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Research advances in IL-17 cytokine family
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Abstract: IL-17 (interleukin-17) family comprise six members: IL-17A, IL-17B, IL-17C, IL-17D, IL-17E (also
called IL-25) and IL-17F. IL-17A is the most characterized member, which induces the expression of antipeptides
and cytokines. It plays important roles in host defence against bacteria and fungi, and autoimmune disease
pathogenesis. Monoclonal antibody against IL-17A or its receptor proves to be a curative therapy of psoriasis and
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arthritis. IL-17E promotes allergy responses and the elimination of parasites infection by induction of type 2

immunity-related gene expression. Recently, IL-17C was found to help host prevent from pathogens, and promoted

the inflammatory diseases. IL-17 family members are considered to affect certain tumors’ initiation and progression.

The signaling pathways and biological functions of IL-17 members other than IL-17A are not yet clear. Thus, deeper

research on the functions and mechanism of IL-17 family will provide an important theoretical basis and therapy

target for autoimmune diseases, infection, allergy and tumor.
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FIA 2 - 17 AR 7 SO HE 6 A BRI, 3 )2«
IL-17A. IL-17B. IL-17C. IL-17D. IL-17E #1 IL-
17F,  HAZMRFKGEASE 5 SR« IL-17RA (receptor
A). IL-17RB. IL-17RC. IL-17RD Al IL-17RE. IL-
17A T 1993 4 & IR # 3o F% Hi K, iy %4 CTLA-8
(cytotoxic T lymphocyte-associated antigen-8), J&>K K
I B A BT g0 M R 7 S, #4408 IL-
17A "2, IL-17A 2 IL-17 SRR RER A, T 5
H Th17(T helper 17) 40l 534, B4k, BFFR R —
S T AR G P2 2 AR R SR S P2 S R A PT DA PR AR
K IL-17A, IL-17A @3 540 f % 1 52 7k IL-17RA
gh4y, HEM S IL-17RC BRI AN 5 TS
S, MEANEELS T Actl T LB IEEE R A E S b
5 IL-17RA 1 RC L] SEFIR 545 &, 2 &4k
TRAF6 (TNF receptor associated factor-6) M 1M ¥ %
NF-kB. MAPKs fll C/EBP %5 %% ¢ [H 7, & iF 4 i
FERERIE, RN, A HRGE K IL-17A A DA i
FUE LR mRNA (888 MR 4E R AT R KCE W,
IL-17RA 7EAR N IK 2 B g 28 FF bz &k, i IL-
17RC = ZTE b 7 40 9 B 20 B S5 25 o 4 g vh 30K
BLEE MAf b RAERE Y. 5 IL-17A RV
B IL-17F 5 IL-17A $£ A IL-17RA A IL-
17RC %24k, (BEA15 2R MM A AR ©. h
TEEMIFERZIEEEY), IL-17F fEDhRE L5 1L-
17A FEE# A U4, IL-17C 3 F ML IL,
i | oWty ER T i, ik b g
HAORER T FUR KL R BRI T rIRis U, 5
IL-17A A1 IL-17F A [A], IL-17C #% & 3R 42 38 i IL-
17RA 1 IL-17RE ZAEE H5Y4 5 Fidss U IL-
17E 5 IL-17A (¥ [R1J5 P 5 A1, = %2 Th2 (T helper 2).
W R MR ATt DA S B K A 3k U TL-17E 3238
£ Th2 4 AT 1R 50 B Bl 27 A duk e b ok 4%
YEF ", IL-17E 9 3 R 14 52 44 /& IL-17RA 1 IL-
17RB Z K404, HAR IL-17RB th i\ A& IL-17B
H 524k, HE 5 IL-17B (#2551 /7t IL-17E 55 H 3L
S0 IL-17B (A2 A 48 1, IL-17B

AN IL-17D 4 AR LA D RE H ATEATE R . AL
1B — QIR IL-17 S5 6 A B 51 1 Dy g S A
FARLE O wE Tt (18T 1)

1 IL-17AF0IL-17F

1.1 IL-17AFAIL-17F Ry 40 Bt SR

IL-17A 1 IL-17F e HI8% R IE & ) CD4'T
AU o o 3K — SSHFAEPE 4 W6 TL-17A AT IL-17F [
T 4B L RERE AR Th17 400, 76/ AR, W1t
T 41 2 (naive T cell) /£ TGFB. IL-6. IL-1p. IL-23
FIL-21 [ 3L E B R 4> 4k Th17 4088 ", Th17
S L 53t 52 R S DR - A, JLRRIE R A
% Kl 7 /& RORyt. RORa 9 fE Al RORyt ) [ {12 i3k
Th17 400 fI 54k U9 #4h, IRF4. BATF. Runxl,
Fosl2 . IRF8. STAT3. STAT5. Aiolos. Eomes.
PPARy. E2A. NR2F6. Gfi-1. AHR. IKKa.
IkBC. IKKa #1 NFAT4 88k Rl 7 AR 25
Th17 4081504k . MicroRNA (miRNA) 1 Jyk
R IA I I E N 7, 7F Th17 400K & Al IL-17
15 Sl R AE EE A . CDA'T 4Hfiuk
A1) miR-155 1] L@ ik B Wi JAK-STAT {5 5 i i [A]
“F SOCS1 (suppressor of cytokine signaling 1) SR i3t
Th17 21 Jf2 1 4> 46 ®. miR-155 fil B8 /N B B 3 1%
miRNA 4 50 ER /0 B S50 P AR 2 OB 1 i o i
% (EAE) RAJE K KM ™.

