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350 mg (n=15) BTK mutations, as well as patients with PLCG2 mutations (Figure 4) 4. Feng X, et al. EHA 2023. Abstract P1239.
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Table 4. Overall Response Rate DISCLOSURES
Median follow-up (range):
4.60 months (0.3-19.8) 50mg 100 mg 200 mg 350 mg 500 mg Total AMF: Consulting or advisory role: AbbVie, BeiGene, AstraZeneca, Janssen; Travel, accommodations,
2 Patient had ongoing low-grade arthralgia that did not otherwise meet the criteria for discontinuation. (n=1) (n=5) (n=16) (n=14) (n=7) (N=43) expenses: AbbVie, BeiGene. RDP: Research funding: BMS, GSK; Honoraria: Sanofi Aventis, AstraZeneca,
MJH Life Sciences, OncLive. MCT: Research funding: AbbVie, AstraZeneca, BeiGene, GenMab, Nurix
Table 1. Baseline Characteristics Best overall response, Therapeutics, Genentech; Consulting: AbbVie, AstraZeneca, BeiGene, Janssen, Loxo Oncology;
) n (%)° Honoraria: Dava Oncology, Philips Group Oncology Communications, MJH Life Sciences, Intellisphere
Age, median (range), years 70 (50-91) CR 0 0 2 (13) 0 0 2 (5) LLC, Clinical Care Options; Travel: Genmab, Nurix Therapeutics, Genentech. JNA: Consulting or advisory
Male sex, n (%) 31(63) role: AbbVie, Adaptive Biotechnologies, ADC Therapeutics, AstraZeneca, BeiGene, Genentech,
(]
ECOG PS,, n (%) PR 1(100) 4(80) 10(63) 6(43) 1(14) 22 (51) Janssen, Lilly, NeoGenomics, Pharmacyclics; Research funding: BeiGene, Celgene/BMS, Genentech,
1 19 (39) Janssen, Pharmacyclics, Regeneron; Speakers bureau: AbbVie, BeiGene, Janssen, Pharmacyclics; Other
5 1(2) PR-L 0 0 2 (13) 2 (14) 3(43) 7 (16) relationship: Merck. PG: Honoraria: AbbVie, AstraZeneca, BeiGene, BMS, Janssen, Galapagos, Lilly/Loxo,
. P MSD, Roche; Research funding: AbbVie, AstraZeneca, BMS, Janssen. IV: Nothing to disclose.
CLL/SLL risk characteristics at study entry, n/N (%) SD 0 1(20) 1(6) 2(14)  3(43) 7(16) _ 0 o _ o
Binet stage C 23/46 (50) CST: Research funding: Janssen, AbbVie, BeiGene; Honoraria: Janssen, AbbVie, BeiGene, Loxo,
I H . H ° .
Unmutated IGHV 32/39 (82) PD 0 0 1(6) 1(7) 0 2 (5) AstraZeneca. JT: Research funding: BeiGene, BMS, Cellectar, Roche. MC: Research support:
del(17 P53 tati 58/47 (60 BeiGene; Grants: AbbVie, Geron, Oncternal, AstraZeneca, Protagonist; Consulting fees: Janssen.
Ce ( Lr) Ork mu a;onb — e (47) Discontinued prior to first 0 0 0 3(21) 0 3(7) XC, AA: Employment and equity holder in publicly traded company: BeiGene. KB: Employment: BeiGene.
>
M on’.lp X aryoty/pNe ((;) EENEIRIIES) 7] assessment SF: Employment and equity holder in publicly traded company: BeiGene; BMS; Travel support: BeiGene;
utation status, n o : . . . : . ,
Advisory board: BeiGene. JFS: Honoraria, Membership on an entity's board of directors or advisory
i o/ \b c
BTK mutation present 1:;47 ((332)) ORR, n (%) 1(100) 4(80) 14(88) 8 (57) 4(57) 3 (72) committees, Research funding and speakers bureau: AbbVie, AstraZeneca, Janssen, BMS, BeiGene,
PLCG2 mutation present 47 (1 . . . .
. o/\d Gilead, Genor Bio, Roche; Consultancy: TG Therapeutics; Research funding: Roche.
No. of prior lines of therapy, median (range) 4 (2-10) Disease control rate, n (%) 1(100) 5(100) 15(94) 10(71) 7 (100) 38 (88)
Prior therapy, n (%) E . .
ollow-up time, median
cBTK inhibitor 45 (92) The authors thank the patients and their families, investigators, co-investigators, and the study teams
ncBTK inhibitor 11(22) Time to first response, 2.9 4.2 2.8 2.8 2.8 2.8 at each of the participating centers. We would also like to thank Jenish Patel, Qi Wu, Pengfei Cheng,
BCL2 inhibitor 42 (86) median (range), months' (2.9-2.9) (2.8-6.2) (2.6-41) (2.6-5.6) (2.6-2.8) (2.6-6.2) Stephanie Conto, Anahita Mohammedy, Yosephine Lumintang, Diana Neyra, Yelena Hua, and Ana Carolina
cBTK + BCL2 inhibitors 37 (76) + Percentages may not sum to 100 due fo rounding. > Proportion of patients who achieved a best overall response of PRAL or better Fernandez, for their contributions to data analysis and operational support; Daniel Persky (BeiGene) for
cBTK + ncBTK + BCL2 inhibitors 1(22) < One additional patient reported response after the February 14, 2024 data cut, indicating a 94% ORR (15/16 patients) in the 200-mg assistance in development of this presentation; and Jason C. Paik (BeiGene) for contributions to the study
Discontinued BTK inhibitor due to PD, n/N (%) 40/45 (89) dgse grOL.lp. . Pr0|'oo.rtion of patier!ts wh.o achigved a best overall response of SD or better. ¢ Study follow-up enrolled set N=49. and development of the abstract. This study was sponsored by BeiGene, Ltd. Medical writing support was
fTime to first qualifying response in patients with a best overall response better than SD.
cBTK, covalent BTK; ncBTK, noncovalent BTK. PR-L, partial response with lymphocytosis. provided by Shanen Perumal, PhD, of Nucleus Global, an Inizio company, and supported by BeiGene.
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