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Abstract

¢ Nuclear factor kappa-B ( NF-«B), an intricate nuclear
transcription factor, is ubiquitously present within the
myriad tissues and cells of the human corpus, engaging
in a multiplicity of biological processes such as the
development of the immune system, immune responses,
angiogenesis, and
tumorigenesis. Its cardinal role in the pathogenesis of
illuminated by its

inflammatory reactions,

ocular diseases is increasingly
prevalence. Owing to the unique architecture of the ocular
globe, burgeoning studies have identified the excessive
activation or dysregulation of the NF - kB signaling
pathway as intimately associated with the progression of
a multitude of ocular conditions, including, but not
limited to, cataracts, dry eye syndrome, and glaucoma.
The modulation of NF - kB activation, by targeting it,
offers a potent

inflammation and mitigating disease progression, holding

mechanism for regulating ocular
promise as a potential therapeutic strategy for ophthalmic
disorders. An in - depth examination of the NF - kB
signaling pathway’ s role in ocular diseases not only
enriches our comprehension of the underlying
mechanisms of these ailments, but also lays a crucial
foundation for the innovation of new treatment
modalities. Therefore, this article endeavors to provide a
compendious review of the regulatory effects exerted by
the NF - kB signaling pathway in ophthalmic conditions
throughout recent years.
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AR B TR NF-«B 78 THR | PR OGR4
95 A5 DL IR AR5 vh ) A VE FH AL , 25 J A B 4P ok B 7E
XS HRRL R o A o5 00 R LA A BB 5 (%) Tl A9
S ERAEHT 1
1 NF-«B 15 51 & id

NF-«kB &% 5 AR i B AR PR 5 75 0 O f s 5% 1A
T, HAEE 2 A EAR TR R KR T
SN AT SN Je i g itk e 2 Femi Rl s b % B
1 NF-kB1(pS0 K ILHi{A p105) \NF-«B2(p52 &I A {4
pl00) .p65 . Rel-B.c—Rel FFl Rel 2 5 1& K% % 51 241
WP ERERAS R NF-kB B AA S kB 0HIF (1kB) 45
EE |50 W = I o NI B VA 11 U R W QT o7
T A B AR AR Pl NF-wB {5 538

PRI TR IS R A S S A 5 R R AR I T A2
(TNFR) \Toll FEAZ 4K (TLR) T 40MI~Z 14 ( TCRs) 2 (H 40 fifd
IR (ILR ) 45 A0 I 32 (AR 51, 2 177 34005 26 8 NF - kB
{E5 M, 7E1% 8 % T IkB 2 IkB B4/ ( Inhabitor kappa
BKinase, TKK) B2 1k , 740717 Z 405 8 H K, S (i 76
L1 pS0/p65 515 A4 5y (37 B AA A% v 32 177 9K B0 A 56
A DR A B S, R 9 G R B R E R Y A =2
T, AE £ 8 NF-«B 38 [ 0 006 W) = 2T p100 By i T,
HH A5 5 £ B TNFR 8 2% B B A lic ik, 15 1L Ry
NIK ( NF-«B i 55 ) #4005 IKKa, 755 p100 B R 1L, 12
KRR pS2 WL B pS2/Rel-B 5 " RAKEL A7 iE A
£ LA LA VR A S SE R R S
2 NF-«B 5 SBEBERMBEFRPHIEA
21 NF-xkBEE BB S5 TR T H (diy eye disease,
DED ) J&—Ff L TH B 14 35 5L AN AR 9 0E Ry 4200 A& AL
Tl A IR R , R B IR 38 S ke AL 57 LD MA 45
I AR IR 7 BE AR R S BN B 5% i s A
NF-B i #% i i 4 5 2 A /N NLRP3 ( NOD # 57 & &
H-3) R Z MR 197 4 (W TNF-a | IL-6 . I1L-1
L F CCL-2 %5) , 2 5 DED 95 (4 35 J2 31 i ) 3 IR 355

