LIEGL A4 B B ge s 42, 31 (2017)

174 M2 <2707 57— %L L7z 1gG4 BAER B O BLiE =

Rl HESC
FUMNREE KEABe ek A e bE 11 IPE ZE B T R 2 DA 70 ek 5% 1 0 22 50 B

Key words : IgG4 MR, a5 -2 UiE~ra 7 7 — V28, Toll BZEMk, IL-33, M2~vZ2u77—3

#

IgG4 B e B (IgG4-related disease: IgG4-RD) (. & IgG4 ILAE & FE BRI B 1T 5 E W % 1gG4 B E Ml iZ
TR L2 PE ) R 2 4R L 35 A OB I NH -2 & gREMETH 5. HEOMARICFR F 72 (1385
N LRI EZ L U B RBIETH L AT 04 FiHH TR ICHRT 2 - ORAN 2N L. I
TORIEMMRFIMET I L D [gGARD 1EZAN8— T (Th) Mgy 7y b ) 5, §#IC Th2 RIEEEMN BB T
HHIEDBHLNE R 5T FOETIE. T MR BRI X 2EA0ELZ T TIE R L, ZRUBy b ts 5~ 2
77—y (M®) ZEEfube LzAK%IED 1gG4-RD OFEEICEYS L TV A WREMAIVRIBE N TV A, »
FEFHMIEIAHTH B, Z 2 TRIIZETIE, WIS 2 H7: % BRUEMES TOREZITI) 2L 2 L L
T, IgGARD OFH T (SMG) %MWMk & AT 217w, BHAEEET (DEG) L. 21 o orkie
B L HERICB T AN TF— g v 2 iTo 7,

FESSURR

il

1. DNA <4 717 LA %788 D

IgG4-RD. 1BEMERIRJc (CS). fdHFH D SMG ZJH\W T, DNA XA 7 07 L A 12X 2 M08 15 247 5 720
ZDHER, 1gG4-DS & CS DT 1,720 OFRE BT S . £3589 47 (principal component analysis)
T, SHHCTOBIZTRIVSY — VIZHL IR R > Tw iz (Fig 1o

A < B
0 m Control 3
g
1gG4-RD 3
<
3
- ® Control 2
2
£ [
e 3 - m Control 1 1gG4-RD 5
I
< 1gG4-RD 1
S mcsi
5 I1gG4-RD 4 1gG4-RD 2
3 - »
- = a ol & 2 IgG4-RD 6
a o 8 s
2 2% %3¢ 8 8l|g & & wCs2
4 @ 3 ¥ % o 8 2
33 2 %33 © ©
B3 - ®CS3
== CS 3 5
- X axis = PC1 (77.4%)
34-RD g Control Y axis = PC3 (5.0%)

Fig. 1. Gene expression patterns in patients with IgG4-RD, CS, and controls

Hierarchical clustering (A) and principal components (PC) analysis (B) by using the
quantile-normalized data.
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Fig. 2. Relationship between number of IgG4-RD patients and air concentration of PM25
The number of onset in a season was similar to the air concentration of PM2.5, a kind

of nanomaterials (Fukuoka city, Japan).
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Fig. 3. Number of inflammatory cells in each organ from huTLR7 Tg and WT mice

huTLR7 Tg mice showed strong infiltration of inflammatory cells in SMGs, pancreas,
and lungs compared with WT mice.
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Fig. 4. Evaluation of fibrosis score in each organ

huTLR7 Tg mice showed significant fibrosis in SMG and lung compared with WT
mice.
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Fig. 5. Concentration of serum total IgG and IgGl in huTLR7 Tg mice before/after the
stimulation of TLR7 agonist
huTLR7 Tg mice showed significant increase of total IgG and IgGl after TLR7 agonist

stimulation.
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