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Abstract:

gradually increases with age, which can cause irreversible vision loss. It is also a multifactorial disease, and its

Age-related macular degeneration (AMD) is a retinal degenerative disease whose incidence

pathogenesis is not yet fully clear. As one of the most important pathogenesis, inflammation is involved in the
occurrence and progression of AMD. In the mechanisms of inflammation, NLRP3 inflammasome activation,
complement cascade pathway mediation, pattern recognition receptor activation, cytokine and inflammatory
cell network regulation are closely related to the pathogenesis of AMD. The study of inflammatory
mechanisms can deepen the understanding, guide the screening and treatment of AMD. In this paper, the latest

researches on the above mechanisms in AMD will be reviewed.
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W AMD 1 55 N B0 15 #)2.88421 . AMD L5
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JoT AT G 5T AR T 2 R B B L . B SHAMD T
R A8 i PR 22 30 A0 95 BRE AGE 23 Dy DA 19X IS ik 4% s
b B 22 45 (geographic  atrophy, GA)ANFFER
TP AMD F1 DL ik 2% 5 8 4= ifl & (choroidal
neovascularization, CNV) NFHEAVEEAMD.

AMDII K& . B SN, Btk
G MEOR R FEAMHEAERRE R, Hrh R0 &M
SR E BT 2 — o P ik 4 28 0E TT 5
WES R TE  RPE/JGIKZ 3 A PEFICNV A )
%, fEAMDKAEREFRKEIEH. TREZH
BTN, 3K R FIC R RAERAS W g2 AMD K
A R LA AN B LR BN R 3R . AR SOR AMD 4 SE A
K FEEWLHNE — I E L8k, IRFAEAMD % 5EAH
KINFT HAGE R /10 S E FHEE .

1 REENMFTEL

RIEMARAMN I —Fh 2 RIEEARE S
Yy, waE 2 MR R AR G 7 1A U (pathogen-
associated molecular patterns, PAMPs)E f& [ AH %
4773 (danger-associated molecular patterns,
DAMPs) X 3 A= P I e Al f 3345 5 H s e, A5
2 R R 1 - 1 (caspase- 1) FE B FIIE 26 41 o K]
T A% A % -1B(interleukin-1p, IL-1p). IL-18f
SR, SRR R M R G ) B R A

Z I 5K B, NLRP3 48 5E /IMA 176 AL 75 4R
A0 M AMD B R 9 ML AR R A% O PE T
NLRP31E N H A58 de )2 B RAE M, 1E
20124F B IR BAIE ] 5SAMDA % BJ5, TsengZs
KI, W TE ST PEAMD 3 (1R PESH i A1 35 70 i
Perh I FAAENLRP3 R SE/IMA . i — BRI,
T ERARDHIFIMG-132 % L3 iE B R AL AT E I 4
A R R ARPEZE MU INLRP3 & 5E/MA, 155
A RSO B 9 RE BRI IL- 1B, o =R 400 o JE )3 50 34 1
RE, TS FH 0 S8 77 L BT e R A Sk R 1 35 124 48
(reactive oxygen species, ROS)HINADPH % {1 r]
BHAETL-1BIRE e TE AT 175 T (AR I
AVERIRI R | WooffZE VR T, K H T caspase-1H]
NLRP3 % /MA BT A 5 I8 32 45 40 M 1) S8 T 0 58
JiE RSV o

NLRP3 & i /N AT 5 g ¥y # 8 H p(amyloid
beta-protein, AB)FHEAFFH M2 AMDK JE& .

AR I TE T ) EEBUR Ry 2 —, FEdE
FEARHRPE . BOE #MAFN 55E IMATE R AT 3 4
FEAL I S S5 38 2 E N GaoZE I ER B, K
[H(14 d) B #& TARH FHIE R G, RPE4HIEN
NF-«B#Z A 360, caspase-17K-FF+, IL-18F!
IL-1B43 WA 7K~ iy, SR EHRPE4E i b 48 hE /A4
©EBOE; AL, RPE-IKk4s I 4H 21 caspase-3Fi
gasdermin D F/K-VHH R 5, IEBHARES S %
YiE /NP S AT O T AR T M A B A T IR AR
Z 5AMDI K. 7 —BURSMIEFCIED], AT
I NADPH % AL Bl A2 KL A4 RO S 18 42 15 3
RPE4Hf -F'NLRP3 4 iE /MR 05"

