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Treatment of CML

* Frontline

Imatinib 400 mg daily

Dasatinib 100 mg daily (50 mg at MD Anderson)
Nilotinib 300 mg BID

Bosutinib 400 mg daily

Asciminib 80 mg daily

» Second / third line

- Nilotinib, dasatinib, bosutinib, ponatinib, asciminib, omacetaxine, clinical trials
- Allogeneic SCT

* Other

- Decitabine, peg IFN, omacetaxine (only 2-5 days/month)
- Hydrea, cytarabine, combos with TKIs



Mechanism of Action

ABL1 kinase domain
inhibitors
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CML: Response Definitions

BCR::ABL1 Log reduction Response definition
(International scale) in BCR::ABL1

100 Baseline
<10 =~ Major Cytogenetic Response (MCyR)

<1 = Complete Cytogenetic Response
(CCyR)

<0.1 Major Molecular Response (MMR)
<0.01 4 MR4
<0.0032 : MR4.5

<0.001 5 MR5

—

Deep Molecular
Response (DMR)




Frontline Therapy



Factors Determining Frontline Therapy in CML-CP

Factors Determining the Type of Frontline Therapy in Chronic Myeloid Leukemia in Chronic Phase

Age and Treatment Goal Cost of TKI CMLrisk - Sokal score Comorbidities
Cannot Low- Cardiovascular
Young /TFR | | Old / Survival High '
g afford OOPE intermediate g Kidney Sl Lwer_ . disease, metabolic .
. emphysema, | | abnormalities, Pancreatitis
disease : . o syndrome,
lung disease Gl disease o
pancreatitis
Imatinib
- . L Dasatinib, Avoid . . Avoid
Dasatinib, .. Generic Dasatinib, .. o Avoid Avoid e o
I Imatinib T . Bosutinib, Imatinib, - - Avoid Nilotinib Nilotinib,
Asciminib imatinib Bosutinib, - . Dasatinib Bosutinib .
Asciminib Asciminib Bosutinib Asciminib

Haddad F. CLML (under review)




Treatment-Free Remission: Depth/Duration of Response

* Long-term TKI = adverse events, financial 6 vears MR duration
e 4 years MR* duration: oajl.' ==
tOXICIty : Pr\(/)bability:O.SB ; (35%.Cl: 0.54-0.64)

(95% Cl: 0.48—-0.58)

o
(o}

* TFR = important goal of therapy in CML-CP
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e Most important factors for successful TFR

MR? duration:

- Deep molecular remission (DMR) defined ' Odds ratio: 1.13
(95% Cl1 1.04-1.23)
as MR4 or deeper

- Duration of DMR 22-5 years

6 8

MR4 duration, yrs

* Criteria for treatment discontinuation
- NCCN: TKI 23 years + DMR 22 years

- ELN: TKI 25 years + DMR 22 years + MR? =5 yoars
- MDACC: DMR 25 yea rS Log-rank p <.0001

1. Saussele S et al. Lancet Oncol. 2018 Jun;19(6):747-757. 12 24 36 48 60 72 84 96 108 120
2. Haddad FG et al. Am J Hematol. 2022 Jul;97(7):856-864. Time (Months)




Management of TKI Intolerance or Toxicities

Table 2. Management of TKI Intolerance or Toxicities in Patients With No Resistance

Frontline TKI*®< Second-Line TKI*®< Third-Line and Beyond TKI
Imatinib Dasatinib
Bosutinib
Nilotinib Ponatinib, 15-30 mg daily
Dasatinib Bosutinib
Nilotinib Asciminib, 40 mg twice a day
Imatinib
Hematopoietic stem cell transplantation
Nilotinib Dasatinib
Bosutinib
Imatinib Other therapies: hypomethylating agents, low-dose
cytarabine, hydroxyurea, omacetaxine,
Bosutinib Dasatinib investigational drugs
Nilotinib
Imatinib

Abbreviation: TKI, tyrosine kinase inhibitor.

