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1 Fi

1-1 B & BEE
FZE IR T 1.6 m2 DEfEA o, AR KO TH D, KIEITFED

KB, B, BTHMICH T b, BEMNES S LTERSE. BR. TR, R

2

BRENHD, KEOHREEL L TIIAKRGOEERLFZ @A < 2 &, NIRRT, &

Ran & L TCORENIMA T, MAEYSCHE LR 2RI S OBEN S 5, B

o

FEGREIZIT T M, B Mg, BRI, ~27 o7y —o 0 e, AFERER,

A HPERSE O R AR OIS B RF A E ST 27 7 F /A b T T AN

VAR o TWD, REIWZIFZFTTF YA . TN A, T

MR2MAE L, BRI T Mld, B A, SRR, MRS FET 5, 4

HR BRSO R ER D KB 1L S BRIV Z M I FAE L TR Y I IIAELE L7 0 A

e

RPEIZ R D RIERFIC W ENT T T A VT K- TREEMEM~EIRELAER,

N

WX D RMOBREELZITH> TN D,

Nz
B}

1-2 B% - REKE
5« RIERBEIIREMNMZELETH Y . BIRAICAEE, T2, K,

JE 72 EDRUIREZE DSR2 R > TRl b D, BIRAENRIIFFR T 5 &



ERMELIRAE L 725, 15 « BERFHIIFIENEBOBLE O RE < 2 FBEHIZHT
5%, — D BIFSEIRFARIEICTE < B53 2 EMERE TH Y | REA2
TR L UCIT M SR D & 5, AR R IR E OB —E L T
M2 SUGTRD B AV, FIEBTIZ Lo TT L — MR &k & — Ui
BRBERICDIT 6D, b O —FIEBEEDONIK 2358 < BI 54 2 ARME
BETHY, REMREBIZIEZT NE—MEERRH D, 7 hE—MRERIT
TR T PE—FRN ML L, RRILRRERN PR E 2> TRIET S
BUEDOKERTH D, L LIS - RERFEORIEICK T 544K, AKRORES
DERFEICOWTITITBHATE TR L. OO IR T2

SELTUNZR0N,

1-3 7 hY—HEERLHEAT NURBEDOES

T MR RIINENRT LAF—REDO -2 TH Y | SIENORAE
TIEAWE TREEN N D, TOFEL L CITAEEBRICEDE 7 477D
VBIRFDORFERLIA N v 7 a UERER TH D Claudin 1 OFBUK T
RETRRENY THREOREE, RFNY THEERFICHEWIURAEASNMRAL
R4 <D L THEE T T helper type 2 (Th2) EISE & FLE LT

LV —PERIE, IS LD BEME~DEED 3 onmbon T a1, La



L7 b E—MEEERDFFRE A 1 = X AOFEHII AR H I S Tunang-
DEITORBEIIAT oA REdlbE LEEHERIEORTH Y | ARIGHIIRIERE
DEENBE TH D, MEOREIZENTT b E—HEEEROHEH T 90%
VI EREAT RUKEOESREZROTEHV[2]. 7 b E— R EROFFEREIC T
HEOT FUKEOBENRBESNH TS, HOEELIX, @A shTn
D BEGYER ZEDRVIREETH 0 | EAE DD FICE RN U AR A~IR %

AR LIS AEIRME L 705, 7 ME—MRERICHT 2 HIEERMA T 12 A
RAHEE DA FHLCHEFE O N IRIZAZMEZFE O TVRW[3-6]Z &b T FE—
PERER CRINENT-HAT FVRBEIIESERETHL L2 D, REFKER
FEOMBANE EOE A ZIEHER & UCulr - S, FRHRRISHEEIED
Z L THIRR O M EOMRE 2 BT T 5 ADAMI17 Z G0 D RS H2T hE—
PERIERET L~ AT EMEHED C. bovis & HEAT KU ERE Tl S 4,
FILZDET YT ADKERIZHGT RUKREZ &0 R HEEICRERT 5
e shilrl, ZoZenb, AT RUVRENT b E—VEEFR O

