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~ 40-60% of NSCLC Is oncogene driven
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Timeline of FDA-approved targeted therapies for
oncogene-driven NSCLC
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Timeline of FDA-approved targeted therapies for

oncogene-driven NSCLC
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Stage IV mNSCLC with EGFR-activating mutation

[ESCAT I-A; ESCAT I-B for uncommon EGFR mutations]®

N

PS0-2[1,A]
PS 3-4 for all following options [lll, A]

v

Osimertinib—pemetrexed—platinum-based doublet ChT
[1,A; MCBS 3]
Lazertinib-amivantamab-vmjw [I, A; MCBS 4]

EGFR TKI monotherapy [I, A-B; MCBS 3-4]°
Erlotinib—anti-VEGF(R) Ab [l, B; MCBS 1-2]°

| Gefitinib—carboplatin-pemetrexed [1, B] |

N
Disease progression®

v

N
[ Oligoprogression J

Local treatment v

(surgery or RT) o
and continue targeted »)  Systemic progression
systemic treatment [IV, C]




Risk-factors associated with poorer overall survival on
EGFR TKI monotherapy

95% of EGFRmM NSCLC patients in the real-world have = 1 high-risk feature?
® & ¢

1 Sabari JK, et al. J Thorac Oncol 2025; Passaro A. ELCC 2025



REVOLS858R trial

Design

q Untreated advanced non )

squamous NSCLC - '1 Ll
Stratification by:
) 1. Disease stage (stage IlIB-1V,
* EGFR L858R mutation | ,| or postoperative recurrence)
* 2 20years
+ PS 0-1 2. Presence or absence of
. . brain metastasis

+ Asymptomatic brain

\_ metastases allowed |3 Sex

Primary endpoint: Time to failure of strategy (TFS)*

Osi: 80 mg/day

Erlo : 150 mg/day T790M+*
+ Osi: 80 mg/day
Ram: 10 mg/kg Q2W

*Termination of the erlo+ram is followed by rebiopsy of a tumor lesion o liquid biopsy if rebiopsy is not possible

Secondary endpoint : OS (Key secondary endpoint) , PFS, PFS2, ORR, TTF, TD-TKI, and safety

Study objective: To determine whether sequential erlo + ram followed by osi improves TFS versus upfront osi in untreated advanced EGFR L858R-mutated NSCLC.

Haratake N, et al. ASCO 2026




REVOLS858R trial
TFS

100
Median TFS, months
(95% CI)
80 1 B os 148 (11.6-209)
B Erotram 16.6 (13.3-19.6)

HR (95% Cl) 1.03 (0.78-1.38); p=0.49

£ 60 -
=
% 40
w
(=
19%
13%
0 - . 4 x . - i = - .
0 6 12 18 24 30 36 42 48 54
| of ek Time after random assignment (months)
AmA 116 85 66 53 37 21 12 7 4 0
AmB 116 93 75 52 i 19 8 5 1 0

Haratake N, et al. ASCO 2026



REVOLS858R trial
PFS and OS

P FS Median PFS, months OS Median OS, months
(95% CI) (95% CI)
Osi 14.8 (11.6-20.9) Osi 44.0(31.1-NR)
100 - Erlo + ram 149 (12.2-17.8) 100 A Erlo + ram 384 (33.3-NR)
HR (95% CI) 1.08 (0.81 - 1.44) HR (95% CI) 0.98 (0.66 - 1.45)
80 80
%" 60 E B0
= =
8 8
EL 40 S 40 A
7 w0
L O
o 20 + 20 A
0 T T T T T T T T 1 U T T T T T T T T 1
0 6 12 18 24 30 36 42 48 b4 0 B 12 18 24 30 36 42 48 b4
Number at risk Time after random assignment (months) Number at risk Time after random assignment (months)
Osi 116 85 66 53 k1) 21 12 7 4 0 Oz 16 12 g5 85 75 50 3z 19 0
Elro+ram 116 a3 72 A7 27 18 8 5 1 0 Elro+ram 116 113 104 a1 78 47 a2 17 4 0

Haratake N, et al. ASCO 2026



REVOLS858R trial
T790M testing

[ T790M testing among erlo + ram arm ]

120 116 (100%)

100

=]
=

N 48 (41%)

Patients (n)

o
=

20 Re-biopsy

29 (25%)

Erlo + ram T790M testing

Haratake N, et al. ASCO 2026
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First subsequent Osi

Erlo + ram

4 15 (13%)
T —— 3 (3%)

12 (10%)

T790M-positive

treatment, n (%) n=116 n=116
Osi 23 (20%) | 16 (14%) I
1st or 2nd generation 0 o
EGFR.TK|s* 7 (6%) 28 (24%)
Platinum-based cytotoxic 34 (29%) 28 (24%)
chemotherapy
Nonplatinum cytotoxic 0 o
chemotherapy 1(1%) 3 (3%)
Other 3 (3%) 0 (0%)
No subsequent treatment 48 (41%) 41 (35%)

*Including antiangiogenic combination therapy
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PFS by baseline prognostic factors

CNS metastases at baseline

FLAURA 2

N = 116 N =110
24.9 (22.0-NE) 13.8 (11.0-16.7))

0.47 (0.33-0.66)

MARIPOSA

N=178 N =172
18.3 (16.6-23.7) 13.0 (12.2-16.4)

0.69 (0.53-0.92)

L858R EGFR mutation

N =106 N =107

N=171 N=172

!Mllll‘ dl]
Lss§n£ 24.7 (19.5-27.4) 13.9 (11.1-19.4) 18.4 (16.6-21.0) 14.8 (12.9-16.6)
0.63 (0.44-0.90) 0.7/8 (0.59-1.02)
@ Liver metastases at baseline N =43 N =66 N =64 N=72
19.5 (11.5-24.9) 11.1 (8.3-16.8) 18.2 (13.1-NE) 11.0 (7.4-12.8)
0.66 (0.41-1.07) 0.58 (0.37-0.91)
q TP53 mutation N = 41 N = 38 N = 149 N = 144
27.6 (24.7-27.6) 27.6 (13.9-30.3) 18.2 (15.3-22.1) 12.9 (11.1-14.7)
0.57 (0.43-0.77) 0.65 (0.48-0.87)
T

ctDNA positive at baseline

N = 148 N = 161
24.8 (19.6-27.9) 13.9 (13.6-16.6)

0.60 (0.45-0.80)

N = 266 N = 274
20.3 (18.2-23.9) 14.8 (12.9-14.7)

0.71 (0.57-0.89)




FLAME

Design

Patients with locally advanced /

metastatic EGFRm NSCLC who receive 3-
weeks first-line osimertinib

Key inclusion criteria:
* Aged 2 18 years
» History of EGFRm(19del/21 L858R) in

DIdS

Persistence ctDNA EGFRm at 3 weeks
after 1L osimertinib

+ No disease progression by RECIST 1.1

« Asymplomatic and stable brain metastatic
allowed

» ECOGPS 0-1

Stratified by:
Brain metastasis
status (yes/no)

EGFR mutation
type (19Del/21
L85ER)

® Randomization

ciDNA

Maintenance
osimertinib 80 mg
(QD)

+ pemetrexed 500
mg/m2 (Q3W)

Osimertinib 80mg QD + pemetrexed

500 mg/m? + carboplatin AUC5 (Q3W
for 4-6 cycles

Follow-up:
RECIST 1.1 assessment at
6, 12 and 18 weeks, then
| every 12 weeks until
RECIST 1.1 defined
radiological disease
progression or other
withdrawal criteria were met

Osimertinib 80mg QD

% 6 weeks after randomization
l ctDNA

* Primary endpoint: PFS by investigator assessment per RECIST 1.1
+ Secondary endpoints: 18-month OS rate, ORR, DCR, DoR, Depth of response, safety, resistance mechanisms
« Exploratory endpoints: The dynamic change of molecular alterations by plasma analysis, QoL

Wang Z, et al. ASCO 2026

® Disease progression
' ctDNA




FLAME
PFS

Osimertinib—

chemotherapy
(N=40)

Mumber of Events

HR (90% CI)

24 3
Median PFS, mo (95% CIl)  23.1(1265-2024) 127 (12.45-18.07)

0.54 (034, 0.86); P=0.028
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Wang Z, et al. ASCO 2026

Overall maturity: 68 8%

Median follow-up for PFS*, months (95%Cl):
Osimertinib-chemotherapy, 17.9(12.5-23.1)
Osimertinib monotherapy, 12.7(7.1~16.0)
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L858R

PFS by baseline prognostic factors

CNS metastases at baseline

L858R EGFR mutation

Liver metastases at baseline

TP53 mutation

FLAURA 2

N = 116 N =110
24.9 (22.0-NE) 13.8 (11.0-16.7))

0.47 (0.33-0.66)

N = 106 N = 107
24.7 (19.5-27.4) 13.9 (11.1-19.4)

0.63 (0.44-0.90)

N = 43 N = 66
19.5 (11.5-24.9) 11.1 (8.3-16.8)

0.66 (0.41-1.07)

N =41 N = 38
27.6 (24.7-27.6) 27.6 (13.9-30.3)

0.57 (0.43-0.77)

MARIPOSA

N=178 N =172
18.3 (16.6-23.7) 13.0 (12.2-16.4)

0.69 (0.53-0.92)

N=171 N=172
18.4 (16.6-21.0) 14.8 (12.9-16.6)

0.78 (0.59-1.02)

N = 64 N=72
18.2 (13.1-NE) 11.0 (7.4-12.8)

0.58 (0.37-0.91)

N = 149 N = 144
18.2 (15.3-22.1) 12.9 (11.1-14.7)

0.65 (0.48-0.87)

ctDNA positive at baseline

N = 148 N = 161
24.8 (19.6-27.9) 13.9 (13.6-16.6)

N = 266 N = 274
20.3 (18.2-23.9) 14.8 (12.9-14.7)

0.60 (0.45-0.80)

0.71 (0.57-0.89)
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Stage IV mNSCLC with EGFR-activating mutation

ESMO Oncogene-addicted Metastatic Non-small-cell progressing after a third-generation TI
Lung Cancer Living Guideline
v1.3 February 2026 Vo
Genomic analysis by NGS (tissue or cfONA followed by tissue, if no target is
found with cfONA)
[, CJ
Vs \
Resistance mechanism No resistance mechanism
identified identified
< Amivantamab-vmjw=platinum-
v 7 N based doublet ChT [I, A; MCBS 2]
Clinical trial [lll, B] or refer to N Systemic Platinum-based doublet ChT [Ill, A]
no resistance mechanism progression Atezolizumab-bevacizumab—
J J paclitaxel-carboplatin

[IHl, B; MCBS 3]

Datopotamab deruxtecan [Ill, B; MCBS 2]
T-DXd [IlI, B] for patients with HER2+ (IHC 3+)



Resistance mechanisms post-osimertinib

Coomnd,
EGFRamp
/ G724S
@uimd EGFR m@ / 'ﬁ S768|

METamp (7-15%)

6-10%

[ Acquired amplifications

[C] Acquired oncogenic fusions
SPTBN1-ALK

g RET fusions

& BRAF fusions

k BRAFVG00E (3%)

' PIBKCA (7%)
KRAS (3-4%)
( A

HER2 (1%)

[C] Acquired MAPK-PI3K mutations

[ Acquired cell cycle gene alterations

[CJ Unknown

B Transformations (SCLC, SCC)
CCND1amp

CCND2amp
CCNE1amp
CDK4amp
CDK6amp

Leonetti A, et al. British Journal of Cancer 2019;121:725-737



Fourth-generation EGFR-TKIs In pretreated NSCLC-
patients with EGFR C797S

40 mg QD 60 mg QD Lines of Prior Anti-Cancer Therapy 2 3 2 1 2 2 3 1 3 2 2 1 1 3 4 21 29 1 22
nm="1r) n=21j Prior Platinum-based Chemotherapy El ]
» DZD6008 oRRneapsicy | €12 | s@29 wosare e oo () FFFFRREL) B G0 -
. ’ (18.4, 67.1) (21.8,66.0) Bascline BM [+] [] [*[[¥]
» TIAN-SHAN phase 1/2 trial
DCR, n (%) [95% CI] s 19 e~
H H (71.3,99.9) (69.6,98.8)
» Progression after 3th generation g
EGFR-TKI PR
PR 7(41.2) 9(42.9) 'g
sD 9(52.9) 10 (47.86) %
PD 1(59) 2(9.5) i
PFS rate at 6 mo, % 706 61.8 E O ment Group
(95% ClI) (38.8,88.0) (35.8,79.8) I 20 mg (n = 1)
-100 AEln\g(n::?) [
Median follow-up, mo 61 57 B 020
Phase 2 Dose Expansion
» Silevertinib
. -~ - - . ™ Cohort1 Recurrent NSCLC after <2 prior therapies ~ ~
} Phase 2 tr|a| Main Inclusion Criteria: N=41  EGFR non-classical mutation (NCM) positive Primary Objective:
* EGFR NCM hy local NGS test * ORR
- (0) * Asymptomatic brain Secondary Objectives:
» ORR (C797S cohort) = 36,4% Asymptom secer
* DOR
Main Exclusion Criteria: Cohort 2 Recurrent NSCLC after <2 prior therapies .05
+ Classical EGFR mutations N=42  EGFR acquired C7975 mutation positive « Safety
(del19, L858R) [Cohort 3] - PK
+ Other resistant mutations \.

(e.g., EGFR T790M, exon

20ins, MET, KRAS G12C, etc.)
| J

Cohort3 Treatment-naive NSCLC with
N=43 EGFR non-classical mutations (NCMs)

Wang M, et al. ASCO 2026 ; Alexandra H, et al. ASCO 2026



Uncommon EGFR




Atypical EGFR mutations

a EGFR-mutant patients b Atypical EGFR mutations
B Classical (67.1%) #M Classical + T790M
3 Exon 19
B Atypical (30.8%) + atypical (2.2%) 9.4%
Complex
9.1% 9.1%

Classical + T790M
+ atypical 2.2%

T790M 0.3% Extracellular
6.7%

Trans-
membrane 0.4%

Classical
+ T790M
11.1%

Other 2.0%
Total = 7,199

Total = 11,619

Robichaux J, et al. Nature 2021

» Atypical EGFR-mutations (including
PACC mutations) are identified in ~ 30%
of newly diagnosed EGFRm-patients.

» Patients with atypical EGFR-mutations
have worse outcomes compared to
patients with classical EGFR-mutations
(exon19del, L858R).
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ESMO Oncogene-addicted Metastatic Non-small-cell
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v1.3 February 2026 EGFR eXOHZOInS

Uncommon EGFR mutation

Stage IV mNSCLC with EGFR ex20ins mutation [ESCAT I-A]

Stage IV mNSCLC with EGFR-activating mutation

[ESCAT I-A; ESCAT I-B for uncommon EGFR mutations)®

Amivantamab-vmjw-carboplatin-pemetrexed [, B; MCBS 3]
Platinum-based doublet ChT = ICI [IV, B], if amivantamab is not available

N
PS0-2[1,A]
PS 3-4 for all following options [lll, A]

l N
[ Disease progression J

Osimertinib—pemetrexed-platinum-based doublet ChT

[I,A; MCBS 3] l
Lazertinib—amivantamab-vmjw [I, A; MCBS 4]

EGFR TKI monotherapy [I, A-B; MCBS 3-4]°
Erlotinib—anti-VEGF(R) Ab [, B; MCBS 1-2J°
Gefitinib—carboplatin-pemetrexed [l, B]

If not received before:
Amivantamab-vmjw [lll, B; MCBS 3]
Sunvozerunio 1, B, It PU on or anter piaunum-basea ChT

Afatinib [I, B; ESMO-MCBS v2.0 score: 4] or osimertinib [IIl, B] is
recommended for patients with a major uncommon, non-exon
20 insertion, sensitising EGFR mutation.



