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Thl7 S BENRBEERXZNWRER

F oA,k R, E RV

CEFEFPERRRER 2F 80 TARP; *EHRE PSR ERAR SEERT ., 63X 100071)

(4 ®] Thi7 SIRR—FHRIGAFE T Thi, Th2 # CD4* T LR, 117 RREBEMHTAS T, ERIELELH A S5
BORAR LA+ RIERRE . BHEWHE TR (CVID) RREEE M FARBEREREIEABENHRES —, B
B T AR S AR SRS, CD4* T 4IR30 GVHD X, IE4ER%T Thl7 JII7ZE GVHD R4 b R/
BISEARIH T A —Bu458, WABIIE Thi7 AR AN GVHD MIKHRTHRELT MBS, JURR CD4* T 41JAN Thi7 4ijS

GVHD KR W BFIE 3t R AATLRR

[XR@A] EimTHARBE; BRYHEIER; Thl7 480; CD4°*T 41k

[FEA3S] R392.4, R457.7, R392.12

& Il F 48 {3 # 44 ( hematopoietic stem cell transplantation,
HSCT) BT iR G B M A 2O, BHEE NBM
Y5 E M5 (graft versus leukemia, GVL) 2 REBH BW B 2R
BRI, NBBREERRIEXRER, HEZWER
SR B YIS 195 (graft versus host disease, GVHD) E &
MBEBELEFRE, RERBHAKNIEREZ —,
GVHD R it T 41T, &t 4015 AT 2030 48 5 40
MEFEIHSBAREY, TRIBKE. . . b
HEZHBEMARAY, REFBAKEREATIVARS
Y578 E5% (acute graft versus host disease, aGVHD) 1184
BT 7 (chronic graft versus host disease, ¢cGVHD) ,

Th17 AR JLAEHT R IR —Fh CD4* T 4IIRERE, 5
BREEERXRAEY, 17 RECENFERNAF, T
Thl7 4185 GVHD WX R HRFES N, LHPRIEL
Thi7 IHRABESR 2 aGVHD R4, (Bt A RIZEH B
Th17 4EHaGRAN 32 BN «CVHD RILRKTHINE, R Thl7 44
MIFTRER — R R PR R o TG PR AT B4 BF 58t i B 4
$%, GVHD R4 r 518 it 5% 41 4R ¥6 Thi7 40 s fm ) 5%
WU g SLARA R4 . FURR CD4* T 417 GVHD R 43¢
BPREAR Th7 485 GVHD %R MBI fHREG HE
538

1 CD4'T 4fa7E GVHD B

GVHD i 32 3 $t JR 42 2 41 a (antigen presenting cell,
APC) AEEE R T MM EAE 51, T CD4* T AR E
3 GVHD [k, 7RG ¥ APC RENFAMRERFE,
BEEI % CD4* T G HIBME S SMLR S F MBI i T 40 M0
., B RRE KRB AR KR

CD4" T 4i}fi#E GVHD R4 F B FBL0MAL, RIFTHAE

WA E R : 2013 -02 -20; #EFHKY: 2013 -03 -22

[XMiFHED] A

RAWHAREF AR N 4 MR, 3k CD4* T
WHIEALIE , 7E IL-12 7 IFN-y BP9 F4MER Thi 4108,
B4N IFN-y, 854G RNE; 7 IL-4 %S FAMLR Th
Y, S IL-4, IL-5, F1IL-13, FEMBIAREBERE; &
TGF-B M-S 4L CD4* CD25 * ¥ #: 41 d ( regulatory
T cell, Treg) , EESMM TCF-B Fl IL-10, RIFELEMHITH8E;
% TGF-B, IL6 M IL-21 MythFIfE I F4MLmR Thl7 41, %
B IL-17A, IL-17F, IL-21, 22, IL-23 KHMKWEF, 2
SRS, M SRETBMEEF AL A S RERNRE,
Thl 4IHE7=4: IFN-y — T AT A & SRR Thi 40HA04M4E,
B—JEAT W Thi7 SEESME; FIRE, Th SRHE4 IL-4
HuT R 2 Th2 48 G 446 VG 90 Th17 40 B 4M 4k, R Z 35
m[t -5] y

