
Introduction 
 
 Priming the immune system to respond to tumor associated antigens (TAA)  

is challenging, due to the fact that these are self-antigens and poorly          

immunogenic. However, due to the overexpression of these antigens in a 

wide variety of cancer types, they are highly attractive targets for cancer   

vaccine trials. Many of these vaccine trials have either used peptides or    

proteins, in combination with adjuvants, viral vectors or have been              

administered as DNA vaccines, and they have shown the possibility to        

induce T-cell responses toward these TAA’s.  

 Vididencel is a leukemic cell derived cancer vaccine, which expresses a     

variety of tumor associated antigens (TAA) such as WT1, PRAME, RHAMM 

and Mucin, which all are frequently upregulated in blood-borne and solid     

tumors.  

 Vididencel is currently investigated in clinical trials in AML patients 

(NCT03697707), which are in complete remission, but have measurable     

residual disease, as well as in Ovarian cancer patients (NCT04739527),    

with high grade serous ovarian cancer, after debulking surgery and                

chemotherapy, without residual disease by CT-scan. 
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Conclusions 
 
 Vididencel induces functional T-cell response to several TAAs,           

including WT-1 and PRAME, in both solid and hematological tumor   

patients  

 Comparable T-cell response kinetics in both disease indications  

 Both AML and ovarian cancer patients are well able to mount an       

immune response to TAAs 

 Increase in CD8 T-cell responses to NY-ESO1 although not expressed 

by vididencel 

 Tumor cell lysis by vididencel could trigger additional tumor antigen   

release and T-cell responses 

Vididencel is a cell based vaccine able to induce a 

plethora of tumor associated antigen responses in 

both leukemic and solid tumor patients.  

Mode of Action vididencel (DCP-001) 

Figure 2. Vaccine induced responses. A. ELISpot to PRAME in either the AML study (n=20) or  B the ovarian    

cancer study (n=7), C. Pooled data of clinical trials for ELISpot  to WT1 and PRAME. Arrows indicated vaccination 

days. Plotted are the mean VIR at each timepoint, bars indicate the Q1 and  Q3. 

Figure 1. Graphical representation of the mode of action of vididencel. Vididencel is administrated 
intradermally. 

Methods 

Patients in these two studies were all given 4 biweekly priming doses of 

vididencel, followed by 2 booster doses at week 14 and 18. Peripheral blood 

mononuclear cells (PBMC) for T-cell response analysis were taken before start 

of vaccination and at several timepoints thereafter (AML study week 6, 11, 18, 

20 and 32 and ovarian study at week 4, 10, 14, 18 and 22), ficoll isolated and 

stored in LN2 until use.  Data was available for analysis from 20 AML patients 

and 7 ovarian cancer patients.  

Assessment of the functional T cell responses was done using the golden 

standard, human IFNγ ELISPOT using 15-mer overlapping peptide pools to 

WT1 and PRAME for all patients, additionally RHAMM was assessed in AML 

patients and NY-ESO1 and MAGEA3/A4 in ovarian cancer patients. PBMC 

were stimulated for several days with the respective peptide pools or controls 

and restimulated for the IFNγ ELISPOT. Vaccine induced response (VIR) were 

defined of at least a 2-fold increase of   the specific, mock-corrected baseline  

response. Samples were analysed by restimulation with WT1, PRAME or 

RHAMM peptide pools.  

Results 

Vaccine-induced responses (VIR) were observed in 17/20 AML patients, against 

WT1, PRAME or RHAMM, and in 6/7 evaluable ovarian cancer patients, against 

WT1, PRAME, NY-ESO or MAGEA3/A4. PRAME responses were observed   

early after the first 4 doses, with already VIRs measurable at week 4, increasing 

to week 6 (Figure 2), suggestive for a boosting of pre-existing T-cell responses. 

WT1 responses were lower, and increased after the 4
th
 dose at week 6        

(Figure 3), with a pattern resembling priming of T-cell responses.  Additional IFNγ 

ELISPOT performed in AML patients also showed VIR to RHAMM, especially 

during and  after the booster doses. Although NY-ESO1 is not expressed by 

vididencel, VIRs were detected against this antigen in 2/7 ovarian cancer         

patients. 

Figure 4. Total vaccine induced responses  (Y-axis) as measured by IFNγ 

ELISPOT to WT1, PRAME and RHAMM are represented for the patients who 

relapsed or remained in CR 

In the AML patients the number of observed VIRs        

correlate with clinical responses, with the highest number 

of VIRs in patients who remained in complete remission. 

Data in the ovarian cancer study is still too preliminary to 

correlate it with clinical outcome. 
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Figure 3. Vaccine induced responses. A. ELISpot to WT1 in either the AML study (n=20) or  B the ovarian cancer 

study (n=7), C. Pooled data of clinical trials for ELISpot  to WT1 and PRAME. Arrows indicated vaccination days. 

Plotted are the mean VIR at each timepoint, bars indicate the Q1 and  Q3. 
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p=0.0391 


