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KIELEKRROE ALK Y RFELETZOEDER. KRNEREEN ST,
AL M F Fe ) Rk AARR 3 F A B B KSR MR Rt B & SRR
P 9 o B Fe M IR SR B WY KAL), TR T ERANAR T @) 1) RKEM R
BT A AF-1760 2 i F215 5 4 -F A5, 2) Nod B AR (5 7 Fe 4 L L K17 A
AR E) ) LR AT 5 A HE LA,
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IL- 1785 SES RN R

7 3

A #H ERE

(P ERR 2B LA i B2 AT T e Bl K22 e 2 B BERL2 ETT T, L3 200025)

WE A&7 (IL-17), BT Tal Tk e 4 e sl B F, AR fesbad . AF
Bt m ARSI B F SRR AL AP AR T ERERA. KX Tyl 7400, IL-1749
BT i £ CR, 51424 T IL-17Z2 A5 6915 54 F @ 2o £ I gL ey AR, AHTul74m
foL. TL-17 B ZARAE 4 25476 57 693 ¥e 5 4R 347 B34,

KA

Wk 2 40 Jid (lymphocyte) s #4) B LA o 7 FR 4E 1)
TGN MR, o5 AP I 40 R E20%~45%, Y
NN A 102K EL . CD4™ T4 i 7645 5
{100 240 it DR] 5 B 58 vh B B AR B0 IS, vl B4k o B
A AR AR 27 DR ) 40 I A8 DA B B % 3 3 oAt
Ho S5 A0 M — AT BR AN AR I )54 . CDAT4N g L
JIT 7 A TR 40 PR DAL, S 40 oA T 1 40 M AN T2 40
Mlo Tul4H i 3= 22 55 Wiyt $L % (interferon-y, IFN-y),
T PN 40 B IRk G I, Tl 40 AR 56 234k 9F 5 | A Wk 4
A5 1A AE 2B AR S T T2 40 B 5 20 9 11 A
% -4(interleukin-4, IL-4). [1/"% -13(interleukin-13,
IL-13)F1 (44 2% -25(interleukin-25, 1L-258% IL-17E).
s UG SO0 PRI i B () N v, R BR T2 40 i
25, U SRR . fln, B — 8
i 44 9 Tul 740 W (RICD4 T4H g SE BE (1) % B, CD4'T
S 6 %) AR PRI TR 2 S B 2 5 ST R — 2K Tl 740 M,
PLILZM 4 1 A 25-17(interleukin-17, IL-17)114344, &
B2 AN, EAT RS WAIL-17F . TL-21RIIL-221,

FA 2517 (IL-17); Tul 74008; 15 LB 8, 3 5 5%

IL-174F 9 Tl 740 J2 5 10 1R 57 A0 40 i )1 1t
52 Ky, HHFIL-17RAFR HA & 501 52 7R % A [
P, ALAFIHAE 5 7 SRR S, (AR LR
KB L B (1 Actl R IR, TL-1715 5 10 2% (1) 43 T-HL
il 1IE 28 20 9l [ B o IRAE AN Twl 7-1L-17507E 45 £ B
B g5 PR s LA e h e B
YER, AHICHIEFE LM R B 27 B o5 E R R
AT BRI AR SRIL- 1710 77 A 5 5% S5
THUH S ILAE BT BRI T EAT RS A

1 IL-175IL-175{K
1.1 IL-1748AE F K%

19934, Rouvier51 i IR B [F 14 i 8 T4
JAT IR h T e Y CTLA-81K cDNA T4, I &I

[H 5 [ R RF% 4:(N0.30930084, No.30871298), H AR} 1 A
T RI(No.KSCX2-YW-R-146)F1 L 1 R} Z5(No.10JC1416600) %t B 151 H
*HIHAEF . Tel: 021-63852804, E-mail: ycqian@sibs.ac.cn
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— P T I IZ I 1A IR IZ T 55 (Herpesvi- IL-17RA 55 IL-17RB) & & 45 3 41 g X TL-

rus saimiri)[F) 55 134N FF I SEAE (HS V13, vIL-17)4
ST%EETE . 19954F , Yao%k: Bl Hl CTLA-84E
Al LA b B MAL, BEICE BET 4E 40 L NF-«B, 1755
IL-611 73w, v LASLI0E TN MO39 58, 36T LA
0 i DR FR R B, B SCHE i 44 5Ok 1 3 17 (IL-
17)8,

14 ik, O NAIL-1T 55 A R B TL-
17A (IL-17) IL-17B. IL-17C. IL-17D. IL-17E (JR
1 4 HIL-25)FIIL-17F®, TL-174&10-17 5% 15 (# J5 5,
IL-17F 5IL-1747 & = 0 1] 95 1 (£950%), 1 H. 2L g
1 55 R o Ao G (A4 1) ) — X Bt6p12. IL-17B~E
BIL-17[A P AR R 22, R A1 16%~30% 1 [) 5 E,
[IRER R VAN GO SR NI S =B E ] PSR =N
B2 TR A7 AR ey B PR ST P (62%~88%) o TL-17 58 15 %,
70 DA R) = AR Bl e Y SR AR I T AT A D T
IL-17A. IL-17E K IL-17F f& 5 2 (1) g 48 5E K 7, 1My
IL-17B. IL-17CHIIL-17D Tl gk AT o
1.2 IL-173 KR &