1.1 CD4'TH#iB5 aGVHD 324K 1k, aGVHD R R4 #1
BN ASELWE, BRI «CGVHD MR 4: 4035 3 AR
APC 35 fk: RSB HM A ES ENAQRERKE
FERMESHIE APC, XEERESOBELEARET. &
5T, LARAEE APC BiffH4HF . MHC RISERIB A Tk
s BN T M RAIER : 78 APC 3-8 14 R LR K
FSERMESHEAT, S8BT ARBHOE, MMM
HRRT AR, ENEBEREY; BETWHRE: 8N
THRRAREFHOERT, 2%k, FIE. BE., SR
BERERBHG.

H CD4 ' TR FES 5EEHAMBN RS, RTTNRG
CD4* T 4IIAHLRR M A FIH B #E T 41 M BER aGVHD R4k
FIUSEEE S, ELIBRSEIAY aGVHD TERE Thi HIA S
RAEM, Fe/NRBBIFSRFIFE AR R T Thi 4HHE4 30 0 41
JUEF IFN-y 55 aGVHD jy RAEFRREFTHLY , RTTHA
BRoE R B it E.SI‘AT4§EIFN-15&9€ BP0 #4 CD4* T4 j
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ABBSMEAR Thl 4EERE, aGVHD 187 BAgy Th2 SRS,
FEETEE X RIAESEE T MK R Thl 1MESME AR
BB Th2 404 Lr{3 B3 & GVHD! | TiZE aGVHD %
SR L R R Th17 400 b B B B T et %, Bk w
Th17 fIMIAT BB7E aGVHD th L RIF—E/EH. IHEBHSS
DC &L LR, FURREUR T MHIEMS TR, 7 Ma
SRR R G /AR KL CVHD W EREE
HBBTEARNM, 528 C3 SkEMEER A Thl 1 Th7
B PE K, HEWTAMEAE & T E S B S Th
A1 Th17 44185 GVHD By R4, CD4* CD25* Treg
RIS BHTIRANIEF TCF-B 1 IL-10 ZEMR A RIE R iy
fIZhRE, 8 40 B 4 B A R T O 4k 4 S R T 4 R
APC I T 4} 74, PHYT aGVHD R4,

£ MHC RABABHE/DRER S R, AR Th 41T
ST EARB TR ARG, I Th SREENSHE
FUFFRESRAS , Th 40 434k £ RE 48 In 2 BB 4 4 345, TG
Thl7 SFE TR KRR ERGS . HXAMREFHH
FKAARPIRI, Lai " 04/NEUY aCVHD BALE T4
BT RN, WERE 7T B R 4 A4 IFN-y 548
¥, ERRREHAA TN KB FNy f1 IL17, TE
GVHD BERNHREH R P L RBAERR: IL-4 F1 IFN-y 4
HIFEFTRERNZS B BP0 o5 35, (E5% Bk 2B M 81k R I
FENAREF. KA FREERHEK GVHD 8BS
Thl 4HfA 3%, AR Thl7 4hHt,
1.2 CD4'T#iffi5 cGVHD <GVHD REHBRE KN
BEREEERRT N EEEFEE, KB GVHD %R TF
aGVHD, MiREVMNERZ, B RBIMMIIAELM, TCF-p
1 PDGF 4L AKX HF . B 41MF0 B B ik, Thl/Th/
Th17 A RARARE F, UK Treg £, BRIZ B
FIAHRESES B B2t gRA 0 : FikbHEaR aGVHD
MRERGHR, 58 ERNEE B SR ENEEE CD4* T
AR IR B R, ZERBITE 3 APC 3R 249 MHC- I
KATFHIEHIEL, 37 Th 4K 4k, 2R -4,
IL-6 8§ 48 5E 40 I B F 1 Rl Bt A B F B 4HBRA R B Biudk,
i A AAASBARH BUAIBAR, AL EEIE
RIH BRI

