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[ Abstract] [MPG2 gene variations can cause inherited retinal dystrophy (IRD). The clinical phenotypes of
IMPG?2 related IRD are heterogeneous, including retinitis pigmentosa, vitelliform macular dystrophy and occasionally
Stargardt-like macular dystrophy. There is a certain correlation between the variation type and the clinical phenotype.
The compound heterozygous/homozygous IMPG2 variations predominantly cause autosomal recessive retinitis
pigmentosa, while heterozygous mutations is typically associated with autosomal dominant vitelliform macular dystrophy
showing incomplete dominance. IMPG2 expressed by retinal photoreceptors encodes interphotoreceptor matrix, though
its pathogenesis remains unclear. Studies suggest variations may cause mislocalization of matrix components, aberrant
energy metabolism and impaired autophagy in the retina. This review summarizes IMPG2-related IRD phenotypes and
advances in pathogenic mechanisms, providing theoretical support for clinical diagnosis,therapy and research.
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(AR5 T B

AR E F 348

AMD ; 45 W4 AH 56 11 35 BEAE 1 (age-related macular degeneration)

ANOVA ;. J5 22/ #7 (analysis of variance)

BUT : iH i Z4 65} [8] ( breakup time of tear film)

DR . B R 9% A8 I} i 9% 2% ( diabetic retinopathy)

EAU . S256 1 H B 558 135 25 1 & (experimental autoimmune uveitis )

EGF . 3 ¢ 4 & [ ¥ (epidermal growth factor)

ELISA : i 15 40 0% W% B I %2 ( enzyme-linked immunosorbent assay )

ERG . ¥ I} I i, [&] ( electroretinogram )

FFA ;5 6 % IR IS I 1 5% (fundus fluorescein angiography )

FGF : i £ 4k 40 ifd 4 K K 7 (fibroblast growth factor )

GFP . 43 {4, %¢ ) 25 1 ( green fluorescent protein)

IFN-vy .y T4t 2 (interferon-y)

IL: [ 4fi ffd 5 % (interleukin)

IOL: A\ T f4 4R 4K (intraocular lens)

IRBP : ) 8] 57 1A #0125 25 W) [ 45 4 75 [ (interphotoreceptor retinoid
binding protein)

LASIK : i 43 F 3#0'6 fi 5 JE A B 42 K (laser in situ keratomileusis)

ICGA . 5| W35 4% 145 1 52 (indocyanine green angiography)

LECs: SRR F B2 40 Jifd (lens epithelial cells)

miRNA : %/ RNA (microRNA)

MMP . £ if 4> J& 3 [ B ( matrix metalloproteinase )

mTOR:If Z. 3h ) 2% F A % R ! & 9 ( mammalian target of

rapamycin)

e - EE - dmr
WE & AR

MTT . Py F JL 45 % Mk £k ( methyl thiazolyl tetrazolium)

NF . # 5% 5% ] T ( nuclear factor)

OCT Y2 A1 T Wi JZ $94 (optical coherence tomography)

OR ;. # H. ( odds ratio)

PACG . J& /& M A i B 35 6 HR ( primary angle-closure glaucoma)
PCR : B & Hf# 5% 3¢ 2 ¥ ( polymerase chain reaction)

RGCs : £ ¥ % 5 41 Y (retinal ganglion cells)

POAG . J5i & 1 T £ B4 % SL AR ( primary open angle glaucoma)
RB : #4155 241 i 98 ( retinoblastoma)

RPE . ¥ [ & {6, 2% | J% (retinal pigment epithelium)

RNV ;. #5587 A= 1. 4% ( retinal neovascularization)

RP . #1 ) I €5, 25 A% 1 ( retinilis pigmentosa)

ST t: JEhEIH W 4 W3 55 ( Schirmer [ test)

shRNA ;%5 & & RNA (short hairpin RNA)

SIRNA : /N4t RNA (small interfering RNA)

a-SMA : a3 L3N 2 1 ( a-smooth muscle actin)

TAO ; HR B AH 56 BR 975 ( thyroid-associated ophthalmopathy )
TGF ;. # 4k 4= K [ 7 ( transforming growth factor)

TNF : 985 Y8 %E A 7 ( tumor necrosis factor)

UBM : i# 75 A= ¥ 8 535 5% (ultrasound biomicroscope )

VEGF: [l 48 N % 4 K A F (vascular endothelial growth factor)
VEP : #1975 & 3 {37 (visual evoked potential )
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