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Th17 f8., AT HE THRHEERSROEREPHXER

£ A, % BT (HFERAERBRIRITERNMSAR, YK M 510282)

[ E] Thl7 4115 T 4IHE(Treg) RITFRFRRIMS Thl, Th2 FHREL AR CD4* T HME, —EFEHREFL
AR HPEEN. IEEERRET _ERHTE, AATARRERSHNER, #4804 E—RNeSRER
[f. Thl7 45 Treg IR S AR S EHRAAHYRR, BLMBREREHRERERBEELN, 3| RRBA(R) LS5
%, H—SINERHSNTRG . AR T Thi7/ Treg THAKNEY, DR SHmMEEREDNLE.

[R@IT] Thl7 4j; W54 T 4H; P4; R46; sl dmizs

[RE%%8] R392.12, R743.3 [XRErER”] A

HRBI4E T 40 17 (T helper cell 17, Th17) 5{&3¢#: T 4
J (regulatory T cells, Treg) BT 4ERME LIS Thl, Th
FRTEARE CD4" T AMRER; Thi7 MRAFX IL-4 K
IFN-y, HIWKF5 H A & 17 (interdeukin-17, IL-17),
FERAFRIERNL; Treg Fik Foxpd, FENFREMS, &
FFNBERETLEPREEEEM. M SLERNL Th?
HIFN-FRBET A Treg ZETIREM LT BRI HE; #1
LT ERRENFEEREANTTH, BIEREBRY
RfHFRILL Thl7 GERLF Treg FURMT. —HWEN/RIIEH
HESHSREERRN, BETEFRN. FR. BRE2FH
FREUIAER, Bl 5 RA o X FRINAEFE ( cerebral infact) J§
WIERAERBRTAL, 5 RFHHM(R) EHFHRBENE, H—
PMEMAL M FLG; B 2009 4F Liess S0/ NR S Bk
B P RE R RIT Treg MENAIYER, BRRE TR
FFFHRXRE Th17 40, Treg ZERNBLINEHRXER . AXER
T Thl7/Treg VAR, R -F S5ekm i mAEPRREY
HRHRE,

1 Thil7 4
1.1 Thi7 IRMKFES L  Th17 414 R 2005 4F Park
S EEBIFRR WM B B G Re b B BRI (experimental auto-
immune encephalomyelitis, EAE) B{IEIRf R —BRF F
Thl, Th2, Treg ity CD4 ' T MTERE, BIAF% IL-4 ] IFN-
v, HFAKFW IL-17; HAAERH FE T4 FRAEXEN
JURZ4K yt(RORy) B,

WEBRRY, BRIEATE TGF-p 1 IL-6 SR 1§
T, #1% CD4 " T 40AR AT LA4r4k % Th17 4100; ToEIRAEZER
TGF-B {R#H 7] Treg 434k, FE/NRE R T/ (multiple scle-
rosis, MS)BRH R I CD27 1 CDT0 FE 533 B 7T 42> Th7
HRRE

MR, —g2 AN, AFFRIKPA Thl7 FHI 4L

WA E N : 2013-01 -07; #RWHRM: 2013 -03-18

RERATFER; A2 Thl7 KB HMEEEA—ERE TGF-B
25, MRS IL-18 f IL6 /+5; i Acosta-Rodriguez 2%
KEANRARES CD4 " Th 4150 - RORyt By X F 5 Thi?
MK RE 118 3 IL6 fN3&, %)% TCF-
IL-12 . XF A Th17 R HEIBREFES N, B
Bi—EHANTR.

1.2 Th17 fMEER Thl7 MR FEE I KM R HARE
FHRECPHERAM, R EEAR>S4&GEER, A
RIER B, B A4 IL-17 (IL-17A), IL-17F, IL-21, IL-
22, IL-6, FEIRFEE F o (tumor necrosis factor o, TNF-a)
%9, Hp, I17A REREDBEFNNBRLET; L17 £
FRIGEER, ETHEFRAMARET (0 IL6, TNF-a) , E
Rk 40 Bfa 42 44: 28 H -2 ( macrophage inflammatory protein 2, MIP-2)
BET . B2 S-1 (monocyte chemotactic protein
1, MCP-1) MEREREHBNRE, FIEAKHRBERN
HRWIR, FIRT IL-17 3BF] LU 458 B F TNF-a, IL-1B, IFN-
yEFEEDRER, BARERN; IL-17A 4S8 554
BN . R PR AR R IE
F, BRRERZREBRBRALTRE, 3 T AREEL
EHRAREER" .