Bk 7 Th17 4 LA &b, 40 i 35 1 CDS'T 41 fig
(Tel7). yST 401, HIRAA T 40l (NKT-17) 1 B
200t L R 7R S 25 T RIA IL-17A R IL-17FY) 2%
RGPEMME, BFERZAE. RrERgE. AAR
P AR LA 2455 4 (Lti-like) 40 g B ] L™ 2R
IL-17A F1IL-17F B, S Rk EL4HH (innate lymphoid
cells, ILCs) A& itk EL R IFAH A KL RAG- {461 11 HE 20
PG A S 1 S AR A SR . ILCs 230k 3 AN EF,
R A & A 14 57 M 5 S Rl 7 (Tbet. GATA3 Al
RORyt) 4> 5 4% # vy ILC1. ILC2 FIILC3, ik
R FI4R MR 7 BT, Hod, ILC3 Al Th17 40 i 2540
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R E IR AR T NG A IL-17RAMIL-17RCZ A E S VIR 25 S
IL-17C45A1L-17RAFIIL- 17REX1$§A%47?5U§7:{}J? 55, RENUEPURG %
PE H B RBERIE A SR Y. IL-17B# R I AT LSS AIL-17RB, {HH N iEE
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IL-17RBH 7] 51L-17RATE 552 14
PLE AR LSZARIL-

FUIAHERE

E1 IL-1748R83E F Rk R H 2R R EEA R B R

WFIE IL-17A AIL-22, HE, 75— T4 U
Jef 7 & B, B 4B n] DA< 2E TL-17A A IL-
17F B, — sl G ge an i, b4 i ik B 4 i A iy
b R 2 Bl R DR BSOS T 7 AR TL-17A A IL-
17F P W1 Th17 40 (e R P 4 A dee) ™, i L
TERRE R N AT ZAEH, Frih, B NRNELZ
IL-17A 1 IL-17F () FERIEAM M. 1 7= 4 TIL-17A
A IL-17F 1 %% R 40 B = 224 B AA 1 5 3 B 7 4
W12 515 32 B G G g% [ M

1.2 IL-17A5IL-17FH{E 2@

IL-17A 5 IL-17F F 2@ R Rk £
%ﬂlﬁ/J“l%%ﬂﬁ_%l%ﬂ%%ﬁzﬁﬁﬁxﬂifﬁﬁw
o IL-17A 5 40 f 2 [ 52 4 IL-17RA 45 &, H 5

IL-17RC JE i 7R — RARAE A2k, N3 NIFES

i g 3%, IL-17RA 5 IL-17RC [6] K¢ 1 & IL-17F
2RI S HFIE S Y IL-17RA BRI R LT
YEAMIASBEXT TL-17A Bl 4= ) i PV, BF9E R B0,
TRAF6 it %% [f) MEF 4ff ffd 1 IL-17A 5 5 (1) IL-6 &

BB P (HR A BT IR L, IL-17RA
() MO P9 B A BE A TRAFG6 454 3L %, Wik, 7
TRAF6 Fl IL-17RA 2 [A] ) A 1] 66 7 75 45 HAth 1) 42
SKEAREDRE. WG, PN Actl (A
FROA CIKS) s& — Fl & f 5 IL-17RA |/ SEFIR 4%
M FENRIR A E S .. #—PU kL, £ IL-17A
Hl¥ R, Actl i# it SEFIR-SEFIR AH B E B 48 %5 3|
IL-17R b4k 1] 48 55 TRAF6, FF1E NIz 2= %EH: 05 3
72 F Ak TRAF6 Y, A 5L 21 1) Ji5 4L 1fF 70t R B
TAB2 Fl TAB3 ¢ # 1 %% 1] TRAF6 I, & [H i Bk
TAKI1 534 TAB2 #1 TAB3 o] L] IL-17A % S 1)
NF-«B [0, (HX MAPKs {5 5 f80E 5 som B,
IL-17A i#id NF-«B {5 ‘5 i&4214 7] LT I microRNA-
23b (miR-23b) )& iA. MiR-23b f] LL{E ] T TAB2
FTAB3, M ] 98 5 BBl 1) R A 5 1% 8 A4
LR 7 263k B BRIk, TL-17A 0% NF-«B i it
N 1l miR-23b K fif b H 6 T TAB2-TAB3 K #l1 il
M E— K TL-17A 5 S0 NF-«B {5 5. Ff)5
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WAV, B TLP2 5 7 IL-17A 5 515S
) TAK1 Rk, TLP2 5 TAKI1 A1 H.{F F 7+ B iR
16 TAKT AT TAKT O fE Ak i1k B0

