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Abstract

e Interleukin - 17 (IL - 17) is an important pro -
inflammatory factor in autoimmune diseases and many
inflammatory diseases. Studies have shown IL-17 plays a
vital role in the pathogenesis of eye disease. This paper
reviews the function and mechanism of IL-17 in keratitis,
dry eye, uveitis, diabetic retinopathy, and age - related
macular degeneration, providing new ideas and targets
for the treatment of these diseases.
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H YA 2 - 17 (interleukin 17 ,1L-17) f 5./ Rouvier
%mﬁﬁﬁﬂ'@ T 40ff 17(T helper cell 17,Th17) g % %
M P T A BT R R LT AR AR A |
2 ( polymorphonuclear, PMN) ' y&T 4 fifg ™ o BE 7= 4
IL-17, IL-17 S5AANL F 4 LA 3 - 17 Z2 44 (interleukin —
17 receptor, IL-17R) & & 5 S 5 UL B E I8 17 5/
SHRAERI Y TL-17 EYIESLTEZFh [ B S P
R SCHE 9 (1 & s ML v i 2 SCBEVE L EAE R
VP2 #8 MIRBHE AR TE IR A i & B T IL-17 B 77
FENOM RSO TL- 17 55 AR I A M T LR D
WIRE IR T A 1L~ 17 ZEMR RGNS P T ZHR PR
1 1L-17 ZERR RS B E A
11117 5RER  1L-17 AR G i % BA
B L, EFRAAET IL-17 AT B B Sk s S i
AN AR AR SR Y AR R T B A R ) RE A2 I
IL-17 AR G e 4 s Ak, 75 5 2 Fh R M Btk I 1
FEAE R, I ARG A PR N i e Z A, A
Z RN RN SR LR AE ™ WFFTIE A IL—17 T BEHE
PO HIBRY BB Taylor 4 78 /N BRI Hh 55 1 A1
S T TR £ B R ASE R Uk B 1 3 A ORI R S e A i T IL-17
ByPAE  IL-17 g A E sk 2k J5 /N R 5 52 L IR
I INEE . IL—17 AT 3 AKT 15 538 B 30 551 A 158 2% i 4%
N A P e 43 ( connexin 43,CX43) RO IR I
A8 PA) B A T 97 P 2 P PR She A ) R i P A 8 1)



Int Eye Sci, Vol.21, No.8 Aug. 2021 http.//ies.ijo.cn
Tel :029-82245172 85263940 Email :1JO.2000@ 163.com

& IR B A AT {H Zhang ZEUC A A 5T 0B 1
IL-17 Z2HAEHERE AR R LA CENE, Haas
BRTE RN T % T RE IE % A1 CD4" T 41 il Bl 2k () BALB/ ¢
/1N BB TG i R AR BRLAG # S, LK 31 1E B BALB/ ¢ /)N R A
JECYY S AT SR I R B TL- 17 e R T
L IL-17A TFRVNEUA N IL-17 )5, f I 0E /Y 7 5 A
TR T SR e 2L /N BTG B B R SRR CIR | T A
A IL-17 ik,

1L—17 7EA0 B B Ge 5 | 14 £ I 56 bt gl ) T4 3 4%
FEN %, Heimer 257 BRIFSE 4515 H 48 HY AR5 Rz 40
YL (AR AT IL-17 mRNA A & &35, IF BB
IL-17 S T RIEN o Zaidi 251 % FUAR 25 115 A i 1 %
eI /N B R TL—17 B ST R 0T 5 D B R i
AR, S BT R R TL-17 J5 , A 5% 4 40 i
WD A e A R /N B TL—-17 A2 8k i
BiJe  E OS5 (8 TL—17 PUAARARL, £ 5 5 et bE 2 D8 5%
= P AMAITEIE R B, IL-17 5 P2l 92 M FA B R (herpes
simplex keratitis, HSK ) Hh, %% Y] AH el o Suryawanshi
AEOVHE HSK /N BRUAY A IS R R I HE TL— 17 Y 3k T ) TR
HIFAR I TL-17 355, 5L R A M EL 3] 1L-17 5 HSK
J R AR A O, T AR S 1 5 B e B P BT TL—-17 BT
FAAR o P EE AR B, L3R PMIN I 9 98020 | £ TR vt s

