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Analysis of mechanisms by which CX3CR1lhigh myeloid cells regulate gut homeostais

Kayama, Hisako

3,400,000 1,020,000

CX3CR1highCD11b+CD11c+
ICAMl/VC#Ml T IL-10/Stat3 CD80/86

(Mreg ) Mreg Foxp3+ Treg

We have identified that CX3CRlhigh CD11lb+ CD1lc+ myeloid cells (regulatory myeloid

cells: Mreg cells) preferentially interacted with effector T cells via high expression of ICAM-1/VCAM, bu
t_did not activate effector T cells owing to the IL-10/Stat3-dependent suppression of CD80 and CD86 expres
sion. In addition, our study showed that the severity of intestinal inflammation was improved by administr
ation of wild-type Mreg cells in LysM-cre; Stat3flox/flox mice with Mreg cells lacking suppressive activit

y. These findings indicate the possibility that the impaired Mreg function is responsible for onset or/and
progression of IBD.



B X C—19, F—19., Z—19 (GtaH)

1. WFZEBIA Y DY =

KGR0/ NG DREREIRNE & 5] & il = 8k
SEMERGER UL, JEH, BAEICB W TAMIZ
I L TV B EEAMED A AR B o —Do T
b, TIVETIZ, BERERIIBITS
Th1/Th2 /NT » ZADOMEEEIC L 2T Mo
BB, ~ L/ X—T HLOFH L\
population & L C[RIE S #17-Th17D{E (L
DMEMESIE MR B OIFRREIZ G B - T
D2 EMRAI T D, I IR A JE N
%, BB TR R U A IR S 41T
WAHIGAT T D, £ T, BENICEBWNTIX
PNHIE D RPE RS A FHES D A T = XA
EL, =7 =7 Z—T fEOEMELZ i<
52 ETEFEERER S TWS, BHENIC
BT 2 IHIVE RIS B R O L A 1
I HIEPET HIHE O 3B TGP E Ok

sy polysaccharide 7235452 &, £,

s R E A g N o CD 103+ fhikila e~
07 7 —UNHIEET Mo b2 HE T 5
LT T2 X —T MDA HIE L.
RAEMENGIR BB D FIE & I35 2 & B & >
Lo TN D, T, BRI O TG
BN ESIE RO RS TR Z 5 B O g R R

DFFIZEHG L TNDL 2 EAMEINTED,

PAEVERG IR B O FEIR LR R 2B W B
SROPE R A& D & LT RIEIR K 220 o B
DR EIND, 2T, KHGEHIIBIIERE
TEORESL L TN\ VE M E M RGP F oD [
BOTRIREE B L OVBRIEORENL ICERAT& 5
WA ORMEEZ B L U, R O RGE ks E
AENI oA Ry 7> Mk 5T M
R TE AL A O R A &2 i A T,

2. Mo E®

1B MESEMERG R B, B E TR L
TWDHEHEMER B TH VKR DIEHE L U%)
BAREIEOBRENEEFNL TS, ZNET
(2. I REIEE A E N TV < Do B
ERMEY 7y RRRIESNTEY., £
S DOHIFIREN SRR IR A B = X LI X0 N
TER 9 RN BURIZ )3 2 I8 N 5%
JSE ZHIET D 2 & TRIEM IR B ORRE &
WL BEAETAZENRFEINTWNAS, LL,
IR R OEF MEHERR IS I VW, B Y
DNEBECT MRRIEYE L 2 B9 5 B R
M OFIEIZH ST TW e o Tn, A
it BBEWNIZBWTT Mgt %
HAE3 2 FrHE O ARG 7 » hOFE
& N OME FIRE RS O f#IA % 3k A 1=,

3. WL HE

FREEE L. KIBREIEE A g N o B 2R e Hi i
OY Ty NEHLNIT A28, 7a—%
A FA RV =2 XY A OREHUROIEBLRE
Wradt -7z, ZORER, HEREEARENO
RIHFET D 7' b
CD11¢*CD11b*CXsCR1bsh 3 [l & 7z, B
REfAT O — & L CIERIEICBIT 21EH %2
fiEfr L= & = A, CD11c*CD11b*CX3CR1high

K A3CD4+*CD45RBhish T Hlifia % a5 R4
(SCID)~ 7 AZBAT HZ &I KV IRIET
DIGERIEZINHIT D 2 & 2R d DR %
Bz, ARFRICBWTIL, RIEMEBEB OIS
SEMSIER I I X ONRIRIEB B ICEATH H 2
EWRBEND [HERH O
CD11c*CD11b+*CX3CR1high #Hf] 12yEH L.
= DG S SEIN RS O fEIA % 3 7 7=, TR
IKAFI) 72 P8 SAENTHIBE OFRIH D728 &
93, CD11c*CD11b*CX3CR1bieh i, ~ 7
77—, CD11¢*CD11b*CXsCR1nes fflk
#MAn, CD11c*CD11b AhiRAmAL & o 72 5%
H ARGy~ > k&2 LDNA~ A
a7 LA T LTV
CD11c¢*CD11b*CX5CR1hish a4 FAY I3
BT 2@8ErHEEHLNI L, E6IT,
CD11c¢*CD11b*CX5CR1hish a4 B A&
F D% < NERE N FStat33 L OHL S IEME Y
A M A VI 10K Ch oo 2 &
XU, Iz Nl RAStat3 K~ 7 A
BELOIL- 10K~ T RI2ET 5
CD11¢*CD11b*CX3CR1high i o> F REMRAT
i1 77,

