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Conclusions

* Dual blockade of TL1A and IL-23 results in additive inhibition of IL-17 production in PBMCs.
« (Genetic association data are suggestive of a potential additive effect of SPY001 and SPY003 combination and SPY002 and SPY003 combination in the treatment of IBD.
« (7 and IL-23 blockade have additive effects in the murine T-cell transfer colitis model.

« Spyre is developing extended half-life mAbs against a4p7 (SPY001), TL1A (SPY002), and IL-23 (SPY003) for clinical development as combination therapies for IBD. (See posters PP1103, MP450, and MP118).

References Disclosures
1. Danese, S. et al. Anti-TL1A Antibody PF-06480605 Safety and Efficacy for Ulcerative Colitis: A Phase 2a Single-Arm Study. Clin. Gastroenterol. Hepatol. 19(11), 2324-2332.e6 (2021). DR, MA, JM, JV, JO, and HS are employees of Paragon Therapeutics. JF and AS are employees of
2. Sands, B. et al. PRA023 Demonstrated Efficacy and Favorable Safety as Induction Therapy for Moderately to Severely Active UC: Phase 2 ARTEMIS-UC Study Results. Journal of Crohn’s and Colitis. 17(S1), i1-i1056 (2023). Spyre Therapeutics. All authors own equity in Paragon Therapeutics and/or Spyre Therapeutics.
3. Feagan, B. G. et al. The Anti-TL1A Antibody PRA023 Demonstrated Proof-of-Concept in Crohn’s Disease: Phase 2a APOLLO-CD Study Results. Journal of Crohn’s and Colitis. 17(S1), i1-i1056 (2023).
4. Feagan, B. G. et al. Guselkumab plus golimumab combination therapy versus guselkumab or golimumab monotherapy in patients with ulcerative colitis (VEGA): a randomised, double-blind, controlled, phase 2, proof-of-concept trial.
Lancet Gastroenterol. Hepatol. 8, 307-320 (2023).



	Slide Number 4

