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[ Abstract] Uveitis is an inflammatory disease,a leading cause of blindness,the pathogenesis of which is not
fully understood. In recent years,it has been found that interleukin (IL)-23/1IL-17 pathway plays an important role in
the occurrence of uveitis. The IL-23/IL-17 pathway mainly acts on target cells through activating the T helper 17
cells, resulting in the production of inflammatory factors and chemokines as well as the damage of retinal pigment
epithelium , which can cause uveitis. The [L-23/1L-17 pathway is regulated by a giant network ,and the regulation of it
by its positive and negative factors can lead to immune disorders and participate in the occurrence of uveitis. The
polymorphism of genes in IL-23/1L-17 pathway and regulatory network is closely related to uveitis, which provides an
important basis for the genetic pathogenesis of uveitis. In addition, clinical trials have confirmed the efficacy of
biological agents targeting 1L-23/IL-17 pathway,which provides a new research direction for the treatment of uveitis.
The IL-23/IL-17 pathway and its physiological function, the positive and negative factors and gene polymorphism of
[L-23/1L-17 pathway and its regulatory network in uveitis were summarized, and the research progress of biological
agents of IL-23/IL-17 pathway in uveitis were reviewed in this article in order to deepen the understanding of the
pathogenesis of uveitis and guide clinical practice.
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AR IE — K 2 RPN BOE R8BS IR, H A%
Z R K B R ARG SRS AR S
FEEAETHRE, BZARTIRE, St S RET W RAE
A G R O LE R I R M T A R
RIS % R 5 R O, A A B R R TR R R B M T
MG 1/2(T helper 1/2 cells, Th1/Th2) 4 3% 4 ¥4 Br 8¢, BRI L Thi
Y0 JLVE b 1 40 A 2 (interleukin, TL) -12/y T4 % (interferon-

v, TFN-y) fi5 53 B0 S e AE B9 S e ML . A F 0 e

15 52 AR 40 Y ( dendritic cells, DC) £ 4 52 Hl 5 , 4 W6 K& 1L-
12,58 53 25 4 S CD4'T 4016 3% 167 19 32 4%, 7% CD4™ T 41 fi o
Fe 5 5 S F T-bet, {34 HE CD4”T [ Thl 40 %514k, 45 g
FERBECR I TFN-y , il Th2 94 8, AT B Th1/Th2 41 il
BISRPR T B RSY & B, Th7 40 0 3800 76 4 25 B 6 p e 2%
IR AN FORISE TR A I A Y R A AL . 1L-23/10-17
55 @B LA Th17 40076 A6 32 28, 1 T 58 40 00 190 JiE £ %
| % (retinal pigment epithelium, RPE) 40 il , ¥ i % £ B F . #
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PP T B i ™ AR e RPE i B 23 B A9 A , 39E T 5 | e A 4
R KA BT I P Th17 40 H Ao I 45 K i 45 0 4%
HAR S TN 7 B0 22 DN 22 25 1 S R ) IR R B A SR MR AT T IR A
FE AR SON B ARAT Bk 86 T B R L HEAT 45, LI oA S 400 A
% 2 BRI 5 B (LG 1l

1 IL-23/IL-17 @B R H £ T ik

1L-23 FEMPURLE B AN DC R E w05 W, KA B &
’§E PEBEI , AR G0 20 BEAR A L 28 XU iﬂé%ﬁ#ﬂ’]?’ii&
PR G mEAE A . TL-23 J& T TL-12 K, 5 Th-12 dh =5
WA p40, I 55— RR Y pLO I I [ 41 5 R AR A
P T MBS 4T M R T Toll 4 32 & ( Toll-like
receptors, TLR ) 45 fill 2 35 J5U I Iy, RN X I TR 25 6 S R AL 45 1
1§ K¢ 5% /& 3 ( nucleotide-binding oligomerization domain, leucine
rich repeat and pyrin domain containing, NLRP3) & Notch % ;i #%
32 2 0RO L IR oy WO B IL-23, JE K B 4 A R K
IL-23R .\ W} [A) ¥ tb 4 & A F B ( transforming growth factor-§,
TGF-B) J 1L-6, 34 Ji1 CDA™T 2 Jifg P %% 5% X 4L 2 1% 4 O¢ 9K L
Z & (transcription factors retinoic acid-related orphan receptor,
ROR) yt Fl RORa {y%% 3¢ ¢4t CDA™T i ffg 1 Th17 40 fd 7 3 43
Ao, A L1711 Th17 & CDA™T 207 B o i — b 18 D 56
E ST B B 0% 52 I HH T A RCRE AN A, U AE TL-23/10-17 i
B A S AL Th17 Z0MIRR T 43W IL-17A [IL-17F 4b 38 53
WhIL-21 F0 1L-22; 3 H 1L-21 0] DLl a2 1F 52 5% [0 3% il 38 RORyt
B WO AF S 1 5 R SE0NE B (signal transducer and
activator of transcription, STAT )3 J F 1 IL-23R 235, M1 5 4k
IL-23/1L-17 8 B o W0 1L-17 J& 2 Fh S8 AE 2 0L (4 3 24N o3 1, AR
FH T #0405, A2 3F i 983 B8 FE K] 7 (tumor necrosis factor, TNF) |
IL-1,1L-6 1L-8 FUKLAH i — 5 5 241 M 42 7% 30 3 ]+ ( granulocyte-
macrophage colony stimulating factor, GM-CSF ) [y 43 W , T IR JE A%
T 1 2 A3 1 8%, B8R R 3 638 S S 0 A R