2 Thl7 415 aGVHD £ %

2.1 Thl7 RE—MEHE Thi7 SR Pak £ 3k
Kot B 5 G BEHE R ¥ B84 ( experimental autoimmune enceph-
alomyelitis, EAE) F1 B R H %8 & B 56 35 %8 ( collagen-induced
arthritis, CIA) /MRRB RS BP R, £ RETL.
KRBURTRESH HFRREEER P RIEXEER, B
A5 Thl, Th2 ARKMIL SRR,

Thl, Th2 AN Treg KA % H 45 R E 710 T-bet,
GATA3 1 Foxp3, X267 H F £S5 83 40 i i 3 B A
e, FRHBAERARMNRES FRTARRNLESE, B
REAFHFETF RORyt SRS AR HG IL-17 WEERF,
IL-67 TGF-B thARIMARB S RORyt F3k, B HERE

YAH-5 53 F 5 e 74 7 (Chin J Cell Mol Immunol)2013, 29( 10)

BAERE IL-17A 1 I-17F 1R E FR3%, ATTBSUR
CD4 " T 4HISMERR Thi7 AR, B4 5T RORyt 2iH
# Th17 SRR L X @ RE T, WA/ Thi7
HBIRESFo

Thl7 IS 555 B B ARt somi R e, KRB H
XY, ZRUETL. ABEEEFRS, 28 IL17A,
IL-17F, IL-6 & TNF-o %640 2 B3 7 354 J% 0% 4L o R 40 L
EMg AN, 35 R KRR B A 5 4 4 B 4 #3345, Rohn
SP R AR ES 117 RERNRBEREENL /D EUEGT
Ehes, ERAESEERKTRY L7 Sk, s
WER/NBSIE % /MR, EAE 71 CIA R R0 B /&
1%, BRAERMNE, SR B, RO IL17 W Thl7
GRS R R RR RIS, A RAIT B Rl
o
2.2 Th17 4pa#n IL-17 R aGVHD 4 ZEXBHER
ZEHTRBEHEDI R P, Dander K RASBBHEE R T
GVHD HyHIS B E A 1, aGVHD F cGVHD 3% BRiA B 2 41
A A LekEH Thl7 4UHE A1 B %, T cGVHD %
FERF AL Th17 SUM O B TR, REMETRELES, 5
W2 I GVHD BALRY Th17 40H AU FHRG, TOIGIFA 2
Thl7 4B FRE, dABFSEE RIL GVHD M ¥ Thi7 4%
HREF 06, IL-17 & IL23 K ¥ BERTE GVHD fBH
JERBEFBEA, T Treg #1X41HEF IL-10, TGF-p1 KF
BERTEWA, B GVHD WiFERE, IL6, IL17 & IL23
KRR BREAR, IL-10, TGF-B1 K BF R, Hit
i 35 B GVHD B9 3 B R A 2 Treg/Th17 41} K 4 4 &
H'™), Zhao %' i WA BB Y b Th17 B, Tel7 IR
BE5 aGVHD R&4:RBIEMX, TiH A G-CSF 3 R SRk
55N R i ABr B8P Th17 400 A, aGVHD R 4: 38 R4,
Bossard 251! R P38 aGVHD f8 3% 55 B B4 41+h Th17 41
W BRFEHIE aGVHD WG BE, TR AMAER R
41} (plasmacytoid dendritic cells, pDC) SE#51% % Th17 4fi4
6, RMPTLL pDC K V-tb RILHRHIL R FX B4, $#R Th17
Y5 53K «CVHD By R4 ,

