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thousands of genomes at a cost of < $7/cell

« CNV clustering reveals dynamic chromosomal changes resulting
directly from treatment, which would not have been detectable
by low cell throughput or bulk sequencing
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« Dramatic genomic plasticity demonstrated by CNV and SNV
analysis is orders of magnitude higher than expected
from differential gene expression by end counting methods
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« This method demonstrates the ability to detect rare mutants,
potentially providing clinicians with novel insights to improve
therapeutic treatment aims
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