TJ-CD4B (ABL111), a Claudinl18.2-targeted 4-1BB tumor engager induces potent tumor-
dependent immune response without dose-limiting toxicity in preclinical studies
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Figure 1. CLDN18.2 expression was evaluated in tissue microarray of gastric cancer samples and
pancreatic cancer samples by immunohistochemistry (IHC), using a monoclonal anti-CLDN18.2

antibody (Abcam)
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Figure 4. A. Peripheral immunophenotyping by FACS showed effector memory CD8+ * Histopathology showed on-target minimal to moderate morphological change in
expansion after TJ-CD4B. B. TJ-CD4B induced increase of soluble 4-1BB in the serum, stomach, which resolved by the end of recovery period.
measured by ELISA. = NOAEL was determined at 100mg/kg.
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o CONCLUSION

= TJ-CD4B (ABL111) exhibited potent anti-tumor activity, associated with enhanced T cell proliferation in TME and memory T cell expansion in the peripheral blood. The level of
soluble 4-1BB was also elevated in response to the treatment, indicating target engagement.

= TJ-CD4B (ABL111) effectively activated immune pathways characterized by IFNy-signaling and T cell inflammation.

= TJ-CD4B (ABL111) did not induce systemic immune response nor hepatic toxicity due to the CLDN18.2 dependent 4-1BB stimulation.

= TJ-CD4B (ABL111) is now in Phase | study (NCT04900818) to assess the safety, pharmacokinetics, pharmacodynamics and preliminary efficacy in US (NCT04900818).
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