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A Case of Optic Neuritis with an Improvement in Visual Acuity from No Light Perception
to Normal Range after Steroid Pulse Therapy

Yuka SUGANAMI"? Shigeko YASHIRQ?, Yosuke NAKAMURA?,
Norio TAKEDA? and Natsuyo YOSHIDA’®
!'Department of Ophthalmology, Tokyo Women's Medical University
“Department of Ophthalmology, Hospital, National Center for Global Health and Medicine

Purpose: To report a case of optic neuritis with an improvement in visual acuity from no light perception to
normal range after steroid pulse therapy. Case Report: A 40-year-old man noticed visual disturbance in his right
eve and orbital pain. He lost his vision completely 8 days later, so he visited our center 10 days later. At the first
ophthalmological examination, there was no light perception in his right eye, and relative afferent pupillary de-
fect was positive. There was disc swelling in his right eye, and retinal veins were dilated. Retinal hemorrhages
diffused on the peripheral retina. Fluolescein angiography showed a leakage from his right optic disc but there
was no evidence of filling delay. MRI showed optic nerve swelling and high intensity on T2-weighted images
from the retrobulber region to the optic chiasm, and a small high intensity area was found in the frontal lobe. We
diagnosed idiopathic optic neuritis and started steroid pulse therapy. His right vision improved (0.1) 1 month later
so we administered steroid pulse therapy once again. His right vision improved (1.0) after two months. The criti-
cal fusion frequency (CFF) of his right eye improved from 12 Hz to 31 Hz 5 months after treatment. However, his
right vision and CFF became worse 8 months later. MRI showed high intensity on T2-weighted images of the
right optic nerve and some high intensity areas were found under the cerebellar tentorium, and multiple sclero-
sis was suspected. Conclusion: This case suggests the possibility that optic neuritis may improve from no light
perception to normal range after steroid pulse therapy, and the necessity of close examination by MRI images
even if the patient does not present any constitutional symptoms.
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Fig. 1 Fundus photography of the right eye
Disc swelling, retinal vein dilatation, and retinal
hemorrhages are found in the peripheral retina.
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Table Blood tests

Blood count
White blood cell count 6,710 /uL
Red blood cell count 456 x 10* /pL
Hemoglobin 144 g/dl
Hematocrit 420 %
MCV 921 fL
MCH 316 pg
MCHC 343 g/dl

Platelet count 32.1x10% /uL

Biological examination

Aspartate aminotransferase 161U/
Alanin aminotransterase 15 1U/1
Blood urea nitrogen 86 mg/dl
Serum creatinine 0.72 mg/dl
Cl 105 mEq/!
Na 140 mEq/I
K 42 mEq/!
Glucose 8 mg/l
CRP 0.06 mg/dl
HbAlc 51 %
Autoantibody
Rheumatoid factor 174 TU/ml
Anti-double stranded DNA antibody =20 IU/ml
Perinuclear-anti-neutrophil <13 EU
cytoplasmic antibody
Anti-cardiolipin antibody <1 U/ml
Anti-thyroglobulin antibody 140 IU/ml
Anti-SS-A antibody <50 index
Anti-SS-B antibody <50 index
Anti-aquaporin-4 antibody negative

All blood tests are normal.
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Fig. 2 Brain MRI at the first medical examination and 9 months later
a: MRI shows optic nerve swelling and high intensity on T2-weighted images (At the first

medical examination).

b: A small high intensity area is seen in the frontal lobe (At the first medical examination).
¢: MRI shows high intensity on T2-weighted images of the right optic nerve (9 months

later).

d: There is a high intensity area from left crus cerebri to the left side of pons (9 months

later).

e: There is a high intensity area from the center of pons to the right ventral principal

nucleus (9 months later).
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