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Fig. 1 Contrast-enhanced CT and MRI of the brain.
CT showed hemorrhagic infarction in the lower part of the right cerebellar hemisphere (A). MRI shows no abnormal findings in the occipital

lobe on DWI (B) and FLAIR (C) images. On the MRA of the first admission day, peripheral regions of the arteries are poorly visualized.

Segmental narrowings are observed in the M1 and M2 portions of the right middle cerebral artery (MCA), the M2 portion of the left MCA, and

the Al portion of the left anterior cerebral artery (ACA) (arrows) (D). The MRA on the ninth day of admission shows improved cerebral blood

flow, particularly in the peripheral regions (arrowheads). The segmental narrowings of the arteries in the previous study have subsided (E).
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Fig. 2 Fundus photographs on the third admission day (A, right eye; B, left eye) and fluorescent funduscopic images on the fourth

admission day (C, right eye; D, left eye).

There is no evidence of retinal detachment or hemorrhage in the optic fundi. The papilla and fundus vessel structures are normal.
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Fig. 3 Cross-sectional image of optical coherence tomography scan on third admission day.

The retinal nerve fiber layer and the retinal ganglion cell layer show mild thinning in both eyes.
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JEHAL AR (Fig.5). IO OIRKHT R ORERYZ(LIE
PR AR FEE  (posterior ION, LUF PION & B&EE) @
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Be& L7z, #&lrh, H)owHE RS 5N, BEEATOIRE
TR T O MR R L 72 (Fig. 6). 2013 2 AH1Ch
720 7 40— SN OUGEEIZRD SN o7z
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Fig. 4 Flash visual evoked potential on the 24" admission day.

The top traces (A, B) are recordings from the present patient, which showed no recognizable VEP responses. The bottom traces
(C, D) are control recordings from a healthy subject.
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Fig. 5 Optical coherence tomography on the third day of admission (A-C) and one month later (D-F).
Thickness of the fundus is compared with that of the normal eye database, and percent thinning at each retinal segment is indicated by color
scale. Actual measured values are also described at the bottom of each figure with graphs. One month after admission, both retinal nerve fiber

layer (RNFL) thickness (D, E) and ganglion cell complex (GCC) maps (F) showed thinning of the RNFL around the optic nerve papilla and the
retinal GCC (arrows).
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6 months later since admission

Fig. 6 Fundus photograph at six months after the admission.
The fundus photograph shows optic nerve atrophy with the pallor of
the optic disc and the narrowed retinal blood vessels (arrows). *The
left eye fundus photograph is unavailable as the patient could not
maintain an appropriate visual fixation.
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Abstract

A case of acute bilateral blindness presumably caused by reversible cerebral vasoconstriction syndrome
after traumatic brain injury

Yuki Fujii, M.D.?, Keiichi Hokkoku, M.D.?, Takashi Chiba, M.D.", Kazusa Takahashi, M.D."¥, Tatsuya Mimura, M.D.?,
Hiroshi Ooba, M.D.? , Masahiro Sonoo, M.D.”® and Shunsuke Kobayashi, M.D.V
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A 62-year-old man was admitted to our hospital for acute bilateral blindness two days after a head injury.
Hemorrhagic cerebellar infarction was found on the initial MRI, and peripheral arteries were poorly visualized on MRA.
On the follow-up MRA nine days later, peripheral arteries were clearly depicted. These imaging findings suggested
reversible cerebral vasoconstriction syndrome (RCVS). We started steroid pulse therapy for suspected optic neuritis
with no clear response. The initial fundoscopic examination revealed no abnormalities in the optic disc, but optic nerve
atrophy developed one month later. Based on the course of events, we diagnosed the patient with posterior ischemic
optic neuropathy triggered by RCVS.

(Rinsho Shinkeigaku (Clin Neurol) 2023;63:824-829)
Key words: acute bilateral blindness, reversible cerebral vasoconstriction syndrome, ischemic optic neuropathy




