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WFFERC IR OMEEE  (Fi30) (SEA) & D-galactosamine (D-GalN)
BHICL2HEREME Y a vV EBEHOY T AET LIZEBWT,
chemotaxin 2 (LECT2) /"~ 7 A%, ZMEESA SR S NESERD FH 25872, B6 ~ 7 AD
1M 4% LECT2 J2EEI%, SFA/D-GalN # 55 H-om il L, 72 Bl £ CICIEwEE T LF L,
LECT2 #5-1%, i INF- - | IL-6 OB 720 & A7FE 0 FR-2 35 7=, LECT2 1. BF72
PRIESUSONBIHIEIAR 1T D = L AVRE S iz, WUiE B Cid, 2P g LECT2 JE
DAL, FEMIIC EHT2 2L 20D, b FORIEMRE &L OBEZ IfH TR LTz,

: staphylococcal enterotoxin A

leukocyte cell-derived

WFZE Rk S OB (H37) : Using the mouse model of SEA-induced toxicity, LECT2” mouse showed
exacerbation of multiple organ failure and increase of mortality. The plasma LECT2 level
in B6 mouse injected with SEA/D-GalN declined rapidly and increased to the normal level
until 72 hours after treatment. The administration of LECT2 suppressed remarkably plasma
TNF- and IL-6 levels and increased survival rate. LECT2 appears to be an intrinsic

regulatory factor in excess inflammatory responses. In the patients with sepsis, the
plasma LECT2 level decreased at acute phase, and increased at recovery phase, suggesting

for the first time that LECT2 might be also associated with human inflammatory diseases.
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1. WFEB AR 4P D &

P X, MEOINERO—HBRED Tl
faFii L 72— BE V fEk (VB) &7
L CERARED T2 iEME LT 5 A —/3—

PUREEZ AT 2 L2 L T& 7 (Yagi,

J. et al. J. Immunol. 144: 892. 1990),
SEA 72 EDA—"—HFiL, mHRMET a v
JEGREZFHE L, R COZam R a%x X7z
TEERRBLRS>TWDS, Txld, MEE
A — = HUFIC K D AR R OG220 T,
~ U AR OMIEREHWT, #FFEE KT T
W5,

LECT2 {Z. 1996 4F Lk 51T & - ThfrEko
ELRFE L TRREINZ (Yamagoe, S. et
al. Immunol. Lett. 52: 9. 1996). ATh&r
ROLEREREATHLZ ERRBRINT
7, ERNOBEEICOWTIRIZE A ER
HCTH -7, 2004 4E(2, (LS DRFE S L—
71X, Con A FHEMAFRA LECT2 ~ T AT
BWCTERIZTHEEST S Z L 28RS LTz, ConA
WAV 7ot —u7 T il mitogen TH Y .
~ U ZADOMEMEA — S —HRE I L D E
FMv a v VIEBEHOET VBN TEH, £
e R 20— L U CHEAE RIS 2790
% Z &b, LECT2 DSBUBERY R RIERE % #1)
fil 9~ 2 A 7 CTh D aREEEZ AT DI
Eol,

2. WIEOER

(1) MpEEER (SEA) 2k dva v sk
DFEBRF L LECT2/ ~ 7 Z (C57BL/6]Jc1 (B6)
Ny 7 777 R) ZHWT, RIEORE &
b7 b SH D Zlidds N ATk D LECT2 %)
REPLNIT D,

(2) recombinant LECT2 (rLECT2)#¢5-®
TR E O THRET L. LECT2 OIRHRIII R %
oM T 5,

(3) LECT2 OOfilliHIEEHE 2 Al L~ L ds X
O3 LV i3 %, LECT2 O G,
SRRORE &R D,

(4) b NORIEMRBIZXT 2D LECT2 D
B 512 DU THRMILE B8 DK 2 HI VT
SN B, I LECT2 B O 288 & fihr4
LN EAEYTHDPHLNT D,

3. WDk

(1) SEA FFi#EMY 3 v 7 TOMNT : ©
LECT2 D RIEFRIENT 3T 5 B G- OfgHT « SEA
(0. 1mg) & D-GalN ®#5-12 X % LECT2 KO
~ 7 ADOBFEHIL, B6 & g L CEIIZE,
LECT27 ~ U A L [AIZDOEIEHEE B6 THD
7oK 10 58D SEA 2T 5 2 L&A
WFFED T AR FEHR TR LTz, SEA 0.1 mg
P 5D FBRRIZIBWN T, LECT2 <~ 7 & & B6
¥ U ADRIEDOFEE AR (v 3 v 7 8
% 72 WEIET) AR RIEMEY A A v
TRIEE ., ZHBEE OBERE-HN BEARR 7R T RO fig
Fric kv 42,