BRIERUICEGE LTS EEZXBND,

1-4 RET FUREOREMSE



HEOT FUREITZ T AGMHEERETH Y . CRE e Efx RB2 BT %

Z

[

EIEDOBRRE L 72D Z EDNABILTWD, HAT RUKENAT 5 E2R

KFAZ DWW TELFIZRT,

-TLR2 VU G~ K

T R ERE O AREE DR R L 43121 Toll-like receptor 2 (TLR2) DU 4
¥ R ToH% Pam2CSK4, Pam3CSK4, VRH A afgZed ) RNT7 v A 1o
TF RV A UNEENTNSI8], TLR 13357 — VBl R0 1 FETH Y |
Pathogen-associated molecular patterns (PAMPs) #i8ik L HARGERE L
THEEET 5, TLR2 (X TLR1, £721X TLR6 & ~7T v 8K EZEKTHZ L TY
W R TH5PAMPs & 4S5, TLR2/TLR1D U H> K& L TiX Pam3CSK4
T F N7 A TLR2/TLR6 DU A7 K& L Ti% Pam2CSK4 ° U AN % A
SEERE HILTUVWA[9-11], TLR2 @ Toll/IL-1 receptor (TIR) R AA N7
HTHE—2 LRI ETHD MyD88 LB+ 562 LT, &EMIZ Nuclear
factor-kappa B (NFkB) X° Mitogen-activated protein (MAP) % —E%§
Pk &4, IL-1B, IL-6. Tumor necrosis factor (TNF) ZEDRIEVEY A R A
A R0, IL-4, IL-5, IL-13 %D Th2 ¥+ MU A & AT 5(10, 12, 18], U

W77 A e RBSEEAT FUKREEZHWZEBRT, VR a7 A 8



TLR2 2/ L7z A M IA LV OEAICHEGELTWALAZ ERHESINTND

[14-16],

- HER
H {07 N7 EKE X Staphylococeal enterotoxin A~E @ 5 fEfis &ir— 7 1

k2 U BE° Toxic shock syndrome toxin-1 (TSST-1) 72 & DA FHHE Z 4w
L, TNHLOHFERITA—"—HIFETHD, A— S—HJRLIE Major
histocompatibility complex (MHC) 7 7 A 143+ ® a #5 & T cell receptor (TCR)
DBHITHEET D Z & THIFIMFAET TS TR ZIERIT D 2 &N TE 2.
Z OFER CD4T MRS FURERF BRI A SO A 2 REICEAT 52 & TFE
TN 2 2 VEO TN L EISREOMBEI N TS Z S, BhESCEREMEY
3 v JREGERER E OBRWIEEMEE BT 5[17], £ DM OFEFEIZI1E a-hemolysin

N | RO CRIALZ KT 2 2 & Tl E 25 =& 2 9[18],

a7y —F
a7 7o —ViEEZEO 1ETHY, rareraiEtbsgsrz T 47
)= T 47 ) B S ORE A X 2T, mEA T FUEKEIT

Z OBRREBLCHIE L MEFREICESE CTE D L O B, [19]



- FuarA A
a7 A ATHEAT RUKEOMBEICAAIET 27 ) a v ks Ry
BThd, 7u07Ar AlFFEDORE 7 a7 ) v (FIZ1gG) @ Fe#imIZhftsa
THIENTE, ZNICKY 77 T4 b= 2 &M+ 2, BIZ—HD7 =
TA v AT E UTHIE L, BAIRASZ AR Fab SEIICHE G2 2 & TIE

YL 7T e AT v 7T Mlilasta 51 & i Z 97201,

T, WEATF VY R a~v A VU EOFEIKITR U ClitE &2 B0
HELLR-E & e o T 521, 22], ATV UiitERE A~ KU ERE (MRSA) |
MDD mecA AR T2 BV iAte Z & T Penicillin binding protein 2 prime

(PBP2) &\ MifaBEs plilE R A AT D K 21272 5(23], B 77 % LRHTH
T PBP2'CXI 3 2 B MR 72 MRSA IS Z 8535, Nva~vA v
o ~OfittE B MRSA FIkE, SkMED R a~ A o Uit -2 D AT Z &

