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Fig. 1 Brain magnetic resonance images after the onset.
On the day of admission (A, B), axial T2-weighted images (TR 4,400/TE 79.5) demonstrate hyperin-
tensity in the occipital lobe white matter bilaterally with some involvement of the overlying cortex

(arrows) and in the bilateral parietal white matter. An axial fluid-attenuated inversion recovery

weighted image (C, TR 9,202/TE 107) shows that minimum sulcal hyperintensity is present in the bi-

lateral anterior lobe, suggesting subarachnoid hemorrhage (arrowheads). On the 7th day (D), the

hyperintense areas on an axial T2-weighted image (TR 4,400/ TE 79.5) in the parietal white matter ex-

panded and extended to the anterior lobe white matter bilaterally. Fifteen months after the onset, ax-

ial T1-weighted images (E, F: TR 480/TE 11) show hyperintense lesions in the bilateral occipital lobe

subcortical area and right parietal white matter.
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Abstract

A cutely developed reversible posterior leukoencephalopathy syndrome following a prompt physical activity
to avoid a traffic accident: a case report

Shintaro Hayashi, M.D., Ph.D., Takemi Kurabayashi, M.D., Junko Gibo, M.D.,
Yuji Mizuno, M.D., Ph.D. and Koichi Okamoto, M.D., Ph.D.
Department of Neurology, Gunma University Graduate School of Medicine

A 40-year-old woman was diagnosed with iron deficiency anemia (hemoglobin 3.5 g/dl) induced by uterine
myomas, and admitted to the Department of Gynecology of our hospital. During admission, she underwent the
daily intravenous administration of saccharated ferric oxide for 3 weeks, and monthly GnRH analogue administra-
tion was started. Her hemoglobin level acutely increased to 9.3 g/d! over the next 18 days with normal blood pres-
sure. Thirteen days after the 3rd administration of the GnRH analogue, she suddenly developed marked headache.
Just before the onset, she had been driving a car, and spun the steering wheel to avoid a traffic accident on a busy
street. This headache was so severe that she was brought to our hospital by ambulance. During transport to the
hospital, her blood pressure was normal. Soon after arriving, she developed generalized convulsions, followed by
status epilepticus. A brain MRI showed vasogenic edema in the posterior and parietal cortices including white
matter bilaterally, and minimum subarachnoid hemorrhage was indicated in the bilateral frontal lobe and right
temporal lobe. CSF analysis was unremarkable. Anticonvulsants, one course of steroid pulse therapy and glycerol
were started, and status epilepticus disappeared on the same day. Abnormal areas on MRI decreased gradually.
However, hyperintensity on T1- and FLAIR images remained in the right parietal lobe and bilateral occipital lobe
white matter at 15 months after the onset. Judging from the clinical and radiological findings, this patient was di-
agnosed as reversible posterior leukoencephalopathy syndrome (RPLS) accompanied with subarachnoid hemor-
rhage.

This case suggests that an unexpected prompt physical activity or astonishment would induce RPLS in a pa-
tient treated with GnRH analogue.

(Clin Neurol, 49: 566—570, 2009)
Key words: reversible posterior leukoencephalopathy syndrome, uterine myoma, iron deficiency anemia, gonadotropin-

releasing hormone analogue, traffic accident