NLRP3 S /N A ] il o [ W 3 A5 38 75 208
SN ] AR AR T 4R, AT 52 e AMD ) &
J& . ZRERAE R AMDHRPEZH AL T 1) 3 AL
fil, HRGESRIEMER T, B WA E ] LLARIP 2Rk
PRI sEREVE, P 2R R ARDNA W] O 2% IRE i, 41
HIINLRP3 %R /IMA R BOE s TAEAR R SEie 410
1) £ Tk 175 5 (I RPEZH A 1 Wk m] G AIE /M, =
Hcaspase-3/ SN MFET:, $as B WE w]Jm i 7
NLRP3 % E /MR8 14 98 i S 8K 238 RPEAH 11
FETHLEINY . FHIL-1oml AN A I A 72 W C S a B
NLRP3#AE/MA, w386 A 45 0 5 FIRPEAH
MIFET- %, FERRPESH MM ZE T ML I T 348y
FRETRFE,

NLRP3 % /MA T i caspase-1, {2 2 25
YHHL R FIL-1B+ IL-18[I 43k, S FAMDH ¥ 480E
RN, FFiEt Z M ARE T E A S5 AR
FHEAEA . S0 AE T AL iR 2 fEAMDH 2
ZOAER

2 AMEREERENF
MERGH — RAVEE AR, RAeERMER
P RGN T B B 5y, AE AR IO 55 1)
AN R R EE AR, A BEBOE A
1Ak 22 4t W] 3 BRSO ARE SN, . FL IR R R,
AMD B BB & A Z FAMAE H, WC3AN
C5. C3afiC5a. #MA&[AFH(complement factor H,
CFH) M Y E &%) (membrane attack complex,
MAC)%! | RUIMA RGNS 5 T AMDINK &,
o, MR Ri& 12 (alternative pathway, AP)C
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PEAIE B 5 AMDI R AE 23 A 2

AMDYF A2 [ 5 11 & A 1 R b T RE A 2 Rk A
W2t , HAC3alf g inml FlIL-6 FIIL- 1855 4
SE A A R TR DA g e P T R £
R0 %) 24 A HMA R FH(CFH™ /N, 8 & H
UIRPES % . RPEJEJRME T 2R Sy 4 o1
Jik 26 AR B 2 AMDFEIR B AR, 17 42 B S iCSa
POAARAS B 1 1) 7 A% 15 200 o Pk 4% - 400 DX B £ 2R
F R R RE" . FernandezZ5 W — 35 71K
AMERIFUR I, C3a5 kg & G vl TR &=
R AMAISZRBRPE NIV A A VIR R E TR, ([
B EAI AL, 5 FRPE N UL o

CSafe tMABR FICSIAEYIEE R B, I3 2
FhNF -« Bt % A0 5% 98 i R 7 1 3R 18 AT i3 30 380E
RPEZH A (UNLRP3 48 fiE/MA! . A JEACRPE4H A
MARPE-194 }fd /£ N MLl 35975, CSaszfk
mRNA KA EiF, IL-1pr &3, £WA
I35 7T AN RPEAN I 48R /IMATR ML 3015 5 #MA
FORIE RIC S a2 A i) 770 o] #0437 1) B 30 2%
N, T EACSan] %S 8 B A ME, RECSake
RPE4H i FNLRP3 R/ MEKIELE G S5 5, v
S R MR FAL-6. IL-8) LK 5 4 HE /N
PRBTE A IS 1 9 40 B[R FIL-1B IL-18HIERIA,
IE B AMA G 12 5 R E M BOE 1B 42 Z R AE
— R,

IMERGERNZEHERAMD B AR &2
— o CFHZAPEAM AN HIF +, nl@d T
C3HALBE ) TE S5 1, /P C3a. C5akMACH)]
TE RS, BH I #MAR 22 Gt (1) 33k — 25 0 A2 21 58 1)
5. BorrasZE AR I, 24 ARPE-1941 i
BT TEANE R 4- 2 - 2-FIRmEny, 4K CFHAS L
TRIRPEA L o 32 S AL RIS S AR, T CFHIT)
Y402HZ A MERT DLEBRX FE A, X T RE 257 1%
% AR T N FEAMD 5 BB L 22— .
F4h, —TiMetasr HTIER], C2/CFBRE:H £ & TR
AMDH B G R ER, MC3IE 1 P H R 2 &
PEIEAMD R fE R &

Jea B A A MA SO R — Fh B A AT AT AMD
RIT TR . AMAEAPIRAR 1S W] 5 SOk 2 I
41 1f % FMRPE EMACHI TR, EZRARK T FIMAC
A5 S JORE R 7 S A IR FAE R, B4R IS TMAC

