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K= DR AT /11 DR (VTDR) XU 7351l A% 21%
F130%. HT PPA ST AE IAR DS, Tan 2555
#T PPA 5 DR [{AHSC 1, Bt 2 K& i Bonte 4t

. 419 -

PPA-B/2& DR R4 K 2=, HARS T HRFM A YRIRAS,
H 148 PPA-BR A DR 1] R TC PPA-BREAIC 42%.
AR, Lin ZE 0N 91 ) L2 1 A48 fRJ% (T1DMD TG
DR 2.3 f1 444 i il N\ 2 BUBE R (T2DMD JG DR £
o SN A A R B S R B, TIDM B4
PPA-BI AR B 508, 17 T2DM [ #5406 (52 76 %5 Cop-
tic disc ovality, ODO) FH i 5 K, #iBH7E DR KA
HIT, e MR 28 0 WA % A el s g AR s, HLAEAS
[FAEES A DM KRB R RIS 7. (H2, HAr s
7N PPA-yR SR AL 58 PPA-B il 17 3 40 5 AH
5%, Ktk PPA-yR[ g2 55 DR SEAHSCHIRIT R 2, E
it — AR

3 RESREE

L5 BTk, % PPA RN oA AR P < 8] F
AR5 DX, B 1 %0102 W e TR P B — €
Ml PR TS SR S 2RI, H AT T PPA K1) X L
5E FEAH T I AR AR IR HEAH A ), 122 K
HAERAER, T BU0F T R Z2 5%, KX PPA
e 7 X 5 B I RAE U IC N E 2. BB
TR RE LRI BB TS RO IRAHT 7E 45
SR — R AR DRI, AN TR e SEEIL PPA. A T
gy DXANE B Mk S (I 7T 5 T A R i
MEEApsR  HrAfEE oA a5

2 £ X M

[1] HOLDEN B A, FRICKE T R, WILSON D A, et al. Global preva-
lence of myopia and high myopia and temporal trends from 2000
through 2050[J]. Ophthalmology, 2016, 123(5): 1036-1042.

[2] R IR o S IR 2 21, o [ 2 Tl R 122 7T 2
SR ZE Fi 2z, o EIEA LS P2 IREHE L 2R R
G, S R A R FOLR(2023) ] AR IR 2
SRR 4% £,2023,25(6):401-407.

[3] WANG Y X, PANDA-JONAS S, JONAS J B. Optic nerve head
anatomy in myopia and glaucoma, including parapapillary zones
alpha, beta, gamma and delta: Histology and clinical features[J].
Progress in Retinal and Eye Research, 2021, 83: 100933.

[4] DAIY,JONAS J B, HUANG H, et al. Microstructure of parapapil-
lary atrophy: beta zone and gamma zone[J]. Investigative Ophthal-
mology & Visual Science, 2013, 54(3): 2013-2018.

[5] JONASJB,JONAS S B,JONAS R A, et al. Parapapillary atrophy:
histological gamma zone and delta zone[J]. PloS One, 2012, 7(10):
e47237.

[6] YAMADA H, AKAGI T, NAKANISHI H, et al. Microstructure of

peripapillary atrophy and subsequent visual field progression in



.« 420 -

treated primary open-angle glaucomalJ]. Ophthalmology, 2016,
123(3): 542-551.

[71 YOO Y J, LEE E J, KIM T W. Intereye difference in the micro-
structure of parapapillary atrophy in unilateral primary open-angle
glaucomalJ]. Investigative Ophthalmology & Visual Science, 2016,
57(10): 4187-4193.

[8] JONASJ B, WANG Y X, ZHANG Q, et al. Parapapillary gamma
zone and axial elongation-associated optic disc rotation: The
Beijing eye study[J]. Investigative Ophthalmology & Visual Sci-
ence, 2016, 57(2): 396-402.

[9] JONAS J B, WEBER P, NAGAOKA N, et al. Glaucoma in high
myopia and parapapillary delta zone[J]. PloS One, 2017, 12(4):
¢0175120.

[10] SUN J, WANG J, YOU R, et al. Is the retinal vasculature related
to B-peripapillary atrophy in nonpathological high myopia? An
optical coherence tomography angiography study in Chinese
adults[J]. Journal of Ophthalmology, 2018, 2018: 7895238.

[11] HU X, SHANG K, CHEN X, et al. Clinical features of microvas-
culature in subzones of parapapillary atrophy in myopic eyes: an
OCT-angiography study[J]. Eye(London), 2021, 35(2): 455-463.

[12] LEIJ, FAN Y, WU Y, et al. Microvascular alterations of peripapil-
lary choriocapillaris in young adult high myopia detected by op-
tical coherence tomography angiography[J]. Journal of Personali-
zed Medicine, 2023, 13(2): 289.

[13] HE X, DENG J, XU X, et al. Design and pilot data of the high my-
opia registration study: Shanghai child and adolescent large-scale
eye study (SCALE-HM)[J]. Acta Ophthalmologica, 2021, 99(4):
€489-¢500.

[14] KOH V, TAN C, TAN P T, et al. Myopic maculopathy and optic
disc changes in highly myopic young asian eyes and impact on
visual acuity[J]. American Journal of Ophthalmology, 2016, 164:
69-79.

