Figure S1. Plasmid construction maps of vectors used for FRA1 overexpression and knockdown. (A) pCDH_CMV_MCS_EFI1_
copGFP-FRAL, constructed for FRA1 overexpression. (B) pMAGic7.1-FRA1-shRNA, designed for FRA1 knockdown.

it )
f
@129 Naer \ [ S
\ \ / (RS pramorer

(AR promater)
(758) ssp1

AmpR promoter)

(AmpR)

(5 LR (truncated)

AN

PCDH_CMV_MCS_EF1_copGFP-Frat
8345bp

3CTR (aU3) PMAGICT.1-Fral-shRNA

8275bp

xbar (2273
(s061) peit

s - SexAT* (2397)
Dramit 201)

U6 promoter)

/

" Agel (2547)

ECORT (2607)

A

TR0

(5035 Kpnl
(s031) Accsst
(4943) Saert

(€~ t-apha core promoter)

5O (e

T2

gt 349

oo s | | Fset 10i6)
89 xemt Pacc (126)



Figure S2. Cohort-wise analysis of FRA1 expression in LN
and by pathological grade. (A) FRA1 expression in tubu-
lointerstitial samples from GSE113342 (47 LN; 10 controls).
(B) FRA1 expression in tubulointerstitial samples from
GSE200306 (14 LN; 10 controls). (C) FRA1 expression in
GSEI113342 stratified by pathological class (Class III-V);
Class III contains <3 samples so formal significance testing
for that subgroup was not performed. (D) FRAI expression in
GSE200306 stratified by pathological class/activity. In panels
A and B,FRAI was significantly higher in LN vs. controls.
In panels C and D, no significant differences were observed
among LN pathological subclasses. The conclusions remained
unchanged after removal of outliers. Data are plotted as
mean + SEM with individual sample points overlaid; group
comparisons in panels A-B were performed using two-sided
Wilcoxon rank-sum tests; comparisons among pathological
subclasses in panels C-D were assessed using the two-sided
Kruskal-Wallis test; “P<0.01 and ““P<0.001.
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