*TKI dose should always be adjusted before considering a change of therapy.
®Generic imatinib and second-generation TKIs recommended whenever available.
“TKI selected according to the patient’s comorbidities.

Haddad F, Kantarjian H. JNCCN. Feb 2024



Clinically Relevant TKI Toxicities and Reduced Dose Schedules

TKI Common side effects Toxicities to
watch for
Imatinib Rash, fluid retention, edema, weight gain, Renal toxicity

musculoskeletal aches, diarrhea, skin
depigmentation

Nilotinib Rash, headaches, increased bilirubin, Renal toxicity,
impaired glycemic control, dyslipidemia
pancreatitis, Worsening
diabetes
Dasatinib Pleural effusion, cytopenia Pulmonary

hypertension, systemic
hypertension

“‘Bosutinib Gastrointestinal toxicity (diarrhea/colitis), Enterocolitis
renal dysfunction, liver dysfunction

Ponatinib Rash, hypertension Pancreatitis, hepatic
toxicity

TKI tyrosine kinase inhibitor, BID twice daily.

®Prohibitive toxicities

Neurotoxicity

Arterio-occlusive and
vaso-occlusive events

>1 episode of pleural effusion,
pulmonary hypertension

Enterocolitis

Arterio-occlusive and
vaso-occlusive events; refractory
hypertension

Clinical pancreatitis is a prohibitive toxicity that can occur with all TKIs, though most common with nilotinib and ponatinib.
PLowest dose-range is a dynamic therapy decision that depends on the burden of the symptoms, any patient comorbidity that could be additive to the

toxicity, and the state of CML disease control.

bLowest dose
range

100-200 mg/
day

200 mg/
day-200 mg
BID

20-50 mg/day

100-200 mg/
day

15 mg/day

“For bosutinib a slow dose escalation over 3-4 months (100 mg/day x 1-2 weeks, 200 mg/day x 2-4 weeks, 300 mg/day x 1 month) to reach the final dose of

400 mg/day or 500 mg/day might ameliorate the gastrointestinal toxicities.

Senapati J. Blood Cancer J. 2023 Apr 24;13(1):58.



Management of TKI Resistance

Table 3. Management of TKI Resistance

Frontline TKI* Second-Line TKI*® Third-Line and Beyond TKI
Imatinib Dasatinib Ponatinib
Bosutinib e 45 mg/d if T315I
Nilotinib e 30 mg/d if non-T315I
e 15 mg/d once BCR::ABL1 (IS) =1%
Dasatinib Second-generation TKls according
Bosutinib to ABL1 kinase domain mutations® Asciminib
Nilotinib N e 200 mg twice a day if T315I
Ponatinib e 40 mg twice a day if non-T315I
¢ 45 mg/d if T315I
e 30 mg/d if non-T315I Hematopoietic stem cell transplantation

e 15 mg/d once BCR::ABL1 (IS) =1%

Other therapies: hypomethylating agents, low-dose cytarabine,
hydroxyurea, omacetaxine, investigational drugs

Abbreviations: IS, International Scale; TKI, tyrosine kinase inhibitor.

°TKI selected according to the patient’s comorbidities.

°®ABL1 kinase domain mutational analysis should always be performed to direct TKI selection.

“No second-generation TKI rotation after a prior second-generation TKI if signs of resistance or if no guiding mutations.

Haddad F, Kantarjian H. JNCCN. Feb 2024



Second-Line Therapy and Beyond



Ponatinib in CML-CP: PACE trial

e 449 patients treated; 270 with CML-CP
e MCyR 60%, MMR 40%, 5-year OS 73%

e TOtal e Resistant/intolerant

Response at Any Time

B Total (n=267) @ Resistant/intolerant (n=203) W T3151 (n=é4)

OS at S years: 73% (66%-79%)
Resistant/intolerant, 76% (68%-82%)
T315l, 66% (51%-78%)
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36 48
Time (mo)