2 IL-23/IL-17T BREFHEERPHERAR

2007 4, 47 3% 18 H BN B R 4R e TL-23/1017 5@ B 1F Vogt-/)h
M- W ( Vogt-Koyanagi-Harada, VKH ) £¢ & fiF & % W & 5 B AE
PG BCH | SCAE % & S s bk BT IR A R
5L BT MR B 53 £
2.1 IL-23/1L-17 5 B 76 4 15 ¢ v i 1

Chi 25 VR FE % B, VKH 5 451 35 21 11 58 0 & i 3 A4S 4%
21 Jifl ( peripheral blood mononuclear cell, PBMC) 1 IL-23 & IL-17
mRNA kK B35 @/ T 1E % X 8 K VKH 25 5 1E # 1E 31 58
& L ELISA A6 I ST 3l 9 50 35 13 TL-23 (IL-17 25 [ 238K
S S T IR B, b AR T ] T R ARG R A
JHE 4 1IL-23 FEH B4 CD3.CD28 #il i PBMC } CD4" T 41 iy
Ja R, A TL-23 & [ BE A BOf B CDA™T 4 fg 1 Th17 41 g
WL, TL-17 8953 W 0 3 Th e X — 45RO E T
IL-23/1L-17 i P AE # A IR R h s A B s, A A
SR 1L-23/10-17 5 % 16 1 %€ 95 & 5 o 5 T B4R

Amadi-Obi %" BTNy , A 47 55 5% AL 56 7 2 i1 1L-17 A
P HL B 5 3R 20 M, 35 3 L 50 0 TNF-o 45 RAE I 1, £ 41
P08 JEE €2 2R 00 B 7™ AR RAE SN, I S BT TL-17 5T 4 AT 980 A 52
TPk B G R A R A A TN IR N R AE . LR B4R R
TOIL-23/10L-17 58 B TE R 2 B4 iy B2 L 3R TL-23/11-17 5@
B SE AK TL-12/ TNy G i 70 2 IR 58 v 3 — S B 4% 1 3 i i‘_*
PRRE T 1) e BUHE— 2D g e T A 2 TS A 1) BB A M S MR
2.2 IL-17 $E20 i 75 71 4 B 48 v v Bk ik F 50
IL-17 "ER T2, K2k RETHNENE. E

BN A S B A B 4 L TL-17 Sl 5 32 AR 45, 5 4k TNF 2 /R A
F[H T (TNF receptor associated factor, TRAF) , /¢ #F 2 Jits Py 22
JE % Ak B ¥ B ( mitogen-activated protein kinase, MAPK) \#% ¥4
%A F (nuclear transcription factor, NF ) -«B S 40 jg b8 35 25 H
W ( extracellular regulated protein kinases, Erk1/2) 48 8 g 1L,
1R A M S RE S o 7R 2 U 56T R M BIF 5 L TL-17 W]
5T RSN 15 R 110 98 ST 4 A0 G b 16 TL-8 Te i FI I K E
k2 RN FT L A PSR R, RPE 41 R
ARPE-19 Hr A 323k TL-17 Z &, F 20 T0-17 25 (3 A) R3] i
RPE 41 ity 43 3 TL-18 . IL-6, CXCL8,CCL2 K CCL20 % 4 A