ZEA DA LR I8 45 R, UE S TE AR I R 1 kA R R R
IL- 1775 A2 ) S AT S W X Ik e o A 0% 5 2Pk S e B 1
B DR AR T S (H B AR VR A& R B8O T
JNE INEE LA . TL—17 (R 48 5 0 D 1) T4 4 4
A 2 5O 1 FH IR SRR e 1) 3 DLk 2 0 o 28 R 4R A A
BE R
1.2 1L-17 5FR TR % WA IR R | 38 5k A TH
AR =8 IR R RAEPE MR 50 8 T IR
A, 1 22 BB UE B L T G 8 I 25 5 | A 1) 4 0 o I A L
FEEW RIS, TR IAEE S S s M H AR & 0 iF 1L
17 7724, 51 M I b e o fg B %' Tan %' | Liu
250 Roda % BUBF S AR 36 H, T IR BB FHWBO 1L-17
FWEE SAE TR B F L, BT, Lee MIMFFTLE R E
B, TE THRLE B AEAEE TR ZE A IE I BB TR, TR AR
HIL-17 R\ B ETLETREZE ., DePaiva 557 T
i TR B E 45 1L-17, K Bl IL-17 mRNA (F k5T
AR S IEAH K, Chauhan %577 BFSE 7 /N BT IR A R 5
IL-17 B R  WFFT 5 SR R A7 A T AR 9 /8 U EE XS HR 4 i
Th17 4f %k H B 234, 6 B 1IL-17 Brikiayy, ol il
Th17 4 A8, %% T B % . Chen 251 5@ 5 ) & T AR
C57BL/6 /N LS TL-17 mRNA BY/KF, & BRAE 221 1
TR T IL-17 #A Bk,

F T4 8 2 ¥ ( matrix metalloproteinase , MMP ) ey
W b BRI e, 5 & TR DePaiva 25 194 45
R IL-17 AT LA B8 MMPs f 3635, 5 B X E 2 2 57 /)
/N IR EAT IL-17 FhFS , MMP -3 . MMP -9 fit) 5&
R ik /K i 2 R R, A L 7 A9 MIMIP -9 438 i 7 1
B A i e Bl 2 B ARG, B T TL—17 S5 A bz 45
Bit I E 22— Goyal ™ IR 138 Ak 1 Ff1 S B 45 i 12 ik
I3 A ARG Th17 40 I TV 45 10 8 IR 26 B M IR
SEME I K ek IL-17 IL-22 &R T i S M di s

FPERIZ . Chauhan 255V 8 IL-17 XAl UE—H5 S
PN B 20 B 7 A i A8 PN R AR K R =D 80 R G I A A
FA A B BV TL— 17 W] R AE T IR A9 1A T e 28 I B h
A S A ,Subbarayal /‘c@m}iﬁnﬂ IL-17 7] IR 3 HR /)
S B AU MG FE | oAb A B 2R A, I = AR PR 3
MR HEIRFARAE . H AT I TL-17 3 5 Z AR e k1
AR 229

2IL-17 EEHEXFHIER

A AT 5 A AR N SR Z 1 e TG )
I, 5 S A P G e S, 5 | A 2 S 1 RRE TR P
IR S99 AR AAZ A G AR v SR e KA
K, 2N B BRI R A R R R g B R
W—m &4, BRTCiEIL- 1783 e g8 v RAEAE &
G R IEVEH I % 18 1L-17 W2 5 T #IH IR 1Y
RIFITRE B R R e A E S IR, B i A8
AT TL-17 J2& Qnfe] 76 75 48 B5E 2R 19 2% 2 ki i U e
EEVER

Y PE B B G R P % 4 (experimental autoimmune
uveoretinitis , EAU ) B 0 )32 b B T 8- 1+ 4 248 1B R 1) &
WAL 25 W05 97 S SR 5T Amadi-Obi 257 58 i HR
JEEAS A T U6 BEPEAY T EAU AR | ) B i ) 52 Bsf 2
FE F PCR ORI /)N R I BRI EL 45 P ) TL—17 ,5EPBA T
IL-17 3Ri5 5 EAU Wy & A 7e i i|) b 2 E A 5¢, JF B2
A IL-17 BF, EAU BG5S, R 50 et )
M — DA AE EAU K B A 28 30 A o BH I B HIR 77
IR PRI IL-17 T A R A A2 & 1%, Yoshimura
A5 DO TR IS TL— 17 34 R Rt o /0N BSUR BT A RN RO S
EAU , & BUAE 5975 5 300 70 A 78 /N B Ay 7 o 82 8 A 0L, R
FEPR S TL— 17 35 D3 A B 19 /s B o AR 45K
IL-17FE25 T #H &R G0 %% &)Y, Kaufmann
AT 3y T —Fh Lewis KB EAU BLR 76 8040 H BRI EAU
FILRIR TFN—y A1 IL-17 RO 40BN, 76 & % Pk 3 45 B R
RN B 306 TRN—y () 40 3 i [R] B P 20 IL-17 1
AN IE L, 2 B8 TL—17 163 EAU &9 /e s,