No. at Risk
267 226 199
203 171 153

Cortes J, et al. Blood. 2018 Jul 26;132(4):393-404



OPTIC (Optimizing Ponatinib Treatment in CP-CML) Trial

* Response-directed dose adjustment protocol: 45 mg = 15 mg, 30 mg = 15 mg, or 15 mg

* Median (range) duration of follow-up: 32 months (1-57 months)

Ponatinib
45 mg daily”

Dose reduction to : "
15 mg daily upon Primary endpoint

* Adult patients with CP-CML achievement of < 1% BCR-ABL1" at 12 months®

+ Resistant/intolerant to 2 or more — < 1% BCR-ABL1%t
prior TKIs or BCRABLL T315) 38 S
mutation-positive g aally 1

*Enrolled N = 283

Dose reduction to
Enroliment completed in 10 mg daily if AEst

May 2019
(NCT02467270)

Cortes J, et al. Blood. 2021 Nov 25;138(21):2042-2050.




ASCEMBL.: Study Design

* Primary endpoint: MMR rate at week 24
* Key secondary endpoint: MMR rate at week 96

Treatment duration: 2 96 weeks

/ Key Study Criteria \ 4 )

, ASCEMBL Asciminib
*  Adults with CML-CP, . .
previously treated with (NCT03106779) 40 mg twice daily

>2 TKls n=157
*  Failure* or intolerance Randomized 2:1

of most recent TKI (stratified by MCYR Survival

* Patients with intolerance of
vs no MCyR at ini follow-u
most recent TKI must have bas el%ye) Bosutinib _ P
BCR-ABL1'S > 0.1% at 500 mg once daily
screening n=76 :
*  No T315/ or V299L N =233 Switch allowed for

mutations those meeting lack
\ / \ / of efficacy criteria | Asciminib e
on bosutinib' 40 mg twice
dai

Réa D et al. Blood. 2021 Nov 25;138(21):2031-2041
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ASCEMBL: Response Rates at Week 48

MMR Rate

N = 157
Asciminib

N =76
Bosutinib

Patients, %

BCR-ABL1" < 1%

N = 142
Asciminib

N =72
Bosutinib




Asciminib vs Bosutinib as Third-line Therapy
in CML-CP: Week 96 Update

Parameter (%) Asciminib Bosutinib
2-year MMR 38 16
Grade 3-4 AEs 56 68
AEs & DC 36 51




ENABLE Phase 1: ELVN-001 in Previously Treated CML

Phase 1a Dose Escalation?®: 3+3 Phase 1b Dose Expansion n = 20 each
Total N = 80
Key eligibility criteria: r_ 80 mg BID 80 mg QD Completed
. Non-T315I Enrollment
e Chronic phase CML r_ 60 mg BID .
* Failed, intolerant to, or r 120 mg QD Phlasi: iibbdoszs 60 mg QD
not a candidate for selectedbased on Non-T315I
available therapies (¢ 80mgQb safety, tolerability, Randomized
known to be active for anti-CML activity, (Enrolling)
) 40 mg QD 120 D
treatment of their CML r and PK/PD mg Q
* Typical or atypical r -
transcripts 10 mg QD Dose TBD
CP-CML with
Up to 10 additional patients per dose level (max n = 50) T315| mutations
Primary Endpoints Key Secondary Endpoints
* Incidence of DLTs, AEs, clinically significant laboratory * Molecular response by central gPCR
and ECG abnormalities * PK parameters

AE, adverse event; BID, twice daily; DLT, dose-limiting toxicity; ECG, electrocardiogram; PD, pharmacodynamic; PK, pharmacokinetic; QD, once daily; gPCR, quantitative reverse transcriptase polymerase chain
reaction; TBD, to be determined. ®Re-enrollment and intrasubject dose escalation allowed if meeting specific criteria.

Mauro M, et al. SOHO 2025.