[15] CHANG L, PAN C W, OHNO-MATSUI K, et al. Myopia-related
fundus changes in singapore adults with high myopialJ]. American
Journal of Ophthalmology, 2013, 155(6): 991-999.

[16] ZHANG J S, L1J, WANG J D, et al. The association of myopia pro-
gression with the morphological changes of optic disc and B-peri-
papillary atrophy in primary school students[J]. Graefe’s Archive
for Clinical and Experimental Ophthalmology, 2022, 260(2): 677-687.

[17] LEE K M, CHOUNG H K, KIM M, et al. Change of B-Zone para-
papillary atrophy during axial elongation: Boramae myopia co-
hort study report 3[J]. Investigative Ophthalmology & Visual Sci-
ence, 2018, 59(10): 4020-4030.

[18] MOON Y, LIM H T. Relationship between peripapillary atrophy
and myopia progression in the eyes of young school children[J].
Eye(London), 2021, 35(2): 665-671.

[19] KIM M, CHOUNG H K, LEE K M, et al. Longitudinal changes of
optic nerve head and peripapillary structure during childhood
myopia progression on OCT: Boramae myopia cohort study re-
port 1[J]. Ophthalmology, 2018, 125(8): 1215-1223.

[20] sl s, % W B AT AL 5 7 DGR AR S P L] H AR HR ARG 5 5 4L
R E,2020,22(9): 641-644.

[21] MARCUS M W, DE VRIES M M, JUNOY MONTOLIO F G, et al.

Modern Practical Medicine, March 2024, Vol.36, No.3

Myopia as a risk factor for open-angle glaucoma: a systematic re
view and meta-analysis[J]. Ophthalmology, 2011, 118(10): 1989-1994.

[22] XU L, WANG Y, WANG S, et al. High myopia and glaucoma sus-
ceptibility the Beijing eye study[J]. Ophthalmology, 2007, 114(2):
216-220.

[23] VIANNA J R, MALIK R, DANTHUREBANDARA V M, et al.

Beta and gamma peripapillary atrophy in myopic eyes with and
without glaucomalJ]. Investigative Ophthalmology & Visual Sci
ence, 2016, 57(7): 3103-3111.

[24] ALMEIDA 1, USHIDA M, LINS 1, et al. Peripapillary atrophy in
myopic eyes: Comparison of gamma to beta zone ratio between
those with and without glaucomalJ]. Investigative Ophthalmo-
logy & Visual Science, 2016, 57(14): 6031.

[25] KIM S A, PARK C K, PARK H Y L. Factors affecting visual acu-
ity and central visual function in glaucoma patients with myopialJ].
American Journal of Ophthalmology, 2023, 253: 106-118.

[26] PARK HY L, JEON S J, PARK C K. Features of the choroidal
microvasculature in peripapillary atrophy are associated with
visual field damage in myopic patients[J]. American Journal of
Ophthalmology, 2018, 192: 206-216.

[27] CHEN Q, HE J, HU G, et al. Morphological characteristics and
risk factors of myopic maculopathy in an older high myopia
population-based on the new classification system (ATN)[J].
American Journal of Ophthalmology, 2019, 208: 356-366.

(28] X4k A7 22 U6, ' B 55 i BRI MU HR OB BB S SRR A G &
FIBE L] IR BLHT #E,2011,31(9): 842-845.

[29] YOONJ U, KIM Y M, LEE S J, et al. Prognostic factors for visual
outcome after intravitreal anti-VEGF injection for naive myopic
choroidal neovascularization[J]. Retina, 2012, 32(5): 949-955.

[30] CHANG P, TAN A, JAFFE G J, et al. Analysis of peripapillary
atrophy in relation to macular geographic atrophy in age-re-
lated macular degeneration[J]. Investigative Ophthalmology &
Visual Science, 2016, 57(4): 2277-2282.

[31] GARG A, BLUMBERG D M, AL-ASWAD L A, et al. Associa-
tions between B-peripapillary atrophy and reticular pseudodrusen
in early age-related macular degeneration[J]. Investigative Oph-
thalmology & Visual Science, 2017, 58(5): 2810-2815.

[32] YOUQ S, XU L, YANG H, et al. Five-year incidence of age-related
macular degeneration: the Beijing Eye Study[J]. Ophthalmology,
2012, 119(12): 2519-2525.

[33] WANG X, TANG L, GAO L, et al. Myopia and diabetic retinopathy:
A systematic review and meta-analysis[J]. Diabetes Research and
Clinical Practice, 2016, 111: 1-9.

[34] TANNY Q, THAM Y C, DING Y, et al. Associations of peripapil-
lary atrophy and fundus tessellation with diabetic retinopathy[J].
Ophthalmology[J]. Retina, 2018, 2(6): 574-581.

[35] LIN Q, JIA Y, LI T, et al. Optic disc morphology and peripapillary
atrophic changes in diabetic children and adults without diabetic re-
tinopathy or visual impairment[J]. Acta Ophthalmologica, 2022,
100(1): e157-¢166.

Wie#s F #:2023-09-15
(AT : BRASHD