Behcet %5 FlI Vogt —/NA TR B0 ( Vogt — Koyannagi —
Harada, VKH ) #2& P A I PR S5 i UL 1 =l R e P 7 2 I % i
RAFSEUE T TL-23/1L— 17 48 4 Sl 75 3 5 o 4 26 Ji 2 v
B EE RN, ST S A B, A T s S Y
VKH & SME ML Th17 R Y14, I H 5 485 X i
AHEG, 76 ) B AR E Th17 AHC 4 A 7 TGF-B . 1L-6,
IL-23 IL- 17 /KB & Tt 0 2 i 0E o iR
1L-23/1L-17 {5538 #% T i B+ 0 IFN—vy | IL- 10 IL-35
16 VKH ik 3l IL-23/1L-17 33 80 , i35
VKH &4 . Na 25 B ITE Behcet 95 3 HH3K1L-17
) CD4" 12 T 20 M 8 25 38 N, 76 35 o M 28 B 4R i FR
M8 A K o IL-23 IL-17 F1 IFN - 35 85 88 m, #A4h
SEEGWAIESE T H4H 1L-23 Al LAEE Behcet J5 8% CD4™T
YA =4 TL-17"

SYRERUANG RIS AR B T 1L-17 538 45 IR 2%
YIAHE B IL-17 T2 5 RAE H v AR B, o] RE 2 1E
R4 B N R A SRUTRR T IL5E 5 1 & e e 2%, ]
fiE 25 | ECHR PN BL I 4 J5 0 B %) RO | AT 375 i 2 At
% A BRI IR T LT A T i — 2SR
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3 IL-17 741 W FE 9% P B4 A
IEHEAEAMET , MBI AR R IL-17 (H 2R
Z2 A0 O B35 9 B AE 9 TP & R, 9 BRI TP TL—17 7 400 o)
BRI B TH R R IL-17 25 7 ORI A SE 50 (9
PR R
3.1 IL-17 SHRFBEAMEERET WG RN &
DR S 2 AR TR LA B3 3 ol P 9 48 i ¢ S L7 40 1)
25 A PR PR I ZE ( diabetic retinopathy, DR)
WF9E W, RAE SV 5 DR B & AR & B % AR
IL-17fE A EENRAER T RE WS S5HR o TiF£
SEERTE S, TR Hang %5 L TH JC DR Y
W PR BB LT TP Y 1L-17 KPS K WA DR YR i
B IL-17 B E W&, Takeuchi 551 {4 (1) & 51 F
GEAPAT T 3 B 1 PR 0 I 995 42 ( proliferative diabetic
retinopathy , PDR) f.3% Th17 AHOC A P4 A K 3R 187K,
R IUAE PDR B85 338 VR, 5 K ORI Il 38 v 8 mT G ) %)
IL- 17335 LA, IF 55 2 IEH G, (H Afzal %51
W55 % B DR & S50 IR B A L, I3 TL-17 ke
JEWRA BEESE, B E DR BEMN IL-17 LKL B, F
AT RE R IR T 25 9 )5 3 ) e RE A Rt A HE bR
IL-175 DR &AL AAH G Al gt KL IL-17 7£ DR
R ) AR T AL R AR Z 58 3 i F 5y Il
1L~ [ JIE 5 i ( blood —retinal barrier, BRB) ¥ B 3K J&
DR Ay = Z B AR 2 — , R RRIR S 1T LS5 BRB 43t
PEER Z2 50 rp 1) S e 5 M o 1 A KR P, 375 50 20 178 S 3 A
RAESI ™, Xu S0V 2R3 R B AeBE IR 6 20 T 1O B
PRI K BRI rol 2 21 BRB 45 M4 il PR W 55k 4[] st 6 300 2]
TL— 17 £ %A 7 o i 400 19X JE 0 A J It oo 2 4 v 3k, il
JHPL IL-23 RP19 P ALY S IL-23/1L-17 {55
WG, TL-17 mRNA R [ 235 8, W0 00 158 57 5 AH 44
FAAM I PU AR AL R AL, 254 0 52 4, B B i, %R
IL-177E DR (& W HLH P 5 BRB #1%E 45 5, Chen 25
UEIL T IL-17 BE S SO AR % 422 B 2% 8 1 Z0 -1 Loccluclin