BT, F T AR ARPE-19 502 1 it B D g, 1 6L ARPE-19 B2
S EE 1M Occludin {94041 . IL-17 % RPE 41 il
5 FH 10 3 % BF 58 7, IL-17 7] DL 58 RPE 48 0t Erk1/2,
MAPK F1 Akt 985821k , B RPE 28 il 43 00 119 48 M R 7 32 36 /K °F
hi MAPK  PI3K-Akt Fl NF-xB 41 i 76 e J& 19 71 g2 1t e 4
TL-17 45 FI T #0400 AT LA 5|k 20 i T8 25 2022, 41 4n RPE 41 il €5,
B, 0 R SR A0 L, W A o A S M B, i — 2B
YR AL
2.3 HA S IL-23/10-17 58 B M 4% 1 BF 5

PRV 4 B PR R R R 2 55 TL-23/10-17 3 8% 2 5 R i

FEORTE Y o )L T 4F RO BIF ST © 48 7R A — HE R P 45 919 %
18 B 78 7 A RS B A AR R R AR (A 1) .
2.3.1 FARRA P IL-23/10-17 WP A IEE BT H %0
fr TLR % i it TLR2 . TLR3 . TLR4 #i1 TLR8 £ 7 PBMC 1 %3k
Fhes AT TLR 45 525 01 B0 403 DC J5 , 7T #i% NLRP3 Notch
B NF-xB {528 %, 15 5 DC 48 i TL-1B.TL-6 FI TL-237072
VKH £ i B 11 2805 h DC[Rl R o 2638 & 4% H IR &5 & 55 R Ak 3k
FEH 1(nucleotide-binding oligomerization domain containing protein,
NOD)1 il NOD2, 3 H DC 4} @1 1L-18 J% IL-6 i 3 NODI %
NOD2 4 S5k i 550 0 8 17 42 3 4 ™0 1L-6 55 IL-1@ 7T B
[f) TL-23 S [/ 45 F 7 4 #E CD4™T 40 i, ¥ 75 Janus # 6 ( Janus
kinase,JAK) -STAT {55 & 1,15 % JAK [ TYK & STAT % i 51
BEER AL, 02 2 Th17 40 0 53 4k, 38 b 1L-17 23 985 3F H., 1L-6 J%
IL-1B ¥ iy 2 Ff G 5 40 )« RPE Z0 A & A, 34 IL-17 AR F
B E AN I, B0E Erk1/2 p38  MAPK PI3K-Akt fil NF-kB 2 (3
S B A A W TL-6 B TL-18 45 )5 7T T B GE il o %
PR PAENE A TL-10 K5 i B T1-26 ﬁﬁTUiﬁﬁiﬁ%
E’F JAK-STAT 3 B% ¥4 3% , i STAT1 F1 STAT3 # 2 1k, #F 1 2

