Transcriptomic analysis of atopic dermatitis in African Americans is characterized by
Th2/Th17-centered cutaneous immune activation
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Supplemental Table 1: Participant Characteristics

Characteristic Atopic Dermatitis Patients (n=6)| Control Patients (n=6)
Age (years), mean (SD) 51.8 (15.0) 51.5(13.1)
Sex, Number (%)
Female 5(83.3) 5(83.3)
Male 1 (16.7) 1(16.7)
Race/Ethnicity, Number (%)
African American 6 (100) 6 (100)
Itch Severity, Number (%)
Severe 3 (50) 0(0)
Moderate 3 (50) 0(0)
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Supplemental Figure 1: A) Epidermal thickness and B) general inflammation for AD lesional, non-lesional, and control skin.
* denotes p < 0.05 and ** denotes p < 0.01



Supplemental Table 2: Top 5 GO Terms for Lesional vs. Non-Lesional Upregulated DEGs

GO Term FDR
adaptive immune response based on somatic recombination of immune receptors built from immunoglobulin superfamily

domains (GO:0002460) 1.16E-16
B cell-mediated immunity (GO:0019724) 3.02E-15
lymphocyte-mediated immunity (GO:0002449) 3.39E-15
immunoglobulin mediated immune response (GO:0016064) 4.50E-15
defense response to other organism (GO:0098542) 4.96E-14

GO Terms for Lesional vs. Non-Lesional Downregulated DEGs

No statistically significant results




Supplemental Table 3: Top 5 GO Terms for Lesional vs. Control Upregulated DEGs

GO Term FDR

keratinization (GO:0031424) 3.07E-07
keratinocyte differentiation (GO:0030216) 4.52E-07
cornification (GO:0070268) 5.51E-07
epidermal cell differentiation (G0:0009913) 2.35E-06
defense response (GO:0006952) 2.67E-06

Supplemental Table 4: Top 5 GO Terms for Lesional vs. Control Downregulated DEGs

GO Term FDR

multicellular organismal process (G0:0032501) 3.97E-04
anatomical structure development (GO:0048856) |4.74E-03
developmental process (GO:0032502) 9.03E-03
system process (GO:0003008) 1.17E-02
multicellular organism development (GO:0007275)|1.37E-02

GO Terms for Non-lesional vs. Control Upregulated DEGs

No statistically significant results



Supplemental Table 5: Top 5 GO Terms for Non-Lesional vs. Control Downregulated DEGs

GO Term FDR

B cell-mediated immunity (GO:0019724) 1.18E-17
immunoglobulin mediated immune response (GO:0016064) 1.20E-17
humoral immune response mediated by circulating immunoglobulin (GO:0002455) 1.36E-17
complement activation, classical pathway (GO:0006958) 1.44E-17
complement activation (GO:0006956) 1.50E-17




