Baseline cfDNA Active Chromatin Profiles Reflect Synovial Pathotype-Associated
Biology Distinguishing Response to Targeted Treatments in Rheumatoid Arthritis
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Age at Enroliment: Mean (SD) 57.6 (13.4) 56.4(137) 556 (135) 614 (12.3) 3 o 2 Dot e 2 SIGLEC10 ¢°» LAMA2
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Duration of Disease (yr): Mean (SD) 8.4 (9.9) 7.1(8.7) 8.4 (10.8) 10.0 (10.2) By T e

Baseline Disease Activity Moderate: n (%) 17 (281%)  53(34.0%) 36(26.7%) 28(22.4%) . e g Y i Y B ~ e i . . .

Baseline Disease Activity High: n (%) 299 (71.9%) 103 (66.0%) 99 (733%) 97 (77.6%) 3 i P Baseline CfDNAGC profiling captures biologically

Baseline CDAI Score: Mean (SD) 309 (126) 30.0(13.6) 314 (12.5) 31.6 (11.3) o o | o meqningfu| biomarkers associated with

Serostatus: Seropositive n (%) 209 (50.2%) 83 (53.2%) 69 (51.1%) 57 (45.6%) _16 _5' 0 5 1'0 _1'0 _'5 0 5 16 _16 _'5 6 ;5 1'0 1'5 response concordant with pub“shed Synovial

CRP (mg/L):Mean (sD) 05(182)  79(150)  98(195) 1.0 (20]) Model coefficient Model coefficient Model coefficient tissue biomarker profiles, and largely distinct by

Concomitant Glucocorticoid Treatment: n (%) 147 (35.3%) 59 (37.8%) 44(326%) 44(352%) d | Th fndings ort the potential
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Priof bjts DMARD Expetience 0: n (%) il G I R e Lo Rl e Volcano plots of differential baseline cfDNA promoter signals associated with response (right) and non-response utility of cfDNA,_for reflecting tissue-relevant

Prior bits DMARD Experlence I n (%) 141(83.9%) | 54 (346%) | 501570%) | &7 (206%) (left) to TNFi (2A), JAKi (2B), and abatacept (2C) treatment. Each point represents a gene; the x-axis shows effect biology and informing disease subtypes for

Prior b/ts DMARD Experience 2: n (%) 92 (22.1%) 28 (17.9%) 29 (21.5%) 35 (28.0%) . - . -’ ) - . . atient stratification and treatment selection in

Prior b/ts DMARD Experience 3: n (%) 22000%) | 1207%) | 17026%) | 13 (10.4%) size and the y-axis shows —logl0(P). Genes corresponding to pathotype-associated programs are labeled. Vertical RAQILISATIE < e SR

Prior bjts DMARD Experience 4+: n (%) 43(103%)  12(77%)  14(104%) 17 (13.6%) distance corresponds to strength of evidence. Horizontal position corresponds to the direction of the effect RA. Findings are exploratory; validation in larger

Response to On-study Treatment: n (%) 218 (52.4%) 77 (49.4%) 77(57.0%) 64 (51.2%) (response or non—response). prospeot|ve cohorts Is needed.

References: 1. Tridille C, et al. Lancet Rheumatol. 2026;8:e66—e73. 2. Dennis G Jr, et al. Ann Rheum Dis. 2014;73:129-137. 3. Humby F, et al. Ann Rheum Dis. 2019;78:761-772. 4. Pitzalis C, et al. Nat Rev Rheumatol. 2020;16:590-599. 5. Lewis MJ, et al. Cell Rep. 2019;28:2455-2470. 6. Smyth GK. Stat Appl Genet
Mol Biol. 2004;3:Article 3. 7. Lai K, et al. Commun Biol. 2024;7:1086. 8. Curtis JR, et al. Arthritis Care Res. 2015;67:1345-1353.

Abbreviations: CDA|, Clinical Disease Activity Index; cfDNA_, cell-free DNA regulatory-active chromatin; FDR, false discovery rate; JAKi, JAK inhibitor; MCID, minimal clinically important difference; RA, rheumatoid arthritis; TNFi, TNF inhibitor.

Funding: This study was funded in its entirety by Aqtual, Inc. © 2026 Aqtual, Inc. All rights reserved. No portion of this poster—

including text, graphics, data, or images—may be reproduced,
copied, photographed, or recorded in any form without prior
written permission from the authors.

Disclosures: K. Lai, J. Carlson, K. Lam: Aqtual, Inc (employment). D. Abdueva: Agtual, Inc (employment; intellectual property/potents). J. R. Curtis: AbbVie, Amgen, Aqtual, argenx, AstraZeneca, Bristol Myers Squibb, Eli Lilly, Immunovant, Janssen, Moderna, Novartis, Pfizer, Sanofi, Scipher, Setpoint, UCB
gpersonol inoome/compen)sotion; research grant or support). P. C. Taylor: AbbVie Inc., Alfasigma, Eli Lilly, Gilead Sciences, Immunovant, Inc., Janssen, MoonLake Immunotherapeutics, Nordic Pharma, Roche, Sanofi, Takeda, UCB Pharma (personol inoome/oompensotion); Alfasigma, Immunovant, Inc.
research grant or support).

Jason Carlson



	Slide 1