IL-17%% PR(IL-17R) K & 1 T AN A 53 2 1k: IL-
17RA~IL-17RE . JITA7 1 506 B 53 S A — 2R B ok i85
A, BARFEWEET, O — MR 445
4 Z I(fibronectin 1I-like) 45 F438F1— > il 4 (1)) SEF/
IL-17R (SEFIR)&S ¥4, TL-1752 44 53 e p it 22 1) ]
N NANE ) Z AR 58, HPIL-17RALE XA
FERIE A A 1L BRI 7, 2 2/ DA BLAR IR £
A A W

IL-17RA5IL-17RCE & A T 41 fg X IL-17A
SIL-17F ) s W1, {H 41 6 TL-17 AT s 1 55 FEE 1045
T HXFIL-17F ) e NP, X A] g HIL17RAXIL-17A
[RSE R 77 A5 FIL-17FAH OGN0 [R]I, G thn) LR B
FhFERE EARRE A AIL-17ALGIL-17F7E 3 5 %)% %
iE SN R T et . TL-17RA) 32 Kk, F5 ) L it
MR FRIEIKN- iy o R B A0 JH R SR 40 i
WHTL-17AWAT [ B, {HTL-17 AR =530 41 i )
RPN P B0 R R ET R 40 o T AR L 40 B
R AT BR A JLANIL-17 A5 5 16 3 A AT 53 T IL-
17ALE HARE R 20 v 5 5 ) RE RV, X nf e
IL-17RA HIL-17RC #6154 %, IL-17RAHIL-17RC
FERZANM . RN, RRET4EAn . s il
B SR A0 b A8 AT 0k, T M SR IAIL-17RA,
ANFEISIL-17RCIY,

17E/IL-25(F) s i U3, TL-17RBRE S 4 IL-17B 5 IL-
17E, ‘& FERIE T &M N AR A Ty2
M. MeAk, IL-17RAIERESS & IL-17RD, {HIL AW
S OB E I, ERE DA R B LR,
IL-17RD 11 5 FGF A/ 5[ Ras-MAPK % PI3K{= 5
WM. A IL-17RDH A FGEHOM: 1) ERK IS
L5 FGEH 3858 , {01 IL-17RDAIRE 4 & TAK
Wi MAP2K4-INKAG 5l % . TL-1752 4K 50 4%
TR B /D H R TL-17RE, K 5T R B IL-17CH]
e B I AR

2 IL-17H9ZRBaEKRIR
2.1 TH174HAE R % IR

19864F, Mosmann <5 AR 445 0175 A1 70 A6 A S 43
WA TR A8 B DR 7 (R AN A1, 8% 4 B PET 40 B 23 24 Tl B
T2 PN FFAH M. Tl 40 M A2 K S K- FE (IFN-y),
A DA SR R R Ik R SO, S AN M, )
A A P 95 s e B A R 5 T2 40 M= 2E
KE A F-4 (IL-4), 720 FIgE™E. K g R E4
JLFA 55 B JIE AT LA SR B 27 2F HUS Qe S5 f v AT
i T EEAEA

20004 B} 2% 7% & i Borrelia burdorferilg i 1) $1t
Jir 3k 5 40 o R LAS S T 40 M 7 AR IL-1 7R A2 FR AN 2 AR
IFN-y sl E -4, A HETL-234% v B R I R I
IL-1236 ] 7 — A pd0ilr JE09, 20034, 24 5K & B
1L-23 p19WF i b4k /N Bt T DARSPIR I B (1 5 3 1 O
TR (CIA) LA B S0 1 B £ G 98 1 fivi 6 18 28 (EAE) 1)
73, LS EPOA A S Tal )V IIL-12 p35F AL
/N B IE R /N R — RS I B AR I A [ 5
G e BRI Th, TL-234T A8 1 A EE AR . [F)
FETL-23% 2 90 0] LIRS CDA* Rl B T4 = A TL-
170, X FE R TIL-171R G vl figth 2 5 T CIARI
EAEM) & 9. 20054, Dong® FlCasey 3k 4 %2143 5
RILT —HEF B A BTN B, T DURFIEPE R
TLOTUWAIL-17, BRI dr 44 A Tl 7, I BTl 740 B 7E
L} G I A IR (1 B0 P B B A P2
2.2 Th1748REHI 514

TEWIRA T Tul 740 MOAE F 5 555 55003 B B L1 CTA
FIEAER) & i #2 ke 7 B2 2 ), Tul 740 e
SHALHLEI BT TR B H R

Z AT FCR W, Tl 7402 — k7 () CD4'T
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<
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E1 /NRTh17488ER9 5 1k
Fig.1 Differentiation of mouse Th17 cells

