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[ Abstract] Diabetic retinopathy ( DR) is one of the common neuronal and microvascular complications of
diabetes, and it is the key cause of blindness in the populations aged from 20 to 74. The pathogenesis of DR remains
elusive,and the role of complement in DR has attracted intensive attentions in recent years. The dysregulation of
complement factors and regulatory proteins could affect the fate and functions of pericytes, endothelial cells, neuronal
cells and glia cells in retina, which may be novel targets for anti-DR therapy. Advances regarding the characteristics of
complement in the eye,the relationship between complement dysfunction and DR, complement gene polymorphism in
DR and recent therapy explorations targeting complement pathways were reviewed,so as to providing new clues for the
related research in the future.
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(Ao 8 A 0)

BEHE - AEFE - dmE

AR B E A 2E 48 g1 2R R R

AMD : 4F 34 AH 56 M 85 BE AL P (age-related macular degeneration)

ANOVA ; ¥ [H % J7 72 /3 BT ( one-way analysis of variance)

BUT : ¥H & i 24 b5} [8] ( breakup time of tear film)

DR ;B R 95 P /9 595 2% ( diabetic retinopathy)

EAU . 5256 B e 8 1 3 25 I R (experimental autoimmune uveitis )

EGF ;3% B 4= K A 7 (epidermal growth factor)

ELISA . [if B¢ 4 2 W BfF 0 %€ ( enzyme-linked immuno sorbent assay)

ERG : ¥t % 5 H, ] ( electroretinogram )

FFA . 56 2 BRI 45 & 5% (fundus fluorescein angiography )

FGF ; j3 £ 4k 40 Jfa £E 4 [F + (fibroblast growth factor )

GFP . 4} {6, %¢ Y 7K 11 ( green fluorescent protein)

IFN-vy ;v T4 % (interferon-y)

IL: [ 40 g 41 2 (interleukin )

IOL: A T iR & (intraocular lens)

IRBP ;S [8] 57 A& #1 & 2 ¥ i 45 & 25 H (interphotoreceptor retinoid
binding protein)

LASIK : #i:43 F- 30 ff R A BE 42K (laser in situ keratomi leusis)

ICGA : M| W55 4 1fil % 1 5% (indocyanine green angiography)

LECs: f} R 1K | Bz 41 i (lens epithelial cells)

miRNA : /" RNA ( microRNA)

MMP . & i 4> )@ 85 H i ( matrix metalloproteinase )

mTOR M FL 2 % 28 75 10 % K 8 & 11 ( mammalian target of

rapamycin)

MTT . Y FF 348 % 1wk &L ( methyl thiazolyl tetrazolium)

NF : #% % 5% [N ¥ ( nuclear factor)

OCT ;Y& 40 F Wi )2 3 # (optical coherence tomography)

OR : it #¢ [t (odds ratio)

PACG . J5 & 1 1] #1735 YR ( primary angle-closure glaucoma)
PCR: I & Fifi 5% 2 [ 7 ( polymerase chain reaction)

RGCs : fIL % 545 2 Jfd ( retinal ganglion cells)

POAG it & 1 IT £ Y 75 Y HR ( primary open angle glaucoma)
RB : W (%] JEE ) 4 Jifd 983 ( retinoblastoma )

RPE ; #ll 4 Ji5 4, 2 | JZ (retinal pigment epithelium )

RNV . #8538 A= 1l %5 (retinal neovascularization )

RP . ¥ ¥ JI {6, 2% 748 1 (retinitis pigmentosa)

ST t: 3L H K 43 WA 180 ( Schirmer T test)

ShRNA : /% 32 RNA (short hairpin RNA)

siRNA /N T3 RNA (small interfering RNA)

a-SMA : - F ¥ UL B H (a-smooth muscle actin)

TAO : H R B AH 5 MR 7% ( thyroid-associated ophthalmopathy )
TGF . 54 4k = K [N F ( transforming growth factor)

TNF : Jifr982 35 %€ [ 7 ( tumor necrosis factor)

UBM ;75 2 4 . 7t % (ultrasound biomicroscope)

VEGF . [fil % P ¥ 4 K A 7 (vascular endothelial growth factor)
VEP . #1517 & B3 {iL ( visual evoked potential )

ARHA R X 4E R TR B R AR

EURETNIA : FgiH #8 B B & K % 25 ( European Society of Retina

Specialists )

MeCP : H 24k CpG 44 & H ( methyl-CpG-binding protein)
LECs: f IR | Bz 40 0 (lens epithelial cells)
(A T) 25 B0 )





