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Fig. 1 Brain MRI and MRA before admission and paranasal sinus CT on admission.
MRI obtained in June before admission and paranasal sinus CT obtained on admission. Axial T; WI (1.5 T: TR 450 ms, TE
11 ms) showed an isointense lesions occupying the right posterior ethmoid sinus, orbital apex and cavernous sinus (a).

MR Angiography (1.5 T: TR 28 ms, TE 3.2 ms) showed moderate stenosis in the siphon area of the right internal carotid artery

(arrow) (b). Paranasal sinus CT showed partial bone deficit in the ethmoid sinus on admission (arrow heads) (c).
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Fig. 2 Brain MRI and MRA obtained 5 days after admission.
DWI (1.5 T: TR 5,075 ms, TE 84.3 ms, b value = 1,000 sec/mm?) showed high intensity signals in the right basal ganglia (a, b). MR
angiography (1.5 T: TR 28 ms, TE 6.8 ms) confirmed occlusion of the right internal carotid artery (c), and the absence of flow void in
the right internal carotid artery on T,WI (Axial, 1.5 T: TR 400 ms, TE 20 ms) and FLAIR(Axial: TR 10,002 ms, TE 104.7 ms) images
(e, f: arrows). The mass in the right posterior ethmoid sinus and cavernous sinus grew larger. T,WI and FLAIR images showed an
isointense lesion with partial hypointensity (d, e). T,WI (Axial: TR 4,016.6 ms, TE 80.7 ms) showed a high intensity lesion with partial
hypointensity (f). T;-weighted gadolinium-enhanced MRI (Axial: TR 30 ms, TE 3.6 ms) showed an enhancing lesion (g).

Fig. 3 Operative and pathologic findings.

There was a mass lesion with pale yellow color in the posterior ethmoid sinus (a). Hyphae from aspergillus mold are
shown with hematoxylin-eosin staining (bar = 50 pm) (b), hematoxylin-eosin staining (bar = 10 um) (c) and Grocott staining
(bar = 10 um) (d).
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Fig. 4 Aspergillus antigen, B-D glucan levels and cerebrospinal fluid findings over time.

Graphic presentation of cerebospinal fluid (CSF) aspergillus antigen, serum aspergillus antigen, CSF B-D glucan and serum B-D glucan levels

over time. The table presents CSF findings and plasma glucose levels over time.
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Abstract

Extended voriconazole theraphy and long term survival of a patient
with invasive central aspergillosis causing stroke

Tomoko Okazaki, M.D.", Shoichi Shiraishi, M.D.", Naoki Iwasa, M.D.", Emi Kitamura, M.D.",
Tetsu Mizutani, M.D.?, Yukiko Hanada, M.D.” and Takehiko Yanagihara, M.D., Ph.D.”

YDepartment of Neurology, Osaka Police Hospital
“Department of Infection Control Center, Osaka Police Hospital
“Department of Otorhinolaryngology, Osaka Police Hospital
“Osaka Neurological Research Institute

Central nervous system (CNS) aspergillosis with stroke has a high mortality and poor prognosis generally. We report
a 78-years-old woman with diabetes mellitus, who developed invasive paranasal sinus aspergillosis with the orbital apex
syndrome on the right side and cerebral infarction caused by intracranial occlusion of the right internal carotid artery.
Based on the presence of a mass lesion in the ethmoid sinus extending to the orbital apex on the right side with cranial
CT, the mass lesion was surgically removed and the pathological examination of the surgical specimen revealed
aspergillus mold. Immediately after surgery, we initiated treatment with voriconazole 200 mg X 2/day intravenously for
38 days, and then via feeding tube for 86 days until the galactomannan-aspergillus antigen level in the cerebrospinal fluid
became negative at 132 days. She is alive now for almost two years without relapse of aspergillosis. There is no definitive
guideline for management of patients with CNS aspergillosis concerning the length of drug treatment and the method for
monitoring the response for treatment. We believe that measurement of the galactomannan-aspergillus antigen level in
the cerebrospinal fluid might be a useful way of monitoring the efficacy of treatment for CNS aspergillosis.
(Rinsho Shinkeigaku (Clin Neurol) 2015;55:472-477)
Key words: invasive aspergillosis, cerebral infarction, voriconazole, galactomannan-aspergillus antigen,
internal carotid artery occlusion