Yu Z5UPHIESE, PM2.5 [ 22 85K 36 il DED XU, 3%
FURIE A LR A0 M S P (ROS) R AR
NF-kBP65 J H R i i 4k, FEdl e 2 25 1 Nef2, ML
75 & ST N K IR . D] NF-kB {557 S i 4
A0 I07 5 9 i 200 B PR 7 %) A S Ay S5 A S BT B8 | )
DED HRFEAH 26 R0 2 0. Lee 251 % R 48 52 582 & 1
T, B TG NF-kB A 509 R AE SN, JinJE T DED 9 iR
FA 05, A HI 7] PDTC (ML b — fift 23k R Eh ) , il
T RE SRR NF-«B 362, #0008 T E A p-IkBa 7K
SEAEAR, IR R R I B RORE N R T sk, BRIE T
G NF-xB 8935 {6 AT 7E — & 2 BE L3046 DED #Y) %
EREFHS, 550, B EHRLZY SM934 Wk SE AT DL
WP NF-kB/NLRP3 i& 18 1 380 , FEAIK TNF-o  IL-6
R IN T NLRP3 J2 TLR4 By 3635, K IEDT 4 M ey 4
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1259, it I NF-«B {516, FEARGE R T S 8 18
I Bax 192 251 101 BJ 2 5 20 355 T 1) = 9 i S 55 HLECs
PR, AR PRI PE N B Bl IR SR BB R IS X2 % BUR
AR I BT AL TE B 1k 1 B B AR L, AR T
NF-kBif R EA 33X — PR3P0 i AZ O E A

Lt RNA X LECs 8T B A/E 8GR W8 7R, R
FI B T WL A IR S 42 0 T LA > L Zhou %5
BORIFFE IR BE 3R i i RNA 58 3 0 ) NF-kB i 42 FEIK
HLECs 1 % 16 1 3% Fn 98 T2, fff HLECs e 52 i %A fb &
(H,0,) M %, I NF-«B Al A4 T2 1 4=
BEF BB IR B AR SR G, IEAh AR B(UVB) BE 54
{23 HLECs H ROS By Az #E A S 4L 8 DNA /9% 1k
PG IS K g T2 BFSRIE SR Y NF-«B 0l
FI3E 18> UVB %349 HLECs 8 T-H1 ROS A= 1%, i 35 2%
fife 7 OCHM IR T BRI, 28 AN INF-«B
S AN R AR E BERR  UEL ST 2
TN NF-kB, A B T4 52 5 000 0 A 56 09 11 o8 B 1Y)
e S KE,
2.3 NF—«B 1= 5 i# & 5 1 M BE & i
231 NF-«kBESEREFRMBEXEHERTE Sl
Ko 75 BEAE P ((age —related macular degeneration, ARMD)
R T TN, 2T EF S5 e e i £ 2R 2
— AMASTE MR [ (RPE) DI REREAS | ST
255 ARMD #Y A& J AL T 25 U0 AH DG, T 0 e 48 0 D)2 4 3
o 5 T — AR Y A R 2 MR I PR DR 4%
FF P ARMD 518 ARMD , 1 & LATE i35 55 I 9F  RPE
S N PEIRESE 4 AL, J5 2 URURE IR Ry Jik 45 BS38 A4= i
H(CNV) FIELIRFIRIE AL

Hikage %2/ 7E CNV U Y (14 400 I fIEE /)N 52 S5 240 it o
KB, NF —«B 38 5 0 3005 A8 98 1 I & 0 B A K R P
(VEGF) Al 4 4 A PR -1y 2k , #1175 % ARMD Ht CNV
BRI, TR0 P90 FE 28 S S5 07, L 45 A I 5 3% A ki P
WA HFEH X (DHA) Tl NF-«B 5 5@, FiH T
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VEGFR2 5 VEGF W3Rk, AR & T CNV BIE i), X
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BTG KA R AE IR T IR ARMD B ¥ 7 25 9 1
Mo [ERREENJE, RPE 4 NF-«B 5 CFH (#MA B
T H) VAU FIVE 4 55 R A FAMASE 7, AT T — 4> B 43
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F ARMD XU S5 3L CFH #4036 NF-«B 5, -3 A
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25y Al e A VE M40 ARMD JRIT 25 R 11, kg
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O 58 98 i S5 10, 45 B A% 18 i 400 I o K A R R
ik, UZERF BRB S5 JF I PR3 00 I 5 e 2 B A .
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TR0 ) e 22 J 3 4 6 ( B0 Miiller 4800 70070 56 5 400 D) )
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1

SRERPEIR RS E N ORI FE G R R E 82
/N (T ) Hr A i AL BT ( ECM) i3 BE DT, 33
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L HE SO AR TGRB -2 1 TLR4 AR A, 15
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B 15 T Miiller 20 e 5384 A= F TNF-o A RS, 14
INT RGC 4 A 8 7=, i 5 % BR A9 5 B gk e R
NF-kBig A2 7687 5 EHR (19 55 AR 52 RGC 20 fif A8 e 3

