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GM-CSF therapy inhibits chronic graft-versus-host disease via expansion of regulatory
T cells
(GM-CSF [ ZHilIfEME T Al i o> HEE 4 J1- L CREPERA A et fig 0 2 8l 9~ %)
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[ F 5 L A B RS 1% D BB v k115 59 (graft-versus-host disease; GVHD)
L, WBIEORG 2 AT 2 EELRGIHETH S, FrlZEME GVHD X, %R
WTHDHLATuA NITEIMELZ R TIHE. A7 ZRIBRITRIZMSL S T
720N,

H A T Mg (regulatory T cell; Treg)ld, H C/& Hm A OHERFIZA AI K 72
e TH Y . GVHD (R S o RIfEGEICE LIl 5 & sivd, Treg O
MRy - BEAEIZIX, IL-2 ¥ 7 v & iRk (Dendritic cell; DC) -0 MHC 7 2
A I 53+ 6 0 T sz FK(T cell receptor; TCR)HIBL-CEIHILIN 3 7 v
DILETHDH, ZN6DOKRFZFHLUAKRNT Treg HIHAFHET 5 Z & 13,
GVHD (x4 5 H H7efifiFit L 720 5 5,

GM-CSF (%, ‘B8RO b 2 1E MR - CTh 523, DC ORERER 72
B b B 5T %, GM-CSF 245 512 & TR L 7= CDSDC 7%, Treg %%
REZFHFE L, BOREREREZIHEIL S 2R ENRINTEY ., GM-CSF & &%
T AERN T Treg I AR TR TH D EHFFTE 5,

Z 2 Thivbiix GM-CSF #5-12 . 5 CD8DCs HilE A3, Treg ¥k 241 L T
B GVHD 280 L 9 2 L WO RGO S &1, 18 GVHD OFr#liG %L O B
& HE LA 21T - 7,
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B GVHD ~ v AE5 /L& LT, &~ A MZ BALB/(H-29, KF—IZ
B10.D2(H-29) % v 7= MHC — %, v 4 F—HfikHuUsi A~ —E O E GVHD €7
IVEEA LT,

FPFYBETIIEBNT, GM-CSF & 512XV Treg ML DC Y71 v k-
TACEMEFE LT BRI 21T o712 A b~ R, RF—~<U 20558
FfE I X ONCD4T e 2 Al L BBtk 17 H B HiaEREE LT GM-CSF %,
oy bue—/RELE LT PBS % 3 HIMBEG- L, KM, KEY o HiTD Treg
L%, I T DC 431 2 f@h L7z,

WIZEM GVHD ~ v ADOKJEERZ K E GVHD 227 2 HWCakfi L.
GM-CSF # 5\ L ViR 2> b — URRIC G LTl S e a2 e L7z,

FIREY CREN ORI LTZ Y VREREHWT, IFNy | IL-17 72 E DY A1
N4 v ERPE L, GM-CSF (2 & 518 GVHD il B O 2 Mt L=,

S HIZ, GM-CSF (2 & % GVHD #ifil Zh 325 Treg (24K 77 L TV D A FRGET
%72, Foxp3 IZ GFP #& a8 A L7~ 2D GFP-CD4*Tcell Z{# 4 %
Z LT, Treg &L T #ilAZAWC GVHD 258 L, Zhbd~w A
IZ GM-CSF £ 5- 217\, R —H ¥k Treg 23MFAE L 72V KI T GM-CSF (2 L 5
1814 GVHD Hnifilzh 5 & 35 L 7=,

B2 GM-CSF (2 X W EEIN L 7= Treg OFEREZ METT 572, in vitro TD
Treg FNHIHERERRER 21T\, F 72 Treg OEEEIZ B B £ i~ — T — DRl 21T -
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&M GVHD 7§§$E“Cb\54jtlﬁﬂi IHBWTEH. GM-CSF &512L v . FA8
BROFN Y >/ SEICBN T, Treg SRR T 72, FIFERAR A (T L=~
U A CIXFERBAEIC R LT, i< CD4*CD8DC HI& 2 LTz, L
7> L GM-CSF £ 51 X v [AFEHH N2\ TH CD4*CD8DC A=y hr—)L
FEL L L CHEICHML, CD8*DC M LTz,

= b — VBECEE: LC GM-CSF 254 & 0 i fBtE GVHD 2 =7 134
BICIE T U, Rtk OB 2 300 7=, F 72 BEA0IC 5 GM-CSF # 55 Ol
EECh o, % LT GM-CSF AR CIE, 2 ha— L RHT Kl LT, ok Y
VREO IL-17+T M, IFN y *IL-17+T #if O A B el & R 7z,

F 72 R —Treg ZBrE L7-BEICB WX, K& GVHD 22712 GM-CSF
BEL 3y br—ABHCHBERETRD bh ot

in vitro T Treg AIHIHEHERIRIC 5 T, GM-CSF $2 5%~ 7 2 5 bR
L7z Treg &2 br—< T ANLEILTZ Treg (2. T HfEOHEYE % #iH]3
BIAED IR D 2o 1o, ET Treg DBEH b%ﬁﬁﬂ%ﬁpéi@ﬁ7~7a D FE I
IZEITRBD 2o Tz,
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GM-CSF iZFfERAEIC L 5 DC ¥ 7+~ k& RTE L. CD4*CD8DC %
MEFs 92 = & T, Treg iR A FHE L CW A ATREME S R S /-, CD4+CD8DC
ST TINS5 2 LS Treg Bl A FHFE L2 L FHIL TV 5,

IL-17+Tcell, #5i2 IFN y +IL-17+Tcell 75 7 18 GVHD DR REIARIC HEE T
b EEND,GM-CSF |2 X i8Sz Treg 78 Z 1L 5 M 240 L7 2 & 23,
AED~ T ATT I D EEEE GVHD B8O & L CTHERI Tx 5,

Z LT R —Treg NFE LZRVIREETIX, GM-CSF (2 X 28R ITG5 N
3. GM-CSF &1t GVHD Ml Fix, B A HkD K —Treg (ZK1F
LTWbEBx LN, 70 Treg MHEERBR ORI~ — I — O 226
GM-CSF T L 0 BB I 7 Treg 13, I MERERE O TUE BN & E YT Tl 7e < .
BRI X0 GVHD 240 L7z L HERTX 5,

A Al DOFERH S, GM-CSF 1% CD4+*CD8DC D¥5lZ /i L T, Treg HilE 4 7%
Y5 LT, 8% GVHD 28l L5 5 Z EARE iz, GM-CSF %z 7=
AR Treg ML, 181 GVHD D72 2216 HRIRL & 72 0 15 2 ATREMED
HHEEZLNT,



