Tape-strip proteomic profiling and biopsy validation highlight
inflammatory pathogenesis in seborrheic dermatitis
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Figure 2. Comparisons of proteomic expression between seborrheic dermatitis lesional
skin (LS), atopic dermatitis LS, facial skin of healthy controls (HCs), and body skin of HCs.
Boxplots represent z-scores of overall immune and pathway-level protein expression from
gene set variation analyses. + p<0.10, * p<0.05, ** p<0.01, ***<0.001.

BACKGROUND

» Seborrheic dermatitis (SD) is a chronic inflammatory
skin disease characterized by erythema, pruritus,

. . . 1 15 Immune Proteins Th1-related Proteins 7.5 Th2-related Proteins

and scaling in sebum-rich areas.
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tape strips and full-thickness skin biopsies. T ——
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» Tape-strips were collected from lesional (LS) and
nonlesional (NL) facial skin of 26 adults with mild-to-

severe SD (Investigator's Global Assessment/IGA
2-4) and 12 healthy controls (HC).

* Proteomic analysis was performed on tape strips | | .

GSVA z-score
GSVA z-score
GSVA z-score

=

Atopic Face
Dermatitis Control

e

Body
Control

= o= |

Body
Control

Seborrheic
Dermatitis

Seborrheic
Dermatitis

Face Seborrheic
Control

Body
Control

Atopic Face
Dermatitis Control

Atopic

Dermatitis Dermatitis

using Olink and compared to a previously published
cutaneous atopic dermatitis (AD) proteome (n=23).3

* Differential expression was defined as |fold change|
> 1.5 and false discovery rate (FDR) < 0.05.

 RT-PCR was performed for validation.

* LS and NL skin biopsies were collected from a
subset of 8 patients and analyzed using

Figure 3. A) Histologic staining and
immunohistochemical analysis of CD3,
CD8, and Ki67 expression in the
nonlesional and lesional skin of
participants with seborrheic dermatitis
B) Boxplots depicting epidermal, CD3,
CD8, and Ki67 cell counts.
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Figure 1. Heatmap displaying the relative expression of Th1, Th2, ; ;
and Th17 immune proteins between healthy controls and the ' f s
nonlesional (NL) and lesional (LS) skin of seborrheic dermatitis .
(SD) patients. The table displays the fold changes of pairwise . ’
comparisons of individual biomarker expression. U e U cerm
+ p<0.10, * p<0.05, ** p<0.01, ***<0.001. : . S
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