SN YA, BN N THOAM M 21 T 1 740 L 1) 43 4b oL 2,
H T P FPAS ) (R A R g 4t 23240 —Rpgi AR,
Tul BTyl 705 002 T B (1), AFAE—Fh Tl 5T 44
B AU Tw L 40 M PR S PEOPRAS, P RS 1 4t i [
I 2 TR TL-12F0TL-23 1K) PR A 52 A8, >4 4 8 B4 55 A7
IL-1205, HTOR AL A Trl, 11024 S B PR B A7 AE1L-23
i, WA TRORAL A Tl 70 55— FRBEHI A K, Tl Al
Tul TRV ATATE e, P 7 AR A (1 1%
o P ZIL-23AGETE T CL4 0 A A Ty 23 W4
IL-17, 3R Tul G0 IAFTL-23 AN SN [ o Tl 405>
WA FJTEN-y 7E A T T 1410 53 A6 1 [R5 T 1 700 204k
A B IHEEH . Te240 A R BLS: 25
WA HITL-40 WY B AR Tl 700 04k o o S ik o Fi e
A Bl DR R o 1) 75 9 2 B PR 5 v (R TFN-y FHIL-4, U]
B AR T Tal 740 B 1R 20 Ak BRI, 5F s 20 o
WA T, I H e nr LUR &5 o fif B AEEAERICTAYR I
RO RIS, Lhin = Tyl 40 B it/ fUEE &)
BT H 5 e Mg, R T R BTy 74E i & T
Tul 73 WA TNy S I 5, 58 2% 5 850
7EDong Ml Casey 3K % % [f) W 5% H, IL-23%f T
Tul 70 73 A6 AR5 O 8, (H JEIL-23 5 8l i FTul 743
AT B AT I AS AR &, B B Tal 71 40 A 4% A1 I8 A7
Rt — 4. 20064, StockingersE K %121k I1,
TGFRIN E 53— 9545 5 7T LR 2 IR B Tul 711)
O34k, X AME 5ok A TLPSHIEGE FDCY B ) 15
7% B3l G A MPUABRET, 28w th i
(PIIL-6XF T-Tul 70 734k J& A nf 5k (¥, ML E T
TGFIN_EIL-6 & M fb el & 248K, Jakit—2

BEFURIN, IL-21 TL-1BXF T Tul 7070 A0 sl 44
ATAE T R R DR 1) 6

XN T Tul BITu2 (1 R 5 Pk e 5% Y 1 T-bet Hil
GATA3, Tyl 71 R fiE P % 5% B RORyttH 4 & I
RORyt/& 19984F ¢ [ 21| fURORy [ — Fl BT D) T 2K,
HZBIUDE I A M R (thymus), JT AT 56 —4
FBF, 4 ARORyte B 0T R IL, RORyt/E 1 i
CD4'CD8 T4 il h iy 23K, 7840 WRF 57 238 7 /s
Wl 2, WTRES Y 1 O s R AE ) S g SO, JE
WA R R, /Nl A T2 (U 40 B e 1k 1 2
IEIL-17HIRORyt, 3X Ui FIRORYtIR A4 1 fE M Tl 711
oA R I A D B 2R R R BRRORyt, R
RORytHk 2k J5 TGFRFIIL-6H A BE 75 5 HiTul 741 i,
1M I A RORyt ] URE S P 915 S IL- 17 1 04 1

SEIHIFENy, MM 3t BIRORytE 45 HITL-17 04k 1) 56

Bt S R o FLE O LR 0, RORye 5k DR i
/NP EAETR 17 W R, A s TR AT AR K AE IR,
1M HAR N Tul 70 A2 2500 . 3X 2L 15 HJRORyt
] T Tl TR A R S0 18 20 A e 45 T B AR H,
I H R T B 5 550 1) K AP,

B 0 Tu L 740 W 23 A IR aE— SR N, A
(1) — LE YR Ty 1 753 40 T 15 R 1 500 I e R IR,
FHSTAT3. RORa. IRF4. BATF. AHR. NLRP3LI
JemicoRNA 326%% I 1 X -f* MIEts-1. IBP. STATS.
Foxp3%& i K1~

X T N R Tl 748 B 0 73 A6 R BIF 50 22 L /s B
(RS> — 28, BN R, F 3 A Tul 7407
FTGFB. IL-6. IL-21. IL-23. IL-1B. TNFH LA
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73 0 HAECDA TN M 1) 0Lk Bt e, AT REAFAE
Tul-Tul 700 AR, ©ATT AT LA [R] o 2828 7 40 4
(PR AIE PR 55 R 1 T-bet FHROR
2.3 IL-17R9 E b 3RIE