HETh 1740 il o3 ¢ o I 4L 89 Th 17 20 0 B 23 3 1L- 17&[\, "
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W IL-21, 1 CD4™T 4 g & 1 6 35 19 IL-21R 1T 5 IL-21 JE A% 1E
SR A [ % 3 — 2L il TL-17 RG34 m . TL-7 7 VKH £ 5 1L &
S PBMC 3Rk T, JF B A S 4L 1L-7 fil#% CD4™ T
YA fS , Thl F0 Th17 4336 1Y) 1L-17 Jz IFN-y =35 W] W 34, 42
7 IL-7 J2& 1L-23/1L-17 3 % ) B 8] ) 3 b3 70 . i 8k 1L-23/
TL-17 38 #% b A9 1 1) 385 N 730 o3 A0 B AR IR B E K 15 5
B L BN YN M SN, i T TL-23/10-17 {5538 ¥ 1Y 800G | i
M 51 R 1 K4 .
2.3.2 AL P IL-23/10-17 @ g py P 5 7 DC 43
W —Fh gk R T IL-12 %) 1L-23/1L-17 3 B 17 75 67 i 38 45
YEM . BFoE & B0, i 4l IL-12 4K [ 56 & CD3,CD28 il i
VKH 24 1F 3% PBMC K CD4"T 41 7 B & 4 1l 1L-17 i &
B, VKH 22 & 1F % DC % IL-37 fil 5 IL-27 k3 m,
IR IL-27 AT AR Th17 40 i 43 1k, 4k i 4% o & 2 5 48 B b
IL-23 P G0 1L-17 432720 i 8 41 1L-23 31 % PBMC J5 14
T TL-17 53 B A0 ] TEN-y 43 36, {6 ] TFN-y 25 (5 50 44 ] 34
I-17 /g &M A, M E 7 F S SmH K T
(suppressor of cytokine signaling,SOCS) & 1L-23 | 1L-6 {5 5 {4 &
FTh17 20 Jd 43 4k Y 35 & 47 % 98 4% I+, IFN-y 3l 3 /E T
CDA"T 48 Jifg, fil 8 TL-2 2356, MY SOCS, 3 — 25 4 i TL-17
MY FIE , T TFN-y 14 3 T 400 1 280 7 25 B JAK 3l 410 ) 5 lJ‘Z‘rii
BT o TFN-oo [RIRE AT LU 32k 8 45 STAT 40 IL-17 i 2 ik
TE 4 B 4 o TFN-y & IFN-o 7] & 28 $ # 1L-17 E’JFEJE%E
AT 0 K, IFN-y 5 TL-17 35 £ 24 [\ i 7 & =R
M7 BTG TT W, A A 4 b IL-23/10-17 & IL-12/IFN-y i
WG AER A, IFN-y 5 IL-17 & MR R B 7, % 8] i {5
Sl UG AR A T el o R [ A 4% A B 51 R s SN, B )
P RRAEAG S A%38 . T GM Y X+ 19 A 5 )
T 24 LA R G0 05 P R BT (M B8, — BT 4T
AL G| g SR A BE TR K — R 5 ARAE SN, T
7] JIEE 98 v A7 P R4 DR 1 2 38 IR IR AR X 55 Ak 2%
FIE X — e A5, DTN =6 4 88 S

SRS o1 N T A R R P T RE IL-18) 6

Wil 5 G 5 BB 1) e AR 2 B st M, L T) — 4 e B
TR A LRI 58 A P fE . STATI Al
STAT3 % Th17 4NN % & &£ = E2E (A STATI FI
STAT3 X TL-23 H13# Th17 40 i 53 1k A 8K A0 S
#i, STATL "] 5 IL-27 j5 3 ¥ H# 4 &, JE Xt
1L-23/1L-17 {5 5 i k2 6 1) 38 4% 46 'L i 78
STAT3 3 H B[ B, 1L-23 $3% Th17 44 jd 1L-17
53 WA A I A Y A BRI , 32 7% STAT3 X 1L-23/
IL-17 8 8% & IF [ {2 3 4 . TGF-p %} IL-23/
TL- 17 38 (8% 1) ] 4 7 7 59 it A8 1 L 1K 790 2t /) TG -
BYEM T T #4H ML )5, v 4l ¥ SMADs i 4k, 3% Jm
IL-23R 1) & %o w M & 9 TGF-p 7T /E ] T
RUNX1 f Treg ¢ 5 ¥ % & B 7 FOXp3, 4171
RORwyt, [ 440 TL-17 B4 0 HAT & B
0 75 B A T A T IL-23/10-17 58 % Y 1F [:] F i

iL1p't6

cocccocsssea™
cossssssss

M HE Y@ 10 f, 2 5 1L-23/1L-17 2 1L-12/1FN-y i@
BEBYE Y R FACH BRI BN, 51 e R A, K 1
TRBIEFE TR B S A R R A B R ) A N K H
eI AE
2.4 TL-23/TL-17 38 B B 5 1 4 v B (R 22 25 55 7 44 T % G
EIURTIN

Wang 25 3 A [ Ff i AT v 4 45 B 4 AR 56 56 1R 53 %
AT T RGE IR T UVEOGENE -6, ] F F 45 a2 ) 4 Bt R
HHAL B & ﬁf%z@:@%%mfﬁzmﬁﬂ EN
1L-23/1L-17 {5 5 3@ % A0 ¢ 09 2 I 2 385 BH M A0 5 3F 4T 2 45
(R 1) HAINREA b TL-23/T0-17 3 s P78 S5 A B8 52 il 5 DA
W22k, LU Ak i A 7 A5 BT AL 1 B R R B 7 B LR 5 | AR L fig
MRS . I A R A8 TL-23/10-17 5 % [ LR 2 351 51k

2 19 50 il S 47 L B 5 1 R A
2.4.1 IL-23/IL-17 il f 19 36 8 2 A5 vk S A 4 B 6 1L-23/

