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« Strengthen pathway-level conclusions in resistance and DNA
repair studies
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LI ; nucleotide quantification helps connect drug metabolism, cellular
adaptation, and resistance-associated pathway changes in
mechanism-focused studies.
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ATR inhibition attenuated this
adaptive response. Working on nucleotide-drug response, resistance adaptation,

or DNA repair biology?

I
© oo
» o wm

o000
WoOwm

Untreated cell

Reduced drug activation / T

T i{C) TP I increased efflux . .
: | i This helped re-establish

fold change(log2)
fold change(log2)
fold change(log2)

o || @ , qemcitabine sensitivity, Cr(ejatwe F|>roteortn|cs protwdes. targetaﬂ Id_C-MRh/rI(I}AS quantification
« 240M Gomoliabie identifying ATR as a tractable and compiementary proleomics-enabled support 1or
mechanism-focused oncology studies.

i | protein thermal stability L 9 oeor v ¥ ‘v (] T
k;J across the proteome Retention time ATR dEpEI’ldEﬂCy 6uM AZDB738 .
) ’ [ ¥ Decrease 1 Increase  —i Inhibition J Therapeutic opportunity: = 24pM Gemcitabine + 6uM AZD6738 resi Sta nce n Od e.
Gemcitabine- ATR inhibitor

treated cel \ Contact us to discuss a customized analytical strategy for your next

ATR-linked repair programs supported resistance and revealed an actionable iact
. Primary readout / focus . Secondary element . Insight / vulnerability vu/n era b I/Ity prOJeC .

Quantitative MS readout of

{ — 1 O dTTP || gatp dcTP  ¢GTP  dTTP  dCOP Actionable vulnerability

mowmo

fold change(log2)
coo =

For Research Use Only. Not for use in diagnostic procedures. Web: www.creative-proteomics.com



https://www.creative-proteomics.com/services/nucleoside-nucleotide-analysis-service.htm
https://www.creative-proteomics.com/contact-us.htm