53 4L T . CDS9/EMACHIH 2],
FH R AR 95 B 1 N CD S QIR A4 31 559 381 398 1 4 s
P T AN GATR A IR R, B TSk
PRARIEPY B, PG CDSOXHE I AMD i 27 3% (1) 26
I AR R th AR AT Y

AL, MM 1T A 5 2 B 9% hE 48 PR R 5 1D R
. S BINLRP3 SR /NMA 0SB AMA 1) 5 ]
Z A PR ] d 0 R MA B R . P2 =IRPEZH A
X S8 A IR TR 52 4 55 22 Bl 7 UAE AMD R AL |
R EEEA

3 EIRHIZEE

1550 7 5244 (pattern  recognition receptors,
PRRs)s& — Mk fl bR ST B 5244, AT TR & A I
P B A0 U5 A i IR A L B 45 4 A Ok g3 1 A G
(PAMPsHIDAMPs), 2447 AH RN BCiA S 5, 7]
WS — RVME S, JH 3 F I RE
Z 5 AMDII R A K JE . PRRsEZAFETollFE 32 1k
(toll-like receptors, TLRs). MiHHEIEIL 2 =157
{A(receptor for advanced glycation end products,
RAGE). Nod%fk. CHRIEHERZH. MHRIES
R T R A4

TLRsE N WLIPRRs K 2 5 T AMDI) 4%
SiE KW HLEE . g3 il AN R 9K B2 TL R 2 A 44
Pam3Cys4. TLR4RCANE 2 b (LPS). TLR3AL &
Z WA : ZRE R (Polyl: C)I B IRRPEZH i
UM BTN, 5 I A Tol IR 32 AR sl 771 ¥ ]
7 S RPEAI A WAIL-6FITL-8, 5 /NI B 41 i 4
WAIL-1B+ TL-8. MR ¥R BEA F-a(tumor necrosis
factor-o, TNF-o)Z5:40f K77, 765 I8 E M
FHYICEPHI NI HE AR T, ANJEACRPEA
Jfd(primary human fetal RPE, hfRPE)nA] /=4 K&k
PRHFC3FICFB, #E[A TLR2 [ o T4 vl 4 il ix
PR, 4, TLRsF R K £ &1 5AMD )
SRR AHRMEZ B 1 T2 KRE, Metadi iR B,
TLRs{]rs4986790% 351 5 AMD A B A 2 2%
%1»%[24]0

RAGE SRS & 5, AT e 2 4 17K
S AR G 5 AN T 1 s AR A VR L T AL AR
RS, EECNVA ™ 5K, RAGEH:
K2 A rs 1800624 F1rs 18006252 75 5 AMD
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KRR B E M e, Hrs1800624 1) T K 1E
AMDRI KA EH R VEH, Mrs180062511GEFArL
SR bR E B AMD TS AS B2,

Zx b, PRRsXZARE IS — RAIE 5@ %15 40
MR F #MER P REA R, B 3IAMDY 1) %%
RAE N, HZMPRRsZAKKIFEK Z SHEHES
AMDIRIRH — € AR

4 R EF 5 K EH PR 4K R

oG R I, P R B JE R
2o PUAR AR 7 10 U8 5 R F AT Re A S R 4E R
W R PRI AIG BEAR PR SOREARAS , R 33F AMD I & A= Al gk
e S R ] W o N A= I S NS B
(vascular endothelial growth factor, VEGF)#] 437K
-, Rk 2 B AR [ R A L AR . CNVIE
e 2 3 Bl I 2 A 1 R 8 A v R B A A, AE
& Fh 4 A0 L ot i R SORE A B ) L FAE T,
e 8 12 Joia 400 L 184 A AN 40 A0 R i A R TR K T
PR P 4E TR A, T B E AMD 38 7K AT
MAHE . o, 2 F0 R 40 PR 7 M9 RE AR 5¢
ST A 10 X 285 R A A R e 3 BRI DR TR 2 — 7,
4.1 RIEMEEF

% Fh 9 hE 20 L R ¥ 512 AMDAH % . Mimura
A SILE — TG00 (51 %o HEE 98 R R B, Y AMID 31
HEBHR B3 K A 2 R 28 RE AN IR 7 KPP R
XPHZH, W4 R i B B -1 (monocyte
chemotactic protein 1, MCP-1). IL-6. IL-8%. i
e AMD 535 78 3530 U Jl P T 5 BT A 08 3 (FTVEGE
WYY, WiEP IRy B FEA-10(1P-
10). IL-6%5 4 i 4l M PR 1 /K7 B 2 o i
PRAFFCIE R I, ¥ AMD A 25 F1E AR ik 2% i 1
BB B IEAR R ATIL-1BANIL- 14 FH KX
HRZE B 2 TR