TS S5 [24],

7 MRS KB ICBIT 5 Genome-wide association study O#E 25
TLR2 |3fEMiE{s 0 1 > Th v [25], #iZ TLR2 O—HEZIETH 5 R753Q

DEEITEFEE LR L TT FE—MEEFREE THREICZEV I L blE S



TW5[26], L XY TLR21E7 M E—VERER ORRBIZARICE D> Tnh Z &
MR TR S D, ZEIZEB W T TLR21EX7 7 F 7 A Mo fE i
BRRMIE, ~ 27w 77— B, U N EREOREMIN TR L TRV
W7 R UEREIC T 2B B o> T4 [27], TLR2 117 b & —PERZE%,
KOEAT RUEKEICHT 2 0EINEONTICHIESEGT 50+ THsH 2

&N DAMIFETIX TLR2 IZVEH L7,

1-5 Allergin-1

Fex ORI =71, MISMNCHRIE 7 0T U AR R AL afh, Millai
WIS 7V &2 1573 D Immunoreceptor tyrosine-based inhibition motif

(ITIM) &5 7 X BBEeH 2 RO KT % Allergin-1 A [FIE L7-
(28], ZAviZ~ v A TR BB L, £ OMBEER, SRk, ~7 =
77— HHERICHREBL TV D, B MIBWTHREERIC 25 Ofifd TH
Bl 8 5 03 BT BRI ERIC FBLL TV D 2 L 3o T 5 (291,
F7z, v 7 A Allergin-1 TIIMIlaANAORE I a7 ) VAR RAAL N 1FEETH

DIZxF L, & b Allergin-1 Ti3E 7 a7 U Uk KA A 2D 2 FFELF(E L,
LD HOWNT N1 OERO S1, 82 L, WMEFEZFFO L O 3FEHOANY 7

FREETHENZORY T FOABHPERICOWTIIARATH 5 [29],



Allergin-1 ® VU # > NIZRZHH STV 20N IgE Z &K L Allergin-1 #H1
KERHWTERBSESZ ETMaNO ITIM 230V > BR{bEEE TH D Sre
homology region 2 domain-containing phosphatase-1 (SHP-1) =4 L. JE
A O EEAYE IgE Z BIKTéH 5 Fe epsilon receptor I alpha (FceRIa) ~
D IgE ORI LD 7T NZmild 5 2 & THIBRST 77 4 7% v —% 80
fil9- 2 [28], 54 SHP-1 B KB~ 7 A& - 928 T SHP-1 »° TLR2 1T &
% MyD88 I LIZRAEME S 7T v i+ 5 = & vy &7z [30], & ok
TIL SHP-1 Bln FRE~ TV AZHWEFERTH 5729, SHP-1 O LD 77
T B & e > TRy, SHP-1 13 ITIM L2632 2 & TU Bk LigTE
b ZF A aET 5 = L b, ITIM %4855 Allergin-1 1% SHP-1 0 Lo+
TFNThDHAREMENREZ bV, 72, Allergin-1 % rs6504230 @ Single
Nucleotide Polymorphism (SNP) (2 X W BEENEL L, 7 b E—PEREER
BB DOIREIZHET 5 2 LR S TE Y [31], Allergin-1 & TLR2 O BfR %
LT 22 N7 PE—MEEROFREMIICHFLS TE LA eErnH 2 &
Exl-, LT, H L Allergin-1 IZL > T TLR2 #4562 LN TEDH725

X, Allergin-1 (X7 B — MR ERICH T HHBRIREEA L 720 9 5 LB 2T,

10



2 HHY

AHFFEIL in vivo, K O in vitro T TLR2 %I L7z @ RIZH1F 5 Allergin-1

DOHEREAMRIAT 2 Z L2 AR & LT,

11



3 ™E- Tk

31 wUX

By~ 7 2 (C57BL/6N) IE Clea Japan L YA L7z, Allergin-1 i&/s 1
RIB~ 0 ZTILFEWIZESE T o 2 /N HE G T3ERRA 41T C57BL/I6N ~ &7 A Hi2k
@ ES #if X v 7 L72[28], Mast cell Specific-Toxin Receptor mediated
Conditional cell Knock out (Mas-"TRECK) ~ 7 A3 HRmEE KFEDALRIEAE
O ZEREIC L v Rt 72 [82], FEBRICH W~ U A XEE KA MBI G
Ji& > % —|Z T Specific-pathogen free (SPF) E&E:i [ CHE L 8-13 @n D