25 (M)A SR ISR A I B B s 2 i, O EL R B TL—17 i
LS5 PSS I Bz 44 L A B A A S b R 1 CXCLS |
TL— 655 ] SR A vh Pk 41 i A0 o A% 40 it 1) e A R R g R
AN, i OIS SR A S, ORI A 18 1 e 0 4
SR O B 3 o B B AN LA PN R B A PN
AR R FAR B 22 | M 165 A PN B 4B 084 A A 1t 4 A=
B ket BREFE A TL—17 W] AE 3 A i PR R R i
MILE R%E S5 DR MEERE,
32 IL-17 SHEIRMEXMERTHE  FIRACHEERE RN
(age—related macular degeneration, ARMD ) J& LA I H.00 f1
Tk F BN R WA BEAR M, RAE ARMD A% A i AN
A, (R E A0S AL P R SR R 8 RRE R R AT O,
MIL-17 25 T HPHZRMILE. (1)HIL-17 25T
ARMD ) DNA H 3£ &M, DNA FF 4k 1 7K S 5 i
HiEAE TR FER Rk I EZEALE], 7E ARMD 335 3252
H B BE X FNAME I CD4' T BRAZ A IL-17RC R & iA
FHE L IL-17RC J3 8 F X 2K 3L £ 570, (2)
TL—177] RS2 S AL O S0 S BRI e L 3 BT X
TEAARIBOIR S T 2 S B R4 | J (retina pigment
epithelium, RPE) 41l & fk- 45145, RPE 5 25 MEIRSE" 1 fig
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S A ST LAAE SRy It sl 45 5 R 0 Al A S e A
Mefae, Behnke 5544 A /) B N HORE AL | /N B
RPE 4iiif IL-17RA Rk Thi, 7L 5000 T A B 3R 1
RPE A W42 3] IL-17RA 23k B FHR, Rt Z5h,
R A IR IL-17 Z A5, 1L-8 \IL-6 5515 IL-17 Rk
K RIEN TRIBAKFWREZ T I8, TL-17 e LN
I PR B A T AR A N P S ARMD A JE 1Y T 2
PIZE™ UEHT ILLT 76 ARMD R I EZE, (3)IL-17
S5 TEYERAE L, &5 S Z ARMD Hyf I Z —,
TE ARMD F8 5 1 3t DRI 722 R 30T 19 Bk 28 Ji e 2 ) e B
ZRPEM AL . ARMD 5 9 48] i S A% 40 T Th7
Y e FIR 0 TL-17 SRS BZ AR Hb , 23k K711 B
B TS 5 R RN AMA CSa FE ARMD HBE S
I ARSI A7 3k, T CSa AT LSS CD4'T 41
O3 =17 SEHER 1 R (4) IL=17 i85 k2 58T
H 1% ( choroidal neovascularization, CNV ) & % & Ko
ARMD J T [k 2% BT 24 1k B, £ OB SEEER = 1Y
CNV AU 1L-17 Rk AKCPAEIR ), ] C5.C5a 52
PRESPUG  IL=17 B, 374 A8 5 s i
YU VEGF 1697 ), BAT IL-17 @33k ARMD f 3 ML
IL- 179 BE AR I s . DL 25 SRR IL-17 W] i
W ZERfEE ARMD (KA R
4 H5iE

Li LA, IL-17 5 Z R IR A G, B X 11—
17 TR AR BIEA R IR b IL-17 2 5
A B AEHIBLE Al REAN AR . 75 A2 RAGEALI 1 /Y
PR AR S AN A S IR AR S AR 2 IL-17 &
FEGREVR A I B BE AR P L, BRI Z 41, IL-17 348 fiE
i 2 R T A AR R A A (2 2 B A R A O AL B
IIHR S 1) A= 0 o B 25 22 Fh ik A2 175 S A S 5 ARE S
Z5IRE PRI KK PGB IL-17 7E 450
HAA A T AL FRE OC A5 558 B, 0l IL-17 Je o3
TL— V7B AH DG S BE A 3 92 5 5 30 B R 314 1L - 17 19 2
fiE, AT B2 IR T A SR ARG 58T RS
S 3k
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