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Abstract

* Glaucomais a group of diseases characterized by optic
nerve damage and visual field defect, and pathological
high intraocular pressure is a risk factor for glaucoma.
Glaucoma is affected by the interaction of multiple genes
and environmental factors, and inflammation may be
involved in the pathogenesis of glaucoma. A great deal
of studies have confirmed that high expression of
connective tissue growth factor (CTGF), tumor necrosis
factor- o (TNF - o), interleukins (ILs), nuclear factor -
kappa B(NF-«kB) and various cytokines in the aqueous
humor of patients with glaucoma, which have a close
correlation with pathogenesis of glaucoma. This article
reviews the progress of inflammatory cytokines and their
relationship with glaucoma.
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ARE S TOLIR A A G, LR 5K b &4 214
KK F ( connective tissue growth factor, CTGF) | fi 88 R
A F—a( tumor necrosis factor—oa, TNF—a) .25 1 40 I
# (interleukins, ILs) AZ#; 5% A T —kappa B (nuclear factor—
kappa B,NF—«B) &5 5 it H - (1 R IB K P THE . AU
HERAT CRIE K1 575 JEHIROC R T 5T i AT 200
1 FHEHEAEREFESERELFBIEFAER

S50 A LR A PR T — o & B ] i S ZT A A
J 3 FE A DU B A K -, B T2 A E W e T g
WPELF4Edl M 220 %8 A AN Hg 58 AT (75 50
T AR A B A, Sai 8K F T KRBT
SZ AL B AR AL b /NGR 42 32 1E A B
I B AT LR 15 CTGF

JE & PEFF £f1 8175 S HR (primary open angle glaucoma,
POAG ) MU 2245 5 e OB 1) A6 6 PR 2R A /N2 118 B 7K U
B s s 2 B IR N RS . ERD, BRA R TT L
DGHIR B8 /N R 1 B K H BE g 38 64 435 BIL D i R B
W ABA ZIHF 5 IESS, POAG B /N M (1 it L 2R 1 AN
S 2T 2 AR M AT DL 40 Jif A0 5 BT (extracellular matrix,
ECM) JUAREE AN, 512 /1N 52 [0 45 44 A1) RE 19 28022, & A 4
JH v | P FL A % i PR 2 A 5 /K O S BEL T 38, A 5
IR T MeAh A BRI & B AT RE 5 R AT A
T G HR S8 AR Y B K %Ak A4 K I - B2 (transforming
growth factor — B2, TGF - B2) LA B¢ CTGF #) 34 & A 5,
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TGF-B2 £, Ml i/ 5 CTGF iy 7=, Hop, #3 N
CTGF =223k 1R BRUnT S 250 AR Py e 3 55 DA S A v 2 % 52
BOR P FFEEEIL >, CTGF 5 3838 v] 5 805 ff) 21 4 % 1%
HFHHYS o FHE VL3I #E H (a-smooth muscle actin, o —
SMA) ORI, K& CTGF 7] 38 i e A8 /N2 W] L 5
BB N 2R 20 POAG 19 & A 5 1 A 355 37 10 /N 32 9 21
Me RIS AE R =AY CTGEF PR E0R 8 & A A9 40 i B 42 B
W A BFIEUESS , p WSS TCF-B2 {7 5@ A
AEMEST I B FE N CTGF 7 21K A K Bl 5 W) 3 42 il
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AR A L 3 I AR A 2R AR p SR R Y
Iif ¢ B 7K A0 3G A0 BN SRRk S WE A, B p e AT LA
RAARHR PR A s K R BHLTT o X R WA AE —Fh B >R 4k
R b L3 & 1N T £ 4E RN CTGE A= i AR 48, i 4
FR S R PN B W R, IEEEL T,
/NG DR R 7 A Y R BEL TR A R IR 9 A5 e
X — B T /N CTGF A i 5 B F OB IR 1y
g

Fuchshofer™ 7ERFFE it — 2 % B POAG /N2
A S L Sk 728 Ak AR R 1947 5 43 F TGF -2 5
il , 76 A7 5 3l B b i 2B R CTGE, 5 BB & L i -4
(bone morphogenetic protein, BMP-4) 540 K+, 44 W
TR, NER LA FE A& RA S &R RN kAR IE
FHOG, iX —VE B 2R K 4 ECM 15y
M REN JERGEREN FEEAME &L AR 5
AT TR M 25 1 ( secreted protein acidic and rich in cysteine,
SPARC) ZE 5 B 53 LA Fe 3 — Wl 2 H v e 0 &0t , ool — L
AEA L R A E A, LR S AR A RN
Hb, Wu S R B FE AR 35 A9 IR/ 2 41 i TCF -
B2 AT LAVE S MLEF 2R 1 B MM, 53— TE R B,
PR 2 3Lk v 2o 34 s TCF - B2 13 1 R AR FF
ECM A il F-fr . A i, TGF-B2 1l RS2 I il ECM
AR S R T H S POAG 5835 /NG ) 45 44 1 o) g
YU B U A OG
2 IR L B F—o EB LR ARG R AER