ELVN-001 Phase 1: Patient Characteristics

parametar All Patients® Parameter All Patients?
(N =90) (N =90)
Age, years, median (range) 58 (19-79) Median number of prior unique TKIls, n (range)¢ 3 (1-7)
Male / female 58%/42% 1-2 prior 32%
ECOGPS 0/ 1 74%/26% il 41%
> I :
Median time since diagnosis, months (range) 58.1 (2.6-281.9) - — 5T|3K:l0r 2
: . rior
Typical BCR::ABL1 transcript (e13a2/e14a2) 93% .
Baseline BCR::ABL1 transcript level® Dasatinib 73%
<0.1% ” - 18% Imatinib 67%
e OD . oo | Asciminib 58%
A= s e Nilotinib 54%
0, (s)
I e — I | Ponatinib 43%
Baseline BCR::ABL1 mutation (central)c " Bosutinib 38%
No mutation 4% Reason for discontinuation of last TKI
I T315] mutation 9%" I | Lack of efficacy 72%
Other mutations 7% Lack of tolerability 23%
Not available 30% Other 3%
gIncludes 3 re-enrolled patients (87 individual patients). eMedian lines of prior TKIs is 4 (range 1-9).

bPercentages based on 84 patients with typical transcript.
tOnly available for patients with typical transcripts.
dIncludes 2 re-enrolled patients (6 individual patients with T315I).

Data cutoff: 28 Apr 2025.
ECOG PS, Eastern Cooperative Oncology Group performance status

Mauro M, et al. SOHO 2025.



ELVN-001 Phase 1: Favorable Safety Profile

Treatment Emergent Adverse Events (TEAEs) in 2 10% of Patients

Preferred term
n (%)

Lipase increased

Diarrhoea

Thrombocytopenia?

Arthralgia

Headache

Fatigue

Myalgia

10-40 mg QD

(n=23)

3 (13.0%)

3 (13.0%)

4 (17.4%)

1(4.3%)

4 (17.4%)

1(4.3%)

2Combined term: platelet count decreased/thrombocytopenia.

Data cutoff: 28 Apr 2025.

Mauro M, et al. SOHO 2025.

60 mg QD
(n=6)

0

1(16.7%)

1(16.7%)

80 mg QD
(n=33)

7 (21.2%)

5 (15.2%)

6 (18.2%)

6 (18.2%)

5 (15.2%)

4(12.1%)

3(9.1%)

120 mg QD

(n = 20)

4 (20.0%)

4 (20.0%)

3 (15.0%)

2 (10.0%)

2 (10.0%)

4 (20.0%)

60-80 mg BID

(n=8)

2 (25.0%)

1(12.5%)

2 (25.0%)

2 (25.0%)

1(12.5%)

Total
(N = 877)

16 (18.4%)

13 (14.9%)

12 (13.8%)

11 (12.6%)

11 (12.6%)

9 (10.3%)

9 (10.3%)



ELVN-001 Phase 1: Encouraging Efficacy by Week 24

BCR::ABL1 < 0.1% (MMR) by 24 weeks BCR::ABL1 < 1% by 24 weeks

Overall MMR by 24 weeks 25/53 (47%) Overall £ 1% by 24 weeks 43/56 (77%)
Achieved (not in MMR at baseline) 13/41 (32%) Achieved (not < 1% at baseline) 14/27 (52%)
Maintained (in MMR at baseline) 12/12 (100%) Maintained (< 1% at baseline) 29/29 (100%)

Key subgroups
Post asciminib 9/28 (32%)

Post ponatinib 7/20 (35%)
Lack of efficacy to last TKI 14/34 (41%)
Intolerant to last TKI 9/17 (53%)

Robust anti-CMML activity despite heavily pretreated patient population,

including in patients exposed to prior asciminib or ponatinib
Data cutoff: 28 Apr 2025.

MMR, major molecular response; TKI, tyrosine kinase inhibitor.

NOTE: Patients were included if they had baseline BCR::ABL1 transcript, and postbaseline assessment of BCR::ABL1 transcript at 24 weeks or achieved MMR/<1% within 24 weeks or discontinued treatment
before 24 weeks without achieving MMR /<1%. For patients with MMR /<1% at baseline, only postbaseline assessments beyond 70 days were included in the analysis

Mauro M, et al. SOHO 2025.