PR E AR, Wang % IESE R 22 B (MAG ) 18 1 3101 il
NF-«B 15k, BEVE A AE SR, A8 1 /0N e ot 4 i 28 ¢ %
FEARYNF A 28 7 A DR AP SOR | W0 2E O IR e AR 1 3 e
NF-«B {5538 & 2 E 5 T G HR 9 B 22 8] 1 G B 42,
B I 0D RGC AT, T il S RE SN, 4 2B R 75
MRIGIT HREB& AR,

25 NF-xBESEBSHEABRERIRE WHAaRBEOER
J& (uveal melanoma, UM) J2& i A\ B & W 19 JR & PEHR P9 3%
PERIRT , 29 909% 1 UM 23 K2 Jik 2% I, 6% 3 =y BIR F~ B bR A4k
IUH 495 BT, FL A R0 R XUk H: 2 R i) 4o
BMA 2SS AR, FEER R UM B B e 6 7
MR R I, NF -«B 15 5 38 #4105 7T LA 5 UM
X BET (—Ff i g 400 i) 590 ) 1) skt | 947 Bl 1w Al L XoF
BETi AR 245 1E X A A 7 i 250 UM 245 T 5 a9 ok
W& A B L T NF -k B {5 3 Bk 57 30wl Bk
AN UM i BAPT (g 41 il ¥~ BRCAT AH G HE H
1) Y278 38 5 7 AL NF—«B 155 A8 4 30 o] 155 10 240 A A 4
MR F o FPT IR 238 68 1, 5 5 o B I oA B | 15
UM (SRR HEShIP T & AR T X SiF5Y
SEMLEH] NF-«B B 7E UM 8 8 3 4 I AS BR T i 3
A AT BRAE AL 3B B IR R BE A IR Y 2 AT R
R AR UM BIRTT , T EGE R I TS

2.6 NF-kB =S85 ROSAH £ &1F ROSAH Zi&1E
R— PR R BB AN, R oo W R
(ALPK1) 248 5| 2, £ i 77 T [ 400 Do A8 1 | 40t 22
KA TG AR I AR RE IRY . RNA JF 8 43 B R, FE
ROSAH ZEA1E B E W A B NF—«B 38 BEAH ST ZE A (p-
IkBo . p-1KKa/B) 1 _L 3, I HLIL-T-#R A1 Bl % 5 56 R
FEWTE— B JAERFAE (46 & & 4R Sk 8 280 1 4
PRI LA 26 25 ), PR HGIE B ROSAH £54 11k S — Fh A
ALPK1 2878 S EINF -k Biz 12 B0 1A% 1 A B RO5E M
g0 ORI, ERTOE T ALPKI 28745 il fil % NF-«B i&
BIIPLE] T A R, A BB IR AW X — e AL, A 2o
ROSAH ZE-GAE IR TT SR A o BT A

2.7 NF-«xBESBEREFRIRMEXRE  HARRAHCHR
9 ( thyroid associated ophthalmopathy, TAO) Py = =)
PEAH S PR NG, LUIR HE B £F 4 40 i ( orbital fibroblasts,
OFs) 16 Ak . T 40 Ja 3= i K ods WA 0 R ( HA ) WL AR O g B 4%
fIERH . TAO H R BUARFBIAK PR S 2 IR AR, X 5 A
HAEA 2R (1L-6 IL-1B) FIEIRIEH F o (TNF-a) FZ
Pl RAE AT I 7= A 51 i NF-kB 78 RAE A5 14 7
i AR ELAT SE B S N 108 B 1T fE S TAO Z (A A7
TSR,

PEARGE 7  NF-kB K H PN Ty %k 5
TAO B/ HEAREA K, TAO B H e FAR IR (TSH) |
CD40L i NF-kB {2 OFs ik 1L-12, #E1iE T RAE
G 8 S5 IO AR HE 2 20 9 L {2 F TAO #E R, Liu %6073
SRS Z By i ] OFs ' NF-«B/NLRP3 & 4%, A 53m
T IL-6 IL-1B Fl MCP (Hizduftafb i ) -1 SR M4
M TR = A, R NF-«B il 5% o] {E B i e ia 7
SO LA R TAO B B RO R, BE AN, 17 78 4
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