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BACKGROUND

Tapinarof (VTAMA®; Dermavant Sciences, Inc.) is a first-in-class, non-steroidal, topical,

Figure 2. Tapinarof Significantly Suppressed Early T Cell Activation After 24 Hours
and Induced CD39 Expression After 1 Week of Culture
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Figure 5. Tapinarof Suppressed Cytokine Production in CD4 and CD8 T_,, Cells
Generated In Vitro
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P=0.012) were activated compared with control, following treatment for 24 hours
(Figure 2A)

Numerically higher proportions of CD4 cells and significantly higher proportions of CD8
cells (P=0.002) expressed CD39 following tapinarof treatment compared with control
after 1 week (Figure 2B)

DC, dendritic cells; DMSO, dimethyl sulfoxide; IL, interleukin.

Cytokine Production by In Vitro Generated T,
IL-17A, TNFa, and IFNy production was reduced among in vitro generated T_ = (Figure 5)
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Th17/-skewing conditions
Additional donors will be tested to confirm statistical signitficance

Future studies will also test the effect of tapinarof in vivo using NSG mice grafted with
human skin and infused with allogeneic peripheral blood mononuclear cells (PBMCs)

The demonstrated effects on T. . may explain the ability of tapinarof to induce a remittive
effect in psoriasis clinical trials?
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