WiHy prik, IL-17A 0] L5 TNFo 5 [F/E H 2%
a5 TNFa fTi% 5 % K0 mRNA FoE 7, it
FE IR 75 2 TRAF6 ()25 B9, Bt s (i 78 R 3,
BRI 5 20 B A s TKKG (1 35k I AN 52 ) TL-
17A 75 3 ) NF-xB 5 5 0%, (H& 20015 H 4 +F
TNFo 7 5] KC ff) mRNA Fa & it 11 KRB
T R A A I, O IKKG 7E IL-17A BRECE,
HEERL Actl 311 A 22 HFRIRFE . B LI
K IL, TRAF2 F1 TRAFS5 LA K ] A% B 45 [X] T (ASF
5t SF2) th 2 5% IL-17A 5 51 KC 1) mRNA f&
WM. TEEFEAIRS T, SF2 454 %) KC &k
T B mRNA b, ME L FEME, IL-17A 5 3 E
% Actl-TRAF2/TRAF5-SF2 & &K 1E T SF2 454
FEBIY) KC ) mRNA. 1ZE AP AEH R LT
L Actl Ser-311 (7B IR L. BE4h, 7E IL-17A [
BN, Actl 483512 £14k HuR, HuR /& —#h ARE
SEOE M, WLARESE A SF2 F R B R ok ) mRNA.
Song 1 Qian " W5t £ H], HuR 5 SF2 Ak EH
FHEAE, XU Actl FIFHAHF %542 73T TRAF2
AT TRAFS SR A4 5 95 R OBk 37 {H 3y B B AN B A 1A K
a5 e B A ) mRNA. i _E 5z 28 g o HuR () Bt
IR R B AT LLIR G TL-17A 75 5 T 38 S E o

Jo B oy AT B IR K, 7E IL-17A FRIBCR,
Actl 5 4 7 48 0K 5 8 5 HSP9O AH B 1E H.
HSP90 17N 434 i 7 0] LFH W7 Actl 5 H A5 =
SRS, g FIEE 5 RS, S58ER
AHIKH Actl DION RAF T3 2% 1 Fil HSP9O &5 &
HIRE 11, IWTTABEN § IL-17A B S8 5. W5
NA, Actl FHSPO J& il 1 — Flt 52 4 30T o 4 52 1
Ak)ash IL-17A 555 1,

Rlitk, IL-17A 7] DUE 0% NF-xB. MAPKs,
A1 C/EBP A5 5ok Ll — RAUE 2 E 1L R 1
MRIER T Fik. IL-17A 7] L5 TNFo B 7]
{E &2 TNFo if5 52 K ) mRNA /KF. BritLLAb,
IL-17A FI1IL-17F 3£ 7] L5 IFNy. IL-22. lymphotoxin,
IL-1B #1 LPS &5 R RIfEH, BRI L A 4E
(1) 47 F LAl I IE A B e A B, (HIXPE 5
BB AR RO B T IL-17A F1 IL-17F
FTA S (0 22 Fh S R P,
1.3 IL-17ARIL-17F{ESH S EEY

K8 IL-17A BH % F 12 %R R [ 5 77,

NT HERENUA I s fads, HES U221
2 1) SR 7 RS 980 O A VR A AT R BN
TRAF F & % TRAF3 £ IL-17A (5 51— AN EE
B 4y T 7E I ik ik TRAF3 w] DL i) IL-
17A % 5 i) NF-xB 1 MAPKSs 15 5 f 0% DL A R i
F N ) F ik, TRAF3 i i H TRAF 45 #3185 1L-
17RA KAM AR, MIITFHL IL-17R-Act]-TRAF6
SR AR, HEm R A S S Py seist
WERH, TRAF3 %5 K n] LA &Ml IL-17A 5 31
P FE IR ) 2% 0k AT 2 1)/ B EAE R R R B 18
IL-17A BJRIBCR, 55— TRAF KR 0t TRAF4
(13 2t 5 S04 B 2 T HE B i )45 5 s A a1k [
T3k . TRAF4 5 ] [t 58 in # MOG35-55
K552 Th17 0/ 510 EAE AL B I & HY

B RTR, W KK @ BRI Actl [ Ser-
311 47 A 5 IL-17A {5 5 15 5 ) mRNA 2 P
[FIN, ARUREHWARI, 7E IL-17A BRI, IKKi
AT TBKI(IKK AH 5% g ) 4 805 I 4 48 55 3 Actl
FIERAE SE AN 5 EIX PR A rT AR R 1L
Actl 1 754 3 AN R AL 2, Actl 3X 3 /M7 A1)
W B2 A A Actl 5 TRAF6 fi# &, Mf 4 IL-17A
7 T 1 NF«B {5 580%™ Rk, IKKi BERE @
IR AL Actl Ser-311 A7 i oK 1E 7] 4% IL-17A {5 5,
1 HEFI TBK1 JU AR HUBERR A Actl b A A7 sk
] IL-17A f4s 5 1,

ZFEM - EAMREA R RS M2
YERTE S s el B E 55T
vh (1) 5 B AL AR o SR R T RE . TL-17A 52
FRIEHME AR T] Actl S EIH K48 {732 21k, M
i AR Actl SREEHIH B 5155 10t B seE .

