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What is personalized
treatment in cancer care?,



Treatment Is chosen based
on characteristics of the
Individual and the disease

Tumor Germline
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Germline: Pharmacogenomics

 How do host
germline factors
Influence outcome
of drug treatment?

* Variations in the
way drugs are
metabolized




Germline: Pharmacogenomics
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SNP’s or Single Nucleotide Polymorfisms

 Host impact on tumor
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Treatment Is chosen based
on characteristics of the
Individual and the disease

Tumor Germline
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Figure 2. Genes and Growth Factor Pathways That Drive the Pro

ression of Colorectal Cancer.




Colorectal Cancer Mx38
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Many faces to a tumor from a given organ
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Oncogenic drivers

MAJOR advances in differentiating tumors for different cancer types
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Targeted therapy

Hematoelogic malignancies

S Rituximab {(Rituxan}
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Solid tumors

Trastuzpumab
[Herceptin}

Cetuximab (Erbitusx)
Panitumumab (Vectibid

.‘-— Bevacizumab

afgnib (Nexavar)
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Oncogenic drivers

MAJOR advances in differentiating tumors for different cancer types
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Subtypes

MAJOR advances in differentiating tumors for different cancer types

* Breast cancer
 Lung Cancer
» Colon cancer
e Brain tumors

* Provide a framework of the
disease, match drug efficacy in
the different groups




Anti EGFR therapy and colorectal cancer
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Biomarker enriched trials ISPY 2
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Personalized treatment

requirements

*Background knowledge on the disease biology
*Targetted drugs
Trials to prove the efficacy of the approach

*An in depth knowledge on the biology of the individual patients tumor, baseline and
over time

*Banking samples, repeat biopsies, consent
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