IL-272 —MURFEE RIER T, 25 7 AMDH
I PELT eIt AR . TL-270 15 S AL I (L 2R b B2 4
o A % A A2 K Kl 7--B(transforming  growth factor-
beta, TGF-B). HMAME bR EVINA4EEREA
AT R RGBS B35 B, (2 40 i o0 2 o
A ORI IS R it g B TL-6/2 —Fh 2 Tk
MR, 57 Z2MESRE, WRERER
R AR I AR RO 2 A LR A YL . e S

505 200 S 1) T T4 b 4 R e 8 810 /0 BRUAR DX S ]
s, AIEERPESNMII b 1A 7n i i 4k, AT
PSR T 4E4k, HSatoZPR I, IL-67/)
BRI IS N £F AL T RN T IL-67 /R, $27R1L-6
ST AR HEAL IS R 2R 4EAL T SR A T, SB[ IL-6 7] g
JEIEIT CNV AT BELF R0 I 5807 5

TGF-BZ 5 &AM G FIER S
I 4F A0 55 2 P AR B B O R, R AR IE
AMD B H H B AL X — EERERD ARk
B, TGF-prlifiifSmad2/3-VEGF/TNF-af5 5 il %
TNIHVEGFAITNF-a )& A KF, HIHICNV/ER
TR ol A 0 A AR R AR R R Y gk Ak, B TR E
RO, SRZTGF-Bfa, /N4 s v 35, w]
75 AR AR F R INCNVIE AP . TNF-a i)l it
ROSHKIH Y B-1EH B 5 5 18 B 1ERPEZH Jfd 73 W4
VEGF, MM RCNVIERL, BEIARNTE N 5 TNF-
o) TR AT ] PR AR PE/ Jik % JiE v (Y VEGF /K
/NG S S BN BRCNVARFRCY . R £ 9%
PR F-152 48 (colony-stimulating factor 1 receptor,
CSF-1R)#MHIFIPLX 5622 — J& i1/ B 7E BOL IR 5 5
AR AL R ONV TR 5 A AR 1) /N BB
{E3H] CSFJE CNV 74 38 3 B et

Z Pl SOE AR 7 aniL-2. IL-6. TGF-B.
TNF-o5%, BEAFRMESHEE S5 T AMDH[H)
TBE AT SE A LCNV I BOS R, 1 A O 1) 28 5 40
5 L [ A S AR P 48 9 A 328 R 2% #F AMID (1 % 97
HHE A BALIIER o
4.2 RKFEHAE
42.1 ¥ 4mia

PR A W T /N PR TR A0 A B A PR R R
Wik £ it LA J2 — R B A 2 A S kMR | 4 B R
A R 7 1T PR S 1D S RV e R Gt TR
PRANIE T DA UESE, PR T [A] BR R A A W 4
F R R S IR 2 2 1 & AT R B R T
Otx2 /& WL L R & 1) DR B B S IR 7, maf 4y —
VR EEH I RIE, BN R Z 5 3 H o2&
SFEGIAT M AL G2 2R Ak . MathisZ TR
L, T AL A T 4 W TNF-a, HIHIRPE N #%
SR FOtx2ff ek, AT 52 0 4 Y FEE R D e
422 R bR

T 10 /0N 6 TR 40 PR T 92 S Sk e 20 4 45 il
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SN, HIhRE R L B IHAMD M S N R 2
— O IN R TR 4T B R R A 2 2R G P )R S
Y, 7E 2 R R BB IE S Th RE O TR 5 B AR
R, FRBEE AR 1A A 30 55 AR A0 I B BN
JEL () AN ) J2 T R FEAE o PR T i) B R 2R 17/
F ST A M 2 s R IRAS , TS S RPEG M Az,
/0N Fi 0T 40 B K R HE AR, A A R A 2 I R
fE, A BTONVIE R FMARR 4> Cl g2 fMA
SRR RBEEIE 7T, Clqifsk R T R4 FL N
FEESE R, kb ' B 52 2% 4T L 1K) AU T R S8 SN
BUE MM E DI RE . EOG A AR R, /N R
WA JBE S /I8 52 5 4 3208 I C 1 q AT 0 i M, {12
A A RES FA) 4545, 1T BEL T C 1. q DU P 9 8 40 IR 1) 3
AT AR
423 Ev&mif