DUB Z ik i) — ANz 47 7 M 2 B i USP25
B il R TIL-17A 15 5 B 80 e 55 R g Rk
USP25 7] DL IL-17A #0% R (s 5 @, USP2s
fi 2% 1) MEFs 80 J5 AW b 57 41 H %) IL-17A (1
NEVEBH SR, BT IL-17A 12 5 (0 o B OE,
USP25 K& [K] i [ /N BRI W IR 22 4t 48 hE A EAE 3 B
By B, MHLHI Bk, USP25 B kKR IL-17A
7% 5 i) TRAFS ll TRAF6 L () K63 £i7 (172 &K 4> 1
Ik, USP25 BEfe 011 TRAF6 #Hi ) NF-xB {5 5,
th B8 #0 #1 TRAFS & #i ) mRNA £ 52 ¥ (5 5 &,
2013 4E, Garg 25 "IHFRED, H—AEKEZ RILEE
A20 ] DL IL-17A 55 TRAF6 4K i) NF-xB fll
MAPKs {5 5. A2, A20 A G5l IL-17A
7S, Bk, A20 °] RLAE N —AN IL-17A {5 5 18 B%
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() A S T o R AE DI RE . AR K E,  A20
B 53] IL-17RA [ K oy it 171 2% Bk TRAF6 1
2 EST, T TRAF6 KR IL-17A {2
=il

an b T iR, miR-23b i i #E ) FF iR TAB2.
TAB3 Fl IKKao Tfj # i IL-17-NF-xB [ #0i%. 7 —
B8 TL-17A 7KV F+ & () B B e i, a0 28 RGP
KA %, miR-23b JRIE T, MMAETS IL-17A
{554 BV A T e X e iR A B A ) s

Shen 25 Y7 F 53 % B, IL-17A 0] LLIOE 1 i
ERK 11 GSK-3B, MIfii# & ~iif C/EBPP ff Thr-188
A1 Thr-179 {7 S IR L . C/EBPB XU R 1L S 2%
I IL-17A 5 SR RIER RIS .

1.4 IL-17AFIL-17F5 B B % & &K

IL-17A 324 S A4 b 57 40 o 286 o 40 g 72
PRI MR IR A0 AR5 5 80E . IL-17A 5 53Rk
(1) 22 ol 9 RE PR F0 & Ak R - ] DA 3F 22 ol 4 92 40
2L, MIMST B B G i B (e it e B,

H & e iom, WS KIS & (theumatoid
arthritis, RA) F1Z & 184k (multiple sclerosis, MS),
— H PR Z T Thl, Th2 835 & B 40/
S . SR, BFFERIN, IL-17A FIL-17F, K
HAEM WA T 4UMVEE Th17 400, 782 F0 H & s
PR R EEBEAEH, XHAAHE LRPRE
B G 9% i UL 2 9E MK % (inflammatory bowel
disease, IBD). %R J& Ji (psoriasis). F 4t P4 41 B IR 5
(systemic lupus erythematosus, SLE) A1 1 %Y ¥# JR 75 (type
1 diabetes, T1D)*,

RA & — P 3= B2 0 B OCT (1) B B S50 ,
Al SR B E R RIE R . SRR IR
RIGFH L, RA B PIG ARSI mRIE
IL-17AP, 78 RA /)N BB LI SR 15 5 () 5 15 A A 7Y
(collagen induced arthritis, CIA) #, [H KT IL-17A 7]
DURZER T R 8 . TL-17A k25t 4845 /N BRoo T
CIA Fl [ R M35 R I R A = A 3k gt B BR
IL-17F 5 IL-17A Fr/ 3045 S i@ gAML, {H 2 IL-
17F X 635 R B TTmkIE R A IR ™. i+ IL-17A 7E%
TR 5 TNF f P [FE AR 721 R B RTR
BITAE TR RN, BCA A IL-17A e PR A TNF
PUAAR R RS 55 AL Ik ol 40 . 4 B TR - a7
FEREERIFRIE, TR R R i a7k R &

MS & — R X 4 R G RREME, Hom
REAIE S R ok AR A A 5 ) R A A AR 40 B 2R
Lock %5 P9t KB, IL-17A 78 MS 3 1 K x4

Bl RIS, £ MS B PR, 4545 X 5
B R X I 5 S 2 RIKIL-17A 19 T 40 &,
Th17 4k 4k 5% 4% 21 52 R /I8 R AT LA A s K& (19 IL-
17A MM 5 ™ 5 [#) EAE %5 B B, IL-17A 8% IL-
17RC R BB/ AT LLHRPT EAE B B4 B0
B AR IL-17F 7£ EAE R IGH BN KIEE . HAE
A% 0 JE AR B, TL-17F 8o/ BB AR f 2 R 45
JOREMIRE . IL-17A g HUASE IL-17A H
S N R AR ER /N B8 BE S AR BT EAE (&4 1,