Tul 740 B (1) A B 25 48 T CDA % B T4 g 2
A Tul FATR241 S5 20, 17 Ho o K K 4k 8 - $08 1
CDA4" it W VET AR I VA sl 7oK 1. IL-174 5 8
Tul 740 o ) R IRAS 2 7 288 I FH A R 1 W
SCRRFFIL- 174348 D T 53 W 1) 4 L IR -7, A5 R E
S5 I8 3k R 4 R e s A AR 7 AR T R R IL-1 78,
Bl A TL-23 RE 95 (i BE 1 A2 PECD4A TN i 43 WAIL-1711)
RPN Uhligh5 P2k BLAE 5 20 W00 2 BKI(RAG) ik
Ba /N BT IL-2375 88 B 6 5 S IL-1710 K1k . B T4
RAG™ /NS Gl /DTN Mg RIBAH i, St 158 W] A2 1L-23
PR 7 24 T IL-17, A IL-17(K 55K
G B R PR AL T UEHEEE . JLF B A 17 AEIL-1711)

56 R A P55 S 40 W #15  TRTL-23 52 4 (IL-23R), 1y H 3t
AT A5 5 10 B AR R A0 T 5 e R 4D I L
B SR GNBJBOR JAE e 32, P2 AR TL- 17 AR 58 K
P 40 B BT yS TN L. CD3 e 1) AR R HET
MMIGNKT) AT F A (LTI cells). FHARR
A7 40 J R 2R 40 B

SV T L 74 B 43 WA R A0E P P 40 P DR FIL-17, 15
BT AU 3 WAIL-17, By ATul 740 A FF A A
TP WAIL-17 R R 4% FAE L R, S IL-17 2 Tul7
B T 0 R AREALE A B ST 1, AHIL-17 1) SR U5 XA
I JRIBR FTul 740, JIT LAIL-17/0 Zh E -t AN BE ) 5 b
BN K TRl 740 ML T g

3 IL-178Y(5 545
i FIL-17RA R HoAth %0 1 52 1R ¥ AT [5) V5 1,
A4S HAF 5 5 SR A AE Jo, (AT & S

IL-17/IL-17F

IL-17RA/IL-17RC

ERK /
=
o )

mRNA stabilization \

/

Inflammatory factors
Host defense genes

Canonical NFV

E2 IL-175S#Si@%
Fig.2 Signaling pathway of IL-17
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SRR AR T LR IL-17A5 FIISER R
e e — MIERE R 7, BRIL-1Rs 5 TLRsAZ /AL,
IL-17A4 3 1T B NF-«BP . MAPK®HE G T i ik
Kl (HIL-17A H G5 HBTENF-«B, il i 8 K5
FIRIEIL-17A T 10 FUEE R, AT ORI T S5 4h
() % 5% X -C/EBPBAIC/EBPS™Y, {HIL-17RAS &
TR T UL Ok — A RIS 2, |
FIAE - RV LRI R LT E BN 7y
T(E2).
3.1 TRAF6

TRAF6&IL-17RAS 5l i 7 g 54 4 1 1) —
ANEA S T, W BETRAFS 71N 8 (19 W i B 2T 4 40 i
(MEF)XTL-17AF) %, SchwandnerZ5 5 I TRAF6
SEIL-17ABGENF-«B5 INK AT A 75 16, 1y HIL-17A 40
ANBELETRAF6" MEFH % FIL-6/ =4 . {HIL-17RA
AT I ) Trafo 2 G 47 w5, Xt Ui IL-17RA S
TRAF6Z 0] 53 A7 BEAv 73 T AE M 4t S TRAF6
2 HSTLR SILIRM N5 5 18 2, (H M 4538 %
T 52 AR 5 TRAF6 I MY 42 73 F, WiMyD88. TRIF .
IRAK 1 5TRAKA4, 7EIL-17RIE 1% HH A 0 75 1
3.2 Actl

20034, NovatchkovaZEBig o A4 ¥ 15 &L 2% 4
BRI, TL-17R S i P Bl 7 — AN R 51 () 45 4
B, FF30E fir 4 WSEFIR.  [R] I 38 & 3L — AN g 4 2
FActl, 117 SEFIRGE 43k . Act1 4] A Ky HoaT LA
15 R BTENF-«BI BN 7> 1 45 44578, Bl f5 &0
‘B A ICD40 5 BAFF/ T B4 il £7 35 5 H 5
I R AR i B I SR 5K T Act g AEIL-17RA
HTRAF6Z [A1 A 424y -, & Al il ik SEFIR 45 14 45§,
SIL-17R#H H.AE M, JF H A & TRAF6I1 &5 & A7 1o
X Act1HEAT I IR 4 BRRNA T4 5 & B, Actl/&1L-
17TRBENF-xBIT 2 5 (104, gk — 25 R LT 5T
W, Act1fE A — AN U-box E33% £ i, ) [ Ubc13/
UevlA E2E &4, B fEK 12447 LIK63 % iz 24k
(1) 75 ABIHTRAFG, /v FIL-17R R {5 5 45 i f 4%
L PR R R
3.3 mRNAf&EH

FLAZ A W) mRIN A G & P R 1 795 2 1 77 3 DR 3
EH FBEHEZ — . IL-17 2 BE 99 05 T s 5
M FERIFRIA , AR TL-1 7305 2 nT DL 3% mRN AR &
PE IR 8 7 W I) L Ath 40 B DR 7=, AT JBOK T 4 46 i
SFIL-170 S o 1M TL-17 4% mRNAEE PE L]

