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BHEDORBTHY  IBRITAT oA NEERHE -BRTHLH, LLRRHLATrA R
FIEFZRERRZ L. B LWl e 0 | FiicRIaRIEORRERFFZnTnD 13,
TR Fe SRR y $H(FcR v )28 B Ot 0B MR BRI R IR W CEERE&H 44 5
TENRFOLNTETND 4 ABRBEMNSG MY 7~ b—F7 A(BLE)E£7 /L~ U AT
7% NZBXNZW F1 ~ 7 A(NZB /W F1 v 7 2) & FcRy (/) & #R LR L7z~ 7 A
IZHB VT, HL DNA HLik7R & DFEASRERIE~DORIEESIROILE TR O =R, v—T
AR DOFBIET TR SN E VI MEN SN TWD 7, FeRy O 7 FVREY
'g L LT spleen tyrosin kinase(Syk)23Bd5- L T\ 5 Z LR s Tud, Syk (XY
“EE{KIC X Y imunoreceptor tyrosine-based activation motifeMTAMIZHES L. 2246
iz k viEHE L &, £ oiEME Ly 2 F L% SHS domain binding protein 2(3BP2)72
CICkY, 272072 —=2 R B BESND 819, FiEOWIET Syk DiniE% HE
THZLICEY BB T~ FOET LT RACENWTEDIEROWELRBD- L
WO EN I TV D 1, RBFFECITE QB O RERIRE RIZB W T EEREH & Ff
D Fe B Ky BHIZBWT, 2OV T FNVAREEZHS Syk 2% —47 v h &L, ZOME
& AT Fe Ay SLOBREA I L. B OO REREE R OIRIE L LTo

THERE & R 5.

[et5e & 5ik]
NZB/W F1 ~ 7 2 (. 16 # )12 % L T Syk FLE#£(R406, ChemScene,LLC) % 0.5%
AF v — R L bmglkg DR TR O 5217 - 7, HIfIE 20 HHE,H 6 B,
1H 2B EZI{To7, 2 ha— A BEZIL0.5% A F /e — AR 0#&5 LT,
20 1% (36 M) (ZOMEERM 24TV, B, PRI Of H 21T - 72,
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NZB/W F1 v~ 2~® Syk [AEXOR DK EOHR

NZB/W F1 ~ U A3 H CAREEREBHARREKBERET VYA THY, 2 hr—L
FECIT 32 s L 0 IRE A HBL L7z, Syk FLEI TH %5 R406 % 5mg/kg (2T 20 i ]
RO G L7 TIEZ ORIE T IH S h 35 il TIREAOHEBIN AL bOD, 2
ORETHRERIFAEICIHI SN T\, £y br— LB TIX 36 B\ T
FEFICLDME7 V7 F = O ER ERZRBOTI, R406 K51 THEA I
LT\,
B AR D HE, PAS Yeea B L OB

HE %412 £ W NZB/W F1 ~ 7 213 36 @i 5\ CGRERIK D ZE I 22 ik & 3 k%
R, PAS YA TAY X U AMIAOMIE 2RO 7, F72 HE 3 XUV PAS 4efa
ME~DUBREROIRBE 258D =, IRAEIZIIHA O R {BIX R o nehoT, Thb D
I3 BEAR A 71 72 22 (k1 R406 % 57 Tl ST, & bITHE R Tld NZB/W
F1 ~ 7 A% 36 BEC IV TRERIR A 32 8 0 A Z HC IgG. C3 DIEAE 4389
723, R406 57 TILHECILE M Il S h Tz,
Syk FHZE# D MCP-1. TGF- . Endthelin-1 mRNA Tk 7 % & #58

B2 & mRNA 24 L, MCP-1, TGF-8. Endthelin-1mRNA %¥l% real
time RCR TH&Ff L7, R406 #5RE Tl = b — B2~ T, MCP-1, TGF-5 .
Endthelin-1 ® mRNA RAHEICHH] S v Tz
Syk FHEZED X 7Y v, REFY Y, mRNA ~D 5

ALk~ U >, R KU mRNA %5l % real time RCR THFT L 72, R406 £ 5
HCiEay br— A BEICE_T, 27V mRNA ITFEICHH STV, ARy
mRNA & R406 it T2 k= — UE L AR FEANEER D 72 A B AR D e hr o T,
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Syk [HEEKDO X7V, KRRV Y, FU 7 ~DEE

gLk 2> B & > 37 2l % western blotting 24T > 72, % 7 U 1 R406 #£ Tl
Ay b — AR R R BEOEIMEN Z RO T, AR BN TH R406 BET
v b — R L AR E R BOWINER T, £0, BHBEOREROEITORT
Vo, RNV UCORBERG LI ZA X7V RNV R ay br— UL
R406 FEICB W TR 3e 238 . western blotting & FEE DA TH - 7=,
Syk FEEZK D 3BP2 0 U Bk ~D %
3BP2 X Syk IZL VW U UMb ENT T =V B —F NI~V TN ELEZD, 2D
¥ 3BP2 DU UEEAIC DWW THRRET L7z, MUl Rt L AmEk L v & X 24l
LPL Y v ER{L LR %2 F VT western blotting 247~ 72, =22 b v — LREIZ T, R406
eI A ek IC 351 D 8BP2 @ U il & Tz,
Syk FHEZ ® FcRnmRNA, # > "7 ~DEE