IL-17A 8815 5 3 IR 40 20 (LK 1 CCL20 1)
ik, CCL20 FIL4HHsRTH 24 CCR6 456, #fk
FAL LA A ) B A B8 . CCR6 /2 Thl7
A ILC3 41 i 2 1 A s S =2 4 Y, Rk, IL-17A
R ey e 3 EEAEA . IBD & —Fh ke
TS5 RN 1) 9 R, AR R ERE AR AN
[7] 3= F 43~ Crohn’s J7 (Crohn’s disease, CD) Al
Mg % (ulcerative colitis, UC). Tits& CD it 42 UC
B RE R R I TL-17A () . IL-17F o F
IBD () kR AEH K, 5 UC & &ML, IL-17F 78
CD g FRIEE T & ™ JE R M M it 7T
RI, 5 Th17 U504k FRZEM IL-17A {5 55
SR A IL-23R, STAT3. CCR6 1 Actl #(5
IBD (&R A I " SR, 75 /NE IBD B,
PR IL-17A 8085 B R bk IL-17A (19775
BH W TL-17A 15 5 ¥ 0 & DSS i S g %, £ W]
IL-17A 3¢ F i 4% (0 & A HAG (R 4B Y, IL-17F
#H5 IL-17A A, IL-17F @/ 8] LUAKHT DSS
7S

BRI 9 A — P M SR PR R R, R BEE A R
I 6 11 S5 38 A R G M A PRI U o R e R R R
S ZURE A TP IL-17A R IL-17F A & & @ IL-
17A W] CABELFEAE A T M 4nf, a5 TNFo. IFNy.
1L-22 3[R VE FH 75 5 1 03 200 it 326 12 3 4 E 1 4 il
K7 Bl AHTFE L. IL-17A tEes/E /T3
FTRANM, 0 R 2 1) AT 4 4 SR (i i3k 48 1%
YR, T 3R GL IL-17A 19 yST 40, T %
— AN IE ST I E AR g i R A Y T I R
OUERH, IL-17A $ogBEPTIAZY) Novartis’ secukinumab
(AIN457) ReA G TR B 7,

REPEABRIE B G IL-17A 15 &
55 1EH A ECBA S vy . AR R A P 1 U
TCRop'CD4CDS8 T 4 i =4 IL-17A), £ SLE
/N AR A A, TL-17A A FegammaR2b X ik F) /) BR
BT SLE Bk 4 7, IL-17A 685 SLE H &4 A
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1L 5% 4 0 % 32k 8 0 S PR RS 1E 1 B L A 1) R i
SKARRE SLE (&4 K . 78 JEAE RERE BRI /N B
(non-obese diabetes, NOD) #, $HiA&BH W IL-17A 17
5] DLZ MR B 5 S VERE IR K 1 . AR, IL-
17A @1 NOD /) B PR A1 ET A2 28 NOD /)N BRUAH
4, LA IL-17A 75 T1D HF 8 S e fedt— Bt 7 1

i 2 — i LR I S SO e, R
3 78 A B Wiy AN AR PR BN o I PR 78 B,
TEBE R BB (1SR 4R IL-17A 1 IL-17F [k
B U, TL-17A 1 IL-17F A7 DA (2 kA 4
MR B BRSSP LS AR T
$ R R £ I 2R G 1) A RE 7K S 80 1 Y,
WA ORI, A5 b R 4MIrE IL-33 I T Refsr= &
IL-17F, IL-17F iifi id i § CCL20 4 % Th17 3|5 &
I ER JOE S T R B A IL-17A iR AEa L
FAZE B 40, HE KN B i IL-17RA 1 IL-17RC
ik ATt s 7, RS Ik, TL-17A A IL-17F
FE I B B i v (A FH I A el — 2D IR
1.5 IL-17ARIIL-17F7E BE & & h U 1E A

18 1 98 RE 7 IR i R Ak e B R .
IL-17A A1 IL-17F {9 5521 20 R 1 7E Ak 2 2R
JiRe Py T A e, T g SR R L2
1R (1) 55 IL-17A [ & 5 3 A AR 7N
M. TL-17A {8 3F 1 8 Az s A ks & 2 Uy LR
e SEE ) PR ZH 23 bR ) Ik S A 3Rk TL-17A 3
T4 ERK1/2 155, (et i ngsg. I-17A
W5 gl g b 2 R ik < U
FARI, IL-17A &5 A A KK E H K.
IL-17A Ref8 2 12 P 539 b I8 48 i # 48 JfiL CSLCs
(cancer stem-like cells) ) B ¥ 5 #r. CD133°CSCLs
Fik IL-17RA, I H CSCLs HJ I8 1 5 IL-17A )
WRFERLIEAR 5 U, g 5 g 41 41 g 1 v T 41
W RE A TL-17A, TL-17A 38 i 371 55 3k 70 i s /s
E 4N (small peritoneal macrophages, SPMs) fi¢ it
iR F A K AN I 1 AR TP, E CCSP/Kras ™ /)
SRR AR R, TL-17 A SR 2 i 25 PR 30 0 b g
B RO R RIA M EE R MR AR . W IL-17F
AR ThEE . IL-17A R K. KR
th s B /R . TL-17A BE% 2 3k 408 3k K]
APC SR IR 0y b B 2m s s, (i sk e F A
1 Kras®'? S [ R b 5 g A2 8 o, Kras 584%
REA IR b I AR08 TL-17A 24K, JRiE3EE
I IL-17A BRI, i3k IL-17A 835 Ntk ig
i 17 240 ek R7 R AN 2 B2, SRTTT, Benchetrit