B NIEIEARTESE . IL-1710 P NIR £ 2
AR 7 FO A0 M ER 7, ABATT IR e S AR 1 3 R RH R IX A7
AUE %X (AU-rich elements, AREs), #¥ /g H 36
(tristetraprolin, TTP)45 & AUE 5 [X, R iX Lot 5%
Az 2 B AR A ) (exosome complex)iEfT
Bt . TRAF6/p38ill i tA Jhy n] LU ok i 4k TTP,
M A B HE A 5 1 s S AUUUA T B (1 37 s AR 11
Fef# . {H TRAF6/p38IFAZ HIL-17/ 51 CXCLI
mRNA (RS M 5 i HLAE TTPELREA 40 M IL-17473
e/ FCXCL1 mRNAMARE M. Frik, 2 H w7k Ik,
BATHANIE Act1 B 5 T IL-1741+ 31 CXCL1 mRNA
(R As e Mo 1T 2 24 5 IS A6 B TN (mitogen-
activated protein kinases, MAPK){E IL-171#% mRNA
e M R VR R A SR 5 o
3.4 SANLH

SETIL-1778 A 5 g2 50 i ) EEAE -, anger
0 T PR IL- 1745 5 4% 3 DABH b 28 RE 950 1) % AR
A AN E TR, ORISR B, BHITPISKOHE % g
iy FIHIL-17RA, XA 7] GRS SRIL-1715 5™, 1L-17
AJ LA 5 0 R A 0K B K 2K i C/EBPRMY . TL-17
i L IL-17R A [JSEFIR-TILL 45 K dek S35 Erk, M 1My i
R A.C/EBPBI{ Thr188, 1f Thrl188 11k thJE1L-17
T8 S TL-17RA K %ig 45 14 38k /- 5 GSK3 Bk 2 fL.C/
EBPBIIThr1 79 06 5 (1o 1X P AN I 1R i 1R AL ¢
PES30 T C/EBPBII KT «

AT IS A TR I T IL-17RAE 5 18 % %2
A4 J2 T IR 55— AN 470U 15 R TRAF3 . TRAF33 i
PG 2 IL-1TREE W T IL-17R—Actl-TRAF6(5 5 &
BV, WA AN HITL-1745 5 4 5 L Rl
RAER TS HE— B HFSTIE W TRAF 338 2 305
IL-1715 5@ 00 T B & R i 88 K EAE(Z K
PEAEAL IR /I BT 15 2R ) ) AT

— A M ATIL- 1718 SO AL, K A AT X

IL- 175 5% SAEARF A A BE RN B

4 IL-17H9Th&E

41 BHRER

4.1.1 % K MAE{(multiple sclerosis, MS) e
PERE AL — Rl S ph 2 R RE A, . PR
Z W, IR RO Rz, R A SR
RIIIG AFBEFIPL AR 40T o S0P AR 2 A i

¥ 4 (experimental autoimmune encephalomyelitis,
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EAE)EMF 70 N2 R AEREAG I 4 e ) AR, 2 vh
P28 T I B R P B RN BE R B IR R ) e
A BT R PRI ME R R A S %
PP T ul 41 H— BEN A 2 3 BEAER JE B h
Y, (HJEIFN=y". IFN-yR"5IL-12p35" /)N A 5% 5
JEEAEY ), IL-12p357 5 IL-12p197 /N §LI¥) EAE R
93 15 10 LU AT A M 2 WA Tl 740 B 38 2% ZEEAE K I
) B AR HIPY . STATG/T-bet XU 4 /1N B, b
Tul 5 T2 40 Mo 5005 68 A i, dE— 20 R B Tul 740 B AE
SHEAET [ T 2 AE U5, TGF-BIL-644 41 % 5
(Tl 740 Mt 2k 1 54 4% )5 A e T BLEAE R 4, 1
TGF-B. IL-6 5IL-2344&4ME 3 1 Tul 740 i it 4k 1 4%
B G H i FEEAERA, BNIL-10RE65 43 HIIL-1711)
FOw G T, TIL-234HIIL-10, JFFEBEAETL-17 T ik
BRI ek BRBY, Ak, TIL-17 5102230 5 5 376 7
TP R A B A i o g e 1 R B, IXRE TR 74
Hsk REE N X M2 R G AP S B, EAEIT)
B FEAS R BTy L B Ty L 740 AR 1R 45 5L, T2
PR R ¥4 2 5 TAEH .

