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Posterior Reversible Encephalopathy Syndrome Due to Primary Reversible Cerebral

Vasoconstriction Syndrome

Yun Ho Choi, MD, Yu Na Cho, MD, Won Ko, MD, Chul Hyoung Lyoo, MD, PhD,
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Background: Reversible cerebral vasoconstriction syndrome (RCVS) is an underdiagnosed disease characterized by severe headaches
with or without seizures, focal neurological deficits, and constriction of cerebral arteries which resolves spontaneously in 1-3 months.
Posterior reversible encephalopathy syndrome (PRES) is typically characterized by headache, altered mental functioning, seizures, and
visual loss associated with imaging findings of bilateral subcortical and cortical edema with a predominantly posterior distribution. Case
Report: We present 49-year-old and 46-year-old females with thunderclap headache and seizure. MRI shows reversible cortical and
subcortical lesions in both fronto-parieto-occipital lobes. And magnetic resonance angiography shows reversible multifocal luminal nar-
rowing of distal cerebral vessels. Conclusion: Primary RCVS may occur as a cause of PRES. We report two cases of non-hypertensive

PRES with seizure due to primary RCVS presenting thunderclap headache.
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FIGURE 1. Initial magnetic resonance (MR) imaging was performed 2 days after headache onset. Fluid-attenuated inversion recovery (FLAIR)

axial sections show multiple, subtle hyperintensities in the bilateral fronto-parietal lobe (A). MR angiography (MRA) demonstrates multiple focal
luminal narrowing (arrows) of distal cerebral vessels (B). Second MR study obtained 3 days after seizure (7 days after headache onset). Axial
FLAIR images reveal newly developed high signal intensity lesions in the symmetric subcortical white matters of both fronto-parieto-occipital
lobes (C) and MRA shows more aggravated multifocal segmental vasoconstriction (arrows) of all intracranial arteries (D). Conventional catheter
angiogram demonstrates multifocal segmental stenosis (arrows) on the whole cerebral vasculature (E). Follow-up MRI performed 15 days after
original presentation shows nearly resolution of high signal intensity lesions in the both fronto-parieto-occipital subcortical white matters (F). Fi-
nally MR study obtained 102 days after initial MR imaging reveals normalized cerebral arteries (G).

62



Posterior Reversible Encephalopathy Syndrome Due to Primary Reversible Cerebral Vasoconstriction Syndrome | YH Choi, et al.

1F). T 2094 F750] Tiso] Hdsiion, 38 5 & A o @] oyEglen, F FH-FFE % AT
MRI % MRAOIA & 9 =83 FaR2 mm AAdelke]  dofl vty B¥ark 3= Ith(Fig. 2A, B). AARIA
]

AckFig. 1. AR Yola, ostsiziAl 27AL WAL @

NS I, AP PAAEE, HlERR] BI2, G4t S, TPAMA

= F. 715 7AL AT A e AR 58 B A4t ok, ¥ X4
464 A7 MR B S FEOR WSkt BA Aol A A Tl bk olglct

o 9 EEeox SolRe QAR AT 19 AT A7) W 1A AT A4A HRBBIS AL A K

Z4o] Qllont o7te A& Qgleh Aol A & 128 Wl A thid Bk Bto] AATHFig 20). ol 812 ni-

o] g0k 204 ok 3%

S
F A F9s otalck WYl modipine 180 mgS 33] £3 Fofst
159 A5E &AL b7, HelE

Z]
= .29 MRI 2 MRAOIA =38 9 =P o] B HA5lE
3= F9F 128/82 mm Hg, M4} 833]/8, A2 364292 thFig. 2D, B).
o] AA| 1 2 A7 SHA Aol A] o)A glolTt
o1 8YUA, A7) 1 7k A A 7 1 &t

o} 3
Yol qlglow, 1557k o) A3l7} Qe B s glet B
Fi] MRI 2 MRA ZAJOl A S @e] 2z 2olo]  RCVSE A3 £53} ojio] W@ parelo 4] ety g

FIGURE 2. Initial magnetic resonance (MR) study was performed 8 days after headache onset. Fluid-attenuated inversion recovery (FLAIR)
images show multifocal lesions in both parieto-occipital and frontal cortex (A). MR angiography reveals suspicious multifocal narrowing (arrows)
of peripheral branches of cerebral arteries (B). Conventional angiogram obtained 3 days after seizure demonstrates multifocal vasospasms
(arrows) on entire intracranial arteries suggesting reversible vasoconstriction syndrome (C). Follow-up MRI performed 76 days after original
presentation reveals complete resolution of lesions on FLAIR images (D) and normalized cerebral arteries (E).
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