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Background — Overcoming Challenges of T cell Engaging Bispecifics Novel, Low-Affinity Recruiter Designed to Improve Efficacy/Toxicity Profile of TCER

Pharmacodynamic and Pharmacokinetic of PRAME TCER (IMA402)

T cell engaging bispecifics have emerged as a promising therapeutic opportunity for patients with solid cancers. However, TCER molecules are designed with a high affinity TCR and a low affinity T cell recruiting Ab to optimize biodistribution™. The
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while retaining high specificity
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* Generation of multiple TCR
candidates per target

* Unique XPRESIDENT-guided on- and
off-target toxicity screening

production in mammalian cells

* This enables combination with
various bispecific platforms

Conclusion

Preclinical Data Package for TCER Programs

T cell engaging receptor (TCER) — a Next-generation TCR Bispecific Format

* Normal tissue cell types and
iPSC-derived normal cells (n>20)

TCER Format Exhibits Highest Potency Combined with Specificity in Targeting pHLA Antigens

 Comparison of seven different TCR bispecific formats revealed highest anti-tumor potency for TCER format together with a
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stability while unwanted side products are absent, a unique feature of our TCER format

*high potency of 2+1 format D was caused by pronounced unspecific reactivity against T2
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