WU-KONG28

Design

. Sunvozertinib
(300 mg, once daily, orally)

Key Eligibility Criteria
» Cytologically/histologically

confirmed locally advanced or Randomized at 1:1

metastatic non-sq NSCLC ===+ Siratified by baseline
» Documented EGFR exon20ins brain metastasis (Y/N)
: E%édﬁgﬁsm or freatment naive Platinum-based Chemotherapy

' (Carboplatin, AUCSH + pemetrexed, 500 D Sunvozertinib
ori Endooint » mg/mZ, Q3W up to 6 cycles, followed by =——— (300 mg, once
rimary tndpoint. pemetrexed maintenance therapy), daily, orally)

+ PFS assessed by BICR T
Secondary Endpoints:
= 05 (Key secondary) © Crossover to sunvozertinib was allowed

PFS assessed by investigator ® upon BICR-confirmed progressive disease

= ORR, DCR, DoR, and tumor size change
+ Safety, Pharmacokinetics

Exploratory Endpoints:
* PF52 etc.

Heymach J, et al. ASCO 2026



WU-KONG28

Baseline Characteristics

Baseline Characteristics SUI'(I:I(;?I%IQ;I;I'III) Chir:::gﬁ;apy
Median age, years (range) 620 (27, 87) 62.0 (28, 85)
Female, n (%) 87 (53 4) 105 (65.2)
Never smoker, n (%) 101 (62.0) 107 (66.5)

Race, Asian/non-Asian, n (%)

102 (62.6)/61 (37 4)

102 (63 4)/59 (36.6)

ECOG score, 0/212 n (%)

46 (28.2)1117 (71.8)

43 (26.7)/118 (73.3)

Baseline brain metastasis, yes/no, n (%)

21 (12.9)142 (87.1)

20 (12.4)1141 (67.6)

Extent of disease, locally advanced/metastatic, n (%)

4 (2.5)/159 (97 5)

4 (2.5)1157 (97.5)

Number of organ/site involvement, 1-3/=3 , n (%) 92 (56.4)71 (43.6) 106 (65.8)/55 (34.2)
EGFR exon20ins subtype, n (%) ©
769_ASV 51(31.3) 52 (32.3)
770_SVD 21(12.9) 32 (19.9)
Others and Unknown 91 (55.8) 7T (47.8)

2 The latest aszessment resuli relative to first dosing was selected as the baseline value. Two patients had an ECOG score of 1 at screening, which turned into 2 after randomization. © At least 54 EGFR

exon20ins mutation subtypes were enrolled in this study.

Heymach J, et al. ASCO 2026




WU-KONG28

PFS

Heymach J, et al. ASCO 2026

100 == Median Hazard Ratio P Value
o 90 - (95% CI) (95% Cl)
£ 801 Sunvozertinib 103 (8.3, 14.0) 065 (0.50 0.85) 0.0008
s 70 - Chemotherapy 7.5(6.7,8.5)
L g0 -
°
o 50 - 46.1%
o
S 40 -
c
E 30 f. Sunvozertinib
{ 2[] n 26.?% . I.
10 - 17.1% |
0 T T T I T | T T T T T
0 3 4] g 12 15 18 21 24 27 30 33
Months since Randomization
Number At Risk:
Sunvozertinib 163 143 108 74 60 48 34 26 18 g 3 0
Chemotherapy 161 128 a4 51 28 22 14 7 6 2 1 0




WU-KONG28
PFS by subgroups

Subgroup Mo. of Events/Patients Hazard Ratio(95% CI)
Sunvozertinib Chemuotherapy
Overall 111163 115161 _— 0.65 (0.50, 0.55)
Age Group i
=65 years GEME 71193 — 062 (0.44, 0.87)
5 =065 years 4574 44/68 — 0.71{0.46,1.07)
ex !
Female h4laT 7001105 —_— 0.63 (045, 0.97)
Male BTG 45/56 e 053 (0.39, 0.35)
Hﬂggg [
ian TTHO02 78102 —— h 056 (041, 0.77)
o Non-Asian 34161 36/59 e w— 093 (058, 1.43)
egion i
Morth America + EU 27150 33152 —_— 0.78(0.47,1.30)
Others 84113 821109 —_— 0.62 (0.45, 0.84)
Smoking History !
Mewver 64/101 74107 — 0.61(0.43, 0.35)
Ewver 47162 41/54 e — 073(048, 1.11)
Baseline ECOG '
0 28/46 26/43 —_— 077 (0.45,1.31)
=1 a3y a9/113 —_— 0.62 (0.46, 0.54)
Brﬁi_?hh'letastasis at Baseline .
i 14721 1220 = 096 (0.44, 2.08)
Without a7M42 103141 —— h 0.62 (047, 0.83)
EGFR Exon20ins Subtype '
TE9_ASY 3451 39/52 —_— 046 (0.29,0.73)
T70_3S\VD 1521 149132 !
Other/Unknown G291 57T e 077 {053, 110)
EGFR Exon20ins Region .
Mear loop TN 79109 —_— h 059 (0.43, 0.52)
Farloop 2841 30143 —_— 0.33(0.49,1.33)
C-heliz'Unknown 611 6/9 '
Disease Related Surgery X
With 21734 19431 _— 055 (0.29,1.02)
Without 490129 96130 —_— 0.69 (0.51, 0.92)

f
02 1 2 45
+ Favors Sunvozertinib  Favors Chemotherapy —

Heymach J, et al. ASCO 2026



WU-KONG28

Tumor

response

100+ M Patid Resporse 100 4 E Patid Resporse
H". a M Stzhle O a B Stable Oseaze
g 80 Sunvozertinib Arm -] H‘EQTZSSSIP-.-'B:T:?SEE‘SE 80 Chemﬂtherap}' Arm B Rogressive Dsease
Mat Evealuabe @ Mot Evduable
£ 60 60
2 a0- 40 -
=]
E 20 20 e - = - == === === === e mmmme-ememe-ese-e---a-a--
=
& 04 0
g 20
5 =20 o .
5 i 4
: 40 =40
e -60 -60 ~
8 a4 cORR: 58 9% o cORR: 31.1%
- Median tumor size shrinkage: 42.1% - Median tumor size shrinkage: 24.7%

Sunvozertinib (N=163)

Chemotherapy (N=161)

Best Objective Response Rate, % (95% CI)

68.1 (60.4, 75.2)

35.4 (280, 43.3)

Confirmed Objective Response Rate, % (95% Cl)

58.9 (50.9, 66.5)

31.1(24.0, 38.8)

Odds Ratio (95% Cl); P value

3.2 (2.0, 5.0): P<0.0001

Disease Control Rate, % (93% CI)

94.5 (89.8, 97.4)

85.7 (793, 90.7)

a Calculated in pafients with measurable target lesions at baseline assessed by BICR, including 158 patients in the sunvozertinib arm and 154 patients in the chemotherapy arm.

Heymach J, et al. ASCO 2026




WU-KONG28

Duration

Heymach J, et al. ASCO 2026

of response

Median (95% CI)

Sunvozertinib  11.2 (8.2, 13.9)
Chemotherapy 7.1(6.9,11.1)

Sunvozertinib

Percentage of Patients
14}
o

Lhemotherapy

0 3 6 9 12 15 18 21 24 27 30 33

Time (months)
Number At Risk:

Sunvozertinib 96 91 64 48 36 28 22 17 9 4 2 0
Chemotherapy 50 44 29 13 9 5 1 1 1 0 0 0

Median follow-up time: 22.1 months in the sunvozerinit arm and 13.8 menths in the chemotherapy arm.




WU-KONG23
oS

100 fro

Median
a0 - (95% Cl)
Sunvozertinib  29.8 (21.8, NE)
g 80 1 Chemotherapy 28.8 (20.7, NE)
g 707
@ 60 - e o OS data maturity
s Sunvozertinib
g 50_ e e 0 0 0 e e 0 0 e 0 0 . &R ! - 38_9% (126!"324)
g 40 1 v' 38.0% (62/163) in the sunvozertinib arm
E 30 7 v 39.8% (64/161) in the chemotherapy arm
209 In-study crossover
10 o . )
v 90.2% (101/112) patients with BICR-
0 T T T T T ' T T T T T T T confirmed progressive disease crossed
0 3 6 9 12 15 18 21 24 27 30 33 3% 39 over to receive sunvozertinib treatment
Months since Randomization
Number At Risk:
Sunvozertinib 163 158 149 132 108 a2 TG 67 60 40 21 8 2 o
Chemotherapy 161 154 147 134 113 ar 79 62 55 40 24 10 2 0
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WU-KONG23
PFS2

100 A= Median Hazard Ratio P Value
90 - H“\_\ (95% CI) (95% CI)
Sunvozertinib 217 (16.1,24.3) 0.70 (0.52, 0.95) 0.0111

80 - 736%  Chemotherapy 155 (13.4, 18.6)

= 46.6% (76/163) started subsequent therapy
¥ 72.4% (55/76) received chemotherapy

70 - :
67.8% | : .
60 1 : First subsequent systemic therapy
: : Sunvozertinib arm
40 - 44.0% Sunvozertinib

30 -

Percentage of Patients
S

20°- Chemotherapy anm
10 ! . = 72.0% (116/161) started subsequent therapy
U T I T II ] II T T ] I T

%‘

v 91.4% (1063/116) received sunvozertinib

0 3 6 9 12 15 18 21 24 27 30 33 (90_2% through in-study crossover)
Months since Randomization
MNumber At Risk:
Surnwozertinib 163 157 142 116 95 77 &0 49 kb 16 11 2 0
Chemotherapy 161 153 142 117 83 60 45 31 24 13 6 1 0

Heymach J, et al. ASCO 2026



WU-KONG28
Safety

Sunvozertinib Chemotherapy

(N=163)a (N=150)z
Participants with Any TRAE 163 (100.0) 146 (97.3)
Any TRAE with Grade =3 100 (61.3) 74 (49.3)
Any Treatment-related SAE 30 (16 .4) 19 (12.7)
Any TRAE Leading to Dose Interruption 74 (45.4) 41 (27.3)
Any TRAE Leading to Dose Reduction 66 (40.5) 36 (24.0)
Any TRAE Leading to Treatment Discontinuation 12 (7.4) 17 (11.3)
Any TRAE with Fatal Outcome 0 (0.0) 1(0.7)°

+ In the sunvozertinib arm, the top TRAESs leading to dose interruption and reduction included blood CPK increased and
diarrhea, which did not lead to treatment discontinuation.

Heymach J, et al. ASCO 2026



WU-KONG28
Safety

Sunvozertinib (N=163)

Chemotherapy (N=150)

All Grade = (Grade 3 All Grade = GGrade 3
Participants with Any TRAE 163 (100.0 100 (61.3 145 (97.3) 74 (49.3)
Diarrhea 5(10.0) 0(0.0)
Blood creatine phosphokinase increased 90 (55. 2} 5(3.3) 1(0.7)
Rash 84 (51.5) 8(5.3) 0(0.0)
Paronychia . 0(0.0m 0(0.0)
Anemia (45 0} 10 (6.1) 91 (60.7) 15 (10.0)
Weight decreased 6 (34.4) 5(31) 5(10.0) 1(0.7)
Decreased appetite {3'1 9) 1({0.6) 39 (26.0) 2(1.3)
Blood creatinine increased 0(30.7) 1(0.6) 12 (6.0} 0(0.0)
Vomiting (24 5) 3(1.8) (2’1 3) 3(2.0)
Mausea 8(23.3) 3(1.8) 6 (44.0) 2(1.3)
Aspartate aminotransferase increased {2'1 5) 3(1.8) (34 7) 1(0.7)
Lipase increased 5(21.5) 9(5.5) 8 (5.3) 1(0.7)
Amylase increased {2[] 9) 2(1.2) 11(7.3) 0 (0.0}
Alanine aminotransferase increased 5(15.3) 2(1.2) 0(33.3) 2(1.3)
Meutrophil count decreased (13 5) 4(25) 8 (45.3) 28 (18.7)
White blood cell count decreased 0(12.3) 1(0.6) 58 (38.7) 10 (6.7)
Platelet count decreased 11 (6.7} 2(1.2) 2 (21.3) 10 (6.7)
Constipation 4(2.5) 0 (0.0} 0 (20.0) 0(0.0)

Heymach J, et al. ASCO 2026




Sunvozertinib In EGFR exon20ins NSCLC: new SOC?

» Sunvozertinib is the first oral targeted therapy to demonstrate superior efficacy over platinum-based chemotherapy in treatment-
naive EGFR exon 20 insertion NSCLC.

» The magnitude of PFS benefit is clinically meaningful but remains modest compared with the benefits observed with osimertinib
in classical EGFR-mutated NSCLC.

» The control arm may no longer reflect the evolving standard of care. The relative efficacy of sunvozertinib versus amivantamab-
based regimens remains unknown.

» Intracranial efficacy remains insufficiently characterized, and more mature CNS-specific data are needed to define its role in
patients with brain metastases.

1L chemo + amivantamab 1L sunvozertinib
A Progression-free Survival, Blinded Independent Central Review
1004
90 100 A== Median Hazard Ratio P Value
—
w 804 w 207 (95% CI) (95% CI)
3 704 E 80 Sunvozertinib  10.3 (8.3, 14.0) (0.65(0.50, 0.85) 0.0008
& o 1 270 Chemotherapy 75 (67, 85)
" \ o
) \ « 60 A
B0 i e PR n — _
% N ' mivantam MPFS =11,4 m o 50 - 46.1% MPFS =10,3 m
8 404 oy Amivantamab ’ g y
] b ! 1 chemotherapy _ g 40 - i _
I N ORR = 73% I | L ORR = 59%
a 20 @azard ratio for (:(‘J;l’ “\ : 9.8-13.7) > 0 g 20 26 T% $ H unvozertni > 0
progression or death, Yo, 4 - 4 . i i —
104 0.40 (95% CI, 0.30-0.53) .:-«,_ w. Chemotherapy Grade —3 AE 75 /0 o 10 - 17.1% Grade —3 AE 61 /0
P<0.001 A ‘ H H
0 3 . x X y r : \ 0 T T T :l T : T T T T I T
¢ 3 6 ? ke L 18 2 24 0 3 6 9 12 15 18 21 24 27 30 33
Mniithie i me
nnce on Months since Randomization
No. at Risk Number At Risk:
Ao . 129 3 0 L 2 * B 2 ? Sunvozertinib 163 143 108 74 60 48 34 26 18 ] 3 0
chemotherapy
Chemotherapy . 155 131 74 4 14 A 5 ) 0 Chemotherapy 161 128 84 51 28 22 14 7 5 2 1 0
Zhou C, et al. NEJM 2023 Heymach J, et al. ASCO 2026




CHRYSALIS-2

Design
Dose expansion cohorts
Cohort A: EGFR Ex19del or L858R
- ~N Post-osimertinib and platinum-based chemotherapy / \
Dose escalation phase Post—standard of care and platinum-based chemotherapy i
RP2CD was identified Cohort C: Atypical EGFR mutati Primary endpoint:
=D was identified: ohort C: Atypica mutations . ORR by investigator per
IV :amivantamab 1050 mg Treatment naive or post-EGFR TKl/chemotherapy® i el
: RECIST v1.1
(1400 mg if 280 kg)? - —
Cohort D: EGFR Ex19del or L858R
plus Post-osimertinib, biomarker validation Secondary endpoints:
o QAdal mr ] 50 » DoR
Lazertinib 240 mg orally Cohort E: EGFR Ex1 :;|i.12—.3| or L858R _ . CBR:
Post-osimertinib, MET IHC+ analysis (amivantamab + lazertinib)
§ ) - PFS
Cohort F: EGFR Ex19del or L858R - 0S
Post-osimertinib, MET IHC+ analysis (amivantamab monotherapy) - Safety (AEs)