CARDINAL Phase 1: TERN-701 in Previously Treated CML

m Dose Escalation

« Received 22 TKls OR had treatment failure/suboptimal
response to frontline 2G TKI

* Prior asciminib/ponatinib failure/intolerance allowed:;
myristate pocket resistance mutations excluded

8 T315]1 and non-T315] mutations allowed

TERN-701 Once-Daily
(N?up to 80)

BOIN design with optional backfill cohorts

500 mg
nz3
| 400 mg
n23

Data cutoff:
September 13, 2025

m Dose Expansion

« Treatment failure OR suboptimal response to 21 prior TKI

* Prior asciminib/ponatinib treatment failure/intolerance
allowed; myristate pocket resistance mutations excluded

« Only non-T3151 mutations allowed

TERN-701 Once-Daily
(N=80)

500 mg
n=40

RDE Selection

Primary Endpoints: Safety and tolerability (including dose-limiting toxicities)
Secondary Endpoints: Efficacy (molecular responses) and pharmacokinetics

Jabbour E. Blood (2025) 146 (Supplement 1): 901.



TERN-701 Phase 1: Baseline Characteristics

All Patients (N=63)

Age, median (range), years 57 (29-86)
Baseline BCR::ABL 1S, n (%)
>10% | 28 (44%)
>1% to 10% | 8 (13%)
>0.1% to 1% | 16 (25%)
<0.1% 11 (18%)
Discontinuation to last TKI, n (%) |
Lack of efficacy (per ELN 2020 criteria) | 40 (64%)
Lack of tolerability | 18 (29%)
Other | 5 (8%)
Median number of prior unique TKls (range) | 3 (1-6)
=3 prior, n (%) 38 (60%)
Prior asciminib 24 (38%)
Prior ponatinib | 14 (22%)
| T315l | 6 (10%)
BCR::ABL1 mutations, n (%) | F317L ' 2 (3%)
| E255K | 1(2%)

Jabbour E. Blood (2025) 146 (Supplement 1): 901.



TERN-701 Phase 1: AEs Regardless of Causality in >10%

400 mg QD 500 mg QD All patients

Prefe’r]rfoc/i )Term, .:i"?ij'r' i n=13 n=19 (N=63)
All Grade 2Grade 3 All Grade 2Grade 3 All Grade 2Grade 3 All Grade 2Grade 3 All Grade 2Grade 3
Hematologic
Thrombocytopenia | 2 (20%) 0 5 (24%) 3 (14%) 2 (15%) 2 (15%) 1(5%) 0 10 (16%) 5 (8%)
Neutropenia 1(10%) 0 4 (19%) 2 (10%) 2 (15%) 2 (15%) 1(5%) 1(5%) 8 (13%) 5 (8%)
Anemia 1(10%) 0 2 (10%) 1(5%) 1(8%) 0 2 (11%) 0 6 (10%) 1(2%)
Non-Hematologic
Diarrhoea 1(10%) 0 5 (24%) 0 3 (23%) 0 4 (21%) 0 13 (21%) 0
Headache @ 3 (30%) 0 6 (29%) 0 2 (15%) 0 1 (5%) 0 12 (19%) 0
Nausea 4 (40%) 0 4 (19%) 0 2 (15%) 0 2 (11%) 0 12 (19%) 0
Fatigue 1(10%) 0 4 (19%) 0 2 (15%) 1(8%) 2 (11%) 0 9 (14%) 1(2%)
Abdominal pain 3 (30%) 1(10%) 2 (10%) 0 1(8%) 0 2 (11%) 0 8 (13%) 1(2%)
Myalgia 0 0 4 (19%) 0 3 (23%) 0 1(5%) 0 8 (13%) 0
Back pain 1(10%) 0 2 (10%) 0 1(8%) 0 3 (16%) 0 7 (11%) 0
Rashes 2 (20%) 0 1 (5%) 1(5%) 2 (15%) 0 2 (11%) 0 7 (11%) 1(2%)
ALT increased 1(10%) 0 2 (10%) 0 0 0 3 (16%) 0 6 (10%) 0
Dizziness 1(10%) 0 4 (19%) 0 1(8%) 0 0 0 6 (10%) 0

* No clinically significant changes in blood pressure were reported
* No clinical pancreatitis or symptomatic lipase elevations of any grade

Jabbour E. Blood (2025) 146 (Supplement 1): 901.



