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Myeloid-associated immunoglobulin-like receptor (MAIR)-1 is expressed on most myeloid lineage cells

and regulates the activation of these cells. Here we showed that decreased mortality in
MAIR-I-deficient mice with experimental peritonitis-sepsis. Because sepsis is the systemic inflammatory
syndrome induced by severe infections, remains a leading cause of death worldwide, these results suggest

that MAIR-I is a novel molecular target for the treatment of sepsis.
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MAIR-I-deficient mice showed longer survival in CLP
{cecum ligation and puncture) induced sepsis

gz
(1]
2. WFFEOEBY
AWFGE TIIRIEIZIB T D HERGIEIE O 1

%%%ﬁﬁmﬁ%V?7&~mm1@% i
ME@BUCTHLNNITAZEEBRNET D,
I=RVNS1ha ixﬁn%mm_<n%mrﬁ@a
%ﬁfﬁﬁé%%®% BIF 5 MAIR-1 @

@%ﬁi(mMMRI#YTb S ]
%%ﬁ#é:kﬁ;éﬁﬁﬁ%@%ﬁ\@)
TR = AME EICHET T D MAIR-1 U &
v ROFEEZEIT I,

3. Eﬁn@ﬁ?ﬁ

(1) BfidEIC 31 5 MAIR-T D& EI D fiEA
(OMAIR-T Efn R~ T A K QN A< w7
AR, 4FER, v e 7y
— T EFNEIKE é’@?t’?ﬁz%ﬁf;ﬁzb\
BUMLE 2 358 U 72 BR O A AE R A 1 82
@Mmﬁﬁ_m%éhf<éﬁm%l%7
2—H A h A MY —JEIZTHAT L, [RIRRZ
MFF OV A ShA v . rehA % ELISA
WZCTHIET 5,

@LPS (2 CHlIEE:E LM B 5 RIE
M. PURIEMEY A b B A % ELISA (2 CHfll
ET D,

MAIR-1 DT R ;—3 AR 5T D Fs

JESE DR

TR b= A & o EEE RN XD

DOMAIR-I OF ua >V k% Western

Blotting ¥EIC CREMTT 5,

QRIENE. PIRIEVEY A NI A v FEAE

ELISA IZTHIET %,

@ BEREEr 7o —H A P A MY —IEIZT
T 5,

) 7R b =AM FEELT S MAIR-T U A7
v RoRE
(DMAIR-1Fc % H W 7= it iEic kL v 4y
T HFET D,
@MAIR-IFc & phosphatidylserine D45
##5 S % ELISA O Western Blotting I
THANT T 5,



4. WFIERRE

AT TIEIRIEICB T D H IR I E DO
THRGRS 2 BBl HnI P L& 7 2 —MAIR-1 DOFERE
2B CHLMNNITAZ X HE LT
o BEIZ, MATR-TiX HARGE RIS HIlA TH 5
JEGAIRE, <27 v 77— AFHRER, AR
FIC B L, 7R b— 2 AR5 L T
HZLEERELTEY, HIZMAIR-TEE XK
B~ 7 2 CIREIMEIC 31T A AEfERNTIE L
TNWDZEHFHLNIC LT, ER204F
\ZiE, BARGE RS AR TH U | H>OMAIR-T
DL TCWDHHIETH D, IEmMIE, A
R, ~/u77r—UhREIEEvTAEZH
WAHZ EIZEk-oT, ZnsofiEo s 6, B
AR SMATR- T8 = - R~ © A DRRUIMAE (2
B AEFROTHEICELE L TNWDZ & 52 H
e Lie,

B2, MAIR-TE{BE 7RI~ U A Tl Eko
JERE~DZEAHIM L TS Z ERRHE SN
. O EROZBEOBIINC X o THED 7
V7 7 ANTCHE L, EFENGGELTWD
LEZILNT,

srvival
&
r............................l

Bacterial clearance and nauirophil recruliment
is enhanced after CLP in MAIR-l-deficient mice
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A novel therapeutic approach for sepsis
using a monoclonal antibody against
MAIR-T (CD300a)
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