£ GVHD /MR RIBI S, Sun % RF IFN-y 2 ik
BREHERL T MRS MR 1) Thi7 SM4MLII BN Z, 2R,
Fi#8 GVHD RIAEE, f4 R AHtE Th7 MBI HELHE
BTE AR M4, Mauermann %P e B A KRR
IFN-y B T-bet ZHBERBERAY IL-17A, R B GVHD
FALVIBHE, FHIANEER T 40K Th 4H4ME2H
B, Thl7 483 VT BB AL M B GVHD R4 i EEH K, Carlson
& WRIASI IR 7 BE AL LA BE R, Th17 SIS IR MK
BFIBE aGVHD AR T IIE %, TH Thl7 41588
B FHAL T 41H4E R INE aGVHD MR, HEKER
BT S35 TNF-o A IL17A; shF132 BUKA B9 TNF-
RS BUBLR L TR, WA EEK, GVHD 4
FEIRSE, TR IL-17A RE90 B R 45 B7 Bkt . ZE3L4 GVHD
RBFLRIA Th7 ARBIES S, i GVHED MBI, HE

- R BSR4 4A R IL-17 * 1 IL-17 * IFN—y * 948
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Jd, TSk 38 GVHD B 32 Bl 2641 41 vk 3F 5k H F5X 2o 40
Yi £ MBI RAMB#: T M/ S 4 74 GVHD REEF
Hifs: EFERNE CD4* T 41t Se4bR Thl 4008, FEA
JHEFFRE aGVHD; IFN-y 2 BEER A9 4L R, CD4* T 4iffars)
Th2 1 Thl7 i 4LIM Z, 2RI BRI EE; IFN-y
A IL-4 FERER R A BE R CD4 " T 41 HE B 1) Th17 4084
1, BREKE Y BB FHRAMA; IFN-y 1 IL-17 2 EEBBRH
BERL CD4* T 4hjfaf) Th2 MM EINE , TR EAME, H
AP BP0 B T S — e 40 I ) 46 3 R RE A 2K Bl 36 GVHD, BEJS
AP ELE/NRER 8 2 B RS T-bet 1 RORyt i 77 3%
XA BHT Thl 1 Th17 4HRLAGIMBE ML’ , RIZTRAMNE
BB ZH GVHD R4, FR7ZEMBEEALRPERI
H GVLERARE, 5 GVHD 5 GVL 4B s34t T &b
Mo IL-22 1 Th7 M E —Fh R EAREF, HRE
RPAEBERL T 4004030 1L-22 B8 516k 2k i 7T B B W2 2 B
aGVHD *EREE, 5 Treg LLOBEE A X, R4 & 4tE
T 41/ F 8 GVL 3%, Nishimori 25'*) #£ ¢GVHD /MR,
BEP LRI Th17 4AM N A9 EA, ZE80E IL-17 " 4tRL T
HAHaRT, 32 RUAY BL R AN BUIR A cGVHD R ILX 8t BF 4:
BERL T 4Hf41HH B .

RF Thl7 ARMBORHIE, ZEHRIAN IL-17A BH

FEBRA T, B PR 40 B v 4R S 4T,
2t TNF-a, L6 SRIEMRE T I, M FRARRE
REHG ™ TRBTHRERGRIH T RS ELE
FHZEHEEANT T HRERTIBE X, RRKNEK
B T 4R #ERERBEEFRE, NTTRIESH Th E
B IR RERBR T RGO, b b B4 4 R
Himt4r3% CCL20 3 &, T Th17 4 ff 3 HE ik H 24k CCRs,
FEMEAERNS Th7 AR EEBTIRFREGY .
2.3 Thl7 §Ra# IL-17 F—E {2 aGVHD £4&  Broady
S BHIE BER TR R, S5KK4E aGVHD
HBEMLL, &4 aGVHD B8 H 5MA i+ Thl7 408 4 F
I-17 K PEEZ TR BER . TH IS BK aGVHD B B 5z Bk
HA Thl7 f A5 EREEEE AR LLARRT BR4>, Thl 4AHER
BHZE, BHANE K GVHD B R4 FE 54 L )H3 Thl 4
MIBHEAR, AR Th7 4.

