
Loc3 

Syn4 

Wei5 

Chu6 

 6 

Sup7 

8 

Figu11 

saliv12 

heal13 

cal and Sy

ndrome Imm

iqian Chen1

uanyin Sun1

pplemental 

ure S1. Ex

vary glands

lthy control

ystemic IK

munopatho

1, Jin Lin1, *

1, Guolin W

Informatio

xpression of

s (MSG) fr

ls. Sections

KKε and 

ogenesis 

*, Heng Cao

Wu2, Wenbin 

on 

f total IKKε

rom patient

s of MSG ti

NF-κB-sig

o1, Danyi X

Qian3, * 

ε, total IKK

ts with prim

issue were s

gnaling As

Xu1, Bei Xu

Kα/β and to

mary Sjögr

stained with

ssociated w

1, Liqin Xu

otal IKBα p

ren’s syndro

h HE (top r

with Sjögr

u1, Lihuan Y

 

protein in m

ome (pSS) 

row) to obs

ren’s 

Yue1, 

minor 

and 

serve 



typi18 

MS19 

row20 

imm21 

May22 

and 23 

IKK24 

 19 

20 

Figu23 

tissu24 

agai25 

ical morpho

G tissues. T

w), total IK

munohistoch

yer’s hemat

normal co

Kε, IKKα/β 

ure S2. Ex

ues by IHC

inst phosph

ology of the

These sectio

KKα/β (thir

hemical (IH

toxylin (blu

ontrol. Orig

and IKBα I

xpression o

C analysis. 

horylated IK

e ductal epit

ons were al

d row) and

HC) analysi

ue). Represe

ginal magni

IHC.  

f pIKKα/β,

Staining w

KKα/β (top

thelium, aci

lso stained 

d total IKB

is (brown), 

entative exa

ification: ×

, pIKKγ an

was perform

p row), pho

nar epitheli

for express

Bα (bottom

combined

amples are s

200 for HE

nd total IKK

med as in Fi

sphorylated

ium and infi

sion of tota

m row), an

with count

shown in pa

E staining, 

Kγ was not

igure S1, u

d IKKγ (sec

filtrating cel

l IKKε (sec

nd observed

terstaining 

atients with 

×400 for 

 

t seen in M

using antibo

cond row), 

lls in 

cond 

d by 

with 

pSS 

total 

MSG 

odies 

and 



total IKKγ (bottom row), combined with counterstaining with Mayer’s hematoxylin 23 

(blue). Representative examples are shown from patients with pSS and healthy 24 

controls. Original magnification: ×200 for pIKKα/β, pIKKγ and total IKKγ IHC.  25 

 26 

 27 

Figure S3. Protein expression of pIKKε, total IKKε and pNF-κB p65 was 28 

significantly increased in PBMC from patients with pSS. Peripheral blood 29 

mononuclear cells (PBMC) from patients with primary Sjögren’s syndrome (pSS) and 30 

healthy individuals (H) were lysed and assayed for phosphorylated and total protein 31 



expression of IKKε, IKKα/β, IKKγ, IκBα and NF-κB p65 using western blot. 32 

Untreated Jurkat T leukemia cells, obtained from the Cell Bank of the Chinese 33 

Academy of Sciences (Shanghai, China) served as a negative control. β-actin served 34 

as loading control for normalization. All data are representative of three repeated 35 

experiments. 36 

 37 

 38 

Figure S4. Full images of western blots stained for phosphorylated and total protein 39 

expression of IKKε, IKKα/β, IKKγ, IκBα and NF-κB p65 in PBMC. Peripheral blood 40 



mononuclear cells (PBMC) from two healthy controls (H), four representative pSS 41 

patients and one patient with systemic lupus erythematosus (SLE) were lysed and 42 

analyzed for protein expression by western blot as in Figure S3. In all blots, Thermo 43 

Scientific PageRuler Plus Protein Ladder served as protein size standards (red band: 44 

70kDa) and β-actin served as protein control. All data are representative of three 45 

repeated experiments. 46 

 47 



 48 

Figure S5. Relative expression of total IKKα/β, pIKKγ, total IKKγ, pIKBα, total 49 

IKBα and total NF-κB p65 were similar in PBMC from healthy controls and patients 50 

with pSS. Peripheral blood mononuclear cells (PBMC) from healthy controls (n=26) 51 

and pSS patients (n=33) were lysed and analyzed for protein expression by western 52 

blot as in Figure S3. For each protein, relative expression was quantified as the ratio 53 

of the protein to β-actin. NS: not significant. 54 