4. WrIERLE

FREEAFZEIZ VN T, B LI E A e B
(\ZJHET 5 CD11c+CD11b*CXsCR 1high il i
N7 =7 B —THIBO G 2 #4252 &
IRV BERIEZIE T2 L2 LML,
HAEPE S =1 A RHIIE (Meeg FIAR) & £ 1T 72,
i 71?_\ EE%%E% E" ﬁ)ﬁ% L/f:Mreg %EHH@ &iFOXp3+
Treg FME & [FRRIZIGERET L~ T AS~DHE.
BB REZTRTZENRALNE 0T,
CX3CR1bigh Moo Ml B8 1. #0AE 8255 4 +
ICAM-1/VCAM-1 Z @583 52T T M
Ja & EALICRE ST 5 —T, 1L-10/Stat3 > 7
FIAEAERIIZ CD80/CD86 DIEEL A &
TWAEORE L7 =7 Z—T Hifuic
HFERPER A THE ST, IE RAEIHNC R RE
LTWAZ EEHLMNI LTz, 5% DOMRIC
B CIE, IBD OB EREE X OV E
DFELIZE R T 2 AL otttz B
& L. CXsCR1bigh Myeg #ll i 0D /3 AL HAE % ]
B4 B L L HIT in vitro BT A
CX3CR1high Mieg AL D /3L 75 8 41 D e
SLE BT,

5. ERFERRLE
(MFZEREFRFE . WFFE o035 K ONEHERFSE 3 1T
ERN Y
UGdEssamsc) GG 1 1F)
Kayama H, Ueda Y, Sawa Y, Jeon SG, Ma
JS, Okumura R, Kubo A, Ishii M, Okazaki
T, Murakami M, Yamamoto M, Yagita H,
Takeda K. Intestinal CX3C chemokine
receptor 1high (CX3CR1high) myeloid cells
prevent T-cell-dependent colitis. Proc Natl
Acad Sci USA. 109 (13): 5010-5 (2012). #
4 doi: 10.1073/pnas



CRERE) GE 4 1)

(1) Filw1

A PR 5 s

HIEME R = o o NHIIEIC & B RIEVEIGE
P A

B, HA

9 A 27-29 H 2012

(2) Filiw

HARA v H—Txay « A4 NHA VFES

15 R E A B IR T HHEE I = o g K
AR AT ) 72 A5 S0 158 SR B A

FhE - HA

6 H 21 H-22 H, 2012

(3) Hisako Kayama

H A S

Regulatory myeloid cells prevent T cell
dependent colitis in lamina propria

T, BHA

11 H 27-29 H, 2011 4

(4) Hisako Kayama

International Congress of Mucosal
Immunology

Intestinal Gr-1highCD11b+CD11c+ cells
prevent T cell dependent colitis

Paris, France

July 5-9, 2011

(ME) Gt 10 1)

(D &FH . FLM+ - THEE
EA I R —a o AR
REA T RIE & %

%21

74

IH . 273-278

4 1 2013

(2) FH  FLHT - THEE

FEA  MALE TR R L H ARG IF IR O AR
4 - BARTH LR MRS

% 1110

= :5

IH ;741 -752

4 1 2013

(3) &FH : HM+ - THE
B4 - BRI X 2 I8 R R O
palkrel
A BEFEO B DA
% 246
711
I8 : 954-959
4 : 2013

(4) F#F . FW - EFE— - AT EE
FEA © HSRSIEAMIRIC X 2 I S s 4
A ) R

% . 32

= 112
IH : 1205-1210
42 2013

(5) EH  FMT - TEE

B4 HEE S = e A R (Mreg) iRz L 205
B JE i) )

R4 AR T

0 31

11

TH : 1215-1219

4 ;2012

o

6) FH : Fw+ - THEE

B4 E R T D HIEME I = a A R
JiE

e EBRES

%30

= : 20

TH : 3292 -3295

4 ;2012

(7) & FLM+ - TEE

B4 IBNEE & aEfie Y 7 b
st 5% Update

TH : 117-124

4 ;2012

®) EFH : FM+ - THEE
B4 BE~ 7 v 77— LD RIESIE
A L DR
% 1 30
74
IH : 361-365
1 2011

#

9) EH : FLM+ - THEE
B4 BRI R X D RIAEME NG IR S8 o
Iy F AT =K D
ek ERRES
% .29
5 : 10
IH : 1641 -1646 2011
1 2011

#

(10FEH : FLM+ - THEE

EA - BRI LI AT ? IBD O
SN

254 - IBD Resarch

%5

= 4

TH : 285-288

4 1 2011

(7 M PEME)
otk IL Gt 1)

AN
FEE



MR
FESE -
&
HFESEA B -
E N DR

oSk GGt 1)

PAY N
FEHE
HEFIZ -
T

Ha
BASFEH A
ENS DR

(Z o)
AR B D

6. WF7EHRK
(DI FEREH
i M+ (Kayama Hisako)
KRR 22 KB = 5 R A 8 R 0 922 i) 48 7
Bh#
W F5 : 40548814

W58

WroeE =
(3)E I

e & s