R406 58 TlL FeCRnmRNA, # X7 L hiciday ba— gt L le~4ghn L Tu
720 PSRRI CIXBORERIRIZ 1T D FeRn IXWIEECTH D 2372 2513388 DAL 72
-7,
Syk FHZEZ D p-38MAPK D VU > E{t~ D 5 %

FcRn 13 p38MAPK # /7 L TR KA MEEZBIER T B2 LN TS, ZDT
WA LRI HOD p-38MAPK D U U RLIZOWTHET L=, BIERERE D % o X7 i
L. HiV Btk %2 T western blotting Z47-72, =2 b — LREICH AT,

R406 £ C p-38MAPK @ U > (LIl S iz,

Fe ARy ST H CREMEDOEBIERERIEE R ORBIEICEZE 2B H 2RI EEZD
LTS 4, RWFFETIE Fe /Ky Ho v 7 F v imiEZsr & LTER &) Syk %R
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ETDHLTHEROBIELE . ZOWFE M LI,

Fe ZBMWIZY By RB¥FESGT 5 & ITAM EMEN ST vy v kiks 2 oG HET —
ZiZFry X F—EThHD Lyn BIEMLEZ T TRHEAT 2 1213, Lyn iy 7 2=
v D ITAM % VU Vb L., TOEMICTFns % F—¥Thd Syk Nl & HESHN
TY UMbz, M bS5 4, Syk X2 LY PO~ 72K 215 b L T
<o HAILNZB/W F1 v 22 Syk OIHEFEHTH L R406 2R LI E L TZDORE
et L7z, NZB/W F1 ~ 7 2 |Z%t9 % 5bmglkg, 20 MR O#KLGIZLY ., READ
HBZELE MiE7 LT F =00 LAZMmf L, & 5ICHEMATRZEHMmE LTz,
FcRy 1% Fey ZANR I BIOMoEEOY72=y N THY, FeyZAFK 1B IO
TN =T 2BROFEICEHD S Z ENRESNTWD, R406 1TZDOMFE 235 =
ETHOREMHEBMERKEEROFREBLHE CELL ZENARETHL I LERLT
W5,

HREEICBIT HIREAOHBUTITREKE EEMTH LA R4 Fo 22RO K
MRESHEEL TS, FTHERT U UOR RV UIERA Y v MEOHE, BERBHERICE
TR ERZLTRY 27 n—BIEGEHE 2T 5 8KEER TIIRcy o7 X
MIZBWTIKTT2HER/HLNEINTND 1B, RIFFETH > ba— /LRI T
R406 & GHETII X7 V. RO TGl S TR, ARV A hOEFEOH
EEH 2R LTz,

3BP2 I3 BAIIZHIL L, Syk ICL>TY V#bEid Z & TEDOIEMLY 7
TN T 27 B—B NI BIURET D E B X LD, AR TR &
i L7z A MmER T 3BP2 0V iz et Lz & 2 A, R406 B HHETIZ=2 o hr—L
FEIC LT 3BP2 OV U ERLIT N S CTH v | Syk &L 3BP2 @ U e bimifil 2 /v
LT, ZO TSSOV T FIREZE L, BROBIENMH LIz B2 D5,

F72IT4E FeRn & 7R RH A RMEFO & ORE I RIR ST E 72 16, RERKEERIZBWD
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T FcRn (ZARERIEN THIAN L. p-38MAPK @ U » gtz LT, UCHL-1 24145
ZETHR R A MEFEEZEZTEHE SN TVD 17, FcRn ® mRNA 1220 TiX,R406
BHEE LR Tay br— VTR FEAITH -7, BAEEITRD T, ¥ /372D
WThay har— A BTETFEN TH o720, AEALZITGED RN, 2O b
Syk OFLFEIZE Y FeRn ORBBUTITHEL RITIWEEZI LN, £ Z AW, p38
MAPK @ U U BRALIZOWTHRF L7z & 2 A, R406 GHETIL, = > b r— VBRI~
T p38 MAPK @ U »BLAIH STz, Syk OFREIC L Y FeRn (2134 &R 2L
RO holoZ b, NZB/W F1 v~ 7 A TiE2Z - TW% p38MAPK DiEME{LIX
FcRn N &R WA TR Z > TWD 5, E£721E FeRn 705 p38 MAPK ~0D ¥ 7' /Ux

EOMIZ Syk O EEZ T LBEMEPFHET D B2 BN,

48] Syk BREI OB 512 L v Syk 205 0 3BP2 X° p3SMAPK ® U »g{b 2 #1k L,
Fe ZBENDL DY 7S NMREZRLET 2 2 & T, B OBk ERIRE 28 O 5 IE A I
SNDH AR RSN, 8 S SRDWFOMGZ1TV, BRA~DOJEHZMGEEL T

SRERHDEZZBND,

[F&0]

Fe ZBEDY T I NMRERIGZ DL L TEHEEREE ZH 5 Syk ZHEL, £
R T2 Lz, B OB @BM RSB RICBIT D Feoy A/ 1 OO
BN L FORREICHET AT EZA O L AEBROFH LUVEEIK L L CoORREM:
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