Dissecting
Drug-Induced-Liver-Injury

A”

1 : 1 2 2 -1
Arslan Masood', Markus Heinonen', Dorota Herman=, Hugo Ceulemans®, Samuel Kaski Aalto University

.
Janssen )' ‘ J ' DepartmentofComputerScience, AaltoUniversity, 02150 Espoo, Finland
2JanssenPharmaceuticaNV, Turnhoutseweg30, 2340Beerse, Belgium
arslan.masood@aalto.fi

Research Questions

» How preclinical phenotypes translates to clinical adverse effects ? How to identify the network of interactions between preclinical and clinical DILI-

realted endpoints ?
» How to learn good latent representations of molecules ?

Assumptions

» Few hidden process that drive the whole tox-
icity landscape

» The association strength between s; and s; DILI endpoints (Y)
can be represented in term of similarity L X m
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Fig. 4: DILI Network




