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Reversible Cerebral Vasoconstriction Syndrome after Heart Transplantation
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Reversible cerebral vasoconstriction syndrome (RCVS) is characterized by severe headaches with or without other acute

neurological symptoms, and diffuse segmental constriction of cerebral arteries that resolves spontaneously within 3 months.

A 44-year-old woman underwent heart transplantation due to primary amyloidosis with heart involvement. She started to

have a seizure after three hours after the heart transplantation, and her consciousness was not recovered. Computed

tomography and transcranial doppler sonography were used to diagnose RCVS, and contracted vessels were recovered after

oral nimodipine administration.
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Figure 1. Brain computed tomography (CT) angiography. Initial CT angiography performed at 13 days after symptom onset revealed diffuse
string-bead patterned vasoconstriction of entire basal cerebral arteries on both sides (A). The vasoconstriction improved in repeated CT

angiography at 71 days from symptom onset (B).
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Figure 2. Sequential changes of transcranial doppler sonographic findings. Initial transcranial doppler sonography performed at 14 days after
symptom onset (A) showed the high mean flow velocity. On repeated exam at 5 days (B) and 11 days (C) after nimodipine infusion, mean flow
velocity and pulsatility index decreased. PSV; peak systolic velocity, EDV; end diastolic velocity, MnV; mean blood flow velocity, PI; pulsatility

index.
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