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Figure 5. A) Targeted and B) non-targeted antigen expression in bone marrow of patient 107-01-A.
Specificity as measured by ELISpot for IFNy. %MRD is indicated by the black line.

 The primary endpoint includes various safety measurements and incidence of dose-limiting
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toxicities (DLTs). The secondary endpoint was efficacy evaluations

recommendations for standard AML response criteria.
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Table 2: Two MRD* patients have been enrolled into the study (patients 107-01-1A and 115-01).
107-01-1A showed MRD positivity of RUNX1 based on RT-PCR testing of BM aspirate samples
with the exception of week 32 which was done by peripheral blood. 115-01 showed NPML1.
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