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Supplemental Table 1: Demographic data for transcriptomic analysis cohort. Peripheral
blood from this cohort was flow sorted into monocytes, double negative B cells (DN), and naive
B cells. For the double negative B cell samples, one SLE and one healthy donor had to be
excluded due to poor RNA quality (*). Abbreviations: Race (H = Hispanic ethnicity, NH = non-
Hispanic ethnicity, AA = African American, C = Caucasian). Sex (F = female, M = male). ANA =
antinuclear antibody titer (H = homogeneous pattern, S = speckled pattern). Rx = lupus
medications at the time of blood draw (H = hydroxychloroquine, A = azathioprine, M =
mycophenolic acid, P1 = prednisone 1mg daily, P2 prednisone 2mg daily).



. Defense Response To Virus A () [ ] [ ]
di A) mS|gb Response To Virus o o ([}
p-adjust Response To Type | Interferon 4 [ ] (] [ ]
Regulation Of Viral Life Cycle - [ ° °
0.01 Gene Ratio Regulation Of Symbiotic Process o ° °
Negative Regulation Of Viral Process [} ° °
0.02 e 01 Negative Regulation Of Viral Life Cycle{ @ ° °
0.03 e 02 Regulation Of Viral Genome Replication 1 [} ° )
' ’ Negative Regulation Of Viral Genome Replication ] ° °
0.04 e 03 Interferon Gamma Mediated Signaling Pathway - ° ] .
Viral Life Cycle A [ ° °
Viral Genome Replication - [} ° [
Response To Interferon Alpha ° ° °
Response To Interferon Gamma - [} ° °
Response To Interferon Beta 1 ° ° °
Double Stranded Rna Binding ° ° °
Type | Interferon Production 4 ° ° °
Negative Regulation Of Type | Interferon Production - ° ° o
Regulation Of Response To Biotic Stimulus - [} ° )
Hp Abnormality Of Immune Serum Protein Physiology - ° o
Protein Polyubiquitination - (] o
Regulation Of Viral Entry Into Host Cell - o ° °
Modulation By Symbiont Of Entry Into Host . ° °
Regulation Of Defense Response To Virus - ° o °
Ubiquitin Like Protein Transferase Activity 4 [} ° °
Interaction With Host - ° ° °
Regulation Of Innate Immune Response ° °
Regulation Of Type | Interferon Mediated Signaling Pathway - ° o
Regulation Of Response To Cytokine Stimulus 4 ° °
Negative Regulation Of Viral Entry Into Host Cell - ° . .
Regulation Of Nuclease Activity ) o °
Cellular Response To Virus 1 ° °
Positive Regulation Of Response To Biotic Stimulus ° °
Positive Regulation Of Response To Cytokine Stimulus 4 ] °
Positive Regulation Of Type | Interferon Production A o o
Hp Recurrent Mycobacterial Infections 4 . o
Positive Regulation Of Defense Response ° °
Hp Csf Pleocytosis . .
B) GO o Toll Like Receptor 7 Signaling Pathway .
double-stranded RNA binding+{ @ o [ ] Positive Regulation Of Autophagy 1 .
o . - Naive CD14pos DN
ubiquitin-like protein transferase activity - @ (110) (281) (133)
ubiquitin—protein transferase activity -
® C) KEGG
adenylyltransferase activity 4 @ (]
Influenza A1 @ o ®
d i tivity - °
eaminase activity Hepatiis C1 @ ) .
hydrolase activity, acting on carbon-nitrogen |
(but not peptide) bonds, in cyclic amidines b Measles| @ ® o
NAD+ ADP-ribosyltransferase activity - ° Epstein-Barr virus infection| ~ ® ¢ ¢
. . . disease - COVID-191 @ ° o
protein ADP-ribosylase activity - ° RIG-I-like receptor
N . signaling pathway | © 4
transferase activity, transferring pentosyl groups - ® Necroptosis| ® o
inale— ded RNA bindi NOD-like receptor
single-strande inding [ signaling pathway 1 ® ° °
RNA helicase activity - ° Human papillomavirus infection{ @ L]
Cytosolic DNA-sensing pathway{ e .
cadherin binding - [ ]
Herpes simplex virus 1 infection] @ (]
ligase activity, forming carbon-sulfur bonds - ° Human immunodeficiency | .
virus 1 infection
ubiquitin-like protein ligase binding - [ ] Hepatitis B °
Toll-like receptor
adenosine deaminase activity - . . signaling pathwa 4
Kaposi sarcoma-associated| !
cytidine deaminase activity - . herpesvirus infection
Fatty acid biosynthesis .
Toll-like receptor binding - . African trypanosomiasis { |
long—chain fatty acid—CoA ligase activity - . Lipid and atherosclerosis - °
o Naive CD14pos DN
Gene Ratio poly(U) RNA binding ° (50)  (139) (53)
e 0.025 acid—thiol ligase activity - ° Gene Ratio
® 0.1
® 0.050 poly—pyrimidine tract binding - ° ° 0.2
@ 0.075 acyl-CoA ligase activity - : Supplemental Figure 1. Gene set enrichment analysis for SLE
@ 0.100 upregulated genes in naive B, monocyte, and DN B cells utilizing

Naive CD14pos DN

(109)

(280)

(130)

A) msigdb, B) GO, and C) KEGG databases. Color represents
adjusted p-value. Size of dot represents gene ratio.
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Supplemental Figure 2: A) IFN Receptor Gene Transcripts.
Coefficients and 95% credible intervals for regressions with subject-
level random effect and fixed effects for disease status, B cell subset
and its interaction. B) Linear regression for Type |, Type Il, and Type
[l IFN receptor transcripts from bulk RNA-seq (normalized CPM) with
CD11c+ CD21- (% cells) frequency in each sample. Naive and DN
from both HD and SLE are displayed for each graph. Goodness of fit
(r2) and p-value (F test) shown. C) Peripheral blood mononuclear
cells stimulated with IFN-a2 or IFN-A1 for 0-35 minutes for detection
of phosphorylated STAT1 protein by flow cytometry. Histograms
shown for CD19+ CD20+ B cells.