2 BV R B, TIL-17A REE (23 CTL 40
A T A R 2B K. I, TL-17A R IL-17F
TEAS[RI B AN B 1 Jie g = 1 D e S AR F LA
Rt — 2wt
1.6 IL-17AFIIL-17F7E78 £ R a0{E R

05 12 B SR AR YL, SR S A o b
SR 2E IL-17A f1 IL-17F, i 3& 4% Th17 408 fit
TJE 0 IL-17A A1 IL-17F (£33 . IL-17A Al IL-17F
Rk TE . it bR 40 i B B JER A o 40 A 4 1 1
YR IATE F B EEE, g R - Bk A
PO SRR 1 32 HCPUw B AR ik g . TL-17A A1 IL-
17F 5 2R 1R /) BROGT B 40 17 Sk % B DUk, X B2
ELFEMIRBRAT B . o B A1 DI 28 AT B RH 8 3 (R G
" A RIRIERR IL-17A @i %S —f
Bk Lipocalin 2 SR 41 g A1V A0 T8 H 8k 25 1 (1 %2
finkt AT 425 S 4 T P A Y 1 s L2 B0 R
EREE A DL E S S Th7 400 2 4. B2k IL-
17A B/ BRORE A E S BR R T 79055, R B IL-
17A S5 ) 5 B 0 B A IR 7 . 7R 2k Uk
BesN RS A, JLT BB RE & (chitinase-like
proteins, CLPs) i fifi& y8T 4 %15 IL-17A, IL-
17A 51 kA Ekrgn B i, 3] 2 28 B 7 il )
1730, (RIS 8T I i E B — Lo,
W B 75 AT PAS 3 miR-155 R, T 0  IL-
V7A [ S Bt 5 BI04k R A0 B 1 i % 1) A 7

AN, 2014 4F, Taylor 5 ™ W8], IL-17A
AT A FH T G2 4 R A EATLAAON o TR B 75 B
AT BB B A — B P PR R A i 2Rk SR R
RORyt, iXE&4i gk fe =4 IL-17A, WEEXT IL-17A
iR . IL-17A @ i | 40 ik 1 77 ik 5 o= 4k
ROS, MM & A4 H B e 7. IL-17A X% NK 4H
MR EHA EENER. £ O aSRE Ra MK
PRI, IL-17A $UR S BT R NK 41 K & Bt
Bz, AT A 45 1K e 241 ffa A B 7 4= GM-CSF {ig gk o 14
R A A5 . Bermejo 25 PV KL, fEAAEH,
v [HE HURYemS, B 40 i i = AR K& IL-17A
0 ar A g, K, IL-17A 0 IL-17F {675 &
HEPTAN P . b B2 A R S0 o A T e R
YEH
2 IL-17C
21 IL-17CHIHRRIRSES®S

2000 4F, IL-17C £ IL-17A [ [R5 3 K 4% oo
R K (29 27% W FEIEYE ). IL-17C 5 IL-17A [
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HMRIEAE, 5 IL-17A M, WEA6H T 4000 3
AREF L IL-17C. 2000 4F, Li %k PV wr5e &%, IL-
17CEF T Nz 40 & THP1, i 5RE TNFa
AIIL-1B. 2013 4, Roth £ P % ¥, 1L-17C & %
Y b R 4RO ERIE, 4o (R A BR 1 8 NOD2 #5
AR A R R R IE TL-17C. MR AT 6 A1
T LA R R i A B A n] DA 3 b R 40 i R 0K TL-
17C U, SRIMAT B At g I B8 5 508 g
f 7= AR TL-17C P2 40 B (0% R B R % 40 1 B
(pathogen associated molecular pattern, PAMP ), i
LPS. BKEWE. HiEHE A, poly(1:C) 5i# CpG Mi%
R, B ANET TLR BEX L4 g 34 1L-17C ™,
2011 4F, A4S 5 —wt 5 A RIB &3 IL-17C
() S M 52 4K IL-17RE. IL-17RE #& IL-17 %24k 5¢
R GL, 5 IL-17RC B A B 1 [F J5 % . IL-17RE
5 IL-17RA J¥ i 8 — AR A = IL-17C 115 5 1%
0 IL-17C RS S B aTe R A, (Hi%fE
530 B R RE TR BT B T Actl 2 505 NF-«xB
A MAPKs 55 P4,

2.2 IL-17CTETEERR. FEF N HI1ER

IL-17C T A5 W15 5 38 2% 75 286 I8 00 R G I
MR AES BEEAEH . R YR, WERIE
Y 73 W TL-17C FF LA A 73 Wh F1 55 73 W 1) 77 A2 gk
H & ik hBD2. CSF #1 S100A12 3, 23 i 4T 1% 1
IL-17C E%% B[R 33E 1= 2 4l 34 1L-6 P2, 751
AL, IL-17C BEfE Bt b R A0 = A= i Ik
IL-17RE i [ /I 6% ¥ % F T 18 AR K 978 70 B AR 7
IL-17C %} DSS if5 3 i #4578 A R4 76 H, IL-
17RE Fi B /N & DSS 4k )5 74 5 T 4 5 ™ =& 7,
HARYE g Al i ek i bR gl iAo
ERR ARG E E g .