#£ aGVHD /NEBIBIBFSE S, Yi 47 RIL 117 HERER
HBERL T 40/ Thl 4HHALE B2 TR 4 RELRL T 410,
HZRIFHE. S «CVHD SSRBRATE, RILRE
¥, BUEIAK Thl7 4favT Al 409 IL-17 T8 Thl 408
4k, AT % aGVHD R4, T Kappel %1 XD 52
I-17ZERERBER T ARBHENZ R, BHE)E 90 dFERS
BPAERGRAMETHZER, GVHD BIERFAH T2,
{HRT# GVHD RA4:r RIBE H 8 B#E58, i H7E GVHD B
BrEt, BUE Thl 40048 5E 40 3 Lo DA & IFN-y, IL-4, IL6
FRIEHRBFHRABMETEH, AN IL-17 X GVHD 3
WRERWEAKR, EREEN R Th 40K 485 4 KR4, B
RRIEGME T4, 514 CD4* T 41fA-F /Y GVHD #
BRE, WATRE RIAFEREREERAY RORyt BEM T 41ju

1111

ABBIE Th17 Jyr4r4bet, X328 GVHD W R4EH T B EE
WU, $5R Th17 4AHETTRE3F3E aGVHD R4 ML E &4,
2.4 Th7 FRSHWRHAMKRT ®TF Th 45 GVHD
HRBIFEVIRIBZER, BFIEE R I 25 Y A0 40 V4 YT 7T
AT VR Th 40 M T 3% 49 45 R P B Bk ik 3% GVHD R &,
Am80, fEA—FFRMEREFTRLY, BNEEATAS
B4R 40 M 5 M09 B 46YF , Nishimori 251 Z£ ¢GVHD /) BUiS
BB RIL AmB0 ZEHRSM A Py SE 10 34 AR 8 IFN-y A
IL-17 B4, B 27T ARl F 9 Thl F Thl7 252k
%3 cGVHD, T4k R H 1L HA (halofuginone, HF) fB4¢5
I Thi7 SUMRRSME, AR MM T 40 M9 B 00 R,
Cheng %7217/ NEAT R BT 1 d ZBHE 20 d AT
BEAES HF SR _ R W (DMSO) , R 3L HF 432 BLE Bk
GVHD R 55 DMSO X R4M LA B RE, AFEEE
SR HERHE¥ A B, RN WED AL
Th17 4AM98 B> FXH R4, HEZRRAA B M Thl7 405
BB R/, HEWT HF 7] §8E 3 4 R b &) Th17 69440 TRk
BERFHTERE,

EHERABRKTERITARESHREN BN, Yag
G0 B L MBS Y Treg FEZEMRAMESRY 14, WA
aGVHD HREVNRUE B 45 B3 B S 5w e R B K KA gt
[, SR -S54A TCF-8, IL-10 =438 LT IL-17 B>,
IR} Treg B3 BT Th17 HopIREMEA %o B 7R F 4
(mesenchymal stem cells, MSC) Fi-F3¥7 GVHD B3 LR,
Lim 1 Y3883 MSC 5 Treg B4 4 1 LA EIR M8
TR, BN IR EE Treg A1 Th17 UMM LLAIKBEH B
HNBYFA, GVHD /NERA ARG R B ER T 8 MSC 5
Treg )74l

3 GESRE

Thl7 5 B B ARRFRHRRABRIE R, RS
GVHD X R ESMABIAL—. HAREHEHIRLERUN
Th17 41X GVHD W RERARAER, PEHRBHT A
—BMER, XTBSARANERYRITLAEFR, B
B HHSETRE BIMERZAE) AR, AR
4377 AT AR R EE £ APC FREM SR HWAREFR
H, ATRERRK T 4Kk, BRI%T Thl7 AR
HANTHEHIER, M IL-17A, RORyt REAIRTRE
R Th17 GRERE—STRNR. M, ESHIEEH
BISE&WRET GVHD MRURBIRBFSE, ML RSB
B 5 KRBTSRt T B AE LUR i KA PREEHLY A 1
TIARAE. FABIE Thi7 I RA 4+ F# GVHD Rk
PR, PR SERERNEXYE, $EBHTRS
GVHD WAl B , K348 GVHD Fl GVL A i $T
BR, MR GVHD A B A FFREST B2 o
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