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Inhibition of Dihydroorotate Dehydrogenase (DHODH) by RP7214 attenuates growth and promotes differentiation
of AML cell lines
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Figure 1. A. CD11b mRNA expression in THP-1 cells. THP-1 cells were plated in complete media at pre-
determined density in 6-well plates and treated with RP7214 for 72 hours. RT-PCR analysis indicated an 80-
fold increase in mMRNA expression of the differentiation marker, CD11b, in THP-1 cells treated with 3 uM
RP7214.
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Demonstrated anti-tumor activities in both tumor size and tumor weight in MV411
human leukemia xenograft model.

B. THP-1 cells were plated in complete media at pre-determined density in 6-well plates and treated with
RP7214 for 96 hours in presence or absence of uridine and analysed by flow cytometry for CD-11b
expression. Expression of the CD11b marker on THP-1 cell surface was enhanced by 40% following
Incubation with 5 uM compound; effect of which was reduced to 15% in the presence of 300 pM
Uridine.
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Figure 4. Apoptosis in AML cell lines. For measurement of apoptotic activity, cells were treated with desired *The Compound is currently being evaluated in IND-enainng tolerability studies with
concentrations of RP7214 for 72 h and stained with Annexin and propidium iodide (Pl). Data demonstrated an C :
Phase-1 trial iIn AML expected to commence in 2020

Increase in apoptotic population upon addition of 3 and 10 uM RP7214 in all the cell lines tested.
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