- /

= Participants with Ex20ins and Ex19del/L858R co-mutations were excluded
» CHRYSALIS-2 enrolled prior to COCOON?Z, SKIPPirr?, and PALOMA-34

o Therefore, participants did not receive the enhanced prophylaxis for dermatologic AEs and IRRs, and subcutaneous amivantamab was
not available

Neal J, et al. ASCO 2026



CHRYSALIS-2

Tumor response

+ In CHRYSALIS-2 Cohort C, a total of 49 treatment-naive participants with atypical EGFR-mutated NSCLC were enrolled globally to
receive 1L amivantamab + lazertinib

o Median age was 60 years, 45% were female, and 57% were Asian
o Most frequent EGFR mutations? included G719XP (55%), S768X¢ (27%), and L861X9 (24%)
o Compound mutations were observed in 35% of tumors
« At a median follow-up of 16.1 months, ORR was 57%
o CBRe® was 84%, and all evaluable patients with 21 post-baseline assessment achieved PR or SD
o Median DoR was 20.7 months and median PFS was 19.5 months (95% CI, 11.2—-NE)
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CHRYSALIS-2

OS
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CHRYSALIS-2
OS

» A descriptive, retrospective, observational analysis? was conducted to evaluate OS of a real-world atypical EGFR-mutated
NSCLC cohort from the FH/FMI CGDB that received a physician-selected 1L EGFR TKIP, and provide context for the
single-arm CHRYSALIS-2 Cohort C

100 ~

) Median OS
; (95% CI)
f= : : Amivantamab + lazertinib 41.0 mo (27.7-NE)
’E" 75 - Physician-selected EGFR TKI 15.2 mo (11.2-24.8)
=
n
@
s — Amivantamab + lazertinib
o 50 I II Ll T/ -l |
£
s
£
a 25 4 Physician-selected EGFR TKI
§ Median follow-up:
E Amivantamab + lazertinib, 31.3 mo
o 0 FPhysician-selected EGFR TKI, 13.4 mo
0 6 12 18 24 30 36 42 48 54
No. at risk Months
Amivantamab + lazertinib 49 7 36 36 29 26 19 10 8 0
Physician-selected EGFR TKI 69 48 36 23 19 14 10 0 0 0

Neal J, et al. ASCO 2026




CHRYSALIS-2
Safety

« The safety profile was manageable
and consistent with prior reports of
IV amivantamab + lazertinib'-2, with no
additional safety signals identified

o Most AEs were grade 1 or 2

« CHRYSALIS-2 was conducted prior to SC
amivantamab approval® as well as
COCOON*and SKIPPirr®; therefore,
participants received IV amivantamab and
did not receive enhanced prophylaxis for
dermatologic AEs and IRRs

Neal J, et al. ASCO 2026

Treatment-emergent AEs n=49

(230%) by preferred term, n (%) m

Related to EGFR inhibition

Paronychia 38 (78) 4 (8)
Rash 32 (65) 7(14)
Diarrhea 17 (35) 0
Stomatitis 17 (35) 0
Pruritus 15 (31) 0
Related to MET inhibition
Hypoalbuminemia 30 (61) 3 (6)
Peripheral edema 20 (41) 1(2)
Other
Infusion-related reaction 30 (61) 3 (6)
ALT increased 26 (53) 2 (4)
AST increased 24 (49) 1(2)
Hypocalcemia 23 (47) 0
COVID-19 20 (41) 1(2)
Nausea 15 (31) 1(2)
Constipation 15 (31) 0




Amivantamab-lazertinib in atypical EGFR: new SOC?

» CHRYSALIS-2 demonstrates clinical activity of amivantamab + lazertinib in atypical EGFR-mutated NSCLC, but
interpretation is limited by the absence of a randomized comparator.

» Survival outcomes appear encouraging compared with historical real-world data, although cross-trial and
external comparisons remain inherently limited by the heterogeneity of the population.

» Toxicity remains clinically relevant and may impact long-term tolerability.

ACHILLES/TORG1834 UNICORN CHRYSALIS-2
1L afatinib 1L osimertinib 1L amivantamab-lazertinib
100 1
r PFS | Median PFS, 9.4 mo (95% CI, 3.7-15.2 mo)
Ewve . Median PFS HR ' " o,
e Mo ety wsior eswor No. of patients, 40; No. o; events, 26; No. censored, 14 9 L S ‘ .
z Afatinit 7 SES gy oan o Median follow-up time, 8.7 mo (95% CI, 1.5-26.9 mo) E 801 L‘—{ZA]
= Platinum doublet 36 27 (75.0} |4.2?07? 2,(0 251100708 20" ) :é
k= 100 5 ol 5%
S e $ 4 Median OS
AE < 604 @ Median follow-up, 31.3 mo (95% CI)
a “ E Amivantamab 41.0 Mo (27 7—NE
0.2 g . S .| +lazertinib : @r. )
04 g
0.0 &
0 3 6 9 12 15 18 21 24 27 30 33 36 39 42 204 0
Time (months) o 0 3 6 9 12 15 18 21 24 27 30 33 3B 30 42 45 48 51 54
T Y T ' v T ' Y T N Months
(’\’!\Ion. a;a'r‘:';md’: n 3 6 9 12 15 18 21 24 2? Amivanlam::\?l\:e:j\: 49 44 37 37 36 36 36 34 29 27 26 22 19 15 10 10 8 1 0
Atatinib 73 57 4 3 20 B 123 8 7 B 5 1 1 0 Time, mo
(0) (100 (18} (17) {20} (22) (22) (23) (25} (25) (25) (27) (27) (28}
Platinu 6 2 13 6 5 3 3 3 1 1 1 1 0 @ No.atrisk 40 34 21 19 10 7 3 3 2 O
doublet © (5 (8 7 @ @ @ & ® @ G @ o ©
MPFS = 10,6 m ! 0OS =41
_ mOS = NR mus=4Llm
moS = AR e ORR = 57%
ORR =61% ORR = 55% Grade =3 AE = 70%
> = Y rage 2 = 0
Grade 23 AE = 44% Grade 23 AE = 27,5%
Miura S, et al. JCO 2025 Okumay, et al. JAMA 2024 Neal J, et al. ASCO 2026
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CROWN: 7-year update

Design

. : Primary endpoint
Lorlatinib 100 mg once dail
Key eligibility criteria n:14g J . PFS2 by BICR

. Stage IlIB/IV ALK+ NSCLC Key secondary endpoint

No prior systemic treatment for Stratified by: - 0OS _
metastatic disease - Presence of brain metastases Other secondary endpoints

. . . PF in i r
ECOG PS 0-2 Rere e . (Eytcre]s ystno) . ORS;;bg/ IB\:ES;Iga?- _

. Asymptomatic treated or untreated = =—p 1:1 A nicity A y and investigator
CNS metastases were permitted N=296 (Asian vs non-Asian) . IC ORR, ICTTP, DOR, IC DOR,

TTR and IC TTR by BICR and

. =1 extracranial measurable target L . . investigator
lesion (RECIST 1.1) with no prior —— Crizotinib 259 Mg twice daily c Safety
radiation required U=l . Quality of life

No crossover between treatment arms was permitted . Biomarker analyses

Mok T, et al. ASCO 2026



CROWN: 7-year update
PFS in the ITT population

Lorlatinib Crizotinib
(n=149) {n=147)
Events, n 62 119
100 PFS, median NR 91
(95% CIl), months (66 5-NR) (7.4-10.9)
90- HR (95% CI) 0.19 (0.13-0.26)
80 4
70 1
60 - 7% 55%
= | .
TH ! X
o 40- ! ! 1 7 new PFS
30.- . | events occurred
i | ! between 5 and 7
204 115% ' ! ' ' ' years with
I 1 ] I I N .
10 4 : + :+10% :10% 1 8% ' T% I g0, lorlatinib: 4
! | ! | i a L progression
0 ——— T+ 77— 71— — T T[T A events and 3
0 4 8 12 16 20 24 26 32 36 40 44 48 52 56 60 64 68 72 76 |60 84 88 |92 96 100 deaths (not
No. at risk Months treatment related)
— Lorlatinib 149 126 118 111 103 9% 93 69 &7 81 81 79 78 75 73 71 69 68 66 65 62 38 28 9 2 0

— Crizotinib 147 107 70 42 30 19 116 16 1 10 9 9 9 8 8§ 7 6 6 6 5 2 2 0 0 0O 0

At the time of this analysis, median PFS by investigator was still not reached with lorlatinib

Mok T, et al. ASCO 2026



CROWN: 7-year update
Conditional PFS

Conditional PFS beyond 2 years

Measure PFS
estimate
1004 Estimated proportion of PFS events PFS at 2 years 70%
o -HL._\“‘ﬁ PFS at 7 years 55%
*Conditional o
80 70% PFS (7Y2Y) %
20% I I . -
70 4 T I ”KEstllma;jd.as Ftlrl':es m“sﬁ of tme i
'l o dplan-ivieer es5umales a
60 - 10% I 5% = '20!,_' e S I 25% and 2 years. (55% / 70%)
= ’ 3% i ve— s T PR
o 50 - . 3% 2%
L | 1
o 407 ! |
30 - ! I
20 - | |
| |
10 4 I I
0 1 |
Year 1 | Year 2 | Year 3 | Year 4 | Year 5 | Year & | Year 7 |
No. atrisk

— Lorlatinib 149 126 118 111 103 96 93 89 87 81 81 79 78 75 73 71 60 68 66 65 62 38 28 9 2 0
Patients without a PFS event in the first 24 months on lorlatinib have a

79%* probability of remaining alive and progression-free at 7 years

PFS, progression-free survival.

Mok T, et al. ASCO 2026



CROWN: 7-year update

Time to IC progression

Lorlatinib Crizotinib

3“"‘ 100+ 929, 92% 92% 92% 92% (n=149) (n=147)
H —— i ———H——— i —-HaHa-H-aHH———
.E 90 A | . | i i Events, n 9 66
w 1 | | 1
2 80 : | | : | Time to IC NR 16.4
> 70 - ! | | | : progression, (NR-NR) (12.7-21.9)
5 60 - | I I | I months, median
Q 50 - | | | | ! (95% Cl)
-y : ! | : I HR (95% Cl) 0.06 (0.03-0.12)
2 ! | | : :
T 307 h - § L .
v 20 7 125% 1 25% | e L I
E | | |22!’0 I 229‘; | . . u
& 101 : ! | : o ' 16% Tumor assessments, including brain
E ————————————————————— MRI, have been performed every 8
0 4 8 12 16 20 24 28 32 36 40 44 48 52 56 60 64 68 72 76 80 84 88 92 96 weeks up to 5 years and every 16
Nl_o-la}'n'z-k149128 19112105 96 96 92 89 86 64 81 ﬁé‘fﬂ%ﬁ 76 76 72 69 69 66 64 41 20 9 2 weeks afterwards in all patients
— Lorlatini
—_ Crizotinib 147107 75 46 34 22 19 18 12 12 10 10 9 8 8 7 6 6 6 5 2 2 0 0 0 throughout the study

No new IC progression events occurred after the first 30 months on

Mok T, et al. ASCO 2026



CROWN: 7-year update

Time to IC progression by brain metastases

With baseline brain metastases Without baseline brain metastases
Lorlatinib Crizotinib Lorlatinib Crizotinib
(n=35) (n=38) (n=114) (n=109)

Events, n 5 26 Eventis, n 4 40

Time to IC progression, NR 7.2 Time to IC progression, NR 239

months, median (95% Cl) (NR-NR) (3.7-11.0) months, median (95% CI) (NR-NR) (16.4-30.8)

HR (95% CI) 0.03 (0.01-0.13) HR (95% CI) 0.04 {0.02-0.12)
* 100+ £ 100+ 96% 96%  96% %% 9%  96%
= 90% £ A ————H— —— DO
2 90 : 83%  83% 83% 83% 83% 2 904 . . ! ! : T
g 80 1 : 1 1 | 1 - 3 80 1 : : : : : 1
= | | | | | 1 = 1 | 1 1 | 1
3 TO b | | | | | | g ?D 9 1 | | | | |
& 60 | | | | | I & 60 | | | | | I
QO 50 | | | | | I Q9 504 ' : | : | !
a— | | | | | | e | | | | | 1
3 407 | : : | : ! 3 404 : J : : | !
S 30 I | | I | | S 30 [ T i L1, - 1
. | | | | | i = ) A I
2 ol : : : : : I 2 0l : : : : 129% | 22%
O | 1 1 | 1 a 1 | 1 1 |
s 0 — s IJ
o 0 4 8 12 16 20 24 28 32 36 40 44 48 52 56 60 64 68 72 76 80 84 88 92 95100 o 0 4 8 1216 20 24 28 32 36 40 44 48 52 56 60 64 68 72 76 80 84 88 92 95100

Mo. at risk Months No. at risk Months
— Lorlatinib 35 32 29 28 28 26 26 25 22 22 20 20 20 20 20 20 18 18 18 18 17 11 — Lorlatinip 114 96 90 84 ¥7 72 70 67 &7 o4 64 61 ©1 60 583 56 54 51 51 50 47 30 22
—Crizotinib 38 2112 5 3 1 ¢ 0 O O O O O O O O O O O O O O — Crizotinip 109 86 63 41 31 21191812 101010 9 &8 8 7 6 6 6 &5 2 2 0

Sustained plateau in time to IC progression indicates a prolonged protective effect against the

ey

g 1 0
000

development of new brain metastases and a sustained control of the existing ones

Mok T, et al. ASCO 2026



CROWN: 7-year update

Adverse events

AEs of special interest

Loratinib Crizotinib
: . . 58% Edema 43%
» No increase in frequency of grade 3 or 4 AEs since
the 5-year analysis (77%) 1% Hypertriglyceridemias 6%
— Majority were due to an increase in lipid values 13% Hypercholestersiemia || 4%
« Despite higher rates of hyperlipidemia with _
lorlatinib, no increase in cardiovascular AEs was 46% Penpheral neuropathy 16%
observed compared with crizotinib 45% Weight gain I 13%
«  Frequency of CNS AEs was consistent with longer
30% Cognitive effecis® 7%
follow-up; most were grade 1 or 2
- Dose reductions were reported in 34% of patients 21% Mood effects® %
in the lorlatinib group; median time to dose _
. 595 Psychotic effects® 1%
reduction was 25 weeks
. . . ) Grade 12 6% Speech effects 0% Grade 1/2
« All freatment-related discontinuations (5%) ® Grade 314 ® Grade 3/4
occurred within the first 26 months 00 8 80 40 20 0 o 2 4 s & 100
Incidence, % Incidence, %

Safety profile of lorlatinib was consistent with prior
AE, adverse event; CNS, central nervous system. analyses with no new safety signals with longer follow-up

aComprised a cluster of AEs that may represent similar clinical symptoms or syndromes.

