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Figure 3. Characterization of TCRs in ACTolog®

Table 3. Treatment-Emergent Adverse Events
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The median OS was 10.6 months (95% Cl, 4.7-22.8 months).

Screening Production Phase Treatment and Follow-up

Six (42.9%) of 14 evaluable patients had disease stabilization at 12 weeks. Prolonged disease stabilization
was noted in three patients for 12.9 months, 7.3 months, and 13.7 months.

Infused T cells were tracked in patients’ blood via flow-cytometry-based immunomonitoring (a)
and in tumor biopsy via TCRB sequencing (b). Target-specific T cells were in most cases not
detectable in pre-infusion biopsies.
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