~ 7 R ERATIC W,

3-2 EREHSRIEmMROFHEE

AR KO Allergin-1 Bin - RIERI~ T 2O KIRE . JEH X0 5862
BE L7, 1x108fHOE#EMIZE 10cm 7 4 v =22 L, IL-34ng/ mL &
SCF (Stem cell factor) 10 ng/ mL ZA1x 725242854 (RPMI-1640 (Z 10 %
fetal bovine serum, 1% L-Glutamine-Penicillin-Streptomycin solution, 1 %
HEPES, 1 % sodium pyruvate . 1 % MEM NEAA . 2145 uM

2-mercaptoethanol Z /MM zx 726 D) TCO2 5 %, 3TCOERE: T4 AMEEL

12



12 b D% BRI Wz, IERGHIEOME L7 v —3 o b A b U —T FeeRla i

c-Kit BtEMIE2Y 90 %L ETH D Z & THER 21T o 7,

3-3 7u—%A X MY —IZK DT

&R DRy BED T, a7 7 —E % 4 7 IV (Funakoshi, Tokyo,
Japan) 300 unit/ mL, 3 XU DNase 50 unit / uL Z 0% 72 52255 IS KT L
7= B fL %k 2 v v gentle MACS (Miltenyi Biotec, Bergisch Gladbach,
Germany) D7 & k I /UIZHEWEEEIT - 72,

Yo TV YRR CUeR L, MRS 1X105~108 fallCRi%E L 72 1%, i~
U A CD16/32 HUk TT 1w ¥ T &AT o 7o, EDOHRLLT OFURZ WV THllha g
BTV L7,

i~ % Allergin-1 Hi/& (TX83; mouse IgG1) IZLLRTIC Y HFFE=R CIERLL 7=
Loz L7-[28], i~ v A CD282 fifk (TLR2, 7 m— :6C2), CD45.2
(104). FceRIa (MAR1), CD11b (M1/70)1% eBiosciences (San Diego, CA, USA),
c-Kit (ACK45), Ly6C (AL-21). CD1lc (HL3). Siglec-F (E50-2440)i% BD
Biosciences., % L C Ly6G (1A8). CD16/32 (2.4G2) X TONBO biosciences &
DEEA LT,

3-4 Pam2CSK4 T X % &R =R

13



~ 7 ADAESIZ Pam2CSK4 (tlrl-pam2s-1; InvivoGen) 4 ug & FZNTEST L 7
AMERENDOEIZ~A 7 1 A—4%— (0ZAKI MFG. CO., LTD.) TH|EL
7o TESATZERESL L, B 3 hirallliE LA LEO LR N Lz, #M
kRN & L C, Pam2CSK4 THIML 7 HBOEMZHILL, 10%F/1~ U
> CEE L7212 Hematoxylin-eosin  (HE) %f4 | K& OY Masson trichrome

(MT) Zeaz1T0BMEE T (KEYENCE) Tt 217 -7,

3-5 HFHIKERE~ VR AW

Pi~ 7 A Gr-1 $iiK% 50 pg / body T 2 HBEIENEE L% HIZ Pam2CSK4
TR Z Uiz, HIE#%IE 50 ng / body &M@ A5 Lot 21772, Hi~v v
A Grl1 PRI SRS CER LI DE AW, T4 Y X4 7 ar ha—Lk