SRV HE AR e IO TRl 740 Ml BE 5 BEAE, 1 H.
Tul 7240 fu 5 BT EAESMSH i &b, (2% H T,
FHBTIL-17 RN oA Kb 35 40 73 1D /N B, L R IR
o 17 B B AR R I 0], T AN e 56 A BEL LR R P>
[FIFE, IL-178 /N P EAE KR AR L k58, (A4T598 %
I, I AT A DR A T L2306 (1) 4 i R B Tu 1 741
3 P H At 40 o R -t %o 80095 A Dk T 2
4.1.2 RRMXF X (rheumatoid arthritis, RA) A
TR G 28 1) 32 BRFAE A JOE DG T IS e 2T 44 4
okl SETT R R, CDA BTN e 5772k
H S PRI MR . A, SR s i i (B 58
RGN ORI W40 i) %0 5 B, A P R
J% 70y (germinal centre, GO)E . 5 HAHIE 57 % 1,
TL- 1775 R OG5 98993 N TR RO A i i v i Rk
T AE R B 2H B 8 50 R N h B s R k.
52 MW, AEARSMEFRI I NIL-17 0] e s
IR S BB IRPO iy HL, 7R IR U5 3 1 5671 48 /D BUARE
AU, PORITL- 17 8052 AR 0] T 3B KGR A G 15 28 IR
AR TL-178 B w] AR 4 /N B e 52 I 5L 3 17 96
TR AR, TR RNE YT TF BOI NIL-17 A]
791, BT LA, IL-1748 RGP T 26 P BERE 3 80 R
it BB T RIA o

IL-170] DL S8R T e . e & i

40 3 WA TN o, TL-1B-5TL-625 41 98 3 41 i 8 1,
XL 2 0E PR 1 3 SO 5G9 28 AR KA I fie
AL TL- 175 3 O TL-64E R Tl 740 J B0, M T 1
1E SR S — B g 1 SOREAR A IL-1734 6 )
Z MR 1 107 A, L HRIL-8/CXCL8. CXCLI,
CXCL2, CCL20. CCL25CCL7. X 4E[K ¥4 41
JHO < g R 0 AT 5 30 I M 7 0 B SAE
RE R 5B 2 R EBOT N AT ALY,
TL-1738 3 5 3 ) LA R At i &b ik Jo 1) 2k Jo < Je 2 1
I} (matrix metalloproteinases, MMP)1. 2, 3, 9., 13
S5 FXA MR . L1738 ]l AT -2 (oy-
clooxgenase-2, COX-2)i%5 S 141 It 22 E2 (prostaglandin
E2), Hi %) IR 3 E2 1) 47 1L 4 1 A i e B 20 40 i
BEN JOREFBAL, BEATIEE o 12 55 1) DR TR g A, 20
Ji5 v P R D I, B A B D R ) £T 4, AT
FRAE T S R 2. A, IL-1738 Wl 5 3
RANKL (receptor activator of nuclear factor-kB ligand)
(AR AR Al v M oo 3T DA B HLEE, TL-170E
AR ST, SRS R R A0 SR R
Biio BEAk, IL-17i0 n] 5 A 40 ML 55, W TNFa.
IL-1B. TEN-yZ5 f [F) 45 F AT IBOR 7 e 40 Rk mi et
4.13 A %ML stiR A (system lupus erythematosus,
SLE)  RGMELABIRIE L M2 RG Rk
i, R BRI I e R R T RE S R AR O, 4 B
o RGP, A R A S Ui, B
Bt S AR &AL E, SRR R AR, &
S A ARG R R A
RANELLBERIEAE S N EZ e —FiBAY
J95 9, AR K (R RIF 9 BTL- 1745 R Ge Pk 2T BRI
R HRAEVE o A2 RGEMELL BRI AR A0 1
Hh AR TL- 17 40 L A< 88 0, o5 AL o FTL-177K
AR e BRI A EUE, ARGV L DEIR R
AT 73 WA AR 2D FRITL-2, T TL- 2400 5 T 17200 J1 1)
PRI BT T TR A A A, AN
(RITL-6MTL-2155 JOAE N 1 3R IE W AT BT, I 40 kF
B4 50K 21 M (plasmacytoid dendritic cells, PDCs)F #
W TLR 730 J5 v] LLJS 5:CD4" T4 fa i A% A3 Tul7
20 M, T AR N ST R OIS TLR 7 AL 25 A% R 1)
FFE LGN, KRR T Tul 740 1) 7 A2 AR5
AR o AH 3] H F O (k38 B AT SCHR B AR W] R S
PR LT BEARIE T N AR A 7 AETL- 1719 40 1 5k 42 Tul 748
o 55 A A& P 7= ARTL-17 1 — AN 3 22 1) 40 i 2 X
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PETCRoB" CD4™ CD8™ T4 Jfd, 3X 4t o 7595 N4 )
i A B e BE 2 A IL-17. IL-1B. IEN-y2% 28 0E
?[62]o

