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Eﬁ etr;)er Ot?el'ge(t:’ f%ot;erzs:o visualize mTORC2inhibitors. The EGFRinhibitors cause a reduced downstream regulation of PI3BK/Ak/mTOR signaling by inhibiting the EGFRphosphorylation. Afatinib is

shows inhibitions of EGFRand HER2. Erlotinib and AZD9291 only inhibit EGFRAZD8055 (mTORC1/mTORC2 inhibitor) that prevents the growth pancreatic cancer
cells in combination with EGFRinhibitors (Erlotinib, Afatinib, AZD9291).Combinatorial treatment with EGFRi(Erlotinib, Afatinib, orAZD9291) and mTORi (AZD8055)
improved anti-proliferative effects on BXPC-3 cell ascompared to EGFRitreatment alone. This combination is shown to be synergetic by Chou and Talalay method,
showing high synergetic drug combination at and above IC50.

solid support

We used the conventional western blot to validate the endogenous protein expression in differentEGFRitreatments.
Such validation methods are specific and reliable but suffer from being low-throughput and time consuming.

Our future studies therefore aim to improve our peptide library design by utilizing other high-throughput

proteomic technology such as mass spectrometry to experimentally validate all those known peptide-protein interac- National Cancer Institute, hitps:/seer.cancer.gov/statfacts/html/pancreas.htminttps:/
. ) www.essenbioscience.com/en/protocols/incucyte-cell-count-proliferation-assay-general-pr/
tions of interest. Vo, Henry et al. “Proteomic profiling of SH2domain-containing proteins and cellular signaling pathways using microfiuidic peptide microarray”, 2019 Molecular and proteomics, in revision.
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