TNF — o 2 —Fl 5 A 2228024 W 2 35500 7 448 PR 1
TNF 119 A5 2330 07 #6830 ok 40 T 1) 79 e oy R 38 A
F-2Z K (tumor necrosis factor receptor, TNFR) 5| & JHES
1% 538 [ F B ALHR caspase ZEA 5 09 41 I 98 T3 B A0
e HE H (TRAF) 4 589 NF-«B 38 %,

TEGRPE R T, TNF - J&—Fp B AT 2 B DI RR VA2 K
RN, KEHFFEEE TINF-o 255 6HR A0 &R HL
il o SR BT g B ar T A RS BT A B AT LA A TNF -,
HUDGEA M AT AL I SRR 28T i R T, I H, TNF -
FITNF 220K 1(TNF-R1) 7640 o0 5 A0 40w 28 2Lk v i 3=
BE A A R EAT L Yang Y R,
JEHR R PRI TNF -/ TNFR1 {5 S8 5 5 2 & M
ZAME TG, ENZHMEHNHERRIE T
TNF-o/TNFR1 {55538 i A AN [ 25 3 38 5k 79 1> 44t 3%
T 244, p55 (TNFR1) 1 p75 ( TNFR2) J#fi# TNF-o [ £E %)
P, TNFRT 4 58 T 38 AT LA 5 2 40 i 0 1, e 2o
TNFR2 {55 32 P A0S 57, [RIRE 76 3k PR Bk /) B
L IR JIREdfe i AR B PP 2 I TNFR1 w] DA RS b d 28 e 58 T2 1M
TNFR2 A] LA fo i 2210 SR, e 3 AF 92 R,
TNFR2 0 g3 i 555 WML S N 2 e B A4 TNF—o 76
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PR P 28 3 T AR Y A T R A A, O —
P AL TRRE B TR S A (14 S0 T BE 2 fih & 400 T S A
25795 2l 0 ( retinal ganglion cells, RGCs) AL 1=, 18 13 A 41 fifg
B &S 5 A S TNF -« 2577 Miller 40, H I,
TNFR2 X RGCs f1E 2 2 1Y, HBARBLH A fr i —
RV, Nakazawa e l22] 4o 30 AR R 1% 25 AT {8 TNF -«
A AN TNF - o Al AT S 300 58 S5 4 A 98 20 A
RGCs #ER 405, FHHT TNF—o 30 1 P 44 B4 TNF -«
BRI R DAL/ BB R o 1) G ) TNF — o 1) PR W] L)
55 185 HR JE. ( ocular hypertension, OH ) 5| 2 %) 20> 2 Jiit 57 41 iy
A5 PEFT RGCs Eﬁ:ﬁ(j’ﬁﬁjmﬂ o Cueva Vargas %'2“ WroE &
I, NIEE AT TNF—o AT LU 3 807 RGCs NI Ca®”
% M 2 B S B R AZ 1A ( Ca™ - permeable aminomethyl
phosphonic acid receptor, CP—AMPAR) , J{:ffi CP-AMPAR
FEIRBEIN, FE A RGCs FET- 5 R 1M1, H TNF - 328 £ 14 30
il 7 (XPro1595) , 1] LAA &5 £ 47 RGCs 19 22 78 Ml 1A
Al 5E , IF LA IR CP-AMPAR BEH 71 J5 AT LA (6
RGCs A A7 ) R , X EERF X 43R B TNF-o W] REAE 7
JEHR Fy P 2R AT AR h A AR

Xin 7£ TNF - o 5 JF f 5 55 6 IR 19 XU A 6 PR 1
Meta /2B, TNF-a—-308 G/A RN Z 50 5 & EH G
AR (high tension glaucoma, HTG ) i XUES i & AH ¢, (H 5 1E
IR JE A SR (normal tension glaucoma ,NTG) ) i
T GHR (exfoliative glaucoma , EXG) JoAHSEAE:  #R T TNF—a ( -
238G/A, —863C/A-857C/A) K i £ &M 5 T M 1 5
YEHR (open angle glaucoma, OAG ) JRU; TG & 36 AH &, IF
HA, T ARV SCIR B Bk TNF - 7K B0 5 T X6
WAZH , BUAb, 3 SRR G A 53 Ao 4 I 75 D' IR AR 2 R xr R
ZHIEH AR B 7K H Y TNF-o K& B, 5 GHR B R
WEZKHT TN F-o MEEW] R 5 TXT AR, 33X KR TNF-o 7E
HOCIRA &P A EEAER
3 HARNEET EREZFIH PER