W IR I, TL-17C 18 455 A & Fa 8 500 7
TR E—E VEFH . R 8 3 B AR A IL-
17C HFRIETHR P 5 TEmknd SRR S 4R 5 s 1
o, IL-17C [ RE T, WbR IL-17C fe W] 2 0%
B A R E I S AR B, fE CIA B, TL-17C
A L@ Lk TNFo P2 A ek o35 2 A P70 78
EAE #5704 /N B3, (/) HoH 28 25 ot ] DAAS: I 3] TL-17C
ff) %23 i, Chang 25 "YW 58 KB, IL-17C F &
2R Th17 40 i i) 3% A 38 4k IL-17A F1 IL-17F M
1M N & EAE 1) &K A K . IL-17C g By /s B
EAE i1 & 35 %

IL-17C 75 88 & A % Fe 5 T PRI 9 et A ik
T I o3 A K R A M R B MR AR AR AN [ /) B

T MR A, AR R T IL-17C K3R1E
RAERZE B ARG EAE S R AR E DR
FE A IR 2 P BROBCEY ) B, 7 i o 1 B dE R
J T T SEREVE IR R AT BRI e It b R AR B AR, Il
I i b A0 A b ) Toll BEAZARAE i@ i % —
X3 1 IL-17C fE X L i fo Rk . fEL 15T
FE R RN BRI TE IR A R, SR M KT
FALAT FEUW IL-17C BRIE X2 PLE i 77 K
75T A 7 8 b R 20 B B g T R Bel-2 Al
Bel-x, [F3R1E, SkAm fbm gn e B T, ik
Joda i R A o IL-17C SZARGRA I /N B 22 BT %08 %
(1 SEL B 1 ok 75 P 8 (0 R KK 2 A 1

3 1IL-17E

31 IL-17ERABERIBERESES

2001 4, LAUIL-17A F8IN3ERE, Fort 25 9 75 A
AR ER (%) 5 DR 2H o i S (R 3E BR IL-17E (AR IL-25).
[FF, A& B IL-17E 7] A4k B Th2 40 R IE .
BE— DR AR I, MR TE bR A N B 4
JIFT 508 P43 VB TR 1 S 4 i 0 8 el R 4 i v R
S AR, R 4N B AN TgE 35 A4 1 BE K 40 B 4R A R A
IL-17E ", TL-17E A] DL A0 5 % %2 4K IL-17RB 5
IL-17RA JE R I R IAR LS A0 5 Nies 5 7
IL-17RB 1 52 IL-17B %7 7 PE 2 4k, (HH 5 IL-
17E Hgs & Re S 1Y,

5 IL-17A AN[E), IL-17E EEAEH Ti& gy g
P2 Th2 MHEI4HARE § . TL-17RB ik 7 Bt 4
ild. NKT 40/, 3F T 4F B 4Hld. nuocytes. % BEH(
14 2 BIYH Y (multipotent progenitor type 2, MMPY*?),
Se K 2 B4 Bl 4 i (innate type 2 helper cell, ih2) Al
;A2 B A R ) BB R 4H MY (type 2 cytokine-
producing myeloid cells, T2M) H1. [ T X £ K ;v
LA g A, IL-17RB /5 3R 1A 75 Th2 8435 Tho 4
Ml bo ARG m M, g g A b R 2 2 -
17E {2 B2 4 g U, 5 IL-17RA FHALk, IL-17RB £
i P Bt 5 (757 1f) SEFIR 454438, 7F IL-17E 13
N, Actl i@ 3id SEFIR-SEFIR #H H.1F F 4 47 3% 5|
IL-17RB I, Actl #5542 3L & 1 TRAF6 3|52 44 IL-
17RB |, MIfi#E NF-xB {5 5, {H:2& IL-17E T i
1) MAPKSs {73055 WA~ 75 2 TRAF6 i 2 15 U041,
fE Actl SRR HELL T, IL-17E T30 Th2 40 2 [X]
TR R T R G A REE R B R U
3.2 IL-17EZETE ERGH. RAEFNFNE R A1ER

Zaph %5 " BT R B, 76 TC B /N R i 2 21
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HIL-17E RIABIRAC, MEEHIEL ARG S, /N
BRI 3E 1 IL-17E FRIA Sg i Fh =, i B i 18 1 75
ST HpiEH IL-17E K724 . i i IL-17E o] DL
) TR G E AN A RORyt ILC ik 1L-22 ", Jg sy
SF IL-17E 8 % 7E /> B il 3 75 5 7 & inflammatory
ILC2 (iILC2), iILC2 BEREMERIL 2 B JORERF,
Ae ik IL-17A. FEERZE T, B 40050 K 4 40
ILC 1) Rag2”IL2rg” /IN B, R 3 ki 5 iILC2 40,
A UL B LRSI s 3 Bk e kg 1,

