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AIM

Our research group has a longstanding expertise in patient-centric
translational AML research, with a specific focus on identifying
therapeutic targets, exploring novel treatment modalities, and

running clinical trials for AML patients.

MATERIALS & METHODS

We combine omics analyses and drug screening of AML patient
samples with mechanistic studies and preclinical trial programs
utilizing genetically engineered AML mouse models (GEMM) and

AML patient-derived xenografts (PDX).

RESEARCH OBJECTIVES

(1) Development of therapies targeting of "oncogenic" signaling and
DNA damage response pathways to enhance standard

chemotherapy response in AML patients.

(i) Development and validation of novel antibody-drug conjugate

and bispecific antibody therapies in our preclinical programs.

(111) Sponsoring of an investigator-initiated pan-Nordic AML trial &

collaboration on implementation of novel treatment modalities in

phase-I clinical trials.
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AML - Novel Therapies

Small Molecule inhibitors
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induced AKT signaling leading to increased
DNA damage and apoptosis of
inv(16)/KITmut AML cells.

* Double and triple combinations of CT and
PI3Ki and/or DNA-PKi synergistically
inhibited growth and survival of AML cells in
vitro. Double combinations of CT and PI3Ki
or DNA-PKi significantly prolonged survival

of mice with inv(16)/KITmut AML.
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AML - Novel Therapies

Antibody Drug-Conjugates (ADC) & Bispecific T-cell Engagers (BITE)
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The glycosaminoglycan oncofetal chondroitin
sulfate is a novel target for antibody-drug
conjugate therapy for AML

Joana Mujollari, Montserrat Estruch, Priya Khadgawat, Swati Choudhary, Tobilas
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Nguyen, Shuyu Qin, Anne Louise Talbell Sgrensen, Kirsten Grgnbaek, Bo Torben
Porse, Brigitte Kircher, Jan Mueller, Mette @rskov Agerbaek, Al Salanti, Kim
Thellgaard-Monch

Blood (2026) 147 (11): 1229-1236.
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Targeting Glycosaminoglycan Oncofetal Chondroitin
Sulfate with an Antibody-Drug Conjugate In

Condlusions Omcofetal chondroitin sulfate s present on bone marrow

calls from AML patients, but not those from healthy subjects, An
i ofCS antibody-drug conjugate effectively binds to

and kills ofCS positive AML cells while sparing normal ® blood
bone marrow celly Visual
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