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Differentiation of Th17 cells: recent progress
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H AT AW I, CD4 T 40 i 32 KL 4 Ak A T R 4
fIE AT 43 h 4 BUAKON T 4 MR - 4 B E T 40 1 Y
(T helper cell 1, Th1 ).2 #( Th2 ), V15 T A reg-
ulatory T cells, Treg )FIT 487 & I A B ME T 4 i
Th17. Thl B 20 g8 i 53 W T L K y( interferon v,
TFN-y )55 240 H DA 1~ 5 200 i G 732, 7 48 e R s it Je
R R A RON 5 Th R4 U 58 35 43 TL-4( interleu-
kin 4 )55 L PRS- A e, AEBT A AR R AR R
RAEVATVE R . Thl %Y 505 S 2k 94, AT i B8 2 2 4
PRI AR AE , T Th2 78 Gl S W A I8, D) mT 350 i A1
. BRT&Z B, Th7 YA M 7E 40 51 240 B Ik e b &
FEZE AR, T Th17 B G028 52 7 2% 78 D) A B f g
PR B HEVIE R IFN-y A1 14 753 5135 F
Th1 #1 Th2 40 HY 7304k , % 5k K T-bet Hl GATA-3 71
25 H A R R Y Th17 7R R &
&S/ Thl F1 Th2 4 HLAFAERT AN R B RFAE . AR S04
#E Th17 4AAfL 534k T K FL RS 5 T A A 2 3 e Al —

1 Thl17 AREIREMSES F

1.1 28 5F IL-17A/F = 1L-22

Th17 W] LA™ A= Z2 Ff 4 j 7, o de 32 B2 A0 50 0
O3 F M IL-17AC B TL-17 ) TL-17 Y 35 B AR W) 23000 S
PRk GV B, 76 4 P AN R B S s oA T B
IL-17 W58 RB 518 R HEBR A B My A
BHHYIR I R4 1L-17 B9 CD4 " T 40 ANy
HRLELN D T 40 A R A 4 o (AR A,
IL-17 AAXAL H Th17 40 5™ A, H At R 4K 0 92 40 i
ST 4l NKT 20 A SE 28 Al 77 AR TL-17 0 IL-17F &
Th17 53 55 — 80 43 F, AR IL-17 4 K
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ROR ~yt HFE AT S50 CD4 ™ CD8 ™ A BH 1 40 Jied At 7 191 7
T, AT DA R A 5 i a2F A 20 e 0 S 1.
IR/ RN R =S W S IR N AR 7 S
( lymphoid tissue inducer cells, LTi )F1 LTi AL 40 M Y
RH AR P ik 132 ROR vyt IE 5
Littman BF 5% /N HFFEIE 92 T RORwy t 76 Th17
bk E P EEAE . KR 2L GFP 6 A
ROR ~yt FF ] 352 HE Hh o 25 B 2% A 280/ B P 2% B /)N
Wl % B8 @ A )2 ( lamina propria, LP ) 25 10%
CD4 " T 420 etk 2R ik 4 5 8 H GFP( GFP ™, Bl ROR
yt* ), iXEE GFP " 4 g v 45 K 2 834 23R 3K Th7 4 i
Kl IL-17 F IL-17F 5 -5 AR XS 4, GFP ™ 4 v 2
e/ HC AT DA 2] T-17 . 2k 3 1P AY3X#F Th17 40
% H 7E ROR yt it [ /0N BRUAAS 9 U0 11 30 7 B I 1
1 Th17 AL FREL AR SN S2 50, RORy t B[4 CD4 " 4
L IL-17 Ay 3R3K 5 5 W25 5 1 ROR yt Ay 238
JELUE SR CD4 T T UK 1L-17 A IL-17F, XL
ZELIER ROR yt J2 Th17 41 i 434k v = 22 1 5% 5 X
To IL-17 B E 3 F X E % th A FE AR SF 1) ROR
A 5 JGF 7 51 ( ROR responsive elements, RO-
REs ) fH3X AN RN JeF 2 B AEFE DI GE, ROR yt J2& FL 4%
Z: 5 IL-17 &K i S 1T 38 2 () 3 AE DL E R AN T
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RS R RE S, ROR yt Bl I A g 58 40 fH
Wi IL-17 i 3Rk, Rt b FEAE AL I+ 2 5
Th17 LAY SMETE S . 0, Yang 25 % B & F 9K
A% ZARF 510 ROR o AT HRA] ROR yt 3 [A]fie
Th17 40 B i) 4340 R DI 6E , A 2 SZ 5 IE SE Rora 1 Rore
PR [ R /N UK P Tha7 48 i i 43 Ak LT 58 4k
RELT , 117 22 B0 % R MR8 1 B iR Bk . 5 A, & IR
¥ STAT3 #l IRF4 78 Th17 ML R & h g S
YERC LR gk ).
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PR PN ZNSZ 06 BIIE 52 1L-6 A1 TGF-g 1 3 8] 40 38 N
VEFIG CD4 ' T 41 335 TIL-17 A1 IL-17F (46 30 A
O SRE S L6 /N BU I D Th17 40
BRSO Hax A2 B AT XS Th17 4084 509 A
S e PER N 52 B M B B A e ME IR B8 R ( experi-
mental autoimmune encephalitis, EAE )[4t PES R RE
Hb, O FH A BE DR 5 i 45 19 T A0 ML RR S TGF-B 15 5 5%
SRR A /N BB A BE AN 21 Th17 40, HL I
FER BN EAE BOBLHE 2 A B 5T P & B TGF-B
inS iTreg( induced or adaptive Treg )= A%, {H 24 1L-
6 AT AFAERI I LT, iTreg BA AR I8N 42 22 1) (5 3 )
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53 Treg M1 Th17 20 A A B £ 20 1 DR 7K ST 1) 94
B

