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Fig. 1 FLAIR MRI images on admission (b, ¢: axial image, TR 9,000/TE 110, Achieva 1.5T) show
hyperintensity lesions in bilateral parieto-occipital lobes. ADC map (a: axial image, TR 4,377/ TE
67, Achieva 1.5T) and diffusion-weighted images (e: axial image, TR 4,377/TE 67, Achieva 1.5T)
show vasogenic edema pattern. MRA (d: TR 23/TE 6.9, Achieva 1.5T) shows vasoconstriction of

left MCA and bilateral PCA.

After 2 weeks, on FLAIR MRI images (f, g axial image, TR 10,000/TE 120, Achieva 3.07T), the
hyperintensity lesions are disappearing except for the right parietal lobe. On MRA after 2 weeks
(h: TR 20/TE 3.5, Achieva 3.0T) , the vasoconstriction is also resolving.
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Table 1 Reported cases of posterior reversible encephalopathy syndrome with cerebral vasoconstriction.
Age/Sex Background Symptom BP (mmHg) Vasoconstriction Therapy Residuals

4 eclamp_sia head_ache, giisorier}tation, . glycerin,
28y/F (gestation34w) hemiparesis, ataxia 180/100 diffuse Ca blocker none

- 4 days after 150-190 bil. IC, bil. MCA, Mg,

5)
87y/F delivery headache /78100 bil. PCA hypotensor none

- 12 days after . rt. ACA, Mg,

5) adache s
23y/F delivery headache, seizure 200/100 L MCA hypotensor none
3ly/Fd 12 _days after headache, seizure 200/100 diffuse Mg, none

delivery hypotensor
hormone anti-
34y/F6 hemianopsia normal bil. PCA Thrombotic none
therapy drug
headache. anti- . . .
19y/F® none hemiano vsia N.D. rt. PCA thrombotic hemianopsia
p drug
45y/FD post- headache, nausea, 180/100 MCA, PCA N.D. none
transfusion seizure, lethargy ’

8) chemotherapy visual loss, agnosia, 120-170 . nitroglycerine visual loss
Sdy/F (ALL) ataxia /6090 diffuse glycerin ataxia
56y/F one headache, seizure, 100-150 bil. MCA, glycerin, sensory
(the present case) sensory disturbance /80 bil. PCA Ca blocker disturbance

Abbreviations: BP = blood pressure, IC = internal carotid artery, MCA = middle cerebral artery, PCA = posterior cerebral artery,
ACA = anterior cerebral artery, ALL = acute lymphoblastic leukemia, N.D. = not described.
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Abstract
A case of posterior reversible encephalopathy syndrome with cerebral vasoconstriction

Yuko Koga, M.D., Noriko Isobe (Kuroki), M.D., Takahisa Tateishi, M.D.,
Manabu Osoegawa, M.D., Ph.D., Yasumasa Ohyagi, M.D., Ph.D. and Jun-ichi Kira, M.D., Ph.D.
Department of Neurology, Neurological Institute, Graduate School of Medical Sciences, Kyushu University

A 56-year-old woman attended our hospital because of acute severe (thunderclap) headache. Neurological ex-
amination was normal and no abnormality was found on head CT or by cerebrospinal fluid examination. A few
days later, she experienced a recurrence and suffered a seizure in her left upper and lower extremities. On neuro-
logical examination, she had conjugate deviation of the eyes toward the right side and left lower limb paralysis
with Chaddock sign. MRI showed multiple hyperintense lesions in the bilateral occipital and parietal lobes, pre-
dominantly in the subcortical white matter at the right side on T2-weighted and FLAIR images. We diagnosed
posterior reversible encephalopathy syndrome (PRES) because the ADC map showed a vasogenic edema pattern
(increased ADC values in the hypodense lesions on diffusion-weighted image). Her blood pressure was normal and
there were no underling diseases. As MRA showed vasoconstriction especially in bilateral posterior cerebral ar-
teries, we initiated a therapy with a Ca-channel blocker. On follow-up MRI, the hyperintense lesions on T 2-
weighted and FLAIR images had almost disappeared, and vasoconstriction was also improved on MRA. This case
suggested that cerebral vasoconstriction could underlie both thunderclap headache and PRES.

(Clin Neurol, 48: 355—358, 2008)
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