EirIRRIZAE 2016 FF108 EF16%E F10H
B335 :029-82245172 82210956

http://ies. ijo. cn
B85 {5%5.1J0. 2000@163. com

- IR -

G11778A it S RITH) 9 4] Leber B MM R HFET EE

HY Il PR 4 AiE

F o8t # 7 xjam? Ezm?

fEF AL, (518000) FF S R I, IRDIR 2 B T RE 2%
B CHTFHRAESRE(BEH/T A4 EALREE,;
*(518000) HHE T ARATINTTIREEBE TRYINRFL2: 8 55 5056 %
TN 2 IR G2 B

TEB T T8 W WG B E R, 55 7 1) . 5 JEHR
WIHAEE AN, B, AT R IW, BT 10 . B T OB AR.
mojs@ 163. com
Wk H A . 2016-06-08 Il H . 2016-09-05

Clinical feature of 9 patients harboring
mtDNA G11778A mutation with Leber
hereditary optic neuropathy

Ying Wang', Ning Fan’, Xu - Yang Liu*, Jin —
Song Mo’

'Key Laboratory of Optoelectronic Devices and Systems of Ministry
of Education and Guangdong Province, College of Optoelectronic
Engineering, Shenzhen University, Shenzhen 518000, Guangdong
Province, China;’Shenzhen Eye Hospital, Shenzhen Key
Laboratory of Ophthalmology, College of Optometry, Shenzhen
University, Shenzhen 518000, Guangdong Province, China
Correspondence to: Jin — Song Mo. Shenzhen Eye Hospital,
Shenzhen Key Laboratory of Ophthalmology, College of Optometry,
Shenzhen University, Shenzhen 518000, Guangdong Province,
China. mojs@ 163. com

Received :2016-06-08 Accepted :2016-09-05

Abstract

e AIM. To evaluate the clinical feature of 9 patients
harboring mitochondrial DNA ( mtDNA ) G11778A
mutation with Leber hereditary optic neuropathy
(LHON).

e METHODS: Nine LHON patients were enrolled and
followed - up between 2012 to 2015 in Shenzhen Eye
Hospital, clinical data were collected and analyzed.

e RESULTS.: Six cases had maternal inheritance history
(67% ). Three were sporadic cases. The patients aged
from 9 to 43 years old, with average age of (22.00+9.42)
years. Simultaneous onset with both eyes was in 5 cases
(96% ). Successively onset was in other 4 cases (44% ).
The ratio between male and female was 2:1. In the last
follow-up, the visual acuity was finger counted in 2 eyes
(11%), 0.01-0.1 in 12 eyes (67% ), 0.12-0.4 in 2 eyes
(11%), =0.4 in2 eyes (11% ). All patients had pale disc
and clear boundary. In the Humphrey visual field
examination, 10 eyes had typically cecocentral or
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paracentral scotoma, 8 eyes had diffuse visual field
defect.

¢ CONCLUSION: In the 9 LHON patients with mtDNA
G11778 A mutation, simultaneous onset cases were more
than successively onset cases within 1y cases. In most
cases, LHON patients kept stable visual acuity. Rare
cases had a raise in visual acuity within 1y. Majority
patients had typically cecocentral or paracentral visual
field scotoma. In the last stage of LHON, visual field
present diffused defect. The secondary affected eye was
similar performed defect as the former one.
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24T miDNA K344 G11778 A 28724 9 4] LHON H %
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R TR BlBE D AR RBEHR 6 H(67% ),k
Wl 3 B (33% ) . BIZAFEEY 9 ~ 43 (134 22.00+9. 42)
% o HA SR R & 90 5 Bl (56% ) 5 SR SE IS A& 4 19l
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ARZ & A w2 () A A 108 2 | I 2 T 1 0 A
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AN JZ DL R AR 2, o SR A I R A R A AR T WY
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(67% ) Bk 3 B (33% ), BEAEA kmishitdh# 1
), SCHR 8] B % 96 5 B (56% ) 3 SUHR 5E )5 % % 4
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