TL-12 4P 7 F M 61 1L-23 5 H T S (10 7= 4
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TGF-B RPN Al LA T K35 IL-23R, B2 3 i 1L-
23 (RN E o o MR N B SR RO WO, JE IR & Th17 4
LT o 40 R ) B SRR S8 S B Th17 A
14 1 G P SR B A4 D T 1123 1S
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W AH R 22N R TL-23 76 Th17 20 9 34 2 35 HA
A A EENER
2.2 AHskmitAF IL21

K 3 AN SE B A 5T B UESE Th17 41 i nT
I 2 WA D T TL-21 GF R BRI B B
A7 WG R, T-6 I BEWI R CD4 T T 40 i 17
Th17 434 R EZ (55 50 1L-6 1] TCF-p 1Y
& Treg £, B A TGF-B £ Th17 Az il ; 1L-6 BRLEF /1N B
PRI Th17 20 ARG 5 i B 0 . Korn 45 BOBIFSY
R TL-6 BB /N BRUA P A0 JE AT A 1) 22 4 () Treg, 1M
WX B Treg F205 22 J5, Th17 40 M %5 2 5 1 o 3048 i
PR AR P AT BRAP A ZE A 15 5 23 F AT LA IL-6
HIFE Th17 Z0ME 50 AAVE . E— 20 1) SEE0TE B, Al IL-
2. IL4 IL-15 [ 40 B 7 1L-21, B4 TGF- 1T LA
VB IL-6 BLFA T 40 MY 404k, iR N TL-21 32 iR BB
CD4 T 4 a4~ 5 /9 Th17 40 A8 5 b7t [R) FE 37 3. Nu-
rieva 25 MR 45 1L-6 HIBE TCR W& ALIGRILG CD4 T
YA A5 S L R R AT, & B IL-21mRNA 7K i 2 4
i, EB Th17 4028 1L-6 5 55 7l i 3k 1L-21, 1
Zhou 25" HRLAE (Y ST I B W HE— I, Th7 A 4
WM T 1121 LA £ L6 15 § 774, B il il
it H iy 200 S 2 IL-21 f1 IL23R £ik,
I f# Th17 4NAERS 1232 B8 2 11 1121 A1 1L-23 434k fs
S T R AR T AR Ak X S T RE 4R T
Th17 4053 Ak ik B2 v Ve 5 97 35 5 K Th7 00 1Y AL
il
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IL-23 r]iE 4L JAK 346 ( Janus family kinases ), PR
PEOE AR 5 5% 5 F0 % S0 KL 3( signal transducer
and activator of transcription 3, STAT3 ), &4 Th17 43
FEFREE v, STAT3 Gk [ /™ 5 HIl 55 1 Th17 20 il i1 53
)T STAT3 B 3 2 3 WU /] 3 TL-17 235 14 1
Y GWRITHEN IL-17A/F LR AL AR 3 X 48
YFEAEsE STAT 2540 0, 0 FH e €6 I 6 38 DO e 4 AR
( chromatin immunoprecipitation, ChIP ) {iF 3£ IL-17A/F
JE B F X8 ] A1 STAT3 B34, i 1M STAT3 Af
HES 5 IL17 550875, STAT3 BRFEULE Th17 44
AR 5 P F- ROR yt ERIASZ B0, 177 STAT3 J&
HREIES S Rore FREESEA R A TFIEL ., 106 i
S IL21 R WEUESE & STAT3 HRi fY, STAT3 A B
LA IL21 BBl T I IL21 ks,
AL, SERIE B TL-6 IL-21 F 1L-23 5 519 TL-23R %
ISP 2 STAT3 Ry . PRIt STAT3 2 /b A]
Wik 4 FALEI S5 Th7 40 M0 1k - B4 45 A IR
IL-17A/F JERF IL-21 B[R 5% 53¢, 2 5715 ROR yt Fil
IL23R Bk,

