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From the depressing 1980s to the dawn of precision medicine
The rise of genomics
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1st 10 years of genomics —
better classification brings precision treatments
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Ovarian cancer — diagnosis & treatment
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The need to assess chromosomal instability
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Assigning copy humber with gDNAsegmod and Rascal | y
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Filtering of ploidy solutions
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Characterizing chromosomal instability
In cancer using sWGS data

markowetzlab/CINSignatureQuantification
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Major axes related

to segmentation, ploidy
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=0.67 p=0.78 pl=1.9 (4,384,690 reads)
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Pathways associated with specific sighatures
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Current standard of care — QOvarian cancer
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Summary

* Developing a pipeline to better classify CIN

using sSWGS
. . e e M Central and South GLH/GMSA
* Aim of developing better precision Meswos
medicine treatments for ovarian cancer =Sl o
« Esophageal cancer, head and neck cancer, ~sowdmesnerk

small cell lung cancer, lymphoma,
neuroblastoma, triple negative breast cancer.

* Hope to move into the clinic in next 5 years

Low-pass WGS
(~1X coverage per
sample)
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