WA B IR IE TL-17E 7605 E P A4 Ry Ty
TS ) S B VE . Wi ik e RN 321 2 2 4
P [ YA IE . IL-17E fefg R sm LA % &
i EROR £ [ R e i R U AR, IL-17E
AL FE I A AR, Ik Ay DA i e 3 BT
RAE BT IL-17A F1IFNy [ 3R55, BRI 40 RN,
NI ER IR =F N

i T IL-17E o] DA b 75 = 2 B G OB, i
LA R it R o 8 S o7 5 P I 2R 0 92 s v AH R 7 B
EF. Th2 40f. L 4if. ySALm e Ranf, mg
i P s 4 R g e bz 4 i 2 T 7 A= TL-17E, 4k
SEERVEMIZIE . M [gE S BT E. B
WA % S, B N E PR R G JORE M. IL-17E I8
REWE I IL-23 (972 4=, #04fI Th17 40 M (1 5 1L,
M X+ EAE [ & 4 B il /e U th4h, 78
EAE ) kAt fedr, I A R 40 i 7= A8 1) IL-17E
AT I P R R IR R, YR I B
B, el Ik EL 4 M ) KR RGUIRE, TR EAE
()95 2 1O,

IL-17E 78 77 T I 78 H AT R 2D . 752
NI e 240 L S AR RS AR B v,k P v i L IL-
17E Re g4l Mg 194 Ko IL-17E A SR H0 i 5 2%
AT ARV AT B i s . mal, BRI,
R A 7L AR b B 4 PR I TL-17E AT 45 5 30 i e 4
MR T . A, IL-17E RASE S 5 135
AR AT . TIL-17E Ab3E BEAG 25 b 30 i) g
AR KT AS R ) 10 2H 2R ) AR 2% B T REAE D g
TEIT B AR s 1,

4 IL-17BF0IL-17D

FIH AT ML, %F IL-17B A1 IL-17D I8 L3k
B+ ER. IL-17B 1 mRNA # & 9 F Z A7 7T
BCENITEIIR . /N A B S 4023, TfifE CD4'T 44
P R AR, JERET R, A4 &
THP1®, Hmhgnp "™ b 2 40 g ' 540 g m LA

FIKX IL-17B.  fE/NREAG K E B, IL-17B Al LR
TR AL, R IL-17B AR5 BB AKE R
S DB R BTk, IL-17B 3@ i 4 5 1 2 44 IL-
17RB %5 TNFa. IL-1B. IL-6 1 CXCL8/IL-8 [1J%
15 FEFRPRBPE ST R 2, A ok 41 g i
it 23k IL-17B 15 T 5 £ 4k 40 i Sk A2 32 TNFa Jif
% G0 IL-6 Al G-CSF £k ", 7£ CIA /N R
R, RN R OSTTHCE HIL-17B S = T
FiAk oA IL-17B 7] 22 CIA fits e BRIt PASE,
IL-17B 45 ik 18 75 22 b 7L B 40 i 2R AN 1 7L A
PRHEFEA I MY, R LR A A & R A IL-17B
2 TT LA ) T e 2 g 3 s A i e g U 7
LIV B R, B B R A IR A 1) B SRR
f] T 41 fifl (bone marrow-derived stem cells, hBMSC)
WA PAFRIE IL-17B, 40 b oK1 IL-17B fEH T3
i g6 40 i - ) IL-17RB K i 30t 988 40 F 1 5 4% 110,
SR, A A —THE 7 K B, TL-17B fELE 4 4h 4]
HECV 41 I B 38 NGO T Jse AN T o0 ) i 5
e M B, B SCERIR G TE £ s RER 4%
G T B A do L R 3] IL-17B ]
PESZAR SIL-17RB ik F . X WE7R IL-17B Al fig 5
TR S RIEA 5, 1M sIL-17RB A BE i i BH iy
IL-17B {55 R & # T EE 1Y,

5 1IL-17B [A) 5 4 % i i 4 i (A7 TIL-17D 2
RIRAERMG S OME Wl BRAR. 5 B ULR i iy 4128
UL AR TL-17D K324k H TR B R 2, (A
FU R I IL-17D W] DL A B2 40 Jf 7 A= TL-6, IL-8
1 GM-CSF B 7E 39 B 4T 4 41 Ji 75 5 IL-6 1 IL-8 [
Feak U0 A i 7t 2% W -1 i 8 (1 7k o 2 R
1A IL-17D, LPS H 3 n] DLy R IA KF, IL-
17D ] it 5L 8 8 FE T 40 B K g A 0% Y. HoAh il
PRECHE R W, TL-17D 75 & A 25 i e 20 T g 122,
T 7E R 78 975 5B I kR I TR KT BRAR U e
Y1 AR 4 L G g S o ik R B RN [ R, it
(1% 5 4 4 AL 380 1 = A P Rk a1 1Y) S R AR
NI — D3G5 5L A% 17 (=] A 2 (0 fie 983 440 P 7 S e
REGERNTEFERNARREAEK . BRI, XKE
VA R () 98 2 B e 6k IL-17D, 1 IL-17D 1 DL
MCP-1 13635 M FA 55 NK 40 i 55 08 . BRItk bA
4b, IL-17D HEETE S FEME RS T 10 40 h R IE A 55
S R shag "2, BRI S, KT IL-17B
FIL-17D FIRE 7L A WIRIEZ 25, A 5 5 S LRI
A B BRI AT A R IR R

IL-17 FEHE RO B T 16 B I S s ok e vp R 45
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