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Figure 5. Mocetinostat decreases suppressive phenotypes. (A-D) Paired patient PBMC samples,
baseline and week 7 of treatment, were assessed by flow cytometry. (A) Lineage negative (i.e. CD3-
CD19-CD56-) leukocytes co-expressing CD163 and CD206 and lacking expression of CD80 and CD86
were assessed as a percentage of total live PBMC. (B) Lineage negative leukocytes co-expressing
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CD80 and CD86 and lacking expression of CD163 and CD206 were also assessed. (G) The percentage
of MDSCs, defined by the indicated phenotypes, were likewise evaluated. (H,l) Intracellular expression
of IL-5 and IL-13 was assessed in CD14+ cells. Treatments were done in triplicate. Significance was
assessed by One-Way ANOVAs with a Dunnet post hoc test. Indicated significance is for comparisons
to DMSO controls. P-values are indicated as follows: *p<0.05, **p<0.01, ***p<0.001, ****p<0.0001.
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