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XL R 2 R BB, TGS A A I 18 R L IR
B B g R R T A S A VIR G . /N B 4 i
PR ST L R B AT ML P VR R M TR T Y PR AR R A T M 4 4
PR iE IO 11 e A K e R S5 40 B ) T i S N 28 T 48 A
s TPORR AR E () B B A, B BhME T 4 17 (T helper
cell 17, Th17) S A% 0 240 A X I 38 N P e 8 S Iy ) o 22
TR B 5 T LR PR 2 R G PR A B A TR A

Th17 @R EEEFR

Th17 s fe  Th17 4 )2 76 B 55 B 5 G PRI T
KA —2& CD4™ T kB 40 0 , A3 6 1 40 i 4 Z-17 (inter-
leukin-17,1L-17) A HF4E, 1L-17 FEQHH 1L-17A 1L-17B,
IL-17C.1L-17D. IL-17E #1 IL-17F, B A A & £ E e H
S IL-17A. Th17 40 K L4 Wiy TL-17 J2 AL G 5 4 11
L RSy AE PR PSR G AR B T R e T

Th17 @ i #5408 ¥ Th17 400889501k % £ Fh 40 i
HF s m ., 1k 4 & R F-B(transforming growth factor-
B, TGF-p) Al 1L-6 B & fEH . o] LA 2 Tho [ Th17 40 ffl I
AL, I BLXE Th17 40 M0 69 fe & o0 1k 2 ¢ 2, i 2 0k 1Y
TGF-B HBEfE #F Tho [a] 877 1 T Wk B 40 i (regulatory T
cells, Tregs) 046, 11L-23 7 Th17 4uf stk s 9 /E s A
Gl B AT IN N IL-23 IR S Th17 4 il 53tk 26 AN 1T 20
B At i R L TL-23 (/R I 2 2248 F A= i Thl7 48 i & B A
AAYERE Th17 UM TE M. A LB WA IL-23 767
U CDA™ T Wk 40 A 17 Th17 4 i o fh il 72 v & #5 %5 5 B2 4k
. TL-18 AT LA i Pr Rl 3638 10-23 {5 5 . #F i dh CD4™ T
WREL A Th17 4000 4 4k, 3 B AT DL # R 4 CD4™ T ik
CLZ0 M 235 TL-1R1, MAh, 123 4R G = 255 % Thi7 40
J 8 50 T A I LS e L AE PR b 2 R SRR SR AR AR
5 Thl.Th2 giffi A 1k, Th17 A AFREM ., & FEBRT
JIT Ak 1 S8 VR BR B 491 G 7E B 648 P S RE P, Th17 20 i w] LA™
2 vy T3 & (interferon-v, IFN-v) . IEN-v # /il Th17 41 g %t
1L-12 B8O N5 S T Th17/Thl 40 i W 5 (4 43 4k . 5]
WA Th17 48 M AH G 5% 7 ROR-vt FIERE R B T
Thl 410 5% 5B F T-bet™,

Thl7 %m Ry 2 2 am fe B F  Th17 40T DLy A £ Fif
N A IR L A4S TL-17 1076, 1L-21, 1L-22,1L-23, TNF-«a
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SEUO b 5 E B Y AN A0 M N T B IL-17 KR, 1L-17
YE R RPN R 7, 51 £ Rl 55 38 5 A4 8% 5, DT 412 2k
YT 20 A VR N R A M IR R AR, TL-6 R A AT DL ik
Th17 40 434k 38 7T LU 5% 5% B F Foxp3 Y 3 3% M i
] Tregs 934 A, 58 20vk 98 fE I R EY . fHJE 1L-6 [ A
WA F T4 2 50 10 A7 16 FEE 2R 42 /0 28 i 5T Al R Y A3 Ak
HA—EM#Ha B pEms, 21 g3 2Mmers 54
B G e MBI , WAEHE Th17 4089 B, ns A SR Rtk T
A0, AR 3E B I B A0 AT A4 43 1k B A Tregs TIARET . 1L-22
AALAE JEAE TN A T o 3 T % 40 i A= 7 8 3 18
BRI NEE, 1L-22 5 1L-17 B FAE M T il 6 57 B, 5% 30
I B ) 3 o e T A JED 1 bk L 4 RS D R A TR R 42 R
i1, TNF-o & XF #4842 5E A 53 225 0 A9 42 98 4 4n A X
T AGE 1 £ R0 (5 508 B IR D A I A AR 0 R
T T LS W) 5 T R TR 5% A Kl ARDOT L ik
A, TNF-o IL-6  IL-18 1 11-17 76 AR J5 26 35 B B3 fin, I B
T PUORR 98 RE FUA S5 AN T RE e A b R 4R AR U

