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Figure 1. (A), (B) The fundus photographs of the pediatric idiopathic intracranial hypertension patient at
presentation. Both eyes show papilledema, peripapillary retinal hemorrhages, disc blurring and vessel
tortuosity. (C), (D) The fundus photographs of the patient after 30 days from the initial visit. Both eyes
show decreased peripapillary retinal hemorrhages and vessel tortuosity. But, papilledema seems to be
stationary. (E), (F) The fundus photographs of the patient after 4 months from the initial visit. Papilledema
of both eyes almost resolved.

Carl Zeiss Meditec, Inc., Dubin, USA)A} -9 MD —14.15,
ek MD —16.58dBo|lal oFet A ]9k (physiological
scotoma) o] AA YR o Hukd oz w7}t AstE o]
QaL, FHEO Ef2gE Wk Alof Aol UElyiTh
(Fig. 4—A, B). 2J--A(false negative error)2 -9} 45%,
2ot 40% %tk 2|2 & acetazolamide (Diamox®™) 500 mg
(5 mg/kg)S 250 mg¥ obx, AU O R o] 15Ut &
B5H%1aL 250 mg o & 7HEFsto] oplout 1547t H-8-51%1
t}. AcetazolamideS E-8351HA AZEFEZ0] 4 4= 9

o] F71F oz A AARS 3}9Th AcetazolamideE

E83517] Aol 2 217k 3.9 mMol/Lglon 28 Fof
£ 3.8 mMol/L, B8 St & Aj3et ZF =2]+= 3.9 mMol/L
2 AAF 2290tk Acetazolamide S 2-8317] 30 & Ut
g 99k 1.0, F]F 1.0, F%F -9t 12, #QF 13 mmHg o
ZA w1 MZEAAAE AAFo]o] A acetazolamide E-§&

stal AupEslr| &2 stk Wl 44URFE ok
T AR &8 a3 e FEAY] AL
JoFaAMS <t MD —4.83dB,
ZQF —5.24dBR /=Gl on] FHE Aof AEL THE]
tHFig. 4—C, D). A= 20t 11%, Ht 7%= A

J
ul

:P;j.
o
—
|
@)
S
o
>
>
o
o
S~

www_ophthalmology.org 1293



- CiBtoraLtE|R|

20104 | 51 M

H9s-

A\snn‘ OFF [AVG: OFF [TRC 2:  mpn

[Rate: 1.7Hz[stimulator: 1015

B e PP o
[sTiv:  oFF [AvG: OFF [TRC 2: il -.eag uv v oiir W
Test Eye: Right [oelay: Oms

Rate: 2.1Hz|Stimulator: LED Goggles

[Rate: 1.7Hz[stimulator: 1015

u B
. : L B
\ v
1 /
- \ w/ e
+ 5 uv
“\
5| Ve =
1.V h
+L\ *4_
» + 50 mn
e 4 4 on veon Lew F— P
[STIM: _oFF [AVG: OFF [TRC 2:  tmpt. 2. 0as ww  fmes v oier 3
Delay: onms |

= 4 7 on veon Les Lart ver Tl v
[sTiM:  OFF JAVG: OFF [TRC 2:  fmili -a.so00 v fmes v o =
| Test Eye: Left [oe tay onms |

Rate: 2.1Hz|Stimulator: LED Goggles

2
F \ o
PN ~ :

= =
|

Figure 2. The visual evoked potential of the pediatric idiopathic intracranial hypertension patient at presentation. (A) Pattern visual
evoked potential (VEP), (B) Goggle VEP: show normal pattern of visual evoked potential.
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Figure 3. The brain magnetic resonance imaging (MRI) of
the pediatric idiopathic intracranial hypertension patient at
presentation. There were no specific findings like cerebral
edema, brain tumor, and cerebral vascular abnormalities.
According to flattening of the posterior sclera (white ar-
rows), high cerebrospinal pressure was suggested.
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Figure 4. (A), (B) Automated Humphrey visual field test of the pediatric idiopathic intracranial hypertension patient at
presentation. The visual field test demonstrates enlarged physiologic scotoma and irregular peripheral visual field
defects. (C), (D) The visual field tests of the patient after 44 days from the initial visit. The visual field tests show im-
proved peripheral visual field defects.
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=ABSTRACT=

A Case of Bilateral Papilledema and Visual Field Defect in
Pediatric Idiopathic Intracranial Hypertension

Yoon Jung Choy, MDI, Young Min Ahn, MDZ, Sung Eun Park, MD'

Department of Ophthalmology, Eulji University School ofMedicine], Seoul, Korea,
Department of Pediatrics, Eulji University School ofMedicinez, Seoul, Korea

Purpose: To report a case of bilateral papilledema and visual field defect in pediatric idiopathic intracranial hypertension.
Case summary: The 5-year-old female patient was admitted to the hospital, complaining of headache and vomiting of 3
weeks duration. After admission, she complained of diplopia. The uncorrected visual acuity was 0.3 in the right eye and 0.8
in the left. An alternative prism cover test showed approximately 35 PD esotropia, with a -2 abduction limitation of both
eyes. Fundus examination showed bilateral papilledema and peripapillary retinal hemorrhages. No abnormality was found
in the MRI and CT, symptoms of headache, vomiting, bilateral papilledema, and esotropia with normal neurologic
examination. Therefore, she was diagnosed with pediatric idiopathic intracranial hypertension. In Humphrey visual field
test, MD was -14.15 dB in right and -16.58 dB in the left eye. Also, the general sensitivity of visual field decreased.
Acetazolamide (Diamox®) was given orally for 30 days. Forty-four days after the initial visit, peripapillary retinal hemor-
rhages and vessel tortuosity decreased. Furthermore, visual acuity improved to 1.0 in the right eye and 0.9 in the left. The
esotropia reduced to 5 PD, and MD improved to -4.83 dB in the right eye and -5.24 dB in the left.
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