Mok T, et al. ASCO 2026



CROWN: 7-year update

Impact of dose reduction

100 1
S0 1
80 1
70 1

PFS, %

0

No. atrisk

60 1
20 ~
40 +
30 +
20 1
10 1

PFS
With dose reduction Without dose reduction
(n=23) (n=08)
Events, n 7] 36
PFS
. i MR NR
maonths, median
(95% CI) (79.8-NR) (81.9-NR)
“*
=|-_|__H_-___+ — )
‘-H-"""J————-I\ - I_‘—~_1‘
I"l—-'l.—-+l___-——‘
- o ———t
0 4 & 1216 20 24 256 32 3640 44 48 52 56 60 64 65 72 76 80 84 38 92 96100
Months

— With dose23 21 20 1817 15 1515 14 13121212 121111 1010 9 7 5 3 0 0 0 0O
reduction
Without 98 96 86 79 76 75 72 70 67 66 66 64 61 60 59 57 565555 372412 5 2 0 0

dose
reduction

Long-term efficacy with lorlatinib was similar between patients with and without dose reduction within
26 weeks. PFS and IC TTP were also consistent across lorlatinib dose levels (100, 75, or 50 mg)

Mok T, et al. ASCO 2026

100

90 1
80 1
70 1
60 A
50 A
40 A
30 1
20 1
10 1

Patients without IC
progression, %

No. at risk

Time to IC progression
With dose reduction

Without dose reduction

(n=24) (n=09)
Events, n 0 6
Time to |C progression, NR MR
manths, median {35% CI) (MR-MR) (NR-NR)

T
e b - e — - — — R

0 4 8 1216 20 24 28 32 36 40 44 48 52 56 60 64 68 72 76 80 84 88 92 96100

Months

— Withdose24 21 201817 15 1315 14 1313 1313 121111 111110 8 5 3 0 0 0 0

reduction
dose
reduction

Without 92 96 88 82 79 78 75 73 70 68 68 67 66 64 63 58 5857 57 392512 5 2 0 0O




CROWN: 7-year update

Resistance mechanisms

Genes with 22 gain or loss alterations at EOT (n=233)

10
gllllIIIIIIIII-IIIIII--
61% HHNEEEEnEnEEEN ALK Fusion
s HEEIEnE EEEEEE  essWY
s AlNEnninEEEn EML4 Fusion
22 [l n ml BRCAZ SNV
2. N [ | [ ] ] | MYC CNA focal + amp
17% B | [ ATM SNV
7% [ | i = FLT1 SNV
17% M H B [ | SPEN SNV
7% [ | m B CHEK2 SNV
7% W [ | KRAS SNV
17% Bl N B NOTCHISNV
Ly || [ | LRP1B SNV
1% [ FATT SNV
3%l [ | [ | NTRKT SNV
13% [ | [ N | ROS1 SNV
13% ll [ ] LRP5 SNV
9% [ | [ | HDACE SNV
9% | | [ | HELQ SNV
9% | | [ | PREX2 SNV
9% [ | B reisw
9% [ | | DIS3L2 SNV
9% [ | [ | XRCC2 SNV
L | [ | MAP2K1 SNV
9% 0 MET CNA focal + amp
9% ] | NOTCHZ CNA focal + amp

N I IS BN W PFS status

amp, amplification; CNA, copy number alteration; ciDMA, circulating tumor DMA; EOT, end of treatment; PFS, progression-free sundival; SNV, single-nucleotide variation.

Mok T, et al. ASCO 2026

Previously identified resistance mechanisms

RTKIRAS/IMAPK pathways: MAP2K1, MET,
KRAS, and NTRK1

Tumor suppressors: RB1, LRP5, and FAT1
Amplified oncogenes (copy number 22.1):

Off-target

Status PFS status
e M=oty ot MYC, MET, and NOTCH2
I Maintain

New putative resistance mechanisms
Angiogenesis pathway: FLT1/VEGFR1
DNA damage repair. XRCC2
Epigenetic regulation pathway: HDAC6

PFS early: PFS =212 months

PFS intermediate: PFS =12 to <54
months

=17 patients discontinued due to
progressive disease and 6
discontinued due to adverse events.

No emerging new ALK resistance mutations

were detected in the ctDNA samples collected at
end of lorlatinib treatment




Transforming ALK-positive NSCLC into a chronic disease

» Lorlatinib has demonstrated the longest PFS ever reported in advanced (ALK+) NSCLC
» Lorlatinib is able to persistently control the disease, both systemically and intracranially
» Most PFS events occur within the first two years: Primary resistance? Co-mutations (TP53)? More agressive tumor biology?
» The challenge is not late resistance, but identifying the patients who (will) progress early

100 4

B0

PFS (%)

40

ALEX: alectinib

—— Crizotinib {n = 151)
—— Alectinib (= 152)
+ Censored
HR 043 [85% Cl 0.32-0.58)
P = 0.0001
T T T T T T T
i B 12 18 24 30 38 42 48
Time {months)
152 135 13 0% a8 B4 1] 1 e =] 68 1 a9 ] 14 k]
151 132 1M B3 65 4z a1 B 33 ] 13 19 17 13 1
MPFS = 34,8 m
ORR = 83%

Grade 23 AE =41%

Mok T, et al. Ann Oncol 2020; Peters S, et al. Ann Oncol 2026

ALTA: brigatinib

A Progression-free Survival

Median AtlYr
(95% Cl) (95% Cl)
mo %
Brigatinib NR 67 (56-75)
Crizotinib 9.8 (9.0-12.9) 43 (32-53)
100+
—_ 90
.§ 20+
a g 70 Brigatinib
E 3 60+
& g 504
2 S 40- Crizotinib
8 30-
gn Hazard ratio for disease progression or death,
£ 204 0,49 (95% CI, 0.33-0.74)
104 p<0.001 by log-rank test
c ] T T T T T 1
0 3 6 9 12 15 18 21
Months
MPFS = 29,3m
ORR =79%

Grade 23 AE = 74%

Camidge R, et al. NEJM 2018; Camidge R, et al. Lung Cancer 2025

H Lorlatinib 149 126 118 111 103 96
| Crizotinib 147 107 70 42 30 19

100
904
80 4
704
60
501
404
304
204
10 4

PFS, %

CROWN: lorlatinib

0
0 4 8 12 16 20

No. at risk

Mok T, et al. ASCO 2026

24 28 32

93 89 87
16 16 11

36 40 44 48 52 56 60 64 68 72 76

Months

81 81 79 78 75 73 71 69 68 ©66 65 62 38 28
i 9 9 9 8 8 7 6 8 6 5 2 2 0

mMPFS = NR
ORR =76%
Grade 23 AE=77%

80 84 68 92 96 100

9 2 0
0o 0 0




CLINICAL PRACTICE
GUIDELINES

ESMO Oncogene-addicted Metastatic Non-small-cell
Lung Cancer Living Guideline

v1.3 February 2026

Stage IV mNSCLC with ALK fusion

[ESCAT I-A]

N

Rebiopsy recommended
(not mandatory for decision)

After crizotinib: After at least one ALK TKI.
Alectinib [I, A; MCBS 4] other than crizotinib:

Brigatinib [Il, C; MCBS 4] LOVAIIND M. A MGBS )
Ceritinib [I, A; MCBS 4]

Lorlatinib [1ll, A; MCBS 4]

!

N
[ Systemic progression ]

‘

If no previous lorlatinib: lorlatinib [Ill, A; MCBS 4]
Platinum-pemetrexed ChT [lll, A]

Atezolizumab-bevacizumab-paclitaxel-carboplatin [lll, B; MCBS 3]




ALKOVE-1: neladalkib

Design

PHASE 2: Neladalkib 150 mg QD (RP2D)

P OPULATION PRIOR ALK TKI PRIOR UNES  PHASE 2 ENDPOINTS
Neladalkib d 1 prior 2G (ceritinib, alectinib, or brigatinib) 0-2
eladalki ose
escalation 2.3 prior, any generation 02
( 15 — 200 mg (crizotinib, ceritinib, alectinib, brigatinib, or lorlatinib 3) Primary: ORR by BICR
QD) in patients ALK+ NSCLC 1 prior 3G (ioriatinib) <1 Secondary: Additional
with advanced efficacy measures (DOR,
) None (TKI-naive) <1 TTR, PFS, 0S),
ALK+ solid intracranial activity, overall
safety and tolerabilit
tumors Any (not eligible for other cohorts) Any confgﬂation of PK pl:énﬁl e
Other ALK+ 2 1 prior ALK TKI or systemic therapy An
Solid Tumors (or for whom no satisfactory standard therapy exists) y

Lin J, et al. ASCO 2026



ALKOVE-1: neladalkib

Baseline characteristics

ALK TKIl-Pretreated

ALK TKI-Pretreated °

Patient Characteristic Efficacy Population Treatment History Efficacy Population
N =253 N =253

Age, median (range) 56 (24 — 83) Prior anticancer therapy, median (range) I(1-11)

Female 145 (57%) Chemotherapy 128 (51%)

No history of smoking 167 (66%) Prior ALK TKis '

Geographic region 1G  crizotinib 67 (26%)
Asia Pacific 50 (20%) 2G  any 26 240 (95%)
Europe 101 (40%) alectinib 220 (87%)
North America 102 (40%) brigatinib 55 (22%)

ECOG PS5 ceritinib 27 (11%)

0 90 (36%) ensartinib 3 (1%)

1 163 (64%) 3G lorlatinib 190 (75%)
Baseline CNS metastases © 101 (40%) Lorlatinib-naive 9: " 63 (25%)
Secondary ALK mutation © 91 (36%) 21 prior 2G 63/63 (100%)

G1202R mutation ¢ 47 (19%) 1 ALK TKI (alectinib) 44/63 (70%)

=2 ALK mutations © 43 (17%) =2 ALK TKis 17163 (27%)

CNS, central nervous system; G, generation; PS5, performance score; TKI, tyrosine kinase inhibitor. Lorlatinib-experienced 190 (75%)

% Includes 25 patients with other oncogenic driver(s) in addition to ALK ® Includes patients with
treated or untreated, measurable or non-measurable CNS lesions by BICR. ® ALK mutations as per
local or central testing of blood {ctDNA) or tissue. @ Patients may have had other mutations in addition
to ALK G1202R. ® Includes 15 patients with confirmed compound mutations (cis-allelic configuration).
" One patient received an investigational TKI. 8 No patients received crizotinib as the only prior ALK
TKI. " 46 patients received 1 prior ALK TKI only (alectinib, n = 44; brigatinib, n = 2).

=2 ALK TKls, including 2G and lorlatinib
=3 ALK TKls, including 2G and lorlatinib

177/190 (93%)
69/190 (36%)

Lin J, et al. ASCO 2026



ALKOVE-1: neladalkib
ORR In ALK TKI pretreated patients

Advanced ALK+ Any prior ALK TKI = Lorlatinib-naive Lorlatinib-experienced
NSCLC (1-5 prior ALK TKls (1-3 prior ALK TKls (1-5 prior ALK TKls
RECISTv11b + chemotherapy) + chemotherapy) + chemotherapy) i .
BICR y N = 253 N =63 N =190 = Prior alectinib only ¥ chemotherapy:
ORR = 48% (21/44, 5% CR)
ORR, % (n/N) 31% (79/253)" 46% (29/63) 26% (50/190)" N i .
[95% C1] (26, 37] (33, 59] [20, 33] = =2 prior ALK TKls * chemotherapy:
ORR = 28% (56/198)®
CR, % (n/N) 2% (6/253) © 5% (3/63) ¢ 2% (3/190) 9

2 Median duration of follow-up of 11.3 months. P Includes 2 single-timepoint PR pending confirmation for ongoing patients.
= |Includes 2 single-timepoint CR pending confirmation in ongoing patients with prior confirmed PR. 9 Includes 1 single-timepoint
CR pending confirmation in ongoing patient with prior confirmed PR.

Lorlatinib-naive * chemotherapy

[l 1 Prior ALK TKI (alectinib)

MIFING V11800
1T L115%6M

[ 1 Prior ALK TKI (other)
B 2 Prior ALK TKIs

G1202ZR
D1Z03N; NITIT
1202R

G1202ZR

G1202R

L11%&Q
1800
20IR
20IR
78

G120ZR
G120ZR
WI180L

G1202R

=
-

H1TIN

rrrrrr

W
G
G
n
G

g

£ 7 7

s 20 é I 3 Prior ALK TKIs

5 0 ? 7+ Prior platinum

o g0 é 7 chemotherapy

§ s Secondary ALK mutations

i listed above the column
FD PD PD PD FD 3D ME 3D 3D SD ED 3D =D ME 5D 5D SD 5D 5D SD 5D 5D SD 3D 53D FR 5D FR FR PR FR FR SD PR PR PR PR PR PR PR PR 3D FR FR FR FR PR ulR PR PR PR PR PR PR PR CR CR

BICR, blinded independent central review; Cl, confidence interval; CR, complete response; NE, not evaluable; ORR, objective response rate; PD, progressive disease; PR, partial response; SD, stable disease;
TKI, tyrosine kinase inhibitor.

Lin J, et al. ASCO 2026



ALKOVE-1: neladalkib

DOR

TKlI-Pretreated irll_yxp;l':lr Lo::it:r r;ib- ekzrel :’2:::;{1 Kaplan-Meier Plot of DOR
:g’gl'_"ge" ALK (1-5 prior ALK TKI  (1-3 prior ALK TKI |  (1-5 prior ALK TK] ALK TKI-Pretreated
_ ) + chemotherapy) + chemotherapy) + chemotherapy) 100 —
Kaplan-Meier Estimate N=77 N =29 N =48 89%
= 80%,
=
DOR 2 6 months 76% 89% 68% z 7 _I
[95% CI] [64, 84] [69, 96] [52, 80] s g OO
2 50 76% m p— -
DOR 2 12 months 64% 80% 54% £ o S 53%
[95% CI] [51, 75] [58, 91] [38, 68] E 26 47
=
DOR = 18 months 93% 60% 47%
[95% CI] [34, 68] [19, 85] [27, 64] 0 | | | |
0 6 12 18 24
Months
Median DOR [95% CI] NR [14.5, NE] NR [14.5, NE] 17.6 [6.9, NE]® At Risk
Any prior 77 48 20 i 2
2 Emerging median continues to mature. Lorlatinib- 59 21 7 2 1
= Prior alectinib only & chemotherapy: median DOR = NR (95% CI: NE, NE). Lorlatinib- o - . . .

experienced

= 2 2 prior ALK TKls t chemotherapy: Emerging median DOR of 17.6 months (95% CI. 7.1, NE)
continues to mature.

Lin J, et al. ASCO 2026




ALKOVE-1: neladalkib
PFS

THLPretreated ALK TIO Tnave | experienced ALK TR Pretreated.
+ naive experienc -Pretreate
:gg_"g el (1-5 prior ALK TKI  (1-3 prior ALK TKI | (1=5 prior ALK TKI
] ) + chemotherapy) + chemotherapy) + chemotherapy) 100
Kaplan-Meier Estimate N = 253 N =63 N = 190 _
a-\-._
= 754
PFS 2 6 months 50% 63% 45% £
[95% CI] [43, 56] [49, 75] [38, 53] = 50
(418
PFS = 12 months 33% 53% 26% £
[95% CI] [26, 39] [38, 65] [19, 33] 5 257
L
PFS 2 18 months 26% 40% 229, 0 | | | 22% |
[95% CI] [20, 34] [21, 58] [15, 30] 0 6 12 18 24
Months
At Rigk
Median PFS [95% Cl] 5.7 [4.4.6.5] 14.5(48 NE]° | 4.6[28,62] Anprior 253 e . " ’
Lorlatinib-
naive 63 34 18 3 1
Lorlatinib- 190 &9 26 7 1

2 Emerging median continues to mature. experienced

Lin J, et al. ASCO 2026



ALKOVE-1: neladalkib
CNS activity

{1;-,:': Res ::‘e:e Any prior Lorlatinib- Lorlatinib-
EvaluabI: . ALK TKI naive experienced Kaplan-Meier Plot of IC-DOR

* chemotherapy * chemotherapy * chemotherapy

RECIST 1.1, BICR TKI-Pretreated CNS Response-Evaluable

[95% Cl] N=92 N=24 N =68
100 92% 92% 92%
L1} b L1} b L1} : —_— =
IC-ORR, % (n/N) 32 f; 2(23292} 63 fq; 1(185124) 21 .;'nz(';;fﬁﬁ) o
[ 1 ] [ 1 ] [ 1 ] g 75 } "_:f'l1 %. 71%
IC-CR, % (n/N) 13% (12/92) © 21% (5/24) 10% (7/68) £ o o |
8 80 55% 55% Lty
IC-DOR = 6 months ¢ 81% [59, 91] 92% [57, 99] 71% [41, 88) =
IC-DOR 2 12 months © 71% [48, 85] 92% [57, 9] 55% [26, 77] 5 25
Emerging medians of (¥) 21.6 months (95% CI: 10.1, NE) and
IC-DOR = 18 months ¢ 71% [48, 85] 92% [57, 99] 99% [26, 77] ) (4) 21.6 months (95% GI: 21.6, NE) continue fo mature
T | T T

2 ncludes patients with measurable (=5mm) CNS lesions by BICR at baseline and no brain radiation within 2 0 6 12 18 24

months before first dose of neladalkib. b Includes 2 single-timepoint IC-PR pending confirmation in ongoing A Risk Months

patients. © Includes 1 single-timepoint IC-CR pending confirmation in ongoing patient with prior confirmed IC- _

PR. 9 Analyses of DOR based on Kaplan-Meier estimates. Any prior 27 1 10 4 :
CNS response-gvaluable after prior alectinib only * chemotherapy: IC-ORR = 60% (9/15; 1 IC-uPR); L“““:ﬁ'}‘iﬁ‘:‘é 13 g a 2 1
no intracranial progressors among confirmed intracranial responders. [ — ) )

CNS response-evaluable after 2 2 prior ALK TKIs * chemotherapy: IC-ORR = 25% (19/75; 1 IC-uPR); experienced 17 1o b ‘ !