TERN-701 Phase 1: MMR Rates by Week 24 (N=38)

Overall MMR Achieved MMR Maintained MMR

100

80

60

40

Patients, %

20

95% CI1 [56.9, 86.6] 95% CI [44.1, 81.4] 95% CI [69.2, 100.0]

Jabbour E. Blood (2025) 146 (Supplement 1): 901.



TERN-701 Phase 1: MMR Rates by Week 24 Across Subgroups

Lal:k of tolerability || Prior asciminib | Prior asciminib/ponatinib/
to prior TKI | investigational TKI*

| Lack of efficacy W
80 - to prior TKI

Patients, %

95% CI [38.4, 83.7] 95% CI [29.0, 96.3] 95% CI [9.9, 81.6] 95% CI [15.7, 84.3]

"Investgational TKI' ELYN.001

Jabbour E. Blood (2025) 146 (Supplement 1): 901.



Olverembatinib in CML-CP

* 62 patients with CML-CP treated with olverembatinib 30, 40, 50 mg QOD

* 50 (81%) >3 prior TKls, 31 (50%) prior ponatinib, 17 (27%) prior asciminib

Outcome . T3151 mutation Prior ponatinib Prior asciminib
Positive Negative Resistant | Intolerant | Resistant | Intolerant
Efficacy population 60 18 42 21 6 12 3
Cytogenetic response
Evaluable patients, N 51 18 33 19 4 8 0)
CCyR, n (%) 31 (61) 10 (56) 21 (64) 10 (53) 3 (75) 10 0
Molecular response
Evaluable patients, N 59 18 41 21 6 12 3
MMR, n (%) 25 (42) 8 (44) 17 (42) 9 (43) 1(17) 4 (33) 0

Jabbour E, et al. JAMA Oncol. 2025;11(1):28-35.



POLARIS-2: Olverembatinib versus Bosutinib in

Previously Treated CML-CP

Part A Investigational Arm
n=190 Primary Endpoint:
Olverembatinib 30 mg QOD MMR rate at 24 weeks
CML-CP patients Randomized Ratio 2:1
(previously treated Key Secondary
with >2 TKIs) Endpoint:
N=285 Stratification factors MMR rate at 96 weeks
e  BCR::ABLI (IS)ratio Control Arm
- n=95
Bosutinib 500 mg QD
i E Allow crossover for patients |
bemmoo- g who meet treatment failure |
I criteria |
| o o o o o o o o e mm mm Em e E E e e 1
Part B Primary Endpoint:

: MMR rate by 24 weeks
CML-CP patients

» with T315I mutation .-
- previously treated with Olverembatinib 40 mg QOD Key Secondary
=1 TKIs N=48 Endpoint:

+ Have no other effective

therapy MMR rate by 96 weeks




TGRX-678 Phase 1 in T315l-mutated CML CP and AP

13151 mutation was identified in 53 patients by Sanger sequencing

Dose escalation
(N =10)

160 mg QD (n = 2)

Dose expansion
(N = 43)

Study population Dose levels N

80 mg BID (n =1)

‘ CML-CP, T315I 40 /80 /160 /

positive, 2 1 prior TKI 240 mg QD
40 mg BID (n = 2)

CML-AP, T315I
40mgQD (n=1) ‘
Arm 3 mutant or not, 2 1 240 mg QD 12

20 mg BID (n = 2) prior TKI

Jiang Q, el al. Blood (2025) 146 (Supplement 1): 902.