IL-17 55 @Bk WS S WA ER G, KENZE SR
FERCH DR B . — Wk T IL-23/1L-17 58 % 5t 1% 5y Bk i 4%
FE B 5T 4 3 4 26 BE F 9 ( genome-wide association
studies, GWAS) X LM 7 T 1 538 ] VKH 25 4 1iF 8 % F1 5 603
B DR IE W ONBEIE T T A R R 2 A M (single
nucleotide polymorphism ,SNP) [ 3 [ B ¥ 42, % BU 4% T IL-23R/
Clorfl41 3£ [ | fy 1s117633859 fif 45 55 VKH 25 4 fF (9 &
W6 B VI A G, LR WIE B 5 43 B 38 R % 00 83 T RE A I BR S B R

Y BRE TH e s IR+ B 45 &, AT 2 W TL-23 R A% % sf 8 5
T #5747 rs117633859 {3 &5 G %5 o7 55 [ 1) filt B X HE & PBMC
IL-23RmRNA 3 ik

WY ARt S, e T R A BT O i

APC
IL-37
CD4+T
IEN-y
IFN-a
IL-17
“m";ﬂ%&‘\'
et ]
MAPK Erk1/2 _Akt cosovsssas RPE
NF-KB TRAF5/6

1 HHREK P IL-23/IL-17 @R R BT ML NF-«B AR E T -«B; IL: 5 41H
I 2 5SOCS i ML AF 5 e FAM I R T~ TCF e AL £ K F 7 ROR « 5% 5% IR 7 1L B 1R AH 5%
PIOILZ AR IFN-yR y T H 21 APC U522 58 4R g s RPE - BL R (3% 1 B2
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F1 HHFEXMBEXIL23/IL-17T S BEEASSH
A ID SNP i 7 R Tl
IFN-y/IFNG 3458 UTR 644 1 29 THIHA
TNF/TNFA 7124 151799964 SE <75 +HILA
ILI2B 3593 153212227 EES R AR PR A
ILI2A 3592 517753641 255 +HHEA
ILI7A 3605 158193036 3 iy 4 45 1 4 [N
ILI7F 112744 1s2397084 . rs763780 1 %E9% \VKH 254 1iF HEVEN CBAEA
IL-1A 3552 51800587 EE S0 +HIHA
ILIA-ILIB 3552/3553 1s3783550 EES +HHEA
ILIB 3553 51143634 SE 275 +HIHLA
ILIRLI-ILISRI 9173/8809 rs12987977 .rs12999364 SE 375 LGN
54851569
L2 3558 152069762 . rs6822844 P ZER PN T I S A M 1NN N
IL23R 149233 rs11209026 ,1s11465804 | P T A R 2R AT e FRUH PEBEA & A
157517847 179755370
IL23R/Clorfl141 149233/ 15117633859 1512561798 .rs3762318 . VKH %4 fiF PN i & =53
400757 1512568393 1576436269 1577258390
1578377598 .rs78597810
IL23R-ILI2RB2  149233/3595 rs11209032 .rs12141431 ,rs1495965, SE 375 PEDOEN CAARN EEHA L
15924080 .rs1495965 157517847 . PN NNLE: S NN HES PN
1510489629 . rs1343151 .rs1495965 .
151495966 1517375018 151966176 .
154655535 154655679 . rs6665569
156677188 15924080
127 246778 5153109 M ZE R E PN
IL2RA 3559 152104286 2P T A 2 B 8 vl o 2 M % PN IRN
IL37A 27178 153811047 (] 2E 5 A
114 3565 C-590T . T-1098G EES +HHA
IL6R 3570 1$6690230 1t T 2 B % L SUIPN
IRF8 3394 rs11117433 .rs11642873 EES RE AL EEHA
JAK1 3716 152780815 15310230 .1s310236 . 4 9E95  VKH 45 4 1F A
1s310241 ,rs3790532
NFKBI 4790 1528362491 S 275 +HILA
NODI 10392 152075818 EES E A
NOD2 64127 152066844 SE 275 HA
STAT4 6775 157574070 1 ZE 5 +HIHLA
TGFB/TGFBI 7040 151800471 EE 3 ZEPN
TLR2 7097 52289318 SE <75 LRGN
TLR4 7099 157037117 EES HAN
TLR7 51284 rs3853839 M %€ HAN
TLRS 51311 152407992 SR LIS N
TNF/TNFA 7124 rs1799724 rs1799964 %€ VKH ZA 10 S Etat SEAmEH . EFHEA EmE A
rs1800629 .rs1800630 . A 25 T A% 45 T O R R 1Y i HEA EE A ERKFA
1s361525 2 AR 4l AR R M DG T R
TRAFS5 7188 156540679 12895 VKH Z2 & 1F L &tk -