IC-DOR at 6 months = 78% (95% CI: 51, 91) and at 12 and 18 months = 66% (95% CI: 39, 83).

Lin J, et al. ASCO 2026



ALKOVE-1: neladalkib

Activity in secondary ALK-mutations

Kaplan-Meier Plot of DOR

thF‘qrit:g=;%2R Any prior Lorlatinib- Lorlatinib- TKI-Pretreated with ALK G1202R Mutation
wi tati ALK TKI naive experienced 100 —
mutation + chemotherapy =  * chemotherapy  * chemotherapy 0%
RECIST 1.1, BICR _ _ _ T7% TT%
N =47 N=12 N=235 — el — , :
[95% CI] # 75
B a4t 80% —_— |
68% (32/47)° 83% (10/12) 63% (22/35)" s o 81% 70%
ORR, % (n/N & e
» % (VN) [53, 81] [52, 98] [45, 79] 3 50 67%
=
DOR z 6 months © 84% (65, 93] 90% 147, 99] 81% [56, 92 z
2 25
DOR = 12 months © 80% [61, 91 T7% [34, 94 81% [56, 92 e
DOR 2 18 months © 70% [42, 86] T7% [34, 94] 67% (32, 87] 0 , | , .
a Patients may have had other mutations in addition to ALK G1202R_ ® Includes 1 single-timepoint PR 0 6 M12ﬂ1 18 24
pendmg confirmation for ongoing patient. ¢ Analysis of DOR based on Kaplan-Meier estimates. At Risk onths
ALK G1202R after prior alectinib only + chemotherapy: ORR = 82% (9/11); Any prior 31 - - ; 5
DOR at 12 and 18 months = 74% (95% CI- 29, 93). Lortatini
orlatinib-
ALK G1202R after 2 2 prior ALK TKIs * chemotherapy: ORR = 64% (23/36, 1 uPR); naive 10 T 4 2 1
DOR at 12 months = 82% (95% CI: 58, 93) and DOR at 18 months = 70% (95% CI: 37, 88). Lorlatinib- ,, 1 5 . ;
experienced
Responses also observed in patients with:
= 22 ALK mutations after =2 prior ALK TKls £ chemotherapy: ORR = 58% = ALK mutations other than G1202R, including C1156Y, I11171N, I1171T,
(25%/43; includes 1 uPR), mDOR = NR (range, 2.2+ to 24 5+ months), F1174C, F1174L, V1180L, L1196M, L1198F, D1203N, E1210K, and G1269A

DOR at 12 months = 69% (95% CI: 45, 84)

* Among the 25 patients with response, 9 had confirmed compound mutations (cis-allelic configuration).
BICR, blinded independent cenfral review; Cl, confidence interval; DOR, duration of response; NE, not estimable; NR, not reached; ORR, objective response rate; TKI, tyrosine kinase inhibitor; uPR, unconfirmed partial response.

Lin J, et al. ASCO 2026



ALKOVE-1: neladalkib
Safety

Dose reduction due to TEAE: 17% .
All Treatment-Emergent Adverse Events (TEAEs) in 2 15%

Most common (21% of patients): of TKI-Naive or TKI-Pretreated Patients with Advanced
) - . Rl )
ALT increased (10%), AST increased (3%) ALK+ NSCLC Receiving Neladalkib 150 mg QD (N = 656)
Discontinuation due to TEAE: 5%
Preferred Term Any Grade Grade 23
Most common (21% of patients):
ALT increased (2%), AST increased (1%) ALT increased 47% 20%
Most common TEAE were transaminase elevations AST increased 44% 16%
Most were asymptomatic lab abnormalities, and observed to be low- Constipation 28% 0.2%
grade, transient, and reversible with dose interruptions or reductions
Preliminary data suggest increased incidence in less heavily Dysgeusia 23% 0
pre-treated patients Peripheral edema 18% 0.3%
Enhanced monitoring and prompt dose interventions implemented in
the protocol for the Phase 3 ALKAZAR trial Cough 16% 0.5%
Nausea 16% 0.8%

Overall safety profile consistent with avoiding TRK-related
neurotoxicities

Lin J, et al. ASCO 2026



Neladalkib: treatment option post-lorlatinib?

» Clinical activity appears modest, with an ORR of 26% and median PFS of 4.6 months post-lorlatinib.
» However, responses are durable once achieved (mDOR 17.6 months).

» The intracranial activity is encouraging, but the value must be interpreted in the context of the excellent CNS
control already achieved with frontline lorlatinib.

» Activity was observed across both single and compound ALK resistance mutations, addressing an important
unmet need after lorlatinib.

» However, no single or compound ALK mutations were identified in CROWN. How large is the population that
will eventually need 4"-generation ALK-inhibitors?

» Whether this agent has a future in the frontline setting remains to be determined.

» High activity has been reported in ALK-TKI naive disease (ORR 86%), but the bar set by lorlatinib is
exceptionally high.

» Phase-3 ALKAZAR trial is ongoing: niladalkib versus alectinib ;]

No prior chemotherapy I Frior platinum chemotherapy

o g

= ||
£ 0

o

&

£ a0

5

& 60

3 -80-

o

Lin J, et al. ASCO 2026




Where could neladalkib fit?

» Based on the current evidence, neladalkib appears better positioned as a mutation-directed therapy

» Secondary ALK mutations are frequent after second-generation ALK-TKI’s (ALK G1203R and others)
» Compound ALK-mutations are frequent after sequential ALK-TKI therapy (including lorlatinib)

Lorlatinib in TKI pretreated

No. at risk
Plasma ALK mutation positive 34 34 27 24 23 201816 1513111 9 8 7 7 5 56 5 5 2 2 2 1 1 1 0 0 0
Plasma ALK mutation negative 94 89 71 59 52 48 40 37 34 31 29 29 26 21 17 16 16 14 13 1210 8 6 6 6 5 3 2 0

D 1.0 4 + Censored
e Tumor ALK mutation positive (n = 29)
Median PFS, 11.0 months (95% Cl, 6.9 to NR)
= 0.8 mm Tumor ALK mutation negative (n = 81)
= Median PFS, 5.4 months (95% Cl, 3.9 to 6.9)
ey HR, 0.47 (95% Cl, 0.27 to 0.83)
© 0.6 4
R=1
o
S
204 -
2 -
-
8- 0.2
T T T T T T T T Y T T T T T T T T T T T T T T T T T T T
01234567 8 9101112131415 16 17 18 19 20 21 22 23 24 25 26 27 28
Time Since First Dose (months)
No. at risk

Tumor ALK mutation positive 29 29 26 24 24 23 20 18 177 15 14 14121010 10 8 8 7 7 3 3 3 3 3 3 1 1 0
Tumor ALK mutation negative 81 76 56 44 37 34 30 25 23 22 20 2017713 9 9 8 8 8 7 6 4 3 2 2 1 0 0 O

ORR = 69%

i MPFS = 11m
Shaw AT, et al. J Clin Oncol 2019

Neladalkib in TKI pretreated

100 —
90%
n T7% TT%
§ | L . 1 i
= & 84% 80% ————
S 0%
a
2 s0+
=
7 254
o
0 | T | T
0 6 12 18 24
Months
At Risk
Any prior 31 23 13 7 2
Lorlatinib-
naive 10 T 4 2 1

Lorlatinib naive: ORR =83% ; DOR = 12 months = 77%
Lorlatinib experienced: ORR = 63% ; DOR = 12 months = 81%




ARCHER

Profylactic peptide vaccine targeting resistance mutations in advanced ALK+ NSCLC

» ALK-Vac is a synthetic peptide vaccine targeting 7 common ALK resistance mutations
Patient characteristics

Design
ALK TKI - .

» Advanced or Co-primary
unresectable « Safety
Without known Frime Boost Boost immune response
resistance I ' ' ' ' ' '
alterations 0 4 8 12 16 20 24 | Secondary
targeted by the Week + Post-progression
peptide vaccine ; q - ; ; q q genomic alterations

Blood
- PFS

Disease control

for = 4 months on Tissue (%) - 0s

standard of care

TKI

Safety
. Grade 1 . Grade 2
00 gy,

o 80 80%
5 © 53%
5’ 40% 40%

§ a0 33%

5
n- ) I I . i i

. . 13% 13% 13%
: Il .
p (}\o“ ‘«(@Q& p ‘9@" d,..\\‘" & < Q:,o}‘ & y & . obo‘ oo"é‘ o @c"
o & & & an o
o*‘* o\*e v‘x“’\‘ﬁf ob"'\
< e &
& < @w.b
o°°°

Lam V, et al. ASCO 2026
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Number of Patients Res

o s oM ow s ow

Characteristic Overall (n = 15)
Age, years — median (range) 49 (40-82)
Sex: Female / Male — n (%) 10 (66.7) / 5 (33.3)
Race: White / Asian — n (%) 12 (80.0)/ 3 (20.0)
Histology: Adenocarcinoma — n (%) 15 (100.0)
TKI at enroliment — n (%)
Alectinib 7 (46.7)
Lorlatinib 5(33.3)
Brigatinib 3(20.0)
TKl line — n (%)
First line 13 (86.7)
Second line 2(13.3)

Time on TKI, months — median (range)
ALK fusion: EML4-ALK v1/v3/v5 / other / unknown — n (%)
Measurable disease — n (%)

Immunogenicity

L1196M D1203N E1210K

Peptide

11718

HM171T

Non-responder [l Responder

43.9 (4.6-74.2)
8 (53.3)/3(20.0)/1(6.7)/1(8.7)/2 (13.3)
5 (33.3)

1M171N




ALK

Non metastatic




Early-stage resectable ALK-fusion positive NSCLC

Resectable stage 11-1ll NSCLC

S
EGFR, ALK and PD-L1 testing
Preoperative evaluation and MDT discussion®

1
-+ *

e
EGFR mutation or ALK rearrangement

=m

+ -

R Y il
MDT discussion® [ EGFR exon 19 deletion ] [ ALK rearrangement ]

T

or LB5BR [ESCAT FAJ* [ESCAT I-A]*

[
v L

ChT ineligible ChT eligible

N/ VY -
Osimertinib for 3 years Cisplatin-based
[1,A; MCBS A (A ChT' [I, 4]

. >

1
1
i
i
1
+

Osimertinib for 3 years
01, A; MCES A (AT)]"

e ——
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Definition of resectability in this study

Potentially resectable
Sleeve/pneumonectomy

Non-bulky® {multi] N2 T4 large tumor

LORIN
Design \J/ \ .a:_,/‘

Unresectable

Supraclavicular N3

30,000X 30,000X 30,000X 30,000X
Lung biopsy CtDNA-seq ctDNA-seq  Resected  ipNA-seq ctDNA—seq

— BB specimens Y | For patients with initially unresectable disease. contralateral lymph node sampling or neck

e il b AR - Re—blopsy dissection was conducted in most cases prior to treatment. After neoadjuvant therapy,
L ) . . pathological assessment included EBUS-TBNA, intraoperative contralateral lymph node

=== > dissection, or neck dissection was performed as needed.

.................. l! ) Adjuvant/ -
- Potentially resectable or i | Neoadjuvant phase : Consolidation l
unresectable stage Il NSCLC : Optional surgery or

Lorlatinib 100mg qd chemo-radiotherapy — Lorlatinib 100mg —Relapse

+  ALK-positive (IHC/FISHINGS) M {0r 3 oveles (12w) — et
«  No prior treatment Seesiiie) (MDT) - i
» ECOG PS 0-1 : <2 weeks <3 weeks

Primary endpoint: pCR (IASLC criteria)
Secondary endpoints: MPR (IASLC criteria), ORR, EFS, OS, AEs

Exploratory analysis: (Spatial transcriptomics & proteomics) Characterization of DTPCs after lorlatinib and the
correlation between dynamic changes in the tissue immune microenvironment and pathological response

Zhang C, et al. ASCO 2026



LORIN

Patient demographics

107 patients were screened for study eligibility

B4 excluded
37 negative for ALK fusion
20 metastatic disease
4  early-stage disease
3 not meet other criteria

43 received at least one dose of
necadjuvant lorlatinik (ITT population)
19 potentially resectable stage Il
24 unresectable stage ||

42 patients completed 3 cycles treatment
1 patient completed 4 cycles treatment

|

| }
36 resectable disease T unresectable diseasa
L -
32 underwent surgery 5 continue TKI treatment
31 had RO resection 2 underwent CRT

1 had non-R0O resection
4 continue THI| treatment

v
27 continue TK| after
local treatment
8 discontinue TKI

T continua TKI after
local treatment

Zhang C, et al. ASCO 2026

Characteristic N=43
Age, median (IQR) 52 (41.5, 62)
Gender, n (%)

Characteristic

Resectability, n (%)
Unresectable

24 (55.8%)

Male 12 (27.9%)
Female 31 (72.1%)
Smoking status, n (%)
Ever-smoker 7 (16.3%)
Non-smoker 36 (83.7%)
cN status, n (%)
NO 1(2.3%)
N1 2 (4.7%)
N2 16 (37.2%)
N3 24 (55.8%)
cTNM, n (%)?
A 16 (37.2%)
B 22 (51.2%)
IHC 9 (11.6%)

Resectable 19 (44.2%)
Histology, n (%)

Adeno 42 (97.7%)

Squamous 1(2.3%)
ALK status, n (%)

NGS 40 (93%)

IHC/FISH only 3 (7%)
PD-L1, n (%) (n=39)

Negative 9(23.1%)

Low exp. 17 (43.6%)

High exp. 13 (33.3%)

aAll patients underwent PET/enhanced
CT plus brain MRI for staging except for
one patient only underwent PET/CT




LORIN

Pathologic response

o E——— ... [ N=32 (n, %)
po-Li | IO 007 T T T T T T e 7 T 1 I:Inr'u';var B Ever pCR 15 [4?}
““'*l_"""""""""""""'Er::::;:mab.e MPR 26 (81)
e | Median/Mean RVT  1%/7%
2 B 0% Bosoe
% LW Resectability pCR/MPR
£ & | Reseotable 50%/86%
E ] : Unresectable 44%(78%
§
Among patients who underwent surgery, the pCR and MPR rates were 46.9% MPR/pCR 25%
(15/32) (95%Cl, 29.1%-65.2%) [34.9% for ITT] and 81.3% (26/32) [60.5% for | Non-MPR 1%

ITT], respectively, reaching the primary endpoint.

p value <0.01

PR, partial response; SD, stable disease; pCR, pathological compleie response; MPR, major pathological response; MA, not assessed; Meg, negative, RVT, residual viable tumor

Zhang C, et al. ASCO 2026



LORIN

ORR and survival

Radiological response after neoadjuvant treatment Objective response N=43
N CR, n (%) 0 (0)
2 EHDEH PR, n (%) 36 (84)
g —25{ & i} SD, n (%) 7 (16)
g . a e PD, n (%) 0 (0)
£ 501 i ORR, n (%) 36 (84)
é)’ 2% EMLA4-ALK(V2) TPS=2%  EML4-ALK(V3) TPS=40%
© 5

~754 p | P Pre: 4 ost ‘
Variants HNEHESEESEESENESEENEEEE S EFEEEEETEEE SEEEe L . ' £
PO-L1H  HEEEESENIESEEYN HEN EEEN EENE NEENENEEN (

Variants PD-L1 RECIST Mutation
B EML4-ALK (V1) [ Other fusion [l High Bl Negative PR ® TP53 mut EML4-ALK(V3) TPS=0%
B EML4-ALK (V2) NA (IHC/FISH) [l Low Il NA SD A MYC amp

I EML4-ALK (V3) i_iReciprocal ALK

After a median follow-up of 13 months (range 2.6-34.1months), 3 patients
experienced local disease relapse without distant metastasis. The 1-year EFS |
rate was 97.1% (95% CI, 91.5-100). Median EFS and OS were not reached.

