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(E) Schematic presentation of the study (F) Tumor volumes for different mice groups during disease progression. *indicates p < 0.05 for selected timepoints comparing treatment group to vaccination group. Vaccination = DCP-001, Treatment = 5-AZA + VEN, Treatment +
Vaccination = combination of 5-AZA+VEN and DCP-001 vaccine (G) Mean weights for all four experimental groups indicating impact of treatment and vaccination (H) BLI images tracking tumor growth during disease progression. One representative animal selected for each
group.

DCP-001 preserves its functional efficacy in the presence of 5-azacytidine and Venetoclax in in vitro and in vivo preclinical models

DCP-001 is a cancer relapse vaccine, aimed to provide immune control over residual
disease in order to prevent or delay relapse after initial treatment of haemato-oncological
malignancies. During manufacturing, the human leukemic cell line DCOne, expressing a
broad array of endogenous tumor antigens, is shifted towards a mature dendritic cell
phenotype, rendering the cells highly immunogenic and providing the basis for DCP-001,
which is administered as an intradermal vaccine. Previous preclinical efficacy studies have

These pre-clinical data indicate that:

• In vitro, DCP-001 maintains its viability and functionality in the presence of 5-AZA and VEN 
• DCP-001 monotherapy suppresses tumor growth in humanized AML model
• Dual treatment with 5-AZA+VEN inhibits tumor growth similar to DCP-001 monotherapy
• Tumor growth inhibition is strongest when 5-AZA + VEN treatment is combined with DCP-001

These preclinical results support the use of DCP-001 as an essential add-on to treatment with 
5-azacytidine and venetoclax in clinical trials in AML patients. 
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(A) Viability of DCP-001 in the presence of 5-AZA (5 mM) or VEN (5 mM) during culture (B) CFSE-labelled DCOne-derived cells were co-incubated with VPD450 stained PBMC in a 1:1 ratio for 24 hours at 37 °C in the absence or presence of 5-AZA (5 mM) or VEN (5 mM). Uptake
of DCP-001 was determined by the percentage VPD450/CFSE-positive dendritic cells (DC) and monocytes in PBMC. (C) CFSE-labelled PBMC were co-cultured with DCP-001 with of without 5-AZA (5 mM) and combination of 5-AZA (5 mM) + VEN (2.5 mM) for 6 days. Proliferation
of PBMC was analysed by flow cytometry as dilution of CFSE in proliferating cells. Basal=DCP-001, DMSO is DCP-001 with DMSO (D) Pie-graph representing change in different CD4 and CD8 T cell subsets co-cultured with of without DCP-001 and in the presence 5-AZA (5 mM)
and combination of 5-AZA (5 mM) + VEN (2.5 mM) after 6 days of culture. TN=naïve T cells, TCM= central memory T cells, TEM= effector memory T cells, TEMRA= terminal effector memory T cells; N=3 for all presented data.
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shown that DCP-001 vaccination significantly suppress
subcutaneous tumor growth in a humanized
immunocompetent mouse model of AML.

The aim of this study is to establish efficacy of DCP-001
as a suitable partner for combination therapy with
standard of care modalities such as 5-azacytidine
(5-AZA) and venetoclax (VEN) for AML and other
haematological malignancies.