T ) 2 B L A 2 R %

TE L A A 55 SNP BT IR 2 251 s VKH : Vogt-/MiIl - 5L 5 - R 48 I

R P N BEH IL-23R 3 A 1s11209026 , 1511465804 , 157517847
112561798 13762318 J% 1579755370 {37 f5, |- 14 B 355 i 25 15 4 244 it
RHXETZV, AR ENE AT HESAERRES S,
IL23R-ILI2RB2 (¥ rs11209032 .rs1495965 .rs7517847 %5 | 4x it

S R ARG L S g A AR G o TL-23/1L-17 36 fi% B [H 5 Jebk o
A 5 480 2 L 8 1) O A AT AE W A AR 25 59 7 1 2600 19 GWAS BF
F¢ Ml B GE o, IL-23R-ILI2RB2 | 1s924080 . 1s1495965 I
rs12141431 £5 H A Fl 4 H L CHE 2R 5 5O I K6 R B
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N TR PEHE A T PR O 1 5 IR 4 R
IL-17F J£[H b 1 15763780 {37 i IL-17A FL 1A B rs8193036 {3 &
M AL-17F £ 1 12397084 i 5170 ph A, R 5T 45 R B
IR GIL-17F R IL-23A SEPR #5 DURAS R A RE 5 VKH 25 & 4 & H
FERT RIGTEAE AN e, I H IL-17F B EE XKL T &5
PR 6 4 DU RO IE AR

2.4.2 TL-23/TL-17 38 #% VA 5 ) 2% v At 56 S 5 DR 22 25 1 5
% A& Eﬁﬂbnﬁ”‘%ﬁ%ﬂ%*ﬁ@%%ﬁl%%
FE DR 30 A 4 B0 7S TR) AR 23 5% i X I {5 T 5l I Y R 4R

IL-12 f 3R 22 25 M40 A & PR, IL-12A 3[R 1517753641 1L-12B
BN 153212227 5 1 9695 K VKH G A AEAFFEAR S E 27 L 25
R PR TS 48 VR G L SRR I 22 K P T A 56 4 92 PR 5 0 o
& B DC K E W 40 g % 0 (¥ TLR Z W, il tn TLR2 | TLR4
TLRS TLR9 %3 N £ Y fE 16 . 1A W58 45 R R, TLR2
FE R rs2289318 il rs3804099 37 g 4 & B 5 19 ZE 90 AH G , FE 578
12289318 fi) CC %L K 70 F1 rs3804099 fy TT 3 [ T i 4k B Xof H
# PBMC % B TLR2 mRNA ek s o 4R, F A 5 %
Jog NBETR O AR A Iy TLR2 SE A 2 25 4, T A i TLR4 & B
1s7037117 F1 TLR7 3t A rs3853839 5 H A ', TLRS 3t A

rs2407992 & L5 P BE A 19580 A BEA M OCHE L S B —
GURMTRE R N AE AR BN E AN ZE R B — TR T

TLR7 FE R ¥ DA Dh s 820K , o [ 3 2805 A HF o TLR7 45 D1 4%
T TR 2R A IE H XS RE R, 38 5 UE R B TLRT 85 DUECH B
H mRNA L AR RB R EM K Ao ss 3 8nR,1-17
TS TRAFS RN Z BRI S 22 f&%%ﬂ%x*ﬁa&
Bl VKH 25 & AE . 2 JE 95 | A5 3 26 IR 48 K )L 38 A 2 I 4

e E L H A S RS A R AR R T R B, A2 TL-23 SO Y
% 54 % Thl 1 Th17 40 5 BLH9 STAT4 3N 2 2508 5 i %
R M. WA, B 5 TL-23/1L-17 {5 5 i B 1 JAKI  JAK2 |
STAT3 % 18 B 75 (1 3 R E M 2 5 4 P AE e R TR 2 2 2

3 BEEHERxS IL-23/IL-17 BB £ W HFIFH R

A A ) R 9T o A 7 I S IR YT OB O 1), IL-23/10-17 il ji%
M BIF 5% 45 S A B e AR L m ya T R T Bk, £
O WETE R I, KT S TL-17A 5 58 B Hi 44 ( Secukinumab) J5
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