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Research progress of multiple cytokines in glaucoma
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[Abstract] Aqueous humor is produced by the ciliary body. It is an important nutrient and circulating substance in the eye. It has the
function of maintaining intraocular pressure. In recent years, many scholars have detected changes in cytokine levels in aqueous humor
in eye diseases such as glaucoma,uveitis, and age—related macular degeneration. Glaucoma is the first irreversible blinding disease
worldwide ,but the specific mechanism of its occurrence is not clear. Some researchers have suggested that changes in cytokines in
aqueous humor may play an important role in the occurrence and development of glaucoma. This article reviews and analyzes the re—

cent relevant literature ,and it reviews the changes of several common cytokines in the aqueous humor of glaucomatous patients and

their role in glaucoma.
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FEA TIOR3 5K b VR 28 9 1k R 1 1 7K
KA BN T2 SR R B A G H] (acute primary an—
gle—closure, APAC) 3 57K 1, 14 & (interleukin, IL) -6,
IL-8  BAAZ A # 1L 3 1 -1 (monocyte chemotactic protein—1,
MCP-1) B 40 i a1k 25 1 -3 (MCP-3 ) Rk 4 it 5 7% )
[ -F (granulocyte—colony stimulating factor, G—CSF) 7K-FHH &
FhEel, 78 B & S PR £ B YEHR (chronic primary angle—
closure glaucoma,CPACG) B3 F/KH, 1L-36 11.-37 .11.-38 .
1L—8  FETR PR 41 i 4 £k K] T (eosinophil chemotactic factor,
eotaxin) , W 41 g %% 14 2 11 - 1B (macrophage inflammatory
protein—18,MIP-1B) HI 4K v i5 5 & H -10 (interferon
gamma—induced protein—10, 1P-10) /K F-B1 & FH 5 1L-5 11—
9 IL-17 & IR FE A F —a (tumor necrosis factor-a, TNF-a)
TR 2 L — 55 10 248 L 452 7% 30384 5] F (granulocyte—macrophage
colony stimulating factor, GM~CSF) KA, 16 J5 & P
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coma, PACG) JB 3 Ji5 7K v 38 ml A5 S [ A2 B A 4 s, (ELALE D
PE 2L 8 75  OGIR (acute primary angle—closure glaucoma,
APACG) W s e 3 o X 3R DK v (8 4 i PR 1) 4% T
RETE APAC HERE R SCEEAE I,

H AT, S0 5 DGR R B /K A0 PR 1 AT 1 TR R 4
BAB ZZ EI51 % AR T AR i AR o i S IR P R i
BT FRSE  AFFERE IR JE (intraocular pressure, 10P) 12
JETHR T BB 32X BAB 2 B E  BUE K P AETE 211
ST A MRS AR A B, X FPAILTR P] e T 3 FR A
FEJFEH . AR P2 RIER FK -5 T0P 2 AR
O 77 N () 1 S Ry a s O = 22 L ol [ 11 S B
ST e ) BE SRS B K Bl 1% B 10P Thsge 1

XA RPE TR RES S T H IR &4
RJRISFE, AT AT BE A B /K Hh 4 4 e A E 2K 1
(A AEAE BN /NG I /AR ISR 5 22 8] £ 7k A MR 1l
10P FH i R BN Ay £ i AR B2 TS B0 IR Mk 22
P, X WA A X A] BEALE S 8055 A K AR A
AECAE T, 3 T 5 RN At DR AR ) T2 SO 322 5 2 174 e L REL
A T OGHR B I,

AR 5 M R T KT AR kA T RE T390 YRR F AR
MR  BRAERIFSEIA N XS R 12 5 T AT e A0 S N 7
INBYIBRARG , Bk i =2 8 i 4 e Ak K R AT R S8
HOGIR R S 0 O AA T 8, TS BCF AR RL
Horb 4 POAG B (0 B BPEAIFSE i | Bk i MCP=1 7K SF-
B ANEYIBRA S T0P 53 i , FARBUS 8251, Gao X
Ao B APAC RAEJG 150 32 2 48 0 40 i I F 1 MCP-
1 1 MCP-3 {14 ¥ 8 P REXoF e g e T A S D Py XU 7= A Y 7
SR o LU P B T v, B A e T S TR AT, AR 2
PEE CHR A AES BEATAE T A, DU/ IN RO BR A 11 2 XU
AT RERAR , 3R WY e e B 19 4 L R 5 (40 MCP-1 il MCP-3) 2%
BT SRR A AT REME . PRI , SO 45 SR Xt T T i ik
T IR FARM A FEE L, AIFEFEHE Bt MCP-1
BT ATRE A B T ElGE 5 IR F AR A B 207, Chono 1
SN IR TR B KR RN T 5 0P 15
¥, Hrp IL-8 /KF-5 10P 4@ A AR & . 1L-8 B
K5 POAG FlI NVG BB PET AR TS A A X 1L-8
KPP B2 G A B DU IR 1) T BE A IR 3, B T
R 2 M BURTY T 15 (0 A, 1 O B 7 R IR F AR W1 193897
HUAR

2 SHNHBEXETF

SRR R SRR P A F R e AR, 930
SRR | TR AR AR5 R 22 it 72, H
B VP22 B AR5 T DGR R 3 s /K b B b e 4k
JE ARk BRI, POAG 3 Bk FR A it H ko 4
Ak Wy (glutathione peroxidase , GSH—Px) . ¥ 48,1k ¥y I £k fifg
(superoxide dismutase,SOD) i % 1k S fff ( catalase, CAT) | A
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factor, PDGF)¥%% | CTGF JELF 4L AR AL ) B sg K 2, n]
PEFE ECM B . Hem ik 5 R 10P 1y A4 &
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NVG B R R AR, PDGF Je—FP e A= KN
PR, APFERY], PDGF 25 7 NVG #E 45 1IE
B, X LR B UL 2 R R R R E R R B2
(transforming growth factor—B2, TGF—B2) F M4 N Kz 4 K H 1
(vascular endothelial growth factor, VEGF),
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HOGIR g T FAR A F AR E LA 7 TCF-B2 /K
ST RS I SR A U8 VL IR AL Y R e , (B4 BT
TGCF-B2 HLi I A BGE T IR MG FARLE R, #oRTEHK
A R AAE A AR R PRGN -, A2 50 TCF-B2 Uik 5%
el PRI , B 7K v TGF-B2 AP Rl /A B T DGR 1
W 09T BT AR

VEGF & — i B A4 S P 1) 02 16 A5 P9 B 400 A PR 7
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Bk i VEGE e B2 T3 1 JE X vl i 5 MR Ay dife i dfe 4 8% 32 43
(4 BAB 7 5C, [, /K P VEGF ST AT /NG o v
A A R, SR 0P 3, BIFFE R B0, SR A s oy 1 4
DA BTG YT A B R AR NVG 835 5K i VEGF /K,
RS 2 ARG At 400 PR 7 19 K S 53 o IR B
TE APAC 3 (PACG 83 /K VEGF /K738 T 14
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W20, B VEGF /KF 5 10P 2 IFAH G, Hrp APAC
B Bk VEGF [k & 1 3% T+ &, VEGF 7K1y I & ]
B T 20 & AR 10P 98 98 5 ¥ T & i 76 APAC HR
P L5 381 1 A L o e 4 1 45 A7,

FOCHRZ A A B — A 2RI TR R, I HoR 4Bk
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