MDR1-expressing T cells accumulate In the resolved skin of psoriatic plaque
after treatment with topical corticosteroid but not with anti-IL-17A mADb
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Figure 6. Rh123 negative cells express MDR-1. Figure 7. The function of MDR-1 is inhibited by CyA and Verapamil. Figure 8. Consistent function of MDR-1 after two-week cultivation.
Number of the cells. (X 10%) Total ' Ry
Oola "
w - = CD4+ o
® i 20, P=0028 50 50 50 , CD8+ 50 50 50
L P=0.028 P-0.028 P=0.028 P=0.018 P=0.014
2}
32 © / "
L © o
Y &8 x 8
o / Anti-IL-17AmAb  Topical -
= Secukinumab Bet )
10 1 N\, g 25 / 25 / / 25 ./%. 4 weeks 2 weeks % ':s
Control PSL 0.5mg/L 5 ga £ 25 — 25 N 25
[ o © .
F or 7 dayS % j - - = .
$ 3 | = = ™ s
O -
- o
Cell count. o A . é S
Rh123 efflux 0 : : , 0 0 0 ‘ o o
assay el Cont  PSL Cont  PSL Cont  PSL . S ¥ :
.5mg
0.5mg/L 0.5mg/L 0.5mg/L Rh123 efflux 0 -y - 0 0
CD4 CD8
Figure 9. In vitro treatment of prednisolone(PSL) 0.5mg/L 7days induce MDR1 in T cells. =52 Bet 2W Sec 4W

Figure 10. MDR1+ T cells increased after the treatment of the topical corticosteroid,
but not after the treatment with anti-IL-17A mADb.

Discussion.

Rh1239m cells expressed ABCB1 gene, while Rh123" cells did not. In addition, verapamil, a specific inhibitor of MDR1 depressed the efflux of Rh123
at 94.0+2.3 percent, and thus, we considered Rh123'°% cells as MDR1+ cells. In vitro treatment of a corticosteroid significantly increased the
frequency of MDR1+ cells (P=0.028). The frequency of MDR1+ T cells was significantly higher in the corticosteroid-treated skin than in Secukinumab-
treated patients’ skin (P=0.014). Notably, this difference was more apparent in CD4+ T cells than in CD8+ T cells. Our results suggest that, unlike
corticosteroid-treated skin, MDR1+ T cells do not accumulate in the skin of Secukinumab-treated patients.

Conclusion. While anti-IL-17A mAb more strongly improves psoriasis than do topical
corticosteroids, it renders remaining skin T cells susceptible to corticosteroid treatment.
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