TGF-B {5543 7l#E Th17 Fl iTreg B4 H A &
EEOER, BHEAER G BARYLE R AL T, TGF-
B HHAZIRLE S IS AT BUT W40+ SMAD2 5 SMAD3 [
WAL , D 1T BT SMADA J& pl — B 1A, 55 7% 2 4% N A
RS R e SRS B B TR AT SMADs 1] 52
5 IL-17A .Rore 8%, Foxp3( Treg MR ERE RN T )
L PR SRR YT A G SE B0 = UE i o
2.3.2 #xHEFIRF4  THREIIHF 4( the inter-
feron-regulatory factor 4, TRF4 )W 55 Th2 4f g 434k AH
FHE T GATA3 Y33k, BU7E Th 4N 43tk &
FIEH] . Bristle 25 2 % Bl IRF4 [AlFESS W25 Th17 40
LA oAk o AT AR S 56 UE S, TRIA B /N BRL B 1 it
EAE (50 ;s N TRF4 BREEA /N BUA P 43251 T 41 7E 44
Hh Th17 43 AL IR BE T N g o A R0 i = o Ak, ax ot
IRF4 BLFE T 40 ROR yt 23K 7K - 55 B A= X HE 20
I, T Foxp3 7KWl 55 5 A A3 58 ROR yt i 335 7]
PRI TL-17 BY7KF X W] BESRE 7R IRF4 A2 T ROR yt
B, BEBESEY BoR, 18 IL21 F TGF-g Hh[a] &5
FEMEE N IRF4 BREE Th 40 BEA ROE AL IL-21 H 5
WIS R 1L-17 B9 7= AR L UESE A 43 W R 5
IL-21 £+ X%t Th17 B9 53t H 56 4 Bk 7 5% S I+
IRF4 .,
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FUHAMRESE 2 R, Th17 00501k & B Ak
#iF Thl 234 A G54 F K 7 STATI , T-bet . STAT4 I
Th2 FH55% 55K F STAT6 ; 1K 41 41 Jifg £ 5% ¥ 7F A1 Thi

AR T TFN-y FIC 2% )Th2 20 5 1.4 B9%50% Al il
IL-17 B335 B I Th7 48 i A (UAE 23
342 RS2 T Thl 1 Th2 , 11 B 4% 0B 046 A2 il 2
W] 7 75 45 A 45 0. T-box % 5% I F( T-box tran-
scription factor, T-bet )l c-Maf 43 5J&Z 5 Thl 4iiffd 5
Ak IFN-y FR35F1 Th2 4534k 114 33k b 8 2 1 7 ok
K, K5 T T-bet BFE /N B T 4 M 1L-17 7953 W53
I TSRIE T o-Maf 28 35 /NER T 40 M IL-17 #9536 i
WD, X VLR T-bet I c-Maf 34 17 [ 8 5 1L-17 3k,
T30 I AR IL-17 4 M S B 51 IL-25 Al 3E
AT The B4 ARTH A0 ) Th17 40 AG 546>, 3 [
FEUERH T Th 40 i P #F 22 [ A 42 35 BAHE T . 44K,
Th1 1 Th2 A &5 si K J2 38 i A AL ] 10-17 1Y
FIREAFHITE

IL27 25 1L-17 3k 7w iE 37 127 J&§
IL-12 FIGER L, A3 p28 M EBI3 4. A1 IL-
6 SZARFAML, IL-27 SZ A4 A 2L W] AL gp130 F155 — 4%y
S WSX-1. WIlHb 5 JE H( Toxoplasma gondii )18 14
JEYL I TL27R SR fG /N2 B Th17 4 A 50 ™ &
B X #l 22 R G AE 5 TL-27 B30 i 3% STATI 4+ %
Th17 444k % 67 1] 8145, TL-27 033 b 90 46l 580 07 7
STAT1 HF /N A BE S8 30

