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4 Drug Sensitivity-Based Cell Line Selection
F—=3# MOXRFE
Predicting the clinical drug response of cancer patients using preclinical model has been a major
challenge for precision medicine. Recent next generation sequencing (NGS) technologies have identified
millions of genetic and epigenetic alterations in cancer cells, however, each individual data set have proven
to be unsuccessful for the inference of drug response even in vitro studies. Here, we introduce our attempt
to establish a computational model to predict drug response of cancer cell lines using the integrated omics

data with Graph Convolution Network (GCN).

5 Understanding subtype specific mechanisms of TCGA gastric cancer using
Bayesian network estimation
AT [FEHWET BHEH
Finding molecular subtypes of cancer and clarifying disease mechanisms of each cancer subtype are the
key factors in establishing new therapeutic targets. Here we tried to stratify gastric cancer of The Cancer
Genome Atlas (TCGA) with integrative non-negative matrix factorization (iNMF) of multi-omics data and
successfully stratified gastric cancer cases into several subtypes similar to ones previously reported by
TCGA research group. Next we tried to find mechanisms of disease from gene expression data of each
subtype with Bayesian network estimation. We found different hub genes and network model for each

subtype.
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