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Abstract

e The complement system is a protein response system
with a precise regulatory mechanism, which has the
functions of mediating inflammation, regulating immune
response, dissolving cells and clearing immune
complexes. Diabetic retinopathy (DR) is a common and
severe ocular complication of diabetes and one of the
common irreversible blinding eye diseases in
ophthalmology, and its pathogenesis is complex,
including hypoxia, oxidative stress, inflammation and
abnormal polyol metabolism pathway. In recent years,
there has been more and more evidence that
dysregulation and inflammation of immune system are
important factors in the pathogenesis of DR, and a variety
of complement proteins play an important role in key
processes such as inflammation regulation and
angiogenesis. Therefore, the central purpose of this
review is to discuss the role of the complement system
and related regulatory proteins in DR, with the aim of
elucidating the close relationship between the
complement proteins and the occurrence and
development of DR, and providing important references
and new ideas for the prevention and treatment of DR. At
the same time, the clinical research of complement
system-targeted drugs is further elaborated.
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Cls C4.C2 ,C3 FFZMAMAT M B C3 #4101 ( C4b2a)
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ZE5—8 IS MR R AMA LTS 2 5 DR WA, AT
REE S 5P 5 B B . FRATTHA BAE BT IR 52 v & B,
DR BE MG C4 B 53Rk, C4 TG Cls B —A
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TR 2 A 25 A A S | S W e 55 Sy A i Wl 22 11 22 o
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MR MBL A5 UK A B 2125 4, 15 74 PR R 54 21
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TEML 2 — 7T BEJEHH R i £ 25 sl ok e e 014 3 fb 224 7
¥ (advanced glycation end products, AGEs ) FJTE A , iX & =
Yol MBL B9 454 728 T 45 005 0 R 2 IR R
HIV AT, MBL 38 42 5 0 R o ol i A8 0 R I A8 el A8 =2

] AR B 2R ELBHTIE S . A AR 0 ARSI 1 RURD 2 FRME R
FRIMAK MBL /KF, & BUH & T a R N7 55 A R
ST & B0, DR 3 MBL /KF-5 DR ™ 5 2 B A7 7E 1E A1
Kotk R MBL & 48 0] BEE DR A9 & 95 AL i & 4% 1
FHPY L Holt Z 2 BETTHFSY 18 a, 14 UK I TE = /K
MAp44( MBL #4235 1) 55 DR fK JRé 2 [ 775 ik 3 G BE
{2 MAp44 B IA A2 MBL @ A2 AN HIF] , I MAp4d 5T
1 AT BE SRR B R IR SR A X T 2 — R
RWIE, 5350, %I 0 & 3 5 K F 19 H-ficolin 5 HL4fi
P S5 A5 Y %2 A AH 56, $278 MBL 38 12 #MA 76 78 DR
B B T BEAC 2 B O 2 VR A SRt H AT
T DR 2 # MBL J: K 1 MASP %5 K £ B0k 9 #F 58 47588
FEs A ARG — T

25 %LAMEER C3#1C5 5 DR €3 #i1 C5 EAMATE 1L
FFLEI L 4y, C3 AT Bk C3 FL Ak 24 4# 4 C3a,C3b, C3b if
A A —2 2% fy C3c . C3dg . C3d %5 /h B, C5 Al #k 5
AL 2% N C5a CSb, C3a Fl CSa AP ES T, & &
B RAEN T, C3d 7] 2 5iE WM RpE N %, ©A
FEFMW, C3 F1 C5 76 DR R FH AP KN, Zhang 2570 %
DR B F M5 C3a Fl C5a KFE & T IEH A, Gao
DY LB PDR R E SRR 03 AR RMATE (1 R IA I,
T A1, Muramatsu 257 BF 58 R 45 PDR HR 2 3% B 4K op 4G )
F| C5a BN, I K B C5a YR 5 1045 N iz 2B KR F
(vascular endothelial growth factor, VEGF') | BAK A1 b
FH-1( monocyte chemotactic protein—1,MCP-1) R FELN
i R K BB A OG 3278 C5a ] BE S 480 41 g PR 725 by
W] 2 5 BRI A9 1055 87 26, 76 PDR B9 & s BILTI o & 15
TAEA, A, Cheng 4z (36] KIRALE Miller 20 0 55 2%
ik C5aR,C5aR W5 CSa 54 SFEI A2 (IL) -6 A
VEGF B, 25 DR B a2 E KB C5
FERZEMS DR EAEMC, FRATHA B\ i 43 1 24 #b
TA3E B EE 5 DR & i B M, T I R B 1s17611( C5)
55 2 FUWE BRI B I S A2 2 [ A7 A 55 G HK , #8578 DR
5 5 LB M2 A B, RIAAMAR S DR KL
A XD Xu 25 R C5 B 12269067 (C5) 5 2
WEIR I S &A= PDR B XU AH G, FLIZSE R LA 5 1L-6
FEAERAINAR G . PRI, C3 Rl C5 K HUAR DG 43 7T BE I 38 4o
SIEMLH S 55 B 0 ML B AL . C3.C5 JRAMARZEK I
7 H A% O A5 B R R B GE AT i — 20 HR T €3 C5 FITR E
7 DR L5580 A A ELAR AT AL, LA B dn ) i it 2 49 8l
FEPAYT T DR R R,

2.6 #MEHD#IF CD55 #1 CD59 5 DR CD55 & &4k
T A — b R 45 B, R AR R R AR R AR i e R T
(DAF) , FC3 o A S AR Ik UL ( GPT) 4 422 1 2 E 41 i fie
b 7T A A AE S TR B 2H 4 2 e 2 TR 40 A i
CD55 I FZAE 2k C3 AL A CS %% 1L il
C2a F Bb DA - 1) 3 A8 fiff 125 3k 10 90 o b 1R &R 48 T
CD59 & —F GPI #8112 50H 1% 41 B i) s 1 45
FETEXFPERIR R 1, CDS9 BE 5 78 A MA G [ 1 Y 2K ) 3
e EZE S C8 LB AR R A, ] C9 5 C5b678 M4
4 I BE I MAC F9IE ., MAC 7] B4 5| 58 40 i 24 7 51
A B RYE N T, B8 2 W5 R, MAC
TEHE DR B B A I JIE R TR T MAC 25 DR 1Y
KA HLH AT BE e MAC [ T RE 300475400 19 FES 200 it 2o ) 4
JiL 0, A8 405 T AR HE SR Y & 4. CDSS il CDS9
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HMEAT R AT 04 e PE RS A R i VE T, OF B B 2 58
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