models used to model cell therapies do not adequately capture how
the human immune system responds to cancer immunotherapies nor the multicellular
complexity of the tumour microenvironment

A Insight into the dynamics of the tumour microenvironment are best sampled by correlative
studies in humans before, during and after receiving immunotherapies



Tumour Microenvironment and CAR -T

Tumor inflammation and myeloid derived suppressor cells reduce the efficacy of
CD19 CART cell therapy
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Tumour Microenvironment and CAR -T

Tumourinflammation and Myeloid Derived Suppressor Cells Reduce the Efficacy of CD19 CAR T Therapy
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IFI :Interferon Inducible genes



Tumour Microenvironment and CAR
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Tumour Microenvironment and CAR
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- Baseline markers of systemic inflammation in the periphery separate DR vs NDR



Tumour Microenvironment and CAR -T
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