LTiE7 v bk IgG2b Hifk (RTK4530, BioLegend) # VM7=,

3-6 Mas-TRECK ~ 7 2 & W\ &GFRIE~ T R & AW #AT
AERARERAICY 77 U T R v U B EFBLL T D Mas-'TRECK ~

w2275 YT M (Sigma-Aldrich) Z4&EF 1.25 ug (250 ng/body T

5 AR MERENIER % L, #25B856% 7 B BIC 1x106 f# /body 0>/H 4 i IR

Wiz BEMCBE Lz, TO% 4B 7T V7T F% % 250ng / A THKE

14



L. H%BALERT 1 FFIC 250 ng /body T 5 HEI# 5 L=, MIBBAL 5 B #IC

Pam2CSK4 TORIEETT - 7=,

3-7 EEPCR

FIPEL U 7= ARG A 2 [B1UX L TRIzol (Invitrogen, Carlsbad, CA, USA) % f»
T mRNA Z#iH L. capacity cDNA reverse transcription kit (Appied
Biosystems, Carlsbad,CA, USA) %Z AT ¢cDNA #4&% L7-, SYBR® Select
Master Mix SYBR® Select Master Mix (Appied Biosystems) = H\\TVU 7
V% A4 5 PCR (Polymerase Chain Reaction) #17->72, 774 ~—I3LL T %
iz,
116 forward 5-gaggataccactcccaacagace-3’
116 reverse 5-aagtgcatcatcgttgttcataca-3’
Tnf forward 5’-gggccaccacgctette-3’
Tnf reverse 5-ggtctgggecatagaactgatg-3’
111b6 forward 5-actcaactgtgaaatgccace-3’
1116 reverse 5-tgatactgectgectgaage-3’
TI2 forward 5’- ggagcatcegaattgcatcac-3’

Tlr2 reverse 5-gaacagegtttgctgaagagg-3’

15



Tlr6 forward 5°- accgtcagtgctggaaatag-3’
Tlr6 reverse 5-ctattaaggccagggegcaa-3’
GAPDH forward 5-tggtgaaggtcggtgtgaac-3’
GAPDH reverse 5-atgaaggggtcgttgatgge-3’

mRNA D% H &3 GAPDH # W THERE(L LT,

3-8 FEHENT

FEHARNT I B He 2 1Z Unpaired Student’s #test & v 7=, P<0.05 & H &=

ZH LHE LT,

16



4 MR

4-1 TLR2 VU H Y FiZ X 2RERTD Allergin-1 DF%#E

B AT~ 7 A2 WT TLR2 U 4 v MUK K-> TRBRPFE SN D
ZENHEINTEYI[33], ZoWEESR LM EITo7, In vivo IZEIT 5
TLR2 VU 7> FIZ L BRIz xt3 5 Allergin-1 OB A L7280, BpAR
KO Allergin-1 Bfs K~V AOHINIZ TLR2 VU > R Th5H Pam2CSK4
ERERNES L. £ 0% OB OEROMKRFIZ(LZRIE LT, BEM~D 2T
THE% 1 BBICIXEEZRBO o720 Allergin-l #fs T XK~ AT
pitting edema % 5 BE 2 HEANOERZ RO 7o, FHIIT 8 HE TV, BRI
4B ZE—7 L LTCEO®RUEELRD -0 Allergin-1 85T KE~ 7 ATl
HETE—Z L) Z2oRIFUEEE BT L (K1A)

R 1 A EHOR R CTIREICHEEREZRBOIZILO, ZORR TOHPERE
Mz7o—9A bA Y —Z2HWTIT L7c, AR~ 7 2BV THAFPER
DF BRI AZ RO 7273, Allergin-1 B TR~ U A TIX K 0 B BN 478
Wiz, UL, fili%%E 8 A BICIZEFARL, Allergin-l EE KA~ T AL HIT

PBS #5-#% 1 A H & AR £ TLHHERITREAD L, Zbiokhrolz (K 1B),

17



N ofEROIRIRNOIEHD 7= Pam2CSK4 #IlEt B Ok A aOfT 217
STefEF. HE Jet4C Allergin-1 Bin F XK~V ZAOBELZOIEEZRBOHT (¥
1C), FIZIBIRGHE 2R INICH < Yed b5 MT JaofE R 5 Allergin-1 B/ix

