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19G4 CCL18-CCR8

8@L18—CCR8 axis and novel disease specific therapeutic targets for 1gG4-related
isease

Tsuboi, Hiroto
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We clarified that CCL18 expressing macrophages, dendritic cells, and
plasmacytes were significantly increased in labial salivary glands (LSGs) of IgG4-related disease

(19G4-RD) compared with Sj&ouml;gren’ s syndrome (SS) and healthy controls (HC). In LSGs of 1gG4-RD
and SS, T, B cells and plasmacytes expressed CCR8 which is a receptor for CCL18, whereas not in LSGs

of HC. Peripheral blood mononuclear cells (PBMCs) and peripheral B cells stimulated with CD40L,
IL-4, IL-10, and IL-21 significantly highly produced 1gG4 compared with those stimulated with CD40L
and IL-4. Moreover addition of CCL18 enhanced 1gG4 production from PBMCs and peripheral B cells
stimulated with CD40L, IL-4, IL-10, and IL-21. These findings suggested that the CCL18-CCR8 axis

might be a novel therapeutic target for 1gG4-RD.
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1. WFEBRAES IO &

TgG4 P & B ( IgG4-related disease;
1gG4-RD) 1%, & 1gG4 IMIE & 25 DFflEas|
TgG4 BB ORI 258, U v/ HEgE
PR - BRHELR A & & 72 9 R O 5ok
WHRTHD, 21 i o TR LY BE X
M. ARIE A PSR B OG5 K AT
NEDOLNTEEHHREETHD (Md
Rheumatol 2012), IgG4-RD |ZIX AT A KN
FHRIZR, AT aA REEEZO RG] S %<
HEIND LR, RN HEETHD
( Rheumatology (0xford) 2015) , T 4
[gGA-RD D FAFICEHEFICRT LT, flix D
CoEHIERE O 2 ZABT CD20 &/ 7/ v—F
LR TH D U ¥~ 750 Ay il
FIOFIMENHRE SN TWDED (Medicine
(Baltimore) 2016)., HEZABIDOIFIE, SofE
N KT B RYYEDEIIN2 . T A v k
==X H L FHENTWS, BIE 1g64-RD @
RARDIFIA - JHREDFRRA L iR IZ JL-S U 2T
FRPR BB FLAOTR RIS OREE N R D BT
W5,

o2 1 TATHFFE T, 1gG4-RD D [EMER
Bt (Labial salivary gland; LSG) {28V,
fdEs N (Healthy control; HC) v = —7
L U EERE (Sjogren’ s syndrome; SS) &
e U C, IL-10, TGFB . AID 233 HL L,
1gGd 7 T AAA v FTLECHMEILICEE 55
AHAEEMZ /R L CT& 7~ (Tsuboi H et al.
Arthritis Res Ther 2012),

& 512 Ig6-RD & SS @ LSG 23T 5iEis
TRBEZ, DNA ~A 7 a7 LA % ATk
AIZ LR U, RS9 HT C 1gG4-RD & SS @
BRI ANY = NIHWVNCE RS Z &%
BH S22z L7 (X 1) (Tsuboi H et al.
Arthritis Rheum 2014),
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