20 R 3R 2 — S A2 4 0 S0 Y 248 L 1R, B
s CH A ZH 20 R BORAE & AR TLs 0™ Az G e i 28
BN, AR ARIEEE IR (HOCIR R IE R 25 G
fiE: \Fuchs 55 AEFT BEBERR R ) 25 7K 1L-6 /K- 1.
= e T IR T R ZE (i % 1 I A B G HR et e PR 18
PR AT CHR ) S IE & X B4 (B AEME R ) | T
AR T HEZH 55 1 H X IRAA AR LE , B3k 1L-6 3RIAT0 i 3 2
S, A R SAEPE T SCHR R Pk IL-6 KT (1 R ik
55 AE N S VIR 56, 5 e R IR 25 0 B AR oG
Cvenkel 25" 5% & BLE IR AR T 3mo T AR K Bk
HIL-6 Y& B & TR GESE P K IL-6 [y
IRSH IR FARYOR 2ZMC, WK IL-6 KF-r] 1k
Ry B WLHR PR AR B g 1 A 2880, A R RRE PR G IR ™
R E M bR, B A il E M F O R ( neovascular
glaucoma ,NVG) f 35 b7 7K J i3 A, 148 9 B2 AR K 7
(vascular endothelial growthfa ctor, VEGF) .IL-6 ¥ JK SE-BH
b 1 TS R (P2 PR AR T O IR FR A R AR N B
B, HKp ZF K20 B IEAESE  $2 7878 NVG 9
HALH L, VEGE (IL-6 A e i 4 A= s IN 5, A
Pt AE R JEF S8BT NVG kAR R

AU IEIR I RGC 4 M A8 327 20 AH W 9 15 5 3l
WG RIBOHE S R A A R RN S5 2 BT R T 2 1 g
FWE, AT . Almasieh % B, SNE AN 78 40 i 04
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-5 E IR B RGCs #0455 41 56, P Fl ik 42 1) 417
Y4045 TNF—a, FasL, IL—- 1o, IL—-1B H1 IL-6, A It 45 ) IL-
la,IL- 1B Fl IL-6 W BB 5 7 JEHR 9 RGCs #5195 AH
K27 Johnson 277 % I AE LR dp 28 Sk 10
IL-6 BRI, ARFSEIESE, IL-6 BA #2583 iy 7
FH  TL—6 R LA 3 3o 1 I 98 I s A0 P 47 o 28 00 B 32 2 1
BE, MM SRR IL-6 fE N — P TN
T, I I I R T A AR T B4 A L SR O R A
TR KA, X SR F L35 K T 8 70 (heat shock
protein, HSP-70) , K 5¢ 2 1 90 (HSP-90) **' | 116 [
ZARRG A PIMSST . IL-6 Ra Fl gp130™ " ffe 1, 774
G IE LB N Y TL-6 DL IL-6R 7KFE34545 By Lo,
M gp130 JCHA EAR1k , A gp130 AYPLIA ] I e 461455 , 1
R O 5 255 A LR TR N M B A s P A
AN TL—-6 J5 400 190 J 4o 22 5 4 i 0 T B g s 5
BFEFER , POAG A 75 IL-6 B BAK T X AR, 2% %
HA G2 S A TL-6 XF 40 # 22 BLA AR 30 4
MY L, -6 BERT LIV AR R 7, 7 R v ot
IR ONVG KA ZHEVER, T LUl IL-6-¢p130 15 5
T B 2R R

Kuchtey & ¥t POAG 3% 55 /K 1Y IL-8 ¥ & g & It
# , Takai &3 POAG FR3 LA K3 76 1k 7 IR 5 7K i TGF -
B1,IL-8, LIS IfiL i Ve My FE A (SAA) 7K - B & 34 m
{H POAG 41 TL-6 /K55 4 N B 21 A0 e B d R R0
PN K2 20 B A0 AR 28 B 29 F — 1 (endothelial — leukocytic
adhesion molecules —1 ,ELAM-1) J&—FM G A HFTETHOL
A B IR PN D K A M DX 3R 18 — b 40 B 286 B 0, {H IE &
NHIHR N3 X R FETE ELAM=1, ELAM -1 fy58ik 2
M IL-1a, [L-18, 5 1L-6 ZR40 M P Hs il g =, 5%k
MR RERG TTRE S B OCIRA ¢ 2 1L-6 5HCIRA LR
B 2R RIRI A 35 G IR R [R] , ELARHL ] 7 22 3k
—HWEIE