Zhang C, et al. ASCO 2026



LORIN

Surgical outcomes

Resectable
stage Ill NSCLC

Unresectable
stage Il NSCLC

RO resection, n (%)

_ i‘ Surgery

Overall pN downstaging 90%

TVPES Of SUrgery, n (7o)
VATS#/RATS/Open surgery
Conversion to open surgery

cN-pN shift Num. (%)
W ® \on-surgery cNS[ni1B]—>pN3 1(6)
Lorlatinib (12 weeks) — 'n‘ oot o asimed wrgery | CNSI=T0}SPNTINZ 4(22)
=Y _ = Surgery cN3(n=18)-pN0 13 (72)
= TR PEE e 1(8)
'i| Non-surgery cN2(n=12)—pN1 0 (0)
Two ot tem receivea RTwnie | CN2(N=12)»pNO 11 (92)
Operation details N=32
31 (97) Median surgical duration 180mins (90-315)
Median harvested LNs 12 (7-31)
27(84) 12(7) 13(9) Median estimated blood loss 50ml (30-800)
3(9) Clavien-Dindo (grade Il) 5 (16%)

"One patient had pathologically confirmed N3 positive after lorlatinib and surgery; #All patients underwent lobectomy with 3 underwent bilobectomy

Zhang C, et al. ASCO 2026




LORIN

Safety
mags g Necsdvant ____crown
Any TRAEs, n (%) 43 (100) Any G3-G44 Any G3-G4
Grade 3-4, n (%) 10 (23) Hypertriglyceridemia 33 (77) 6(14) 99 (66) 37 (25)
TRAE lead to dose reduction, n (%) 7 (16) Hypercholesterolemia 30 (70) 5(12) 108 (72) 32 (21)
TRAE lead to discontinuation, n (%) 1 (2)2 Edema 21(49)  3(r) 807  6(4)
Increased weight 20 (46) 4 (9) 65 (44) 34 (23)
Adjuvant/consolidation phase N=34 zz:zzz:il;eumpathy 1;;;? 1 52} EZ E:g; f ()
Any TRAEs, n (%) 329%) | | Nausea 8 (19) / 25(17) 1 (1)
SEEDE Wl 7(21) | | cognitive effect 8 (19) I 41(28) 5(@3)
TRAE lead to dose reduction®, n (%) 8 (24) LT reEeae 6 (14) / 29 (19) 4 (3)
TRAE lead to treatment switch®, n (%) 4 (12) Rash 5(12) / 18 (12) /
Anemia 4 (9) / 37 (25) 6 (4)

aThis patient discontinued lorlatinib due to grade 3 ILD; Only dose reduction during adjuvant/consolidation phase was counted; cAll patients
switched to alectinib; All grade 4 AEs were dyslipidemia

Zhang C, et al. ASCO 2026



Neo-adjuvant ALK-TKI in (un)resectable disease?

» LORIN demonstrated high rates of pCR and MPR
» ALK+ tumors show strong oncogene addiction with high MPR rates across perioperative trials ( <-> EGFR
MPR ~ 25% in NeoADAURA).
» LORIN demonstrated a high conversion-to-surgery rate.
» Should we redefine unresectable disease?

» The correlation between pCR/MPR and EFS is not yet fully established.
» Yet, early EFS signals are encouraging.

» The incremental benefit over the ALINA regimen in resectable disease is not yet clear

» LORIN suggests that perioperative lorlatinib may represent a potential next step in ALK-positive stage Il
NSCLC, however ALINA remains the current standard of care.

ALNEO Phase 2 NAUTIKA1 Phase 2 (umbrella)
* Resectable stage Il ALK-positive NSCLC * Resectable stage IB-11l1A ALK-positive NSCLC
« Alectinib (8 weeks) = surgery - alectinib (96 « Alectinib (8 weeks) = surgery - chemotherapy (4
weeks) cycles) - alectinib (2 years)
« MPR 46% + MPR 61%
* pCR 12% « pCR 25%

« ORRG67% + ORR63%

Leonetti A, et al. ASCO 2025 Lee JM, et al. WCLC 2025
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cLIN I CAL PRAGT'CE Stage IV mNSCLC, molecular tests positive
GUIDELINES KmET RN

ESMO Oncogene-addicted Metastatic Non-small-cell l

Lung Cancer Living Guideline

v1.3 February 2026 N/ -~
NTRK fusion MET ex14 skipping mutation RET fusion
[ESCAT I-C] [ESCAT I-B] [ESCAT I-A]

Entrectinib [lll, A; MCBS 3]*
Larotrectinib [lll, A; MCBS 3J°

Platinum-based doublet ChT + ICI
[IV, B]

N N
[ Disease progression ] Disease progression

i &

If first-line ChT:
MET TKI monotherapy

MET TKI monotherapy
[l, A; MCBS 3]

Platinum-based doublet ChT = ICl
[Iv, B]

RET TKI monotherapy

{I-11, A; MCBS 3]

If no previous NTRKi:

Entrectinib [lll, A; MCBS 3}°
Larotrectinib [Ilf, A; MCBS 3]°

(I, A; MCBS 3]
If previous NTRKi:

Repotrectinib [ill, A]*
Platinum-doublet ChT < ICI [IV, B]




AcceleRET-Lung

Design

Pralsetinib mg Primary endpoint:
RET fusion-positive mNSCLC -

. PFS by investigator assessment according to
ECOGPSOor1

MNo prior systemic treatiment TR RECIST v1.1 i ]
Patients with CNS metastases were . upon PD Secondary endpoints:
permitted if they were asymptomatic and i

on a stable dose of corticosteroids

« Overall response rate: CR or PR, duration of
response

Planned enroliment: N=226 Investigator’s choice of + Overall survival, clinical benefit rate, disease
platinum-based chemotherapy mg  control rate, safety/tolerability

(soc)

Stratification factors Statistical assumptions
* History of brain metastasis (yes vs no)

+ 133 PFS events targeted for 90% power to detect an HR of 0.57
- ECOGPS(0vs 1) ding to t t median PFS:
* Intended use of pembrolizumab (yes vs no) Sl i gt iz 2 1 :
+ Pralsetinib: 12.3 months

+ SOC: 7.0 months

3ln patients with non-squamous histology, SOC regimens could include carboplatin/cisplatin + pemetrexed + pembrolizumab. In patients with squamous histology, SOC regimens could include carboplatin/cisplatin +
gemcitabine, or pembrolizumab + carboplatin + paclitaxel/nab-paclitaxel.

1L, first-line; CNS, central nervous system; CR, complete response; ECOG PS, Easten Cooperative Oncology Group Performance Status; HR, hazard ratio; mNSCLC, metastatic non-small cell lung cancer; PD,
progressive disease; PFS, progression-free survival, PR, partial response; RECIST, Response Evaluation Criteria in Solid Tumors; S0OC, standard of care.

Popat S, et al. ASCO 2026



AcceleRET-Lung

Baseline characteristics

Age,years NMedian (range) 62.0 (25-82) 63.0 (25-88) 0 42 (38) 43 (38)
ECOG PSP
<G5 years 66 (60) 63 (56
=65 years 44 (40) 50 (44
Male 57 (52) 49 (43

1 68 (62) 68 (60)
MNever smoked 65 (59) 67 (59)

Age group

Female 53 (48) 64 (57
White 68 (62) 65 (58
Asian 21 (19) 22 (20
American Indian/Alaska Native 9 (8) 7 (8) 1B or 1C 4(4) 3(3)

Black/African American 2(2) 2(2) _ v 31(28) 49 (43)

Disease staged

Other 1(1) 3(3) 29 (26) 26 (23)
Not reported or unknown 9(8) 14 (12) 45 (41) 33 (29)

Asia | 17 (16) R ioy History of metastases 30 (27) 33 (29)
Australia 2(2) 2(2) Intended use of

Central/South America 13 (12) 11 (10) pembrolizumab if 73 (66) 74 (66)
Europe 78 (71) 81 (72) randomized to SOC

North America 0(0) 0(0)

Current smoker 9(8) 5(4)
NSCLC histology Adenocarcinoma 109 (89) 109 (97)

)
)
Sex ) Smoking status® Former smoker 33 (30) 39 (35)
)
)
)

Popat S, et al. ASCO 2026



AcceleRET-Lung
PFS

w
=]

18.7 9.0
(11.1,252) (7.1, 11.5)

o]
o

Median PFS, months (95% Cl)

HR (95% CI) 0.59 (0.42, 0.84)
Log-rank P value 0.0027
Median duration of follow-up, 20.5 16.0

months (95% CI) (17.5,23.2) (13.7, 20.9)

— [Pralsetinib
— S0C
+ Censored

Progression-Free Survival (%)

24

Number at risk Time (Months)

Pralsetinib
S0C

Median PFS among intended use of pembrolizumab patients
Pralsetinib (n=73): 18.7 (8.6, 30.2) months SOC (n=74): 7.2 (5.1, 10.9) months (HR: 0.51)

Popat S, et al. ASCO 2026



AcceleRET-Lung
ORR and DOR

Overall Response Rate

(95% CI- 55.79, 74 26)

41.6%

(95% CI- 32.40, 51.24)

Pralsetinib (n=110) SOC (n=113)

Popat S, et al. ASCO 2026

50
40
30
20
10

0

Number at risk

s0C

+ Censored

Duration of Response

Median DOR,
months (95% Cl)

HR (95% CI)
Log-rank P value

18 24
Time (Months)

206 9.7
(17.2,318) (7.6, 15.9)

0.48 (0.28, 0.80)
0.0043




AcceleRET-Lung
Safety

Treatment Emergent AEs (>15%)

50 40 20 10 0 10 : 40 50

Anemia

Constipation

Median duration, months (range) 12.9 (0-50) 6.9 (0-25) 6.6 (0-25) AST increased

. .. Diamrhea
= Time on treatment was 87% Iong_er for pralsetinib vs chemotherapy ALT Increased
alone and 47% longer for pralsetinib vs chemotherapy + pembrolizumab Hypertension
Cough

Asthenia

Meutropenia®

Patients with 1 AE 108 (100) 104 (100) Dysgeusia
Pyrexia

Related AEs 101 (93.5) 96 (92 3) Blood creatinine increased
COVID-19
Nausea
Related serious AEs 23 (21.3) 9(8.7) Decreased appetite
Grade 3-5 AEs 84 (77.8) 60 (57.7) Pneumonia
Fatigue

Deaths due to AEs® 16 (14.8) 5(4.8) Dyspnea
Deaths due to infections® 8 (7.4) 0 drinary fract infecton
Grade 23 QT prolongation 3(2.8) 0 Peripheral edema

AEs leading to withdrawal from treatment 18 (16.7) 25 (24.0) Arthralgia
AEs leading to dose modificationf/interruption 80 (74.1) 57 (54 8)

Serious AEs 67 (62.0) 38 (36.5)

u Pralsetinib Grade =3 Pralsetinib

mS0C Grade =3 SOC

aChemotherapy includes carboplatin, cisplatin, and pemefrexed. "Patients who crossed over from SOC to pralsetinib are excluded. “Decreased neutrophil counts were also observed in patients in the pralsetinib arm (any grade, 11.1%;
grade =3, 7.4%) and SOC arm (any grade, 5.8%; grade =3, 4.8§%).

AE, adverse event; ALT, alanine aminotransferase; AST, aspartate aminotransferase; SOC, standard of care.

Popat S, et al. ASCO 2026



AcceleRET-Lung
Safety

Any grade infection AEs, n (%)

Grade 23 infection AEs, n (%)
Mean (SD) months to first severe infection
Fatal infection events, n (%)

Any grade opportunistic infections, n (%)

Grade 23 opportunistic infections, n (%)°®

77 (71.3)
31 (28.7)
6.2 (8.0)

8 (7.4)
10 (9.3)
7 (6.5)

54 (51.9)
10 (9.6)
5.1 (5.8)
0
1(1.0)
0

Protocol amendment in October 2024 updated recommendations on monitoring for

iInfection and pralsetinib dose interruption, reduction, or permanent discontinuation,
depending on AE severity

Off-target JAK/STAT-inhibition

Popat S, et al. ASCO 2026




Advanced/metastatic RET-fusion positive NSCLC

» The AcceleRET-Lung data reinforce the role of selective RET-TKIs in the first-line treatment of RET
fusion-positive NSCLC.

