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Supplementary Figure 1. Schematic of the array assay. We printed protein antigens onto glass 

microscope slides coated with a layer of nitrocellulose using a robotic microarrayer. To process 

arrays, we incubated printed slides with sample containing antibodies from commercial sources or 

derived from human samples. To identify array features bound by antibodies in the sample, we 

incubated the arrays with fluorescently conjugated secondary antibody specific for the Fc region of 

the primary antibody probe. To visualize reactive features, we scanned processed arrays using an 

Axon™ digital microarray scanning system, and quantified median fluorescence intensity (MFI) as 

a measure of primary antibody reactivity. 

	  



 



Supplementary Figure 2. Serum factor array dynamic range of detection for mAb, pAb and 

R/Fc probes and comparison with ELISA. (A) Graphs displaying array signal (MFI) of a two-fold 

dilution of TNF mAb, IL-2 pAb and BAFF R/Fc probes ranging from 1000ng/ml – 0.49ng/ml and 

including a 0ng/ml “blank” control. RAW MFI (linear scale) is shown plotted against [probe] on a 

log2 scale (left panels), and as %of max MFI vs. [probe] on a log2 scale (right panels). LOL, limit of 

linearity; LOQ, limit of quantitation (see materials and methods for details). (B) Graphs displaying 

ELISA signal measured for the same 2-fold serial dilution of TNF mAb, IL-2 pAb bad BAFF R/Fc 

probes shown in A, and table (left) displaying a summary of the array and ELISA measurements 

used to calculate the dynamic range of detection for each probe in each system. LOB, limit of 

blank; LOD, limit of detection; LOQ, limit of quantitation; LOL, limit of linearity (see materials and 

methods for details). Error bars represent mean ± s.e.m. of 24 replicate array feature MFI or 4 

replicate ELISA well OD measurements for each [probe]. 

 

 



 

Supplementary Figure 3. SAM algorithm-generated t statistics (d-scores) for indicated array 

features presented in Figure 2. Heatmap from Figure 2 displaying antigens identified to be 

significantly associated with SLE vs. control samples, q <0.001, with associated d scores 

generated by the SAM algorithm. 



	  

Supplementary Figure 4. Anti-BAFF autoantibody levels and serum BAFF levels in 40 

samples from the Stanford Chronic Immunologic Diseases Registry and Repository. (A) 

Graph displaying level of BAFF-binding IgG autoantibodies in 40 SCIDRR cohort samples as 

measured by ELISA, stratified by highest and lowest level of BAFF reactivity. P values (two-tailed) 

were calculated using a Mann-Whitney U test to compare OD values in the different sample 

groups. Error bars represent mean ± s.e.m. of sample group OD values. (B) Level of serum BAFF 

protein in samples depicted in a as measured by sandwich ELISA (R&D). Levels of serum BAFF in 

all three categories were not observed to differ significantly. (C) Relationship of BAFF-binding 

autoantibodies and level of serum BAFF in 40 Registry samples. 

 



	  

Supplementary Figure 5. Serum factor array analysis of autoantibody reactivity in IFN-high 

and IFN-low SLE samples. Heatmap displaying serum IgG reactivity significantly associated with 

IFN-high (beige) SLE disease state vs. IFN-low (blue) SLE disease state q <0.001, with associated 

d scores generated by the SAM algorithm. 



 

Figure 6. BAFF reactivity correlates with measurements of serum proteins associated with 

more severe SLE in the ABCoN cohort. Plot displaying measurements of serum proteins 

associated with BAFF reactivity in the ABCoN cohort. A Spearman r correlation coefficient was 

generated to test the relationship of each serum protein with BAFF reactivity, and false discovery 

rate (q value) was determined using the Benjamini and Hochberg method to correct for multiple 

hypothesis testing. Dashed lines correspond to Spearman r (>0.25,<0.25; x-axis), and a 

significance level of q<0.05 (p<0.001; y-axis). Features meeting these criteria are shown in red 

and listed in the table, right. See Supplementary Table 3 for correlation statistics for all serum 

proteins tested. 

	  

	  



	  





	  

	  



	  

	  

	  


