EfRERIEE 2021 F 18 $£21%5 F1H#
815 :029- 82245172 85263940

http://ies.ijo.cn
BB {5%8:10.2000@ 163.com

- ke

B

/

THEFREXEEHTEREFNINARERE

% Xkl’z,/i\ i 2

S ik, 4. AR R AR 56 M 3 BEAS M G 3 A AL A AF 5
PR, EPRIRERE 2021521(1) :66-70

BELWH : BXHAPFEL T 13 H (No.81574029)

YE#& B4, (100029) b E JE BTTT, b5 B8 25 K557 (100029)
FREDLRTT, R H A B IR R

EE BN o, A L A B T 1) TPV R 45 AR )T IR
JEEHA

WBWESE &, B8, RN, B A 00, TF58J7 1 .
PUEEZ55RYT IR, jinmingyk@ 163.com

Wk H . 2020-03-17 &8l 53] 2020-11-25

HE

FPEAR R A G B BE A5 1 ( ARMD ) & —Fh & ALl i A
524 A AR AT IR ECHR AR | T 3 Jlg O R 7 AN AT 336 ) 481
& A B R 2L BB e A il B Hb (R RE 25 46 o &2
TR R, RIS R I A A 1 A e 1o 72 v ke )
KHEVER , 5o 0 F T AMA R 40 BR324 9 5E /)N
1A T Z Tl i R 725359 5 T ARMD B9 & 4B 235 DI O
PR IX B 5 4 T 5 T ARMD 19 J5¢ 5 T 5% 10F J Al —
FESRAF] L AE AR DGR BB AR I s S T RIR ML
DOI;10.3980/j.issn.1672-5123.2021.1.13

Advances in immunological mechanism of
dry age-related macular degeneration

Huan Meng'?, Ming Jin®

Foundation item: National Natural Sciences Foundation of China
(No.81574029)

'Beijing University of Chinese Medicine, Beijing 100029, China;
*Department of Ophthalmology, China—Japan Friendship Hospital ,
Beijing 100029, China

Correspondence to: Ming Jin. Department of Ophthalmology,
China—Japan Friendship Hospital, Beijing 100029, China.
jinmingyk @ 163.com

Received : 2020-03-17 Accepted :2020-11-25

Abstract

e Dry age - related macular degeneration (ARMD) is a
degenerative fundus disease whose pathogenesis is not
yet fully clear. Dry ARMD with macular pigmentation
disorder, drusen and geographic atrophy as main
manifestations can lead to irreversible loss of central
vision. It's reported that immune and inflammatory
reactions play a key role in the development of dry
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ARMD, in which complement system, pattern recognition
receptors, inflammasomes, and various cytokines in
immune molecules are closely related to the occurrence of
dry ARMD. In this paper, the latest researches on these
immune molecules and dry ARMD will be reviewed.
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€3.C5.C6.C7.C8.C9 %5 ZMAMAE H oy, RWIET 1%
ARMD 5% 1= 4776 i AMA RGeS 10 9 hE S g i
CFH CFB } C3 S5 R F M AF7E U] T #MA 55 B 7 42 13
WETER PR AR T W RAE R o R R AR I R MA S5 i 35 12
A, FEUBE T 25 ) (MAC) 75 ik 45 15 6 40 1. 48 F0
RPE YRR MAC J& = A kMAC i 42 14 2L ]
R ity 08 (4, 2 A MACTE A0 i A ) 2 SO0 R RO S AR T
HANAET, Mullins 557 % 117§ 45 AR (LR 047
MAC & BAGI, % B MAC & BERRAF Y S8 ARMD 25 14
N, 7E ARMD R R v Jh BRURE 1 3 B JEIE T B MAC A& A7
TE MAC P 7% R B2 Fil A Y 3% 5 I 8 v DU oA 4G
MAC Hiff, BT, Z W/ TAMA RS0 T4 ARMD
R GWIG R I IR AP R 2
2 IR IR A Z K

BTN Z AR (PRR) 2 [ S 5 48 b ml H 0 it
FHIE 41 T 2L ( pathogen — associated molecular pattern,
PAMP)  UliE 2208 K SR 50 5 RNA, DL 6 I AH 56 7
FHE 2 ( danger—associated molecular pattern, DAMP ) | M ]
WS — RV , 5] K e SN A B2 AR A
$5 Toll ﬁ%ﬁi( Toll -like receptor, TLR) MHREREGES
i kE 32 7K ( nucleotide — binding oligomerization domain — like
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