IL-12 SEOGIRAE R 2R XILTEE ™ R 1L-12 B
AT Bel=2 ML IR T 4E FH, DA 400 100 44 25 448 B 174 SE
=, BAWFRER, POAG 4 M7 1L-12 B B 1K F X I8
2, 25 5 HAT G vt 22 B S SR, b 22 A B LA T OB IR
BEIL-12 KF & T EESRGH, His
O IL-12 X HEA 3 7 5 (ER AR R 2 42 45 A TR B
BEIL-12 IR 22

Chua %5 2 H U&7 R R 5 B K 4 0 WA 6
fHJE POAG 41 5 it & £ ] #1 # F JL IR ( primary angle
closure glaucoma, PACG) 21 Z [a] ) R B TA] . HOGHR Y
FRELMEIRYT AT BB S 520 57 /K DY (%) 40 it PRk B K-, F
gErh, R A T OEIR G R 22 i 0] S 44 9 53. 8 (1 ~360)
mo., TRIGKEIN 2] 7GR B E BH S T AN R R E
KRR T . IL-9, IL-12, T3 % —a (interferon —
o,IFN-a) , THE -v(IFN-v) , #a1LF -9 (interleukin—
9,CXCL9) F1 IL-10, POAG £ IL-12,IFN-v FI CXCL9
IR L PR ZH M B =5, 11 PACG 2H A% CXCL8 H1 CXCL9 HA
SR TR I A0 PR v B KO 5 0 i AR R
RN G HR 722 st 1] 22 8] JC B A De k. F5 4 Jm 3B I
WE AL 95 JR R BT AR 5 7 2 RE AR CXCL8 (B )5 % 4
., WL, ILs 55 OGIR & RALH A &F BT BER ,H4%
Tl 20 A AR AS [ 28 80 1 G IR AE AR TR, BRI il
A RpilE—2 5%

4 NF-«xB EEXREFIE PRI ER

NF-kB AEH— e st 7 FEA IR A A UL TR 5
PR S AR NF-kB K%, FE W p50 / p65
(RelA) 5 it — R B, 775 T JL-F BT A7 14 3 ) 400 i
2 5 BIDUAICAE SOV | Sy SN R A S A 0
AN A B B R R, Wang 45UV BRI & B4
BRI OCHR ) /N G2 R0 200 i 4G A EFE S ELAM -1 U REA
H ELAM-1 MREZH T NF-«B 2 519 IL-1 H4M %
TR, IL-1-NF-xB H 7MW 59 0] (e L 2UE R 95
KA A P BEE . ELAM -1 3£ A5 SR sh 7
F NF-«B R oo, PAEPERY TL-1 i 3% NF-«B
KRR IR /N AN ELAM-1 B33k, 1fii NF-xB
A FRIENA T -1, IL-18,1L-6 FIFIE, FHIH)
AR (/N AR ELAM -1, 1L-1/11-6 &[]
F B BERIR T NF-«B, & (1) NF-kB K i ok
M IL-1/1L-6 F1 ELAM -1 3:H 1923k, BB i IL-
1/NF-«kB/ELAM -1 [ 53 W 2 5 35, Wang 55 #f— 25
WFFE A ATTHRE % A7 75 R s i IR AR AS , 2
RS AR RS IV Y IL-1 NF-xB 1 ELAM-1
AR AL, e B0 TE B R 09 /N 2 8 B rp R A DU 2 IL-1
ELAM -1, {H 283 8 75 P A HTJ , /N 52 20 i v oy 3
T IL-1 1 ELAM~1, . NF-«B H it A Mk, 1 o
DCHRARAS/INGE A A A A T AT A2 3 ) 7 00 390 mT G DU
FJ IL-1 ELAM-1 FI3#{% B9 NF-«B, H LA WL, NF-«B
SRR FATE R BRI R
5 RE

25 BT, IR 52 2Pk IR A AR AR ] DL RO
B R M B0 , RAE T RES 5 LR ML, K
WIS CAESE CTGF \ TNF - ZFh 14 il R  NF-«B 4%
Z AL - TR OGHR B E IR N B K b Rk, R UTX
SE 2 A1 5 B OLHR B AR AL A SR ARG, BEE
PR 27 BBl B B AN W A e 5 RE B XS A 168 36 1Y)
TG T 25T B, IF HE— 2D B &% R R AE TR O
HR g ML v BT B8 ) 1 65 K S B T i T RTRY
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