Th17 485 h 4% & fE 4 K 7w

Th17 S5 T 2 Fh A 58 i 4 2 5 174 95 3Lt 2, 4n
i A e (B R U R S L R PR A i IF 5 R 2R TN
N FE A TL-17 il 1L-22 32K 335, 52 8005 7T LA
Gl % H 8 1 occludin, ZO-1 %5 A [, Bl 2R I 10 58 B85 44 52
B, CC b I F B & 20 [ Chemokine (C-C motif)
ligand 20,CCL20]A[ DL R £ % ik CC LN T 3Z & 6 (CC
chemokine receptor 6,CCR6) ) Th17 41l }fd Fl Tregs 55 £ Fh
G REATMETT . AR FHA T Wk 400 Th17 40 7] DUSE &
A b, i i P9 3T B, DT AR 3 P X AR RE 1 R AR R RDY L
Ao B AN E R Th17 40 A L 61 B S 3% o, i g A o B
A RAEFN Tregs L HI B W FEAL. I B IL-17 i& 7o) LIfE
HE S - PV Y S R e TT AR AL T T R OR R R AR
WL Thl7 4005 B3 M AL £ ik 42 (B-amyloid peptide, AR42)
S R R TR E S RN, R Ok TR A T Thl7?
A A 437 . & AB42 Ik DNA AY 58838 77 1T LA A g 4
) BT 2 9% o kT /0 BUG P9 Th17 40 ff py g mE ), %2 ok vk b
A 2 LB P AR 58 RE S R U 1 B 5 T S L TE I AR TR
BR BT A7 e BT I H 43 0 TL-17 B A0 928 20 i 32 3 %), e 4
Ma R TIL-18 0 IL-23 M4E A~ . Th17 40 M 7= A= b 40 i B g
21 it 31 3% Il F (granulocyte-macrophage colony stimulating
factor, GM-CSF) , GM-CSF X 1] LU AE I F 3t B 5 22 400 g, 42
HE TL-23 f9 5300 o [ B80T R M 6 M T otk L 4™,
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Th17 2 i X 5 JB 40 e 9 46 B

Th17 a5 R 4m e a9 VR /IS S5 40 B 4 O 38 79
TE AR Bl E R G0 0 B AR I, BOA T R S 5 PR R AE K ph
Z iR AT VE I AL Y S B G g A . BN /0N RS U 4 L 43 Sy
M1 1 M2 B9, M1 B i 47 Jt 42 52 68 g 3 i, 42 39 98 E S 1T .
M2 TR F2 A T2 A 0 4 PR A, £ i 2 SR AR AL I T R
I e R E . Das 2520 & BN IS R 40 i 3% T A Zh fig b
IL-17RA 3k, 3 H 78 52 56 1 78 25 52 17 1 i 3 5 % Cexperi-
mental autoimmune encephalomyelitis, EAE) H % ik | i,
TERAN ARG 35 7P, TL-17 A Ak B /0N Jie S5 4 it T 412 sk HE
T 22 Pl 55 4 v 1A 240 IR R ER A 40 N #R) A I A MCP-1
MCP-5,CXCL1 407, #hah, /1N 5 0 40 i R 7 1L-17 191
FHF #8015 8 — 4 4k 40 & B (inducible nitric oxide syn-
thase, iINOS) I NO 9 B . 38 35 FC 42 20 7 PR AR

Th17 % fe st 2 AR am e a9 4E R 20 i 5 40 i 2 1
i S I ) i B 2 R 43, LA SR AT 2 TR R 18 2 A
YERT. A BFFEIA Sy Th17 4 J % /0N e 5 40 i i 46 1 2 i 2
AV TR AN SEBAY . Th17 20 3 3% it 52 40 e S 290 it T LA
AR S |G P /DS JBE B 40 2R 4 L TRl I TL-6 F1 CCL20 /3%
KRR A AIF Th17 408 0 5r ™, 55 40, B e o 40 i
TEMG A TL-17 53 46 b okr 40 f 9 o 72 vk 43 AR .
Th17 404 Y 1L-17 5 TNF-a 75 5 W 2 R 5T 20 i 35 16
rhpRE AN B 1k IR CXCLL W B W R E Y

