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Abstract

e Age - related macular degeneration ( AMD) is a
prevalent retinal degenerative disease closely linked to
age and stands as a leading cause of central vision loss
among the elderly. Under physiological condition,
microglia in the retina plays crucial roles in tissue
homeostasis, immune surveillance, and tissue repair.
However, in pathological state, microglia can be
abnormally activated and migrate to AMD lesion sites,
which results in exacerbating damage to retinal pigment
epithelial cells and photoreceptor cells, thus promoting
the progression of AMD. This review focuses on the
origins, distribution, and functional changes of microglia
under physiological and pathological conditions. Recent
advances in microglia - targeted therapies for AMD are
also summarized, which provides a theoretical basis for
the development of novel treatment strategies.
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F A JE | 72 WA TE 3] JS AR T R 2 AT 198 /D s Jot 240 i 2
FEC R T A e 0 1 O e 0 T =i i 4B . Kaneko
AR 1 i 4 (658 ) 7 1 ((enhanced green fluorescent
protein, EGFP ) Fr1C 1) B & 41 AL ( bone marrow , BM ) £ 4 3]
IR S A 877 4 i R AL BN BRAAS P, 12 mo Ji5 ZE AL 19 Ak 2R
WL H] EGFP BIPEEWEANL 10 Xu 551 4 EGFP $Ric i
BM FAH 2| 4> By 4 B AL /N B CHR BB ARSI 4 ) ,2 wk J5 B
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FL W20 2wl 2 0 EGFP B,y HEBR e R AL 3130, ik
— A A WA A AU IE ST, T L — i 0, — A0 R fEE
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PR FAET R FE I Ry /I T 40 i 7 400 T B % o
1Y) = A R 3 A WV I B 22 4 0 1 i o 226 LA
KA B ST AR BOR A 22 (AR 75 /1y
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(1) MR ICIH T84 . Frade 55 & A MG %2 75 W1 8], 41
o /I8 Js2 S5 24 i T 3 5k 43 0 A 28 26 4K R F (merve growth
factor, NGF ) 155 1 22 J0 21 i /9 I8 1=, 1717 3 53 400 TR 6 P )
JINE J5 4 LA S e L P S TE R A R T R B R, (2) R
fib s B - A P 28 [ i I R v /0 B 4 e 2 B A
WA IV 5 b B ek, AT BIFSE Sas | 70 A0 P 5 5 fh o 99 5k
FEH, W0l 25795 4G ( retinal ganglion cells, RGCs) =
Az BAMA I3 Clq P Sk 800G 28 SRR B 35 Ak €3, A
0 bR P 28 5 A 5 /0N I 5 200 )5 o R T Y €3 2 AR )
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BLRAR PR WA VBRI MGET Al AR, 4R
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A A0 /N 2 e 4 i m 3 DAy i I 28 /0N I Jo 440 L A
WG /AN BT AL, AE IR AR /R T 4
MTFEEA, &5 E 0 XA (ramification ) , 41 25] § A
TEAL W B N W )2 (inner plexiform layer, IPL) Fl4h B 2
(outer plexiform layer, OPL) , /INE 5 2 o i 5o He 43 Stk 28
E AW Bl , 58 8 TR AL 0 58 40 i 7 A B A T, 52 B
WEFE TR AR A L) S A4 00 I B AR S A T g . 2 00 o i
T8 52 AR AT RN LU 3 F /0 i S5 40 i 7 3 Ak, IR
BEE RS RN RIE DL I RE i 2781k, S0 A /NI B
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B AMD BB G WY e B Y A AR T AL S A
SRR B« LA A RIS W& o TR IS K 2F B B I A
P 2 A2 K AT (vascular endothelial growth factor, VEGF') 7
TN 2 20 o e R SR BT R I IR S 5 A [ aff
ZEAHIB I T WG B T N PR, R R M
PR 11 /0N J52 T 240 P i, 0 4 L 55 A 17 2 s AR OG
oK BN T I 4 A (S R P VEGE B =
SOk R, b e Gl i gy W BT 4 8 & H B (matrix
metalloproteinases , MMPs ) R it JiE #1350, A A I A4S
HUE ZA SRR T W T R A 9B /DN B S5
g I R OB R N 1 =0 e - A o N
D) B 722 Ak 9 /N Fsg S5 4 A s 5 s 240 L 3 368 st 4 6 /N A
i 4 K A F - B (platelet — derived growth factor — 8,
PDGF-B) . F4b & FF - B (transforming growth factor—,
TGF-B) JHEF 4t 20l /F < K F-—1 (fibroblast growth factor—1,
FGF~1) Fl FGF—2 454 i X 1~ , 42 a8 1] 42 (14 £ 40 o) i
PRI R A
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Wang %525 | AL 2 35 05 B8 e B, 38 0 A vk S5 oy 2 4%
% (triamcinolone acetonide , TA) REJaF A il /1N B 5 21 Jg 1)
RAE K43 WG FE 76 M W 35 M4 = T RGCs A5 %,
Glybina L[] o5 PR T R G A2 M (fluocinolone acetonide, FA)
BA 3 R 2 R DI BE , BEI i p 2 2R T 1 IR
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£ NI A 24428 il A& 0 s 17, 20 <5 40 099 J6E A 4% )22 (outer
nuclear layer, ONL) ZE45 M ERG FE08

