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[ Abstract] With the increase of diabetes mellitus, the incidence of diabetic complications has gradually
attracted the attention of researchers. Long-term hyperglycemia has toxic effects on cells and tissues in the body,and
its most profound effects on eye tissue are the cornea and retina. Clinicians begin to focus on diabetic keratopathy
since the occurrence of corneal epithelial lesions after vitrectomy in diabetic patients, and find that hyperglycemia
causes damage of different degrees to each layer of the corneal structure by changing the corneal morphology,
metabolism and physiology, including corneal epithelium,corneal nerves, tear film and endothelium. Diabetes mellitus

results in clinical abnormalities that are referred to as diabetic keratopathy. This review mainly focused on the

8%

pathogenesis, clinical features and treatment of diabetic keratopathy.
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AMD . 4 3% AH 56 11 35 BEAE 1 (age-related macular degeneration)

ANOVA ; H[H & J7 22 /3 #f (one-way analysis of variance)

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

DR . Bl PR 9 P8 ] JIE 955 4% ( diabetic retinopathy)

EAU : S5 [ B 595 M4 45 B 28 (experimental autoimmune uveitis )

EGF . & % 4= K [F T (epidermal growth factor)

ELISA ; 15 5003 W% B I %2 ( enzyme-linked immuno sorbent assay)

ERG : 4% ¥4 i 3, 4] ( electroretinogram )

FEA 350 R MR & 1 5%

FGF : il 21 4 41 it 4 | [X 7 (fibroblast growth factor )

GFP . % {6, %¢ ). % [ ( green fluorescent protein)

IFN-y:y Tt % (interferon-vy)

IL: [ 48 i A 2 (interleukin )

I0L: A T 54 RAA (intraocular lens)

IRBP ;Y [a] 52 14 #0525 ¥ Jii 4% & 35 19 (interphotoreceptor retinoid
binding protein)

LASIK ; ¥4 F 06 ff IR R A7 B4R (laser in situ keratomi leusis)

ICGA : 5| e 75 &3t 1ML % 36 52

LECs: 5 IR | Bz 41 1 (lens epithelial cells)

miRNA : ##/]N RNA ( microRNA)

MMP ; £ Jfi 45 J& 25 1 B ( matrix metalloproteinase )

mTOR ;W7 3425 55 1A 8 & #2219 (mammalian target of rapamycin)

MTT . py 2 {3 2 e 8 (methyl thiazolyl tetrazolium)

(fundus fluorescein angiography)

(indocyanine green angiography)

NF . #% 5% A 7 ( nuclear factor)
OCT ;. &4 F Wi )2 F #i (optical coherence tomography )
OR : {4 H ( odds ratio)
PACG . J& & 1% A /1 70 35 G IR ( primary angle-closure glaucoma)
PCR : 28 4 5% 2 52 i ( polymerase chain reaction)
PGC-Ta: i S0 10 9y T A 38 A 9 0% 2 1k v BT BD IS BB 7 la
( peroxisome proliforator-activated receptor vy coactivator lat)
RGCs : 4% ¥ 5 5 41 Jifd ( retinal ganglion cells)
POAG . Jf /& P JF #8475 Y6 R ( primary open angle glaucoma)
RPE . ) % I {6, % | 7 (retinal pigment epithelium)
RNV : ¥ 9 Jis 35 A= 1L 45 ( retinal neovascularization)
RP: ) % 5 £, 2% 78 P (retinitis pigmentosa)
ST t:JHIE S W5 T (Schirmer T test)
shRNA ; /N & & RNA (short hairpin RNA)
GIRNA : /T4 RNA (small interfering RNA)
a-SMA : o-F i JLAL 2l 8 1 (a-smooth muscle actin)
TAO ; HR B AH 5% R 955 ( thyroid-associated ophthalmopathy )
TGF . #: fk 4 K [ F (transforming growth factor)
TNF : /{982 31 BF [l 7 ( tumor necrosis factor)
UBM ;#7554 ¥ B 35 5% (ultrasound biomicroscope )
VEGF: Il 4% N & 4 K A F (vascular endothelial growth factor)
VEP . #5175 & B, 1V ( visual evoked potential )
(7T 4 875





