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® Despite meaningful advances with EGFR TKis (e.g., osimertinib), most — ‘
of VRN110755 in patients with EGFR-mutant NSCLC ultimately develop acquired B S

resistance—frequently via EGFR C7975—and CNS progression remains common Eg;;:ﬂr::with C797S Low Dose (320 mg, QD; n=20) , High Dose ('TED, QD; n=20) E> TBD
PatientS With a major clinical limitation, underscoring a continued unmet need. After 1L 3 Gen TKI (Osi, Laz, Ami+Laz)
Cohort B
® VRN110755 is a brain-penetrant, highly potent, and mutant-selective cumm;ngemfnut. Low Dose (320 mg, QD; n=20), High Dose ('TBD, QD; n=20) |:> TBD
Epld erm al G rowth EGFR inhibitor designed to spare wild-type EGFR while retaining activity “Efé:f‘:jt”j"e
across common drivers (Del19, L858R), C797S-mediated resistance S e o s Atypical/uncommon EGFR mut. Low Dose (n=20) , High Dose (n=20) |:> TBD
Fa Cto r Rece to r (Del1 9/07978, L858R/C797S)a and several uncommon variants. SRseCsSIn /SR St One prior TKI ’:aum:;1hpr:‘:rn5¥5temic regimen)
a0 m ono
p ® In preclinical models, VRN11 demonstrated sub-nanomolar potency = . e i e |:> 180
(EGFR) Muta nt Non_ against key mutant EGFR targets, robust intracranial exposure, and e |  Additionaldose levels (e.g., > 320 mg) may be
antitumor activity—including in intracranial xenografts—while showing ntroducedifsupported by Phase Ta satety/PK
small Cell Lun marked selectivity over EGFR wild type. ootz 28D :
g ® The ongoing Phase 1, multicenter, open-label study evaluates Doce evoud) A0mE 22 >
. . . Dose level 4 /80mg QD 12 MTD -1
Ca ncer (NSCLC) VRN110755 as once-daily once-daily oral monotherapy using a Dose level 5/160mg QD 13 Cohort E
standard 3+3 dose-escalation followed by global expansion cohorts. ‘;zz‘:‘ﬁji;g::gg = (VRN110755 plus So€ Chemotherapy) |:> MTD- 2
® Pharmacodynamic assessments incorporate serial liquid-biopsy Do v TR = any EGFR mut. o
ctDNA to track EGFR driver and resistance allele dynamics and explore
#LB-A006 exposure-response and mechanism-of-resistance signals alongside OBJECTIVES/ENDPOINTS
clinical efficac
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. reported tiers, supporting continued escalation and backfill; overall, N . . . e T luate th fot tol ilitv of VRN110755 in NSCL tients with di
Yu Jung Kim8, Jaeyoung Ahn®, Shuang * To evaluate the safety and tolerability of VRN110755 in patients with EGFR mutant 0 evaluate the safety and tolerability o 0755 in NSCLC patients with disease

safety haS been monitorable with predominantly low-grade, on- NSGLC progression after first-line treatment with third-generation EGFR TKIs and confirmed
mechanism events to date. C797S resistance mutation

2N.ationa3l CUCC DAL S LA L ® Collectively, the preclinical profile (mutant selectivity, CNS penetration) " Todetermine the maximum tolerated dose (MTD) of VRNT10755In Phase 1a of the study |, To determine the recommended Phase 2 dose (RP2D) of VRN110755
Taiwan. “Samsung Medical Center, Sungkyunkwan and emerging clinical tolerability/PD readouts provide the rationale to

University School of Medicine, Seoul, Korea. 4St. . : . : :
Vincent Hospital, College of Medicine, The advance VRN11 into dose expansion and future combination strategies
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Primary Endpoints

* |ncidence of DLTs

Catholic University of Korea, Suwon, Korea. in EGFR-mutant NSCLC with resistance and/or CNS involvement. e Incidence of AES/SAES
5Chungbuk National University Hospital, Cheongju, * |ncidence of adverse events (AEs)/serious AEs (SAES)
Key Inclusion Criteria * PK, ctDNA evaluation e PK, ctDNA evaluation
® Age =18 years * ORR, DOR, DCR, PFS and intracranial ORR if brain metastatic lesions are present * ORR, DOR, DCR, PFS and intracranial ORR if brain metastatic lesions are present
* PFS2 (PFS after next line of treatment) per RECIST v1.1 by investigator assessment * PFS2 (PFS after next line of treatment) per RECIST v1.1 by investigator assessment

® Diagnosis of advanced (Stage IlIB/IV or recurrent) NSCLC,
harboring EGFR mutation

® Measurable disease per RECIST v1.1

® Prior EGFR TKI treatment with disease progression
® ECOG PS 0-1

* Patient-reported outcomes * Patient-reported outcomes
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Surrogate biomarkers

® History of interstitial lung disease or drug or radiation induced ACKNOWLEDGMENTS
oneumonitis, Grade =22 or requiring steroid treatment Pharmacodynamic (PD) assessments are planned through liquid biopsy, which will enable the We thank the pa;ients 2ndv;c/heirlcare§ivekrs :or thzir
° L : : non-invasive monitoring of circulating tumor DNA (ctDNA) dynamics at Baseline, C2D1 or PEMICTEMEN [ il Siteht e e Ui 1ue Sey
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