FREP~ T ATHRMEEDTTEL TWD Z R Ein (K 1D),

4-2 EBEMEOFRE

4-2-1 JERERT ORBEMRIZIS T D Allergin-1 DRI

TLR2 U 7 > NIZ X2 B RIEDHEIZ 1T D BEMRORIE D72, £T5K
JERARRH D Allergin-l O%BlEz 7 —H% A ~ A NU—"THEH L7z, Allergin-1
B FRE~ T ZAHROMIZ R T T 73 ba—v & LI LTz & 2 A 47
ek (CD45.2" SiglecF"CD11b " ffifid) Tix Allergin-1 DR ELIIFRD /2 0v > 7273,
fEG RS (CD45.2" FeeRIa "c-Kit #lifid) | 4FHEk (CD45.2" SiglecF Ly6G ™
AAE) . CD11b [GtEfiid (CD45.27SiglecF Ly6G - CD11b @) . Langerin

Bt (CD45.27°CD11b I-Ab " Langerin i) TR ZROHT- (K 2) .

4-2-2 FHERERE~ T R BT D Allergin-1 DFE

Pam2CSK4 |Z L 2 #li#t% 1 H B @ Allergin-1 i&{s -/ RIE~ 7 AT D hFH

18



IR O, KO Allergin-1 OFEIMENT ORERN S, 4FHERPFEMLTH
HIENEBEZ LN, T THFERICE ZHBEEZTND 20, i A Grl #i
K535 LICKVAERNPGIGFERPRES N Z2FR L 7- (K 3A),
WRIZEP AR KO8 Allergin-1 s+ KHEH~ 7 A DU P ER 2 FrE% 1C Pam2CSK4
TRERIMMAZ L, BN OEIRZ N L7z, PR BEMHMR THIVE, i ER
HERPORET L Z LICL VAR~ Y 2 L Allergin-l Bin R~ T AD
HNMOMBIRICAEZN RS 22 EHR L, P ERERECLELL T

Allergin-1 B5 X~V A THEIZCHNMOEIRZZ D= (K 3B),

4-2-3 TLR2 U H ¥ NIz X B RERET NMZEBIT 5 IERmARE_ LD Allergin-1 @
22

R AR P o B T Y Allergin-1 1XRB AR, F=Fox OATTER
KLV Allergin-1 (ZIEFMILIZ BT 5 @B IgE B IRZ 06425 2 & h»
H[28], EHEAETME THL EEZXT, T T 7T T MR AT
X0 IR AL 2 R A IZ R E L7z Mas-TRECK ~ v A (25 i F SR AR A e 2 %%
9% Z & T O A Allergin-1 BIa T2 KB LI~ U AL LT (K
4A) . Z DO~ A% HAWT Pam2CSK4 12 X BRIl 1T - 745 F: Allergin-1 i&

B R~ 7 ZAHRIER MR CHRICETOEREZR O (K 4B) |

19



4-3  In vitro T® TLR2 U H v RHREIZXH4 5 Allergin-1 O3
In vivo \Z8F% TLR2 U H v REDEERET MR T, IEH o
Allergin-1 M# < = & 2 JH L7z, BN OERIT pitting edema % £E> T\ 5 =
& DB ME MO TLENRIEK T 5 AIREMEN B 2 Hiv7e, TLR2 ¥ 7 /L &
STHEAEINDTA b I A v ONTREMBRRIEEY A M A ThHDH IL-6,
TNF., IL-1Bm & EimiE2 i T 22 EnNmbnTWD 2 &5 ([34-38],
Allergin-1 1% TLR2 > 7 F 1V EM#lT5 2 E TINbOY A MIA v OFEE%
ML TWD EE X, TNEFEAT 720, BAER KT Allergin-1 Eis 1
KB~ 7 X OB RN 2 Pam2CSK4 THli%% L. tnf, 116, I11b D%
Bk PCR THlk L7, Tof, 116, Il1b OWEFHIZEW T Allergin-1 #

BF R~ U 2 OE R H R HMIE T mRNA OFIHTTEL Tz (B5) .