WFSE" ™ RS, GEF R 2% T 40 A K 45 1 400
PRI IL-2 AT3d e STATS MR 42 30 i Th17 4 i 53
fbo L2 AIHRHE Treg 4 434k T IL-2 55 56 5 &
BRI T STATSa/be FUTF IL-2 BRfé /N B, STATS #it
Bea/IN BRURT RSB 1 B e, R BEHLHR AR N Treg 1Y
B Th17 20 M 5 5 38 m. 44K, IL-2 4nfof 38 i
STATS #14il Th17 LAY HLEIE A ZARTE 2, A #EHA
i STATS A] B2l it 1 Foxp3 335100 0] 35 2 2 H
XJ Th17 4L oA R 3l A 1

4 A Thl7 RS

/NERTh7 204k % B AH S B 5% 1E 126 8 R A FIT A0 3
PR RIS, B2 AT IR R S 55 RS B Th7 /94y
RET L, SN ETE T P A G [ R AL
K- P /N BRURH AR 1 K A TR e A i e N
IS, BRI TS R SRR AT
AN B3 AN [F T/ Th7 40 B9 /LR £, A
Th17 4HMIFEAR 48 P70 IL-1 L 1L-23 S8 7775 500 F B
YA S LTI ATE E TGF-B IS 5. 4k, 0f
FEEE A FL AT A R RE 2 B 55 38 A0 0% Joi B, IR A
F:(1) N A AT BRI SF 595 B 2 9 R 58 b
S AW K A 45 35 R I SR R AR AL 1 3 25 4l
FRRGHT R T 40 M K0 it DL R JEL 4l B 0 77 7 AR A 14 BR o
P SRR A AL RS TR AL GEAZ M T s



© 194 -

o [ fifoed A M Ay 2, 2000 4E 4 H L16(2)

TP IREE S A0 M Vs G T BE SN WD 4G T 40 1) Th7
IAC AN IR A PR TR A ). (2) NI TGF-B
(4 ARSI /3 AL RS Hp | A RT 3% 1T 09 10775 B
4y BRI RE & A R BE TGF-B 5 b Ak, A A0 & i Sk 5 1) 47

A T 20 i A A b 23 A AR TGF-B T B R JH 2 — i 1ML
AN ARFSE T RESE N A e TOF-B Bk i
X T 4RAE 1] Th17 BJ& Treg J5 18] B 43 AF A6 S BEVE -
AR B 2 R M) 375 5 Th17 7 1) A 434k, T e ik B B
W] Treg 7 1] (4 434k, BIAE AR & P+ 40 1L-6 5% 1L-
21 FETEIRANTT G IO . PRI, v e B P A TG -
B MIAEAE VT REHE 25 =M I SN 45 T TCF-B MR .
UL, 3 At ST RIF TN A w3 R A 2 4 Ak
IRBE, B an R AR T ISR UE (00 4R T A A G 1M v
SRCRRRAR TR 1) I3 5 35 VA S I R, B A TR AR
KT H: A Th17 40 (9 53 fb MLl 5 /0 B— 2, Hop
TGF-B F1 ROR ~yt [AlHE & 4535 AN o] U H

5 & i

SR BB RS MR Y Th17 40 A 201k &k B4R AL T
ATREME , Begmske [ Thl 0 Th2, & & T 40N 1 IL-2 78
KIGHD IR AR ZA) . B ETA b 52 2 40
AR RARP Th17 QAL B 2N 2, 22 P ofl
PHC TR A B B LAy TG AR DC S RIGR T 40 iR
PR AL T B 1 oA A5 5, P A 6 4306 116
1L-23 #: 2 J& TGF-B 1B MU 1Y 5 5 0 1k 240 i X 7
PERSE . SRS SE B 4 A ol R ) 40 B R T
A[BEZ 5 Th17 B A0i5 S, 40 T 40 JEH 2 Treg 4HE
SR TCF-B. AHERFFR B ™ 4275 Treg 1 Th17 41
WLAEAS AR A6 2B B A7 A 25 A B DR 7K A R
TE#E 7K Foxp3 Hl ROR vyt WAELEAH H R 2R &
H AT ¢ Th17 477 1 M WF 58 IE B A0 TR, Bl 5T
FTEAT , %2 780 240 B P DA TEURE A5 BIAS W T8, 1T O 223
() 23 B 2 I o 2 TCRE M A9 &, Th17 4173k &
BIRAMFFE WG KT Th17 240 M T B Ge Faze L DL K H:
FE B e T BOm HLE T, DL I R YA T
B BE R B R
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