Libretto-431 AcceleRET-Lung
1L selpercatinib 1L pralsetinib

A Progression-free Survival, Intention-to-Treat—Pembrolizumab Population

100
90 L\"g ey
7] =
. ™ -
g "1 E
g 704 \ £
& 60- b S &
s 50 .lll Selpercatinib o
© !
Bo [~
8 404 " 't
s ' s
ﬁ 10 ‘_I_A_‘_I— £
1] S ]
a 304 Hazard ratio for disease progression o
0] , ?ngth, 0.46 (95% Cl, 0.31-0.70) |, control S —
<0. o — soc
0 T T T T T 1 + Censored
0 6 12 18 24 30 16
Months
Mo. at Risk Number at risk
Selpercatinib 129 105 72 44 16 2 0
Control 23 55 29 15 6 0 0 H2E
MPFS = 24,8 m MmPFS = 18,7 m
ORR =84% ORR = 66%

Zhou C, et al. NEJM 2023 Grade 23 AE = 700/0 Popat S, et al. ASCO 2026 Grade 23 AE = 780/0




Treatment naive

Lunbotinib = next-generation ™%

PFS events, n (%) 32 (34.8)

R E I _T K I Median PFS (95% Cl) , mo NR (19.4, NE)
100

24-mo PFS rate (95% CI), %  59.9 (47.8, 70.0)
Phase 2 L.
5
z
Cohort 1: Prior Treatment Key eligibility criteria m (.E 60 71.6% (1-year PFS) | 59.9% (2-year PFS)
| T
Prior platinum-based | « LA/M RET fusion- Primary endpoint E |
chemotherapy and positive NSCLC « ORRbyIRC 3 @ |
immunotherapy2 (N = 71) » ECOG PS 0-1 Secondary endpoints § . (\\‘0 - |
— « Atleast one —» + ORR by investigator, PFS, & 207 \se\.\ | :
. I
measurable lesion per DOR, TTR, DCR \Q‘a | I
Cohort 2: Treatment-Naive RECIST v1.1 . OS . \‘0 T L ; ) ' T y )
; : \\(\ 3 6 9 12 15 18 2 %4 27
mo prlor(i)lfséezr)nlc — Lunbotinib dosing « CNS ORR/DOR® G(G Time (Months)
erapy (N= At Risk (censored)
2] el + Safety \‘ 56\0 92(0) 77(7) 68(8) 64(8) 58(10) 50(12) 36(26) 17(43) 9(51) 0 (60)
+ Tumor assessment: every 8 weeks for the first 48 weeks and every 12 weeks afterw=- 906 .
,\\(\\‘0 Prior therapy (no RET-TKI)
40 4 I ‘ \\)(\ PFS (ITT) Prior Treatment
Treatment-Naive (N=91) | | \e RO _nt (N=70) LAl
‘ (0 PFS events, n (%) 33 (46.5)
o B (e PO ot Median PFS (95% CI), mo 27.5 (161, NE)
@ ] Median change %: -66.4% \X\e Median change %: -60.2% 100+ 24-mo PFS rate (95% Cl), %  52.1 (39.3, 63.5)
g ] | £
3 -20 - ! 1
g _____ i 8 f 60 71.1% (1-year PFS)
S W be-- : ] I
= | w I
g 0 ; § u. | 52.1% (2-year PFS) !
S5 1 I % : 1
k73 |
§ +80: = I ) L 20 : :
| 1 ]
| I ]
-80 - | 0 "
~ Percent change > 40% | T T T T T T T T T T T
J ‘ 0 3 8 9 12 15 18 2 24 27 30
1004 cORR (95%Cl): 81.3% (71.8, 88.7) w CORR (95%Cl): 87.1% (77.0, 93.9) ACRSK o Time (Months)
| ISK (Censore

71(0) B3(1) S7(2) 54(2) 48(3) 44(3) 33(8) 24(15) 12(27) 4(35) 0(38)

Zou Q, et al. ASCO 2026
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LIBRETTO-432

Design

/ Key eligibility criteria \ 4 Selpercatinib )

« Histologically confirmed-RET Participants 250 kg ( \
fusion-positive NSCLC stage —> 160 mg PO BID >
B, Il or IIA Participants <50 kg Tre(atmten; Ci’:ﬁg‘?"‘-‘d

up to

* Received definitive therapy & 120 mg POBID J disezse regurrenée Survival
(surger:y' or r.adlotherapy, +- (" A progression, or > follow-up
sEstem;ﬁ adjuvant L, Placebo ‘ death
chemotherapy) PO BID > K /

+ No evidence of disease " y
recurrence or progression ' Optional

fPrimary Endpoint \

* Investigator assessed EFS in primary analysis population (stage II-llIA)

Secondary Endpoints

+ EFS by BICR in primary analysis population

+ EFS by investigator and BICR assessment in overall population (stage IB-IlIA)
+ Safety

( Overall survival /

Abbreviations: PO, by mouth; BID, twice daily, EFS, event-free survival, BICR, blinded independent central review; FD, progressive disease

Qollowing definitive therapy/ ipp -  Crossover

Stratified by stage (IB or II-IlIA)
and definitive treatment (surgery
or radiotherapy)

MCTO4819100

Goldman J, et al. ASCO 2026



LIBRETTO-432

Baseline characteristics in primary analysis population

Goldman J, et al. ASCO 2026

Age, years
Sex, n (%)

Race, n (%)?

Geographic Region, n (%)

Smoking Status, n (%)
ECOG PS, n (%)°

RET fusion, n (%)

PD-L1, n (%)

Prior anti-cancer therapy, n (%)

Median (range)
Female

Male

Asian

White
EastAsia

Europe/North America

Other

Never

Former/ Current
0

1

KIFSB:: RET
CCDC6:: RET
Other

Negative
Positive
Unknown
Surgery
Radiotherapy
Systemic therapy

Selpercatinib
N=54
59.5 (41.0-84.0)
34 (63.0)
20 (37.0)
33 (61.1)
21 (38.9)
31 (57.4)
18 (33.3)
5(9.3)
37 (68.5)
17 (31.5)
30 (55.6)
24 (44.4)
33 (61.1)
14 (25.9)
7 (13.0)
11 (20.4)
25 (46.3)
17 (31.5)
54 (100.0)
2(3.7)
50 (92.6)

Placebo
N=55
61.0 (26.0-78.0)
30 (54.5)
25 (45.5)
32 (58.2)
21 (38.2)
31 (56.4)
21 (38.2)
3 (5.5)
38 (69.1)
17 (30.9)
36 (65.5)
18 (32.7)
34 (61.8)
11 (20.0)
10 (18.2)
16 (29.1)
28 (50.9)
11 (20.0)
54 (98.2)
6(10.9)
50 (90.9)




A Event-free Survival in the Primary Analysis Population

100+
90+ — - Median
Selpercatinib
L IBRETTO-432 o =
£ 70 Mo.of Mo.of Survival
= Patients Events (95% Cl)
EFS 5 o)
s 504 Placebo s
percatini Sto
& Sel tinib 54 4 NE (33.5to NE
% 40 Placebo 55 19 31.8 (18.4 to NE)
@ ] Hazard ratio for disease recurrence,
g 0 d for d
& 204 progression, or death, 0.17 (95% Cl,
10 0.06-0.51)
P<0.001
ﬂ T T T T T T T T T T T T T T 1
0 3 6 9 12 1% 18 21 24 27 30 33 38 39 42 45
Months since Randomization
Mo. at Risk
Selpercatinib 54 49 45 45 37 36 27 27 22 21 15 12 7 O O
Placebo 55 54 47 44 28 27 22 21 16 15 & & 4 2 O
B Event-free Survival in the Overall Population
100+
= I Selpercatinib Median
o 80 Event-free
5 04 Mo.of Mo.of Survival
- Placebo Patients Events (95% Cl)
o 604 ‘ !
[ mo
o 50
& Selpercatinib 75 4 ME
1]
< 40+ Placebo 76 20 NE (31.8 to NE)
] 304
E Hazard ratio for disease recurrence,
20+ progression, or death, 0.16 (95% CI,
104 0.06-0.48)
P=0.001
0 ] I ] I I T I I ] I T I I I 1
0 3 6 9 12 15 18 21 24 27 30 33 36 39 42 45
Maonths since Randomization
Me. at Risk
Selpercatinib 75 68 &3 62 51 50 37 37 30 29 20 17 10 3 2 O
Placebo 76 73 64 61 40 3 31 30 25 24 12 10 &6 4 2 0

Wu YL, et al. NEJM 2026



LIBRETTO-432
EFS by subgroups

Total No. of Hazard Ratio for Disease Recurrence,
Subgroup Patients Selpercatinib  Placebo Progression, or Death (95% Cl)
no. of patients with event

Overall 109 4 19 —e— 0.18 (0.06-0.52)
Sex

Female 64 3 11 —e— 0.18 (0.05-0.66)

Male 45 1 8 e 0.18 (0.02-1.41)
Age

<65 yr 78 2 10 —e— 0.13 (0.03-0.59)

>65 yr 31 2 9 booe 0.40 (0.08-1.84)
Geographic region

North America or Europe 39 3 9 —e— 0.30 (0.08-1.12)

Other 70 1 10 . — 0.08 (0.01-0.67)
Smoking status

Never 75 1 12 —— 0.08 (0.01-0.59)

Former or current 34 3 7 —e— 0.34 (0.09-1.32)
ECOG performance-status score

0 66 1 10 —_ 0.10 (0.01-0.82)

>0 42 3 9 e 0.20 (0.06-0.76)
Disease stage

Stage || 47 2 3 —e— 0.68 (0.11-4.08)

Stage IIIA 62 2 16 —— 0.10 (0.02-0.43)
Previous chemotherapy

Yes 100 3 17 —e— 0.14 (0.04-0.49)

No 9 1 2 b . i 1.13 (0.11-11.70)

0.001 0.1 0.1 1.0 10.0 100.0

— o
- -

Selpercatinib Better ~ Placebo Better

Wu YL, et al. NEJM 2026



LIBRETTO-432

Selpercatinib Placebo
N=54 N=55
Median follow-up, months (IQR) 25(13.9,33.2) 27 (15.8, 34.1)
On treatment, n (%) 30 (55.6) 24 (43.6)
Off treatment, n (%) 24 (44.4) 31 (56.4)
Death, n 0 3

16 stage lI-llIA patients crossed over to selpercatinib following disease recurrence

» 12 of these patients remain on selpercatinib at data cutoff

» 3 deaths occurred in patients who crossed over*

[ No deaths occurred in the selpercatinib arm J

Goldman J, et al. ASCO 2026



LIBRETTO-432
Safety

Selpercatinib Placebo

Events, n (%) N=75 N=76
Any TEAE 75 (100) 74 (97.4)
Grade =3 TEAEs 50 (66.7) 18 (23.7)
Serious TEAEs 21 17 (22.7) 10 (13.2)

Discontinued study treatment due to TEAEs™ 13 (17.3) 1(1.3)

Discontinued due to SAE 2(2.7) 1(1.3)
Dose modifications 66 (88.0) 35 (46.1)
Dose interruptions due to TEAEs 028 (77.3) 20 (26.3)

Dose reductions due to TEAEs 41 (54.7) 6 (7.9)

TEAEs leading to death, on study treatment 0 0

Grade 23 TEAEs were manageable with dose modifications

Discontinuations were mostly due to low grade events in the selpercatinib arm

*Most common reasons for selpercatinib discontinuation were ALT increase n=4; AST increase n=2; interstitial lung disease n=2

Goldman J, et al. ASCO 2026



LIBRETTO-432
Safety

Selpercatinib Placebo
N=75 N=76
Any Grade Grade 23 Any Grade Grade 23
Patients with 21 TEAE (Z 20%), no.

(%) 75 (100.0) 50 (66.7) 74 (97.4) 18 (23.7)
ALT increase 47 (62.7) 13 (17.3) 14 (18.4) 1(1.3)
AST increase 45 (60.0) 14 (18.7) 12 (15.8) 2 (2.6)
Diarrhea 29 (38.7) 3 (4.0) 13(17.1) 0 ﬁf:sﬁzf:?ﬁ:ﬂg
Dry mouth 30 (40.0) 0 12 (15.8) 0 known safety profile of
Cough 20 (26.7) 0 18 (23.7) 0 selpercatinib
Bilirubin increase 20 (26.7) 1(1.3) 11 (14.5) 0
Hypertension 23 (30.7) 8 (10.7) 8 (10.5) 2 (2.6)
Constipation 17 (22.7) 0 10 (13.2) 0
Hyperuricemia 15 (20.0) 0 8 (10.5) 0
Other AEs of special Interest
Hypersensitivity 5 (6.7) 0 0 0
ECG QT prolongation 7(9.3) 1(1.3) 1(1.3) 1(1.3)

Goldman J, et al. ASCO 2026



Adjuvant selpercatinib as a new SOC In early stage
RET-fusion positive NSCLC

» Targeted therapy is moving upstream: from metastatic disease to curative-intent treatment.
» Molecular testing should be performed at diagnosis, regardless of stage.
» Important questions remain: optimal duration? Is adjuvant chemotherapy necessary? OS?

Adjuvant osimertinib 3y Adjuvant alectinib 2y Adjuvant selpercatinib 3y
_ ‘ A Patients with Stage Il or IlIA Disease A Event-free Survival in the Primary Analysis Population
A Patients with Stage Il to I11A Disease 100
104 % = Alectinib
DQ_W‘M— 2 904
\ -—r g 80 2
5 o oy ¢ £
2 \ & 70 g
; 0.74 - t g 60 ™
v \ Osimertinib s .
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KRASCENDO 170

Design
Dose-finding Dose-expansion
Key eligibility DI ib 400 ap
criteria ivarasi mg + : ;
pembrolizumab Q3W Primary endpoint
. =18 years of age Cohort A1: Divarasib 200 mg QD + . Safety (AEs and change
. Unresectable PD-L1 positive (21%) pembrolizumab Q3W from baseline in targeted
advanced/metastatic Divarasib 200 mg QD + safety parameters)
KRAS G12C+NSCLC pembrolizumab Q3W
- Non-squamous
histology

- Measurable disease
per RECIST v1.1

- No prior systemic Cohort A2:
treatment PD-L1 negative (<1%)

-ECOGPS0or1

« No symptomatic,
untreated or actively
progressing CNS - PROs

metastases (except - Pharmacokinetics
Cohort D) - Recommended dose

: : ) Key secondary
Divarasib 400 mg QD + pembrolizumab Q3W endpoints

- Efficacy (ORR, DoR,
PFS)

N =~320

We report the primary analysis for divarasib 400 mg plus pembrolizumab in the PD-L1 positive cohort

(21%; Cohort A1) and key preliminary data for the PD-L1 negative cohort (<1%; Cohort A2)

Skoulidis F, et al. ASCO 2026



KRASCENDO 170

Baseline characteristics cohort Al

Divarasib + pembrolizumab

Characteristic, n (%) unless specified

(N=59)
Median age, years (range) 67.0 (46—-83)
Age: <65/ 265 19 (32.2) / 40 (67.8)
Sex: male / female 37 (62.7) 1 22 (37.3)
Race:

White 40 (67.8)

Asian 13 (22.0)

Black or African American 2(3.4)

Not reported 4 (6.8)
ECOGPS: 0/ 1 16 (27.1) 1 43 (72.9)
PD-L1 status:* n=587

Low (1—49%) 22 (37.3)

High (250%) 36 (61.0)
Smoking history: current / former / never 13 (22.0)/ 45 (76.3) /1 (1.7)
CNS metastases? 12 (20.3)
Liver metastases 5 (8.9)

Median follow-up was 12.2 months

Skoulidis F, et al. ASCO 2026




KRASCENDO 170

Tumor response cohort Al

o 207 Divarasib +
= n (%) unless specified pembrolizumab
§ 0 (N=59)t
% 20 ‘ ‘ ‘ ‘ ‘ ‘ ‘ ‘ ‘ ‘ ‘ ‘ ‘ ‘ Confirmed ORR [95% CI] 43 (72.9) [59.7-83.6]
S-S PO CR 6 (10.2)
o
S 404 PR 37 (62.7)
£
A SD 11 (18.6)
2 60
® cBOR PD-L1status® Mutation detected (F1LCDx) PD 0
o 80+ 5D M lLow (1-49%) M Mutation detected —
mPR High (=50%) No mutation detected Not evaluable/missing 5(8.5)
BCR O Missing Vodian i to first
edian time to firs
-1007 43 (36-164)
'ﬁiﬁ-"--l- response, days (range)
PDL1 statues C O B [ B | (SR [ ST o Median DoR, months NE (14.5-NE)
(95% ClI)

- Among all enrolled patients, confirmed ORR was 72.9%
— Confirmed ORR was 76.8% in the 56 patients who received any study treatment
— Responses were observed regardless of PD-L1, KEAP1, and STK17 status

- All patients with a post-baseline assessment had a reduction in tumor size

- Median DoR has not yet been reached and data are immature

Skoulidis F, et al. ASCO 2026



KRASCENDO 170

Tumor response cohort Al

100
6-month PFS
83.5%
807 l
— 601 |
= :
i Rt I
LL : ;
L 40- : ' Median PFS
! ' 19.3 months
20 1 i :
+Censored | E
0+ ! f
T T I T T T T T T T
0 3 6 9 12 16 18 21 24 27
Time (months)
No. at risk 59 b4 44 37 23 18 9 5 NE NE

Skoulidis F, et al. ASCO 2026



KRASCENDO 170

Baseline characteristics cohort A2

Characteristic, n (%) unless specified

Median age, years (range)

Divarasib + pembrolizumab
(N=23)

72.0 (52-86)

Age: <65/ 265

4 (17.4)119 (82.6)

Sex: male / female

16 (69.6) / 7 (30.4)

