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Histological distribution of lung cancer
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Histological re-classification of LUAD
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Image source: Travis et al., J Thoracic Oncology 2011;244-285.



Histological re-classification of LUAD
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Image source: Travis et al., J Thoracic Oncology 2011;244-285.

Invasive Adenocarcinoma

(Non-mucinous with
BAC pattern)




Squamous cell lung cancer-
Keratinizing

Squamous cell lung

ncer- o]
Squamous cell cancer- basaloid

lung cancer-
non-keratinizing

Courtesy: Bill Travis MD



LUAD

48t 3

e il Y b

ion subtypes

Express

Image from Wilkerson et al, PLoS One 2012; 7(5):e36530



: molecular features
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Expression subtypes: molecular features

Chromosomal instability

Predicted Gefitinib sensitivity
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LUAD subtypes: prognostic significance
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LUAD subtypes: TCGA
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TCGA, Nature 2014, 511, 543-550.



LUAD subtypes: Examining TCGA data
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LUAD subtypes: Examining TCGA data
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Integrative clustering of LUAD: Characteristic features
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Patterns of Mutation In Specific Genes
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Squamous Cell Carcinoma of the lung
MRNA Expression Analysis |
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Squamous Cell Carcinoma of the lung?
MRNA Expression Analysis |
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Prognostic
Factors ?

Adjuvant therapy

Predictive
Biomarkers?

Courtesy: Keith Kerr
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Gene Expression-Based Prognostic Signatures in Lung Cancer:
Ready for Clinical Use?

Jyothi Subramanian, Richard Simon

Based on this review, we found little evidence that any of the reported gene ex-
pression signatures are ready for clinical application

We also found serious problems in the design and analysis of many of the studies.

J Natl Cancer Inst 2010;102:464-474




Impact of Molecularly Targeted Therapy in
Patients with Oncogenic Driver Mutation
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Translocation partners of FGFR

TACC3
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CDKN2A: Loss of Function Through

Multiple Mechanisms
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New Approaches to Fighting Cancer

In Treatment for Leukemia, Glimpses of the Future

!

&« Second Chance: Lukas Wartman, a leukemia doctor and researcher, developed the disease himself. As he faced
death, his colleagues sequenced his cancer genome. The result was a totally unexpected treatment.

Published: July 7, 2012 = @ 304 Comments



Case “ALL1”: Extreme FLT3 over-expression

RNA-seq gene expression (FPKM)

RNA-seq expression data Microarray expression data
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Umbrella Basket

Test impact of different drugs on  Test the effect of a drug(s) on a
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Study Design Within Each
Biomarker-defined Subgroup
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Tumour biopsy Personalised
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