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Combining narrowband UVB
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CONTACT INFORMATION

psoriasis skin
1. Despite numerous treatment options, many psoriasis patients 3. Topical treatments are a key component in psoriasis management
experience inadequate disease control and should be evaluated alongside more advanced therapies
2. Achieving sustained remission requires a deeper understanding 4. A combined treatment approach may help patients achieve
of effective therapeutic strategies long-term disease control
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Figure 1. Schematic overview of study design
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RESULTS

psoriasis plaque compared with
placebo (Figure 2).
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Figure 2. Analysis of log2 normalized counts of selected DEGs. Data are shown as mean + SD. *P < .05,
**P <01, ***P <001 and ****P < 0001
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Pathways related to dendritic cell activity were significantly downregulated in Cal/BD-treated week Wweek week
1 1 Figure 4. Gene Set Variation Analysis (GSVA) of key immune pathways using RNA sequencing data and GO:BP gene
pquues Compq red WIth plqcebo (Flgure 4b)° sets. (a) Heatmap showing Z-scores of selected inflammatory pathways. NL, non-lesional skin; LS, lesional skin; W, week.

(b) Box and whisker plots, ranging from min. to max, showing GSVA scores of dendritic cell-related pathways. *P <
.05. DC, dendritic cell.
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These findings suggest that the superior clinical efficacy of
combining NB-UVB with Cal/BD foam may reflect dendritic cell e R
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ENCORE ABSTRACT : This e-poster is based on an abstract previously presented at the Nordic Congress of Dermatology and Venereology (NCDV) 2025.