Race:
White 16 (69.6)
Asian 5(21.7)
Not reported 2(8.7)
ECOGPS: 0/ 1 6 (26.1) /17 (73.9)

PD-L1 status:*
Negative (<1%)

23 (100)

Smoking history: current / former / never

3(13.0)/19 (82.6)/ 1 (4.3)

CNS metastasest

3 (13.0)

Liver metastases

3(13.0)

Median follow-up was 3.4 months

Skoulidis F, et al. ASCO 2026




KRASCENDO 170

Tumor response cohort A2

o 207
c
E 0 n (%) unless specified Divarasib -m::;;l;rollzumab
E 20 4 Unconfirmedt ORR [95% CI] 16 (69.6) [47.1-86.8]
3, CR 0
E -40 +
£ PR 16 (69.6)
2 B0 SD 4(17.4)
v BOR PD-L1 status™ Mutation detected (F1LCDx)
a SD m Negative (<1%) M Mutation detected PD 1(4.3)
-804 mPR No mutation detected .
EED CIMissing Not evaluable/missing 2(8.7)
-100 Median time to first
T T T T T T T T T T T T T T T T T T T T T 405 (36_120)
KEAP1 . response, days (range)

Il
PD-L1 status™ |5 N 0 [0 0 [ s s s o o oy o

*  Unconfirmed ORR was 69.6%

— Most patients with a post-baseline assessment had a reduction in tumor size

— Responses were observed regardless of KEAP1 and STK11 status

* PFS was immature

Skoulidis F, et al. ASCO 2026



KRASCENDO 170

Safety

Event, n (%) Divarasib Iﬂ[;?rrl;?rolizumab

Any grade AE 78 (100)
Grade 23 60 (76.9)7
Serious 39 (50.0)

Any grade TRAE 77 (98.7)
Grade 3—4 51 (65.4)
Grade 5 0
Serious 22 (28.2)

TRAE leading to divarasib dose reduction 41 (52.6)

TRAE leading to dose interruption 54 (69.2)

TRAE leading to study treatment discontinuation 10 (12.8)

Skoulidis F, et al. ASCO 2026




KRASCENDO 170

Safety

Divarasib + pembrolizumab

Event, n (%) (n=78)*
Any grade Grade 34

Diarrhea 58 (74.4) 14 (17.9)
Nausea 50 (64.1) 1(1.3)
Vomiting 36 (46.2) 1(1.3)
Alanine aminotransferase increase 41 (52.6) 18 (23.1)
Aspartate aminotransferase increase 38 (48.7) 14 (17.9)
Lipase increase 23 (29.5) 7 (9.0)
Decreased appetite 24 (30.8) 0
Amylase increase 16 (20.5) 3 (3.8)

Skoulidis F, et al. ASCO 2026




ELISRASIB

Design

Study Design

Ph1 Dose Escalation Ph2 Proof-of-Concept Key Eligibility

Advanced/metastatic solid tumors with KRAS G12Cm

Elizrasib administered orally QD, 21-days per cycle

+ Backfill allowed in cohoris = 50mg GiD

+ KRAS G12Ci pre-treated allowed in cohoris 400-
G00mg QD

1L NSCLC

Cohort: Monotherapy:
Elisrasib (N=~40)
* PD-L1 <1% (n=~20)
» PD-L1 21% (n=~20)

Cohort: Combination therapy:

Elisrasib + pembrolizumab™ (N=~60, including
safety run-in 6 pts)

« PD-L1 <1% (n=~20)
« PD-L1 1-49% (n=~20)
* PD-L1 250% (n=~20)

G00mg QD

for all PoC cohorts

r * Pembrolizomab 200mg QIW
FPI: 2024-08-08; DCO: 2026-01-06
Later-line NSCLC/CRC/PDAC cohorts

+ Total 42 pts dosed (25 NSCLC, 13 CRC and 4 PDAC) Elisrasib monotherapy or combination

* Mo treatment-related DLT. MTD not reached.

Lu S, etal. ASCO 2026

\

Metastatic or locally advanced NSCLC

* Not received prior systemic therapy for
advanced/metastatic disease

+ Documented KRAS p.G12C mutation
from local PCR/NGS testing

*+ No known EGFR mutations,
ALK/ROS1/RET rearrangements,
NTRK1/2/3 gene fusions, BRAF VG0OE
mutations, or MET exon 14 skipping
mutations

*+ PD-L1 expression by Dako 22C3

+ Untreated asymptomatic brain
metastases are allowed

Key Endpoints

+  Safety * Pharmacokinetics

« Efficacy * Biomarker
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Lu S, etal. ASCO 2026




Elisrasib Monotherapy Elisrasib + Pembrolizumab

Treatment-related” adverse events (TRAEs) — n (%)

(N=43) (N=52)
E L I S RA S I B Any TRAE 41 (95.3%) 48 (92.3%)
Safet Any Grade 3 or higher TRAE** 3 (7.0%) 17 (32.7%)
y Any Serious TRAE 1(2.3%) 9 (17.3%)
Any TRAE leading to discontinuation of Elisrasib*** 0 1(1.9%)
Any TRAE leading to discontinuation of Pembrolizumab**** - 5(9.6%)
Any TRAE leading to dose reduced of Elisrasib 0 12 (23.1%)
Any TRAE leading to dose interrupted of Elisrasib 4 (9.3%) 26 (50.0%)
Any TRAE leading to dose delayed of Pembrolizumab - 22 (42.3%)
Elisrasib Monotherapy ] Elisrasib + Pembrolizumab
Incidence, %
100 80 60 40 20 0 20 40 60 B0 100
Nausea I1.9%
ALT increased .7.7%
AST increased .5.8%
Lipase increased 2.3% I.5.8%
Diarrhoea I 1.9%
Vomiting
Decreased appetite 2.3% IIS.S'Y.
Amylase increased I‘lg%

GGT increased - 9.6%

Hyperglycaemia
Angemia
Hypertriglyceridaemia
Hypercholesterolaemia
ALP increased

WBC decreased

Lu S, etal. ASCO 2026



KRAS G12C inhibitors move to the front-line setting
e — L e L L L

KRYSTAL-7 Adagrasib + pembrolizumab All 11,0 68,4
= 50% 54 59 27,7

SUNRAY-01 1/2 Olomorasib + pembrolizumab All 46 74 NA 33,4
> 50% 20 90 NA 396

KRASCENDO- 1/2 Divarasib + pembrolizumab > 1% 59 77 19,3 65,4

170 <1% 23 70 NA

D3S-001 1 Elisrasib + pembrolizumab All 52 81 NR 32,7

KRASCENDO- 3 Divarasib + pembrolizumab Carboplatin-pemetrexed-pembrolizumab All

2

Krystal-7 3 Adagrasib + pembrolizumab Pembrolizumab 2 50%

Krystal-4 3 Adagrasib + pembrolizumab + carboplatin-pemetrexed Carboplatin-pemetrexed-pembrolizumab All

SUNRAY-01 3 Olomorasib + pembrolizumab Pembrolizumab 2 50%

Olomorasib + pembrolizumab + carboplatine-pemetrexed Carboplatin-pemetrexed-pembrolizumab All

CodeBreak- 3 Sotorasib + carboplatin-pemetrexed Carboplatin-pemetrexed-pembrolizumab <1%

202

Kandelit-004 3 Calderasib + pembrolizumab Pembrolizumab = 50%

Kandelit-007 3 Calderasib + pembrolizumab (SC) Carboplatin-pemetrexed-pembrolizumab All

(SC)

Janne P, et al. ASCO 2025 ; Burns TF, et al. JTO 2026, Skoulidis F, et al. ASCO 2026, Lu S, et al. ASCO 2026
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KRAS G12D inhibitors in development

Treatment
naive
50% Dose (mg,BID)

TSN1611 [] 400 [ 200

% . 600 . 1200

Previously treated

* Phase 1/2 trial

* Locally advanced or metastatic solid tumors with KRAS G12D mutation
* 42 pt with NSCLC

« Grade 3 TRAEs 21,4%

+ ORR 44,4% (80% in treatment-naive)

« DCR 88,9% (100% in treatment-naive)

Percent Change from Baseline

RNKO08954

* Phase 1 FIH trial

* Locally advanced or metastatic solid tumors with KRAS G12D mutation
who progressed following SOC therapy

« 47 pt with NSCLC

 Grade 3 TRAEs 23,4%

* ORR 38,5%

« DCR 94,9%

Fu S, etal. ASCO 2026 Song Z, et al. ASCO 2026
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CONCLUSIONS




Take home messages

» RET

» RET-targeted therapy _f_selpercatinib) joins EGFR and ALK in the adjuvant setting, reinforcing the role
of early molecular profiling

» Pralsetinib confirms selective RET inhibition as a first-line standard in RET fusion-positive NSCLC

» EGFR

4 Tlthe I%_GFR space is broadening beyond classical mutations, with increasing relevance of uncommon
alterations.

» Sunvozertinib (EGFR exon 20 insertion mutations) and amivantamab-lazertinio (uncommon EGFR
mutations) emerge as promising first-line options.

» ALK

»O(l_:ROWN sets a new benchmark for PFS, supporting ALK-positive NSCLC as a long-term controlled
isease.

» Perioperative ALK inhibition is emerging, while next-generation TKIs (neladalkib) continue to evolve.

» KRAS G12C
» KRAS G12C is moving into first-line therapy, increasingly in combination approaches
» Early efficacy signals are strong, with phase IIl data expected to redefine future standards of care.




Universitair Ziekenhuis Gent Thank you for your attention!
C. Heymanslaan 10 | B 9000 Gent

T+32(0)9 33221 11
E info@uzgent.be

www.uzgent.be
Volg ons op

fy

@4 gENT UERSITT



http://www.facebook.com/uzgent
http://www.twitter.com/uzgent
http://www.uzgent.be/

	Dia 1: POST ASCO 2026: UPDATE IN ONCOGENE DRIVEN NSCLC
	Dia 2: ~ 40-60% of NSCLC is oncogene driven
	Dia 3: Timeline of FDA-approved targeted therapies for oncogene-driven NSCLC
	Dia 4: Timeline of FDA-approved targeted therapies for oncogene-driven NSCLC
	Dia 5: EGFR
	Dia 6: Common EGFR
	Dia 7
	Dia 8: Risk-factors associated with poorer overall survival on EGFR TKI monotherapy
	Dia 9: REVOL858R trial Design
	Dia 10: REVOL858R trial TFS
	Dia 11: REVOL858R trial PFS and OS
	Dia 12: REVOL858R trial T790M testing
	Dia 13: PFS by baseline prognostic factors
	Dia 14: FLAME Design
	Dia 15: FLAME PFS
	Dia 16: PFS by baseline prognostic factors
	Dia 17
	Dia 18: Resistance mechanisms post-osimertinib
	Dia 19: Fourth-generation EGFR-TKIs in pretreated NSCLC-patients with EGFR C797S
	Dia 20: Uncommon EGFR
	Dia 21: Atypical EGFR mutations
	Dia 22
	Dia 23: WU-KONG28 Design 
	Dia 24: WU-KONG28 Baseline Characteristics 
	Dia 25: WU-KONG28 PFS
	Dia 26: WU-KONG28 PFS by subgroups
	Dia 27: WU-KONG28 Tumor response
	Dia 28: WU-KONG28 Duration of response
	Dia 29: WU-KONG28 OS
	Dia 30: WU-KONG28 PFS2
	Dia 31: WU-KONG28 Safety
	Dia 32: WU-KONG28 Safety
	Dia 33: Sunvozertinib in EGFR exon20ins NSCLC: new SOC?
	Dia 34: CHRYSALIS-2 Design
	Dia 35: CHRYSALIS-2 Tumor response
	Dia 36: CHRYSALIS-2 OS
	Dia 37: CHRYSALIS-2 OS
	Dia 38: CHRYSALIS-2 Safety
	Dia 39: Amivantamab-lazertinib in atypical EGFR: new SOC?
	Dia 40: ALK
	Dia 41: ALK
	Dia 42
	Dia 43: CROWN: 7-year update Design
	Dia 44: CROWN: 7-year update PFS in the ITT population
	Dia 45: CROWN: 7-year update Conditional PFS
	Dia 46: CROWN: 7-year update Time to IC progression
	Dia 47: CROWN: 7-year update Time to IC progression by brain metastases
	Dia 48: CROWN: 7-year update Adverse events
	Dia 49: CROWN: 7-year update Impact of dose reduction
	Dia 50: CROWN: 7-year update Resistance mechanisms
	Dia 51: Transforming ALK-positive NSCLC into a chronic disease
	Dia 52
	Dia 53: ALKOVE-1: neladalkib Design
	Dia 54: ALKOVE-1: neladalkib Baseline characteristics
	Dia 55: ALKOVE-1: neladalkib ORR in ALK TKI pretreated patients
	Dia 56: ALKOVE-1: neladalkib DOR
	Dia 57: ALKOVE-1: neladalkib PFS
	Dia 58: ALKOVE-1: neladalkib CNS activity
	Dia 59: ALKOVE-1: neladalkib Activity in secondary ALK-mutations
	Dia 60: ALKOVE-1: neladalkib Safety
	Dia 61: Neladalkib: treatment option post-lorlatinib?
	Dia 62: Where could neladalkib fit?
	Dia 63: ARCHER Profylactic peptide vaccine targeting resistance mutations in advanced ALK+ NSCLC
	Dia 64: ALK
	Dia 65: Early-stage resectable ALK-fusion positive NSCLC
	Dia 66: LORIN Design
	Dia 67: LORIN Patient demographics
	Dia 68: LORIN Pathologic response
	Dia 69: LORIN ORR and survival
	Dia 70: LORIN Surgical outcomes
	Dia 71: LORIN Safety
	Dia 72: Neo-adjuvant ALK-TKI in (un)resectable disease?
	Dia 73: RET
	Dia 74: RET
	Dia 75
	Dia 76: AcceleRET-Lung Design
	Dia 77: AcceleRET-Lung Baseline characteristics
	Dia 78: AcceleRET-Lung PFS
	Dia 79: AcceleRET-Lung ORR and DOR
	Dia 80: AcceleRET-Lung Safety
	Dia 81: AcceleRET-Lung Safety
	Dia 82: Advanced/metastatic RET-fusion positive NSCLC
	Dia 83: Lunbotinib = next-generation RET-TKI
	Dia 84: RET 
	Dia 85: LIBRETTO-432 Design
	Dia 86: LIBRETTO-432 Baseline characteristics in primary analysis population
	Dia 87: LIBRETTO-432 EFS
	Dia 88: LIBRETTO-432 EFS by subgroups
	Dia 89: LIBRETTO-432
	Dia 90: LIBRETTO-432 Safety
	Dia 91: LIBRETTO-432 Safety
	Dia 92: Adjuvant selpercatinib as a new SOC in early stage RET-fusion positive NSCLC
	Dia 93: KRAS
	Dia 94
	Dia 95: KRASCENDO 170 Design 
	Dia 96: KRASCENDO 170 Baseline characteristics cohort A1
	Dia 97: KRASCENDO 170 Tumor response cohort A1
	Dia 98: KRASCENDO 170 Tumor response cohort A1
	Dia 99: KRASCENDO 170 Baseline characteristics cohort A2
	Dia 100: KRASCENDO 170 Tumor response cohort A2
	Dia 101: KRASCENDO 170 Safety
	Dia 102: KRASCENDO 170 Safety
	Dia 103: ELISRASIB Design
	Dia 104: ELISRASIB ORR
	Dia 105: ELISRASIB Safety
	Dia 106: KRAS G12C inhibitors move to the front-line setting
	Dia 107: KRAS G12C inhibitors move to the front-line setting
	Dia 108: KRAS G12D inhibitors in development
	Dia 109: CONCLUSIONS
	Dia 110: Take home messages
	Dia 111