2 Treg

2.1 Treg WRESHL Treg R 1995 4Ef Sakaguchi &®
BRRE, R—RR5F5% CD25 5B FET Foxpd JHHE
9 CD4 T ZRHH" ; Foxp3 BGFakAI CD127 iRk Z HA TR
PRI E, CD127 077 LA o B 40 M B — N4 R dk A
B, RIERABRRFHRF, Treg T4 D RAT=4H
CD4* CD25 * Treg( AR 45 T 41}, naturally occurring regu-
latory T cell, nTreg) AP =4k 33 5 4 T 418 (adap-
tive regulatory T cell, aTreg B%'irduced regulatory T cell,
ing)[mo

& e
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18 & 8, % Thi7 AR WY T AREFERE

Treg HIAHEFRE B ZFHRE FHWEY, TCF-g 7]

B T MR Treg, 16 ATFENTX —3 &, Foxpd £
nTreg LR REHERETF, CERERFEGFEES 555 Y
BAEZEETF; Beal £ B HA iTreg 1, BTHRET,
Neddd KEHME/ERER 1(Neddd family-interacting protein 1)
WATRIA iTreg M504k,
2.2 Treg HIZHRE Treg FEAWATIEE: RNt S5 %
BETREYE . SREiMb R4 Treg REMBMH CD4* F1 CDS* T 4
KRS M, SFRBMBIAIEA T SHRNEAZHE T SAZhER,
FCOURIPTRE R : SRR A0 MU BB 4 A0 280 B B T 40 LA 955 4k
FUIETE; 433 #E B T (fn IL-10, IL-4, TGF-B
F)MRERFMRIZHEE; RETBERENREE IL2 B
BRI, BB CD3 RS (mAb), I
K1 CD3 mAb, #i CD28 mAb MBEAEFI R BRI AR, B
MRIMESN, BEARMA, AW L2, B Treg 77 LIR
TR SR AY S B R R, R R B E K H A% B,
EEFIREETEHREREER.

3 Thl7 4ARa% Treg IR

Th17 48}35 Treg FEZHRE LM E R, ZEoL LA EA
HFESER. WRTCHR, —F RN AKRETFHFE
T, B¥IM CD4* T AR R TR 4E; NEEED, &
RERTREA REEFRIME, SEERGEFLH TCF-B 1)
TN T 1M, Y% Foxp3 ™ Treg BYP=4:, NTTAER: SR
fil; ARV, BREREEARES, IL-6 FHAb4EE TR ES
i, 5 TGF-B Jt[MH Treg 41k, /233 Th17 GHASME, AT
ARRERN ™ 0. L2 REERN TAREKET, 7
LU RSH ST FHIE T 5 (signal transducer and acti-
vator of transcription 5, STATS ) i BERE/GAT BEFaX i IL-17, 4R
2 Treg B 7=4; 3B AT LA &I Thi7 @434k, W0 Treg f %K
i[l‘] o .

EXKRET, Th7 4105 Treg FFEHN T4, Riks
WFRERRRE; H o EREA(R) R ERD, TIER
HREFEENERY, AMSSHBHM (0B SRtk
BN M BRI, BEHF) SRNRERBEER, B
&, WERREN —HERRBR PR RERRTTHRA
B, U IRFNRITIE. I ZHEEOERS
(systemic lupus erythematosus, SLE) fE MR I, 7£7E Thi7
HREBEIELE, UK Treg P RBA BRI T W, Bt il
T Thi7 4185 Treg WF45, A BB NKIT SLE HFHF
B!, Basha %) Fi| Fij /1N B ) 2 # 438 5% 5% ( obliterative
airwaydisease, OAD) R R3] Th17 MR EERH X IFE B
SPURBK IL-17A # IL-17F RERA S AERNHEE
N, 25T OAD WRKLR, Bossowski %" RIZERW
FTRBFA KK B R R 4 (Hashimoto’s thyroiditis, HT) & % 4 &
I RFFFE Thl7 M AIRYIE 2, B Thi7 405 HAS H R
B AR RARSE, MY Thi7 SRS S TR AR
RERNHRERBIR. L " 58 R Thl7 HHEF-4

B IL-17 SRR B P R R R ER. TR -

1 14 A K& 781

FER. TIZEBRY T ML R F AR M ( Eimeria tenella) {38 4
W, AT IL17 5, SRERBR M, HXREESE
fi&, ATOHER IL-17 AT 88855 7 oM SE TR By R e A9 4 8
WHERE™ . HILATR, Thi7 4. Treg ZERREIBRE R I
HERAARRARR . BAMMAR —FHTRY, KTIX SR
RENBHTTH . KTEBETERR?

