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Fig. 1 Brain computed tomography/magnetic resonance imaging, magnetic resonance angiography and carotid duplex
sonography on admission (a, b, ¢, d, e). Carotid duplex sonography 4 years earlier (f).
a) Axial non-contrast cranial computed tomography (CT) showing a calcified embolus in the distal M1 segment of the

right middle cerebral artery (arrowhead). b) Axial T,*-weighted imaging shows signal hypointensity in the same posi-

tion as the calcified embolus on cranial CT (arrowhead). ¢) Axial diffusion-weighted imaging shows acute cerebral
infarctions (1.5 T; repetition time, 3,500 ms; echo time, 76 ms; b value, 1,000 s/mm®). d) Magnetic resonance angiography
shows disappearance from the distal M1 segment of the right middle cerebral artery. e) Carotid duplex sonography
shows an extensive calcified plaque with ulceration at the origin of the right internal carotid artery (arrow). f) Carotid

duplex sonography 4 years earlier shows an extensive calcified plaque without ulceration.
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Fig. 2 Brain computed tomography, magnetic resonance angiography/imaging and cervical 3-dimensional CT
angiography at post rt-PA.
a) Follow-up axial non-contrast cranial CT shows calcified emboli in the branches of the right middle cerebral artery
(arrowheads). b) Magnetic resonance angiography shows recanalization of the right middle cerebral artery, c) Magnetic
resonance imaging shows sparing the massive territory of the right middle cerebral artery. d) Other than the calcified
plaque with ulceration at the origin of internal carotid artery, no other plaque is seen at the right common and internal
carotid artery on cervical 3-dimensional CT angiography.
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Abstract

Effective thrombolytic therapy for calcified cerebral embolism originating
from a calcified plaque in the internal carotid artery
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A 72-year-old man was transported to our emergency department after rear-ending another vehicle. He presented
with acute left hemispatial neglect, left hemianopsia, and mild left hemiparesis. Computed tomography (CT) on admis-
sion showed a calcified embolus in the right middle cerebral artery. After intravenous thrombolytic therapy, the patient
showed drastic improvement of neurological deficits. Follow-up CT showed disappearance of embolus, but distal migra-
tion of emboli to the downstream of the right middle cerebral artery was seen, sparing the massive territory of the right
middle cerebral artery. Carotid duplex sonography and 3-dimensional CT angiography showed a calcified plaque with
ulceration at the origin of the right internal carotid artery, representing the presumptive origin of the emboli. We report a
rare case of effective intravenous thrombolysis for calcified cerebral embolism from the carotid artery. Further consider-
ation of the mechanism, efficacy, and indication of intravenous thrombolysis for calcified cerebral emboli is needed.

(Clin Neurol 2014;54:916-919)
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