QLECT2 D2 & 1R FEHIMAE O f##fr = SEA
(1.0 mg) & D- GaIND#EHIZXL Dy a vy
B B6 ~ 7 ADIMH LECT2 JEE DEH) %
FEOFHHE OEEBLTH L BEESIT P
fENTS %, B6 ~ 7 AD 3 v 7 FHEAE &
6 BFM# I rLECT2 5.0 mg & L, 1RIRIIZD
REBTT 2D,

(2) LECT2 Oiffifd, 73F L~uBi 5
BEREMFAT : LECT2 O Mldz~ D A, b
TRIET 5, HFHERE L OVLECT2 Ot A Hila
ORgRE (A NhA VA, BRREREY) I
DR AEET D BIRIZONT, &
G OHEE, D LHE lysate oD
HigE, REZRR5,
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BT B ERR SR B 1CU (ZRULE D72



Wrc AR L7z 23 4 D HEF D LECT2 D iiE
P OWEDEE) 2 B NEDORIEVE T A —5
— RGO EHIEE ORETH DH M
procalcitonin DOZEE) & BHE-SIT TN 2,
2B 4 ZHIZOWTE, ICT AZE ISP
L. LECT2 MAZEHIEED time course % fHt
L7z, LECT2 Ot b DOZRIED ESEE DIHE &
R 0MERT L. BZRHIE A B & 82T D,
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B6 ~ 7 AT 1.0 mg @ SEA % D-GalN & &
HIZEET 5 & 24 R IR O TRE D
i & PRI ORED T R b — AFHEH L
&I, TR THE o i 28122 LT,
0.1 mg @ SEA /D-GalN #5-Ti%, 24 FFf#
(2 B6 ~ U7 A CTIENTHE & il OFREE B2 oD H 1f. o>
I aBOT=H, LECT2 ~ 7 A T,
SEA/D-GalN $¢45-B6 ~ 7 2 L IFIF A% DR
DR, Wiz % 3k L7z, 1. 0mg SEA/D-GalN #
5. B6 ~ v 2D IfHEH > LECT2 8 DA B,
#) 50 ng/ml 2B EHGHBOMNITHA L, T2
W% £ CICEREE C A Lz, & 5% 12
¢ oD A% LECT2 R EE DD & i TNF-a,
IL-6 8 X T MCP-1 JREED EH-ORREZRNL
72 W8 OEIERIL, IEOFHEEZ D72, B6
~ T A~D 1.0 mg SEA/D-GalN # 5.0 0.5 %
F OV 6 HERI#41Z 5.0 mg O LECT2 Z2#5-4 5
&L AETERD 50%0 L5 L fE TNF-a, TL-6
DER WD ZFHE LT, LA, LECT2
X, BmRMEY g v VIEEH O~ U AT T LT
BWT, RIEOEIEE I LT 1% OFERE & 72
LEEANRFTHY . RIEWEYA M IA %
I+ o 2 & TIRIEBIR O AT getE s HI L
77

b MatE#E (31 4) OISE LECT2 JEE I,
19.7 £ 3.4 ng/ml THY, ME, BE,
IR D o T, ICU NRIFIE, 5.3 £ 4.1
ng/ml LAEREITEA L, BRI, AERL
e LA EIZ EH L7~, matched pair test
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A—H—_ LECT2 ¥ XX procalcitonin {22
VNT, LECT2 & CRP OfAGOEIL, 2MEH

(ICU AZEHy) L[l (ICU 1BER) &R
< XBIL7225, LECT2 & procalcitonin ®OfH
HEDEIL, AEOMAEDE LR L, X
BIDFEEENS o 7o, Fiz, FERER B (FERE,
#E) D LECT2 JRE~DEBITRD o7,
time course ZiB-o7z 4 4™ LECT2 & CRP ™D
MAEEE OZEENL, 1ZIFE, mirror image ZH
Wie, ARG T LECT2 AL, R fiE
F\NTRIE O EIEFE DO FRIE & L CR Wil
WD ENHB LT,

LECT2 Ol « 53 F LIV OfHT Tk, =
U ADNENE~ 7 v Ty — VI BL, B RO
HERIZHBLA RO 7228, IR IEHTES K ONEHEAL
T MAICRBUIR D e o To, ZREOH
B - FIEICIZE S RDvo 7o, HEREMRHT TIX.
~ U ADENE~ 7 u T 7 — VO FRIEN
YA NIA VEAESORETRO T, b M
HERIS X OVHLER O & ARRIC kT3 2 2 R ITER
DR o7z, LECT2 OHEREHRBLZ SOV T, &
%, M T LUV TEBITHOLMNIT LA
<TER B2, & hOFBERG LS O R
WX DRIEMRBE OBELH S L
WV, ZHHOMEAE SRR L, LECT2 Dlf
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72U,
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