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Background and Aim Acute Myeloid Leukemia (AML) and Acute Lymphoid Leukemia (ALL) Lymphomas
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argets. o AML 6256 M5 TP53, PTPN-11 S.C. 45 tumor volume t(p11.3;921.2)
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were derived from peripheral blood, lymph node extirpations or
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response rates to SoC and investigational drugs were observed B < after tumor ransplantatin . |
and correlated with mutation and gene expression data. An R
individual Human Leucocyte Antigen (HLA) profile of each PDX Acute Leukemias
was determined by RNA-seq and a comprehensive HLA

matching analysis of the models and peripheral blood
mononuclear cell (PBMC) donors was performed to
enable personalized, preclinical immuno-oncology studies
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Our extensively characterized PDX models derived from

hematologic malignancies serve as valuable tools for evaluating e i ™ o 5
novel targeted and immunological therapies. These models | AML - ‘ o A tress, v AL11655, s.c.
provide an exceptional platform for identifying and validating new A AML 617 ”
targets, as well as preclinical screening of compounds and

combinations for translational research projects in this field.
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