Th17 tm st b R R m e sg 6B PXME RGN M
7b 5 I8 J5T 440 i 4, 5% 2 i 22 Bl 5, D Bl A 28 L1 5 1 Bk R X A%
S YRR 20 R IE W T RE . TL-17 BT LI > 58 Ik TR 4 i
FIA R . IF L IL-17 W] DL 38 TNF-a 304 %8 I8
ML T VR L X T 5 AR R B B B R LI I AEURR Cre-
active oxygen species, ROS) B 4= Al A1 40 At J& 39 BH ¥ &
S A X T Al B B 4T A, Th17 408 K 11-17 5 20 58 B
JB 240 i T 79 AR ELAE T3 A 1 ik — 2B F SR

Th17 AEEMHEZE TIRG D MIER

Th17 408 K H 4 wh i TL-17 7T LA EL3E4E A T ot
38 Ao 161 5 5 Y Th17 20 Bkt w42 o0 B 40 M 3 4%, 5 i &
0 6 3% 37 I AT B0 28 o0 40 A K I s T L iR g g
FH1, Th17 40 ff o] LA 3G bl 28 50 40 Mo i LA Ca™ Wk B, @
I 24 A M 200 0 A 5 | RS B 4R T T RE R A i N-HE 3E-D-R T
A IR (NMDA) 32 & 45 B0 700 AT LA 43 0468 3% b 4l Bl 7 1
WA EARBSE TXEHEERARERETHET
WBJE Th17 Z0MGE A RS . 76 EAE B 8 95 42 b ik WL
EKANBERE NSRS S Thi7 i 5 cdlmzbA |
P A EAE Y (AR 22 E] Y B VR T JE A T B I
R AWM E T REEA KR EEHLAMELE G
(major histocompatibility complex Il , MHC-1 ) #Y F 527,
FWFFTIN N X Pl B B2 F 38 o Th17 20 i 2% i i ik B 4m
M ae &Pt 1 (lymphocyte function associated antigen-

1, LFA-1) I 22 50 2 1 19 20 B 18] 26 B 23 7 1 Cintercellular
cell adhesion molecule-1, ICAM-1) # 4% & i 3¢ B &9, # F1
LFA-1 Fl ICAM-1 #B7] LAV Th17 40 i 51 1 b 2 7 4t
1T AT R Thl7 400026 0 £ kA i 5 m 4+
a(repulsive guidance molecule a, RGMa) , f& — Fh X i 4% fif 28
R AR A MEEH R, RGMa 5 #2504
LR T 1) 32 AR A SR B 2T 40 I 2 5 40 B 8 A L 4
LR/ Ake {5 538 0 e b, 3 8o 4o i sE 07,
WAk . Th17 20 A5 w] DASHE o i 57 240 i & #48 XF #2819 [A] 42
L Th17 B Y 48 P IR 7 TL-17 248 1650 0% 40 i e I
AN S BT TR B 48 AE A BT Y BRI, A TNF-o, IL-18,
INOS. i i 28 95 37 B 400 Je S 240 0 o 22 %5 9% R (glial
derived neurotrophic factor, GDNF) il Ji [ 2 #£ 4= K K +
(insulin-like growth factor, IGF) 43I Ji /b , X 2 K K /E H T
PR TC, BRI 2 T i B 45T

U\ EA]

X HR R & A M et 28 56 45 A s B O AR A F S e — A AR
NS Wt 5 LA 0o T A [ A ke i DR 2R 5 40 i R 400 J PN 5
K2 FC VR BIL ) 2 AT DG B B L 3% 22 5 T TR B A R
Th17 48 0 K A5 7 200 L PR F 4o 428 58 1Y T 42 24 o R o Jg o
£ P ) 22 90 T 52 W 3 TP R SAE 19 K AR R R T R AR R
iE 5 A5 AT RE WA 85 V1A G, IR A BT Th17 40 i & H
S0 40 0 PR HP R & AE A 28 ST A8 40 P B A L TT RE SR
S5 AN Ty 18 B % 1) BIF 5 B A4 19 77 1
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