TGRX-678: Patient Characteristics

Total 40 mg 80 mg 160 mg 240 mg
(N=53) (N=7) (N=10) (N =4) (N = 32)
Age, median (y) 44 (35-51) 47(35-51) 41(31-47) 43 (33-59) 45(38-153)
Male, n (%) 36 (68) 6 (86) 7 (70) 3 (75) 20 (63)
Disease phase, n (%)
CP 32 (60) 4 (57) 6 (60) 2 (50) 20 (63)
AP 21 (40) 3(43) 4 (40) 2 (50) 12 (38)

68 34 97 171 69

Interval to TGRX-678, (mo) (29-149)  (28-99)  (18-149) (97-208) (28 - 141)

Cytogenetic response, n (%)
No CyR 31 (58) 3 (43) 5 (50) 3 (75) 20 (63)
No PCyR 14 (26) 2 (29) 2 (20) 1 (25) 9 (28)
PCyR 8 (15) 2 (29) 3 (30) 0 3(9)

Jiang Q, el al. Blood (2025) 146 (Supplement 1): 902.



TGRX-678: Patient Characteristics

Total 40 mg 80 mg 160 mg
(N=53) (N=7) (N=10) (N=4)

Mutation, n (%)

T315l only 42 (79) D (1) 8 (80) 4 (100)

T315I + additional 11 (21) 2 (29) 2 (20) 0
Prior TKI, n (%)

1-2L 19 (36) 0 6 (60) 0

3L 12 (23) 2 (29) 1 (10) 1 (25)

2 4L 22 (42) 5 (71) 3 (30) 3 (75)
Prior TKI, n (%)

Imatinib 42 (79) 7 (100) 7 (70) 4 (100)

Dasatinib / Niloinib / Flumatinib 49 (92) 7 (100) 9 (90) 4 (100)

Ponatinib 16 (30) 1(14) 3 (30) 1(25)

Olverembatinib 10 (19) 3(43) 2 (20) 0

HS10382 3 (6) 0 0
Asciminib 1(2) 0 0 0

25 (78)
7 (22)

13 (41)
8 (25)
11 (34)

24 (75)
29 (91)
11 (34)
5 (16)
3 (9)
1(3)

Jiang Q, el al. Blood (2025) 146 (Supplement 1): 902.



Responses in CP Patients

CCyR and MMR Duration of responses
100% at 24 mo (950/0 Cl) 100%
—CCyR 61% (40%, 77%)
- —MMR 45% (27%, 62%) w
o 759 @ 75%
. ¢
° °
4] c
z S
:8 50% g 50%
: :
£ -
2 2
< 25% 3 25%
z 3
E S at 24 mo (95% Cl)
< a ~—CCyR 79% (53%, 92%)
. ——MMR 74% (44%, 89%)
0% 0%
0 6 12 18 24 30 36 42 48 0 6 12 18 24 30 36 42 4¢
Time (mo) Time (mo)

Jiang Q, el al. Blood (2025) 146 (Supplement 1): 902.



Responses by Prior TKI

CCyR MMR
100% at 24 mo (95% ClI) 100% at 24 mo (95% ClI)
—No 3G-TKI n=29 66% (44%, 81%) — N0 3G-TKI Nn=29 52% (32%, 69%)
—3G-TKI n=17 * 35% (13%, 58%) —3G-TKI n=17 12% (2%, 32%)
——STAMPIi n=4 == 0% ——STAMPi n=4 0%
75% 75%
£ 2
".r; 50% :E 50%
0 £
L o
o o
25% 25%
0% P= 0.01 0% I | P< 0.01
0 6 12 18 24 30 36 42 48 0 ] 12 18 24 30 36 42 48

Time (mo) Time (mo)

* 3G-TKI: 3 of 17 pts received prior ponatinib and olverembatinib

= STAMPI: 2 of 4 pts received prior 3G-TKI and STAMPI

Jiang Q, el al. Blood (2025) 146 (Supplement 1): 902.



Clinical Trials Available At MD Anderson for CML-CP
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