SR GCs [ 2 T RIS B 3R 7K e R0 00 90 6 i fok BEL
FEAE NG RIA YT, (L FR T 00 I 2 P 22 ol 21 A8 240 i 0 % 38
GCs ZZMA A HHE ) Fp e PR 4022 . A K T 25 ] fig 5|
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i AR I AR 0N B 5 AN B 9 A BE T, T LA R R T %
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312 ZHRRWIRE T4k, 78 2 b 2R bt g A
AU B R DU R X R HA B R E
FH /NS S5 40 L/ 1 200 e 4 DA Sy o A R A
PRAMIFFEUE B, — FF e DU 24 22 REAEA1 1 /0N J5 40 3% Ak A1
HagE , I — AL A (NO) A1 R 4E B 7 (% 7= 4 . Zhang
AU B DO A 2R i B RO S B O IR R
YL ZE A SO BER IR, X FP AR R ) 2R IR T
J¥ie DU A 2R X6F /0 G S5 4 AL 3% Ak 1 B i /D T HAE ONL A
AR BT (subretinal space, SRS) PR EE , M RRAR T
TS A5 /N I T 240 R T D' J 37 25 A4 D 1 240 L B 1 FH DA R i
ViR A WA, Yang %555 0] FH 3 £ 400 O €2 38 A
PE RDS /N B, Bl 25 00 0 ISR 17 P 5 A8 1 i, 5 4k
(9 /0N B 3 20 Bt 3 A% 3] ONL, I 45 42 M — AL /A
(inducible nitric oxide synthase, iNOS) M FEIRKE, —H
iz PUBR 2 BEAT RN INOS Y 3k, Tk 2 NO A 1
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P B V0 B 25 30 1ok e S P 0 4 AORL ) S 72 350 57 4 6 2 /N
G2 I 4 L %) LA B0k R RGCs B4, [ Bl LR AE
AN A58 e B — W e VO 34 2R 3 AT 3 2o 455 RGCs 4
PN ble—2 %I R 0 235, 10 i S8 A0 07 380075 5 1 A i A
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ST, /N A P AR Y TL- 18 1 TNF-o A7 S5O0 K
ZAAIMIAN RGCs A T BHLIKT TL— 18 {5 5 3 % uk v A
TNF - BEREA Tl /N J2 5 40 B 1 3 Ak s Sl Ik Az 245 440 it
I RGCs JAT 0] Ik 28 RS A 1l A5 ) T it A S % fe AR 99
S AE Ak 7 38 26 B AR R, TL— 1 A2 R B I 57 A
TNF-o HORIBTARE ZRALIG PR A, 1H AMD A& F e
TN IETEE, AW, B 24 s PS5 uESE T TNF-a
LR @l etanercept ) TEIGRIT 0 JELS5 A2 A i 22 k| S
fE AMD JRY7 G AR T A KR

3.3 PEETAMATE L A P /N i 5 20 i BB A 5 RN
LR AMAR T (I C1q.C3 F1 CFB 1 CFH %) |, i #MA
FR GRS 15 A 0 P A 45455 R AMID i 8 25 D) A G
MRS TR S5 & R BB A R AE [N, 530 RPE T fig b
15, R e HLE BRI R P RE 1, DT 1 3% B8 ISR ) T L
FEAE IR 2 A YRR S B 5 3 RPE 40 i Ao sz
AN e T, R b, B DT RN TR AR E OB IR YT T
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1) Al Zimura ( Avacincaptad pegol , C5 il 7] ) E # 36 H &
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YIRE , 38 4 HMAMA B SE 53 WA A0 A 400 19 BT s P /) Jse Joie
ML AL, PR IS5 AR A M1/ M2 AR AT A 9D 12 5% A
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