I 20 B & AMDY AZ JUH R CNV A ) R 2R
M. BEMMRSS THIBE . B KATYE
WAL RE, AT DA AR AL . M1 B A
M2, MIBLEE e & EWRANAL, 40 WA 58 4H
A FHAIL-61 1L-12. TNF-a2%, 5| 4R AZH 245
fis M2ECRAPUR BEVEAI, mT{ERt A gUs 2 AH
A A R AR RS RS A Bl 41 AR
MR AR AL, X PR A 0] A0 B A4k . Yang
IS0 SN RN VAR R B, MY g
41 B AR S FRIC P I mRNA 35 /K P CNV A i B
WIRE LR, WERE TR, S2AHEk, M28UH
KR IC) FImRN AR L KA H T i 5 o] Fp 2 2]
Wit [EIET, ks B AR I IS 52 A 1 R M2 B AR DG
R F K, SRR FECNVIRAE T, M2ALE
Wik 40 Jf () FH AT e B (S AR 3, JCH R AECNVIR IR
W TR IE R 7L, BACCL22/CXCL10MY
EL(EACEEM2/MT, R ILAMD £ 34 b5 /K HM2/M1 ()
PO et R 2 v, IX gt — 25 A T M2 28 g 4
M AT BEAECNV I & R 2 rp o = S A2, Zhou
SR I, MR VAT i 2 B4 A7 7E K L
M2 84 B R A ZE AR T AL |, EM1ARAE
IRICNV R & i 1 HEEH . AMD & i
i J1 T B§-3-#F-1(chitinase-3-like-1, CHI3L1)7K
PR TR, MR/ RCNVEA . CHI3L1 7]
SEmRAfIM2 AL, & EBAHICHIZLJE A] jb>
CNVIIERK, F58 T HLVEGFIIRIT RUR, R

z

CHI3L1 T RE 2 V497 AMDI{— AN e 514,
4.2.4 Pk tm

PRI B AR S e A S
Ga e NS JRE S AW e D Re, o] DAFR 3 %/
B0 20 i B0k JRE AL . — TR G 5T 4 BT B
7N, MM AMD A 265 rb PR 2 /b B2 20 P b R
(neutrophil-to-lymphocyte ratio, NLR)Ft & H 5
AR, SubhiZ5E 7 HEAT B R B 72 R B,
PERLAH AL E H 5SCNVIFR A K/MEIE, MINLRE
CNVIHASHIFRAE G . iG585 H-2(lipocalin-2, LCN-
2) 1] {85 AMDI) 98E N 9% . Ghosh25 [t 7t
R, FHIAMD & k4% BE A AL 5 o LCN-2BH
PR IR HR P R A BRI T S s [, RN BB AL R
UEBH T AKT2-NF-kB-LCN-215 5 fili o] L 140 WX s
LCN-2[P) 3k, FFBOE RIER N . #IH|AKT2H5R
IETKP R LON-2 4 5 1 e MR IR i,
R AMDRER B A Rk, AR T2 55 0]
Aext FLIAMDAE VR IT I 77 .

B A A e GG, R R] B PN B A A R
AR, IR RORE R, #HRPEFG
JRZ M e B, (EAMDR K JE i | B AR
FAPY, peah, ARk gn it 5 CN VR ZE ATAMDI
PE N VIFE G

5 RESRE

AMDE —ME RN Z H R, LaEk, H
PERE 2 SLHL ) E AMD & AR K Je o R4 328 e A
ITEM. V215 FE T FRPEA MR UK & 28 fE A
Ji, GAINLRP3#IE/MAE. FMEE A, LLRIL-1B.
IL-6. IL-12. IL-18. TNF-aZFZFgifulx 1, M
M J5 8 98 E B B o[RBT, 98 RE 40 g 0 2
JJR L. BRI A AR, v RE
YU IR ALK A R 4%, S AMDII R A K
J& . NLRP3#IE/IMAREE . IL-1BFIIL-18 1) R
B, RETSMERNRI, Kk, EEEER
BOE TNLRP3ZE/IMAE, il R THET IR — &
FIRYERIR, M S AMD ) & A R i 75 B ok
kit — PR ERT L. HET, AMDIA B
ANTEAEWT, BRI ik, AT EM
AR T AMD K BLE] H 9ORE A G R 3, 7E R OR
AMDPJEYT SE, J2 15 v AR B VR 9T (1 7] B 15k
HBPRIBIT, ERH#E PR LERT. RE
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