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Research Question:

 What do the patterns of pathway expression for known resistant
subpopulations of melanoma cells tell us about the cell-state transitions that
lead to drug-induced resistance?

Approach:
e |dentify unique pathways for each subpopulation using Gene Set Expression
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e Visually represent pathway relationships using Cytoscape, an open source I e m SAN LUIS OBISPO

software platform for visualizing molecular interaction networks and
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biological pathways.
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e Visually represent how pathway expression changes over time after exposure S t
to a BRAF inhibitor drug with trajectory analysis of single-cell RNA sequence

data combined with pathway scores obtained from GSVA analysis.

UMAP 2
UMAP 2
e

02 . . . ‘
. 80 60 40 -20 0 20 40 60 80

Acknowledgements

0
UMAP 1

=3 D

NSBCC

==

NanoSystems Biology Caneer Center

UMAP 2
°
UMAP 2

o

References

SuY, etal. (2017) Single-cell analysis resolves the cell state transition and signaling dynamics associated with melanoma drug-induced resistance. PNAS..
Wagle N, et al. (2011) Dissecting therapeutic resistance to RAF inhibition in melanoma by tumor genomic profiling. J Clin Oncol.

0
UMAP { UMAP 1