20



5 E£

Fx1X Allergin-1 28 TLR2 U %> RRIIZ L 2 B ofEIR, 4 EkiziEz2 A
W35 Z & A2 S Lz, Allergin 1l DU H 2 RIZOWTIERTZEHL N E
2o TN, Allergin-1 (225 TLR2 OHIEEREZ > T4y 2o fif T ix
TR 7eoleny, BHE, FXMENIC TLR2 > 7zl L Tnd L& X
%, In vitro D FEZERIZHE W T H EEHIA _E o Allergin-1 1% Pam2CSK4 Hl#(C
YA MIA L ORBEIHI LT, BAER~ T 2 TlE Pam2CSK4 # 5T
A MIA L OFRELEFITRO R o7, TiUTBE b ST ORI A IEF I
BB 2T, £7-. AFEI® in vitro DEE T Allergin-1 ®VY 4 NiZ
K DORPFIT L TN L n | R SRR AL B RI1C Allergin-1 U 7 R
DEEL TS, b L<IE Allergin-1 #BIaF+KEIZ LD “RELIZ K 55
BNEZ H5ND, ZORINZEHIL Allergin-1 U H> RORIE~LE D720 % AHE

EbdH Y, SBRELRDIMENLEEND,

B EROJFIA & LT, Pam2CSK4 Hill#1% ¥ H TiX pitting edema %589

o mEHFBEETLECILOERTH L EF R, RIFEE 7 HAE T
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pitting edema |ZFBH T 63, MM PRI OFER D LM (LOTTETH H =
EMIRBE T, MHEL O IITEL R ERH D08, ZFOHIZ IL-1p &
TNF-a 3d %, Z025F IPF 7 AR b —3 ABEFTERBT S = &[39]

DRHALOIREIERN L L TEX DD L)ooz, HRDHHFFETIL-18, £
721X TNF-a ZmRIFHEHE S /o~ U 2 TIEMOBME LA SR Z 52 LB L
[40, 41]. BUERERIGCHNETL TS [42], 20 2 5D A ~J1 4 1% TLR2
ST IS THEASND Z ENM BN TRV [13], Allergin-1 #fs 7 K18

~ A TORMALOWEEIZ N EDYA "L URBEE LTS EEbhb,

A el AR HAE o> Allergin-1 7% in vivo T?D TLR2 U F > RIZ X 2 B & 7% % il
WLTWDZEBWSEMT LD, BFHMakT o Allergin-1 &L AL
fa 720 Tl e < 4FHEk, CD11b BEtEflfe, Langerin BM:flE C SR S Tz,
ZOH T HEFIC CD11b BEPEMIIE I Allergin-1 OFFAZ FEHREIC VT b &
<. ZoOMEEHICIE~ 7 v 7 7 =R~ ZENL TS, w777
— ORI b IR EEE TLR2 2 %8l L TV, WA NUEREO K E
JEIZB N T A NI A COEAIZ LY RIEZF LT H[27], 202 &6 IEH
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CD ; Cluster of differentiation

DT ; Diphtheria toxin

FeRlIa ; Fc epsilon receptor I alpha

HE ; Hematoxylin-eosin

IL ; Interleukin

Ig ; Immunoglobulin

ITIM ; Immunoreceptor tyrosine-based inhibition motif
IPF ; Idiopathic pulmonary fibrosis

Mas-TRECK ; Mast cell specific-toxin receptor mediated conditional cell
knock out

MAP ; Mitogen-activated protein

MT ; Masson trichrome

NFxB ; Nuclear factor-kappa B

PAMPs ; Pathogen-associated molecular patterns

PCR ; Polymerase chain reaction
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SCF ; Stem cell factor

SHP-1 ; Src homology region 2 domain-containing phosphatase-1
SNP ; Single nucleotide polymorphism

SPF ; Specific-pathogen free

TGF-B1 ; Transforming growth factor-81

Th2 ; T helper type 2

TIR ; Toll/IL-1 receptor

TLR ; Toll-like receptor

TNF ; Tumor necrosis factor
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