RASolve 301: A Phase 3 Trial in Progress of Daraxonrasib vs Docetaxel in Patients With
Previously Treated RAS Mutant NSCLC
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Introduction

RAS(ON) Signaling in Human Cancers

Daraxonrasib Treatment Resulted in 38% Confirmed ORR and Durable Responses
Observed in Patients With RAS G12X2 NSCLC Treated in 2L/3L at Doses Ranging
From 120-220 mg QD®b-c 10.11

Median PFS of 9.8 Months and Median OS of 17.7 Months Observed in Patients With
RAS G12X2 NSCLC Treated in 2L/3L With Daraxonrasib 120-220 mg QDP-¢ 10.11

Most Frequent (220% in any Grade) TRAEs Observed in Patients With
RAS G12X2 NSCLC Upon Treatment With Daraxonrasib at 120—-220 mg

« Rash® (7%) was the only G3 TRAE in 25% of patients
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« Reported outcomes for patients with NSCLC receiving docetaxel as 2L+ therapy are:'-* 10
» Median Overall Survival (OS) of 9.1-11.8 months » The population in the Phase 1 study included patients with RAS G12X mutant NSCLC Y » Exploratory analyses of circulating ctDNA assessed changes in RAS mutant variant allele
. . . . who have received 1 or 2 prior lines of therapy, which must have included prior immunotherapy and o 12 s 4 s 678 9 10 11 A2 15 e s 16 A s 19 20 frequency in 56 patients with paired samples collected (C1D1 and C2D1 [n=49] and C1D1
» Median Progression Free Survival (PFS) is 3—4.5 months . - . ’ . . Overall Survival (months) »
platinum chemotherapy administered either concurrently or sequentially and have not received No. at Risk and C3D1 [n=7])

* Objective Response Rate (ORR) of 9.2%—-14.7%
« ~30% of NSCLC tumors harbor an oncogenic RAS mutation?

docetaxel previously
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» Of 35 patients with RAS mutations detected in baseline ctDNA, early on-treatment ctDNA

 ctDNA testing was performed on paired plasma samples (C1D1 and C2D1 or C1D1 and C3D1) using
the Guardant Health Infinity assay!

clearance was observed in 23 patients (66%) across multiple RAS G12X mutations and
associated with radiographic response’

aX denotes any amino acid. ®PAdjuvant therapy or multimodal therapy with curative intent is considered prior therapy if disease progression occurred on treatment or within 6 months
of treatment completion. Median duration of response estimated using the Kaplan-Meier method. Median follow-up is 10.8 months. ¢Data cutoff: 30 Sept 2024.

« Current RAS(OFF) G12C therapies have received accelerated approval but not full approval®

Materials and Methods

RASolve 301 Study Design (NCT06881784)

* RASolve 301 is a global, randomised, open-label, Phase 3 study designed to evaluate
the efficacy and safety of daraxonrasib compared to docetaxel in patients with previously
treated, locally advanced or metastatic, RAS mutant NSCLC
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Patients with =
) (N=210)
previously treated,
locally advanced
or metastatic,
RAS mutant NSCLC
Docetaxel
> 75 mg/m? IV Q3W
(N=210)

Dual Primary Endpoints Key Secondary Endpoints

PES? and OS PFS2, OS (RAS [MUT] population)

| ORRe (RAS G12X-C
(RAS G12X-C population) and RAS [MUT] population)

ORRe¢, PFS¢, DORac, TTRac,
QoL9, safety/tolerability,
PK profile

Key Inclusion Criteria

» Pathologically confirmed locally advanced or metastatic NSCLC

» 218 years of age

* Measurable disease per RECIST v1.1

« ECOGPS0or1

« Adequate organ function (bone marrow, liver, kidney, coagulation)

* One to two prior lines of therapy including an anti-PD1/PD-L1 agent and platinum-based chemotherapy. Prior
therapy with any RAS inhibitor, including a KRAS G12C inhibitor, is prohibited

« Documented RAS mutation status based on local testing. Eligible RAS mutations are defined as nonsynonymous
mutations in KRAS, NRAS, or HRAS at codons 12, 13, or 61 (G12, G13, or Q61)

Key Exclusion Criteria

Untreated CNS metastases

Asia Pacific (APAC) Site List

Japan Recruitment Sites

+ Aichi Cancer Center Hospital, Nagoya-shi

Cancer Institute Hospital of JFCR, Koto-ku

Fujita Health University Hospital, Toyoake-shi
Hyogo Cancer Center, Akashi-shi

Kanagawa Cancer Center, Yokohama-shi
Kanazawa University Hospital, Kanazawa-shi
Kansai Medical University Hospital, Hirakata-shi
Kindai University Hospital, Sakai-shi

Kitasato University Hospital, Sagamihara-shi, Kanagawa
Kyushu University Hospital, Fukuoka-shi

Nara Medical University Hospital, Kashihara-shi
National Cancer Center Hospital, Chuo-ku

National Cancer Center Hospital East, Kashiwa-shi

South Korea Recruitment Sites

» Ajou University Hospital, Suwon
« Chonnam National University Hwasun Hospital,
Hwasun-gun

RASolve 301 Participating Countries Currently Recruiting (as of 2 June 2026)

NHO Himeji Medical Center, Himeji-shi

NHO Hokkaido Cancer Center, Sapporo-shi
NHO Shikoku Cancer Center, Matsuyama-shi
Niigata Cancer Center Hospital, Niigata-shi
Saitama Medical University International
Medical Center, Hidaka-shi

Sendai Kousei Hospital, Sendai-shi

Shizuoka Cancer Center, Sunto-gun .
Tohoku University Hospital, Sendai-shi (
Tokyo Metropolitan Cancer and Infectious Diseases
Center Komagome Hospital, Bunkyo-ku

University Hospital, Kyoto Prefectural University

of Medicine, Kyoto-shi

Wakayama Medical University Hospital, WWakayama-shi

A

Chungbuk National University Hospital, Cheongju-si

Korea University Anam Hospital, Seoul

Samsung Medical Center, Seoul

Severance Hospital, Yonsei University Health System, Seoul

Study locations

Prior RAS-directed therapy or docetaxel Scan the code for a full list of APAC recruitment sites
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