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Introduction

« The NCCN recommends osimertinib as 15t line therapy for patients with
metastatic non-small cell lung cancer (NSCLC) harboring EGFR-

first-line osimertinib-resistant EGFR mutations
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Unique scaffold without risk of hyperglycemia
by IR/IGF1R inhibition

PC9 Del19/C797S

VRN110755, a new therapeutic option for EGFR mutation-driven NSCLC with brain metastasis or
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Tumor regression efficacy in subcutaneous models and intracranial BM models of
osimertinib-resistant EGFR C797S
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Figure 2. Phospho-EGFR and phospho-AKT1 IC,, were determined via in-cell
Western. In order to assess potential hyperglycemia induced by IR/IGF1R
inhibition, pAKT was quantified in NIH-3T3-L1 cells treated with insulin.

Figure 5. In vivo anti-tumor activities were determined in subcutaneous and intracranial mouse models with engineered Ba/F3 cells or NSCLC cells expressing EGFR

mutants. At the time after oral dosing, tumor tissue and plasma were collected for PK/PD studies; DC is del19/C797S; LC is L858R/C797S
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Comparison with osimertinib and afatinib in PDX
(CTG-2534) of EGFR rare mutations, G719C/S768I

Comparison to osimertinib in intracranial BM
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 VRN110755 can be considered a potential treatment option for EGFR mutation-driven NSCLC patients with brain metastasis or 1st-line osimertinib-

resistant EGFR mutations NSCLC.
* The first-in-human study will be initiated in 2023.
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Figure 4. Intracellular concentration was determined after incubating 1 uM
compounds for 24hr followed by washing; n.d. is not determined.

Contacts: sunghwan@voronoi.io
ahn@voronol.io




	슬라이드 1