SRR B 28 095 N1 40 JE) I S A% 40 M A N
IL-1735 72 I 22 77 £ B8 2 1) 2 1gG. $idsDNA[HIgG
MIL-6, X BEHWIIL-177 2 5B ML IS . X/ BXD2
ANEUIAIESE 2 IH, TL-17 003l i3 15 S$Rgs13 1R gs 164111
HIGHE A A2 1A, WICXCR4. X AE, TL-175) BH K
T B R T N Ak, A AR s B ) AR R
HL ) AR E RO T B3 PURR . RiE
RIN, TL-170] LU [F)BAFF(B-cell activating factor){
G T2t 7 i NI i | e SN S B R iR N
o Eg e,
4.1.4 XJEM P A (inflammatory bowel disease, IBD)
RAEVE I &8 T W3l G 5 RAEVESM, 2AEVE
IR 23 b 05 T 45 W 28 RN Crohndi (P 24 ik v fi 22
B M 2 R BN 2 ). RIS B T e i B AT
T A N i R A =, 5 R e i TR &
JEE A e N, CDA" TN i 2 3 BUW R IR 20E 1) 32 4L
AN . VTR, ShPREA T TAR R R 1 IL-23/
IL-177F RAEVE s vh E R

IL-108RE /N B H A4l 98, T miBRIL-23p19( 5k
/DTH 740 ) B IBE A5 HUIL-6-5 HUIL-17 ¥ 5 B Bk iG
7 ] B AN S I R R AE SRR R (trin-
itrobenzene sulphonic acid, TNBS)# T ] ¢ it V£ 1%
AR R B ERTL- 1 7R A T G2 M3 995 55 1) ™ o R (e,
DL AT G0 WIIL-1715 5 78 2 0E M 93 i v i 3]
THESE P AE FH o 1 A5 2R A R B (dextran sul-
fate sodium, DSS)i5 ‘3 ¥] 28 E 1 iz o B AL vpr, v 1
IL-17 51 I T 9% 5, TNFor. IFN-y. IL-65CCL5/
RANTESHZIE A Prig . RAGLHR B /s &l it
4k 1 % ACD45RBhiCD25°CD4" T4 i £ 5 8IL-23
EJIFN-y 8 1) 45 i 9%, TTTL-17 8% TL-17TR AR 55 1)
CD45RBhiCD25°CD4" T4 il i 4k ¥ 4 ARAG 1 [
NS I, DR R IS R IL-17
T AN T-betd M T Tul 4 B 15 PECS, X LR 57 X
K IL-1715 5 16 S IEVE i i v AL B T LRI 1
Mo AFRSYBERAT RN S50 45 1, 1k BATTINIRE]
IL-174E RAETE B b B2 AR H, wT g e s DR
22 51 LA AN RN R A I B, RN PRI T 40 Mo R 8 Al A 22
o, MOMTIL-17 76 3 bl A 33 A R VR
4.1.5 4&/J% s (psoriasis) B TRAR TR A 2 B 6t

FURE U R IR/ INAN G« 15 50T 48 1Y) £ B g
PEBESL, BRSO iy, M. BN
BRI AL 2RI 2 2 S AR oA A0 el 0 . it
B A DL LW SR AN M R, W R
My T4 i, A58 R4 OG5 (genome-wide
association studies, GWAS)BIL23R [ 4L [K £ A& Pk o
16 283 g 9510, JE AR BEBE A b, 03 R P i S TL-23
ST TS R A . AR AME R HIL- 173657 %
LBE. A AR IO, HRE T R4 1 v
[ i) % [A] - (granulocyte colony-stimulating factor, G-
CSF) 55 5 i 4 J& & (A B 13(MMP13)1), itk 4h, % 4
28 ) ) — T ik N IgG R v [958 Bt A (AIN4S 7)RE 5 FH.
WTIL-17 A I 225 71 BRI (V03697 5 S 2 e\ T 11
I ARBIF T B o
4.2 T8 EBA1H

5 HAE A5 e A FAEAE, IL-17
FE AR A7 1 7 B A R G v 31 S B A T, I AE
Jilis W Vs SR A AR ) W2 . R R T AR
T 77 ARIL-17 00 41 M, I CCR6[F) 4 128 5 K Twl 741
HE r) BIKG XU, IL-17 608155 A 3 97 180 S5 3 (1)
IL-6. IL-1B. TNFo& i RAED] 1o Rl S2IL-6, e
i 38 Ik 1F s itk — 20 R BE T 1 740 MY 4k A1 0TS 2
A SN B AMASY, TL-1718 5805 S22 B A
S o 38 A 55 A7 15 B 4 i P (G-CSF) & A I 1
(CXCL1.CXCL2.CXCL5)# i %5 mg v 1k kL 40 fo.
BB AR, IL-1734 G T L 5 T 00 bk L 4 . B SR 4
T e L S i 4 A Ak R B ER B (CXCLY,
CXCL10. CCL20)H X L5 41 fifg 4 o) FIHE 15 3K i 3
L FCCL2 Y CCLTHH S5 A% A i . Re g ELE RO
AR5 SRR B BT B R B TL-17 2 35 A, X1
PR TR