WEMETTE W Thl7 401, Treg $B 1 (%) ThERAF
#, tiim: TCDD, BB EURLRKREF M, VECF165 #
AT H Thl7 4008 &) 4+ 4k, b Treg™*', microRNA 1
miR155 F1 miR326 H4 7] Th17 4B Treg 441, “bk
B RRRIR A B FRRAR PRI CD4* T 40H =4 B
BR5 Thl7 YUK BIIEARSE; BAEBINERS, T M
RET LIS Th7 AR

4 Th17 AR, Treg Sk iR 2x b

BRI SIS SRR B , Bl R 2 B R R A
R A B B B 1L B SE R, R e 20
MEJL4ESR, Th17 MR Treg ARVANGEILIS 464 5 I BFSE RO 2L
Ko THETERIBN K4 R R A A ARSI
4.1 Thi7 HMSHRMERER TREDWRBE RN
PRBFSE, AR USRI TL-17 3K T; Li 89 £,
ZEA B8 1 #4: R 3 o R R X B 4 450 % R R 6 B R 7
FrmAFRITAS T, FEI T SRl R4S IL-17mRNA
RSN, B0 117 85 T MBS KA RR, # 2T
etk IL1T SRR TR E G, B8 28R40,
Shichita 4™ #4476/ BUIR Sk M FRRYE SR R, G R4
Qe IL17 RIEHR, B4 117 R 2 E R T M,
TiARR Th17 40, 3 EZERR T voT IS TCRyS 5
BEHUARER T voT SIRAYTHAR)S , B T BN IL-17 (384,
HERST /MR ER,; 2R T IL17 RS0 E &
AR ; B, Gelderblom %) 26 /N BA hi AR, R
FIIL17 i) mAb $HF T IL-17A BZHERIS, JRE T So0d b bnr
MRS, ETRATERER, 3 REPERN;
FUR IL-17 B4R ) $E A AS 3897 B — TR A ; Wang
S o FE A T/NRAC R AR, 2l A1 K S i kR
FEE IL-17 BKPFH 5 3% ELiE FAU I B R AT A 3 1
B0, RO L7 A RFHBITTHFET, Yin £ M e
AR R AR 30 d MEMBUNELL, 3485 R MR
JEEEBRA A TEAT IS, R Th7 41 B A0 A R IL-
17mRNA A RHMME, HiAN Thl7 HRS5 T Hmit
B R T R A B R SR T

B ERTR, 117 $5 7 BSkS KRR, H 1L17
RERBTF Thl7 41H; Thi7 SRR FS S T RSS9 4
R, KEETRANET,
4.2 Treg STRMAEME S Liess & 72/ \FA PR S &
L, A CD25mAb X T ARG, ZIVNEE
FEEBUMA, HSBIRIREME, B8 Treg 72 Mkl S 46 55
RE P RIEREFER. M, RITXRELHABES
BB FIREEN T CD4* CD25* WS 1 T IS5 T X BAa
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BRSNS REARAG R RER Y, XF LR X B RE
ERPAA . BRCE™ 13 /D BT Y B i 5
B, FEBM LAY, BN Treg BB B/, TIZEBRR L
“EKEHM, BSREAARAELEEMR, YUst0n
BRRY5)E Treg ThRBAATFESUBEG N B RRAS o 46 Bt o R 8
HEREA. T Ren 4 26/N A P BIB BB T HAIL
FHAH R Foxp3* Treg J7, 3 8A RI/NBAEFRER S/,
HERFIBLRARE, ®E, Kleinschnitz 7 R, 7
DEREG /NRAHHREF, BREHENER Treg, RTTH/ANT
G 24 b MRERER, HRBT MERRTIE, KT Treg &t
ki E BRI RN, MELE—EL, HRES—S
BABIIE.

Fsb, RF Thi7 4185 Treg By P45V 55 GRS &
HERERGRRTRMRD, XURRATHREL M I8 5
, REBE—SEAR RGNS Thi7 HHS Treg S it
F(ER) THRERIAE, Ik ok BAS oP 936 T SR LR B .

5 Ih\g

LLPTR, Thi7 4 Treg 35T ARSIWEIG S5
WRERRNR. HoHRERIFRR AL ——EH
RAXR, MERBERREI . BRIEERX Thl7 415
5 Treg WBFSEA T RAMUR, EHEXNF_F M4 ML,
ZENMURERR T M EXR A VSR LRA R,
R R AR I PR AE S R R R R A OR RN ( 5%) T
R, URNEXRNFERZ SN, BEH—SF.
LRI AT LMERA TR G AR RS o 3 B R AR
R, FEH BRI T R B B
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