— RN A, IL-171E HRAH A1 A v Ja G o 1 4 11
a1 ] DR N s D e e R (B S s R PR S B
IRZAGHUT, TL-174EAE 3 57 50 B P 40 57 Jk 4% i AN 2
WL TL-174E il 8 ¥F 18 (Klebsiella pneumoniae)
BT 45 B8 AT 1 (Citrobacter rodentium). 7 % Wbk
FALJIE B (Porphyromonas gingivalis)=5: i A 41 1 & Y
T CAES R R R A5 BB IE . TTTL- 17
PN A0 R G P AR AR B B TR . BT S A B
(Mycobacterium tuberculosis)) ¥ 11, 75 BIL-17HA7
TEA B RN, HAR R AT # (Francisella tular-
ensis) B G TFEIL-17TH 2 5.,
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IL-174F 5 B S g vh ] g 2 DR B i 42 (1) A ]
MR AR BCE AR E T 5 % 2R B (Candida
albicans) i K 5 B05 I, IL-178 - 4715 E 194 H;
T3 5 3k g 5 SORN 586 G I, TL-17 s Jn 2 58
ik o BEAL, TL-1TARAENUAAR B 1 A AR 2 e i vk 3]
HEEP RS EH

IL-17tH R8 2 5590 55 Fo 05 I S, WAL IE A 2
A H B R . TN BRI 2 i B Rk — AN L-17 1 7]
PR HE R, RV L SO R T A, AHTL- 1746 098 B 2 4%
HAE - I T AT O . 7820 rp ik e 1 5%
T, IL-1738 3 412 Al 40 i BR - XL 2% (cytokine storm)i
BT RS EENBORAEH . AR AR B
BERL R TL-17 5 10-17F 7 & G e 1 R B4 %5 2, IL-
17RA™ /IS B v PRE 40 a4 DX 1 5 20 DR 3R A
P/, INTIT ST H B B A TR /N R s A G 3. A
T3 R W)y IG i T 8 48 93 B (Theiler’s murine
encephalomyelitis virus, TMEV')5 2 Jlit i #5593 1
Rrp ) TL-1738 0 BT T 1Al B g 2 A 4 i
HME DL T AT 9 A8 B R B e
4.3 iz

— ML LK, RAES IR IR OC R A 2 ORVE,
TMIL-173X — (& 28 i P - 76 e & A= v /R A
il — 7, IL-17 0] 8 i 15 S IL-675 L Stat3 18 12,
FRBUET RAERFIE IAE AE E R R R, K
FEEHE IR A I E R . 53— D5 T, TL-174 Rea i
51 DS B R 5 R A i B 3% P 2 4 i %
Jigg A L, AT RS BB R . HATIACA,
TIL- 1745 e vh BV AR T R i i s5t, 1E— 0 T
XL SO AT B T RRA A R iR T Oy =
44 BE 5B S REZETE

YL 5 H 5 g% TR 1) 5 5% 08 & AN W 0k
BEEF W, AARZ A REGRIRE A 5 k2 b
RIR I Fo RZAK, A m R U A 3 5K
R T B AR ST 2 TR] (1) 73 7 A5, H 2 308 i A A
W53 AR AN AL LA B B St T4 A, DRI
K2 H o5 2 R I SRR B S S B 1R 5 | R 3¢
SEIXFE: 1 SR AN L T BRI G T I A,
M52 AR S B S U5 AZ IR S R T2 48 0T o
LRy, ik B S PR AL R A T RAE RN,
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LR R .

LU W [ B W8 e A4 (Borrelia burgdorfer) & 4L 5|
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TE DI HE
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e, WU D T T 1 740 B AT 10 280 e 3 K B
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e R STAT3 EAFAE — A WA AU SEAR, X Fh 58
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AL ok PR T 17 5 Y 8 TL-17 1 20 ) 25 5
FEBNE SRR B 5 I B Tal THEFT)
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Z R VEREAL . BRI AE B S PR B R PR
HUORAE T H B /R FUS0, eo 4 T AT L
B G35 03 RRALHI R, AR T ATHER AR T
R IK E g, I T il 2 0 SEE it B AT R IR0 YR 97 T

5 Tul7FIL-1789B7ERITENX

Tul TFIIL-171) 5 3 S A B 5 e 92905 v 1) 350
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8 RGP DT 28 A B 95 S TR T b LR A A
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(1115, DS BE T IL-64% 5 A Bh T LA P 52 A2 B
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fEGE I D e, BHITIL-145 B T3 EITh 706 1 ¥
T LASIL- 17 [ R 43 A1,
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37 BRI VA7 ROR B, X 5 55 R 9,
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AN T RIHTAARAE 0E ] 08 18 T — /MR EIL-23
FL-121 R8s . i T IXASPUaRBE A Fl TIL-23 3
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IL-17 Signaling and Function

Pei-Qing Shi, Shu Zhu, You-Cun Qian*

Abstract

(Institute of Health Sciences, Shanghai Institutes for Biological Sciences, Chinese Academy of Sciences, Shanghai 200025, China)

Interleukin-17 (IL-17), the signature cytokine secreted by T helper 17 cells(Ty17), plays im-

portant roles in host defense against extracellular bacterial infection and fungal infection and contributes to the

pathogenesis of various autoimmune diseases. Here we reviewed the histological discovery of Ty17 and IL-17, and

recent advances in IL-17-mediated signaling and its functions in physiology and pathology, providing perspective

on potential drug targets for the treatment of autoimmune diseases.
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