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Fig. 1 Axial MRI and MR angiography of the brain.
Initial MRI and MR angiography obtained on admission (Day 1). A) Diffusion-weighted imaging (3 T; TR 7,930 msec; TE 57.0 msec) shows
small infarctions in the right basal ganglia and right side of the pons. B) Fluid-attenuated inversion-recovery imaging shows an old infarction in

the right thalamus. C) MR angiography reveals no stenosis or obstructed lesions. D) Diffusion-weighted imaging (3 T; TR 5,000 msec; TE

56 msec) on Day 15 reveals small infarctions in the left corona radiata.
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Fig. 2 Chest and abdominal contrast-enhanced CT scan.

Enhanced CT scan images show an embolism of right pulmonary artery in arterial phase (A), and thrombosis of the portal vein, left common

iliac vein and left internal vein in equilibrium phase (B).

Fig. 3 Gastroscopic and pathological findings.
A) Patchy erosions are evident on the initial gastroscopy performed on Day 10 (arrows). B) A specimen obtained from the area of erosion shows

eosinophilic infiltration (=20 eosinophils per high-power field; hematoxylin and eosin staining, bar = 50 pm). C) No erosions are seen on

follow-up gastroscopy performed on Day 167.
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Fig. 4 Clinical course.

Abbreviations: PSL, prednisolone; ASA, acetylsalicylic acid. After admission, number of eosinophils gradually increased. From day 10, oral

prednisolone was started at 45 mg daily and gradually decreased. The number of eosinophils and serum IgE rapidly decreased after treatment

with steroids.
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Table 1 Clinical characteristic of reported cases of perforator infarcts associated with hypereosinophilic syndrome (HES).

Reference Age/Sex MRI lesion MRI lesion Eosinophilis Interval to
g (1st infarction) (2nd infarction) ()] recurence
Chang WL, et al. 20089 43/M left thalamus and right midbrain 1,134 3 weeks
centrum semiovale right occipital cortex
right thalamus
bilateral subcortical
white matter
Noureen N, et al. 20087 6/F left internal capsule none 27,468 none
left basal ganglia
Current case 61/M right basal ganglia left corona radiata 8,856 17 days

left side of the pons
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'y OB A HES ORISR TH o 72 HiED H D 9.
IL-5 (ZUFRER DTG58 - 53AL - WEHEALICBES- L T8 Y, FIAER]
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Abstract

Multiple cerebral infarctions in the deep perforator regions
in a case of idiopathic hypereosinophilic syndrome

Kotaro Iida, M.D.", Yusuke Yakushiji, M.D., Ph.D."? Toshihiro Ide, M.D.?,
Nanae Tsuruoka, M.D., Ph.D.?, Chika Shichijo, M.D.? and Hideo Hara, M.D., Ph.D.V

Y Division of Neurology, Department of Internal Medicine, Saga University Faculty of Medicine
2 Department of Neurology, Kansai Medical University
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A 61-year-old man was admitted to our hospital due to cerebral infarction in the pons and the right putamen. On
admission (day 3 from symptom onset), laboratory testing showed a white blood cell count of 13,100/ with
hypereosinophilia of 3,734/ul. As deep vein thrombosis was detected on contrast-enhanced CT, we started
anticoagulation therapy. There were no cardio-embolic sources, including right-to-left shunt, but eosinophil infiltration
was found in biopsy specimens of the gastric mucosa. These findings allowed us to diagnose multiple perforator
infarction due to idiopathic hypereosinophilic syndrome (idiopathic HES). After the administration of oral prednisolone
was started on day 10, his hypereosinophilia rapidly improved, and no recurrence of deep perforator infarction occurred
other than a symptomatic infarction in the left putamen at day 19. There are a few reports of idiopathic HES with
multiple infarctions developing in deep perforator regions. The current case suggests that idiopathic HES could cause
multiple cerebral infarction restricted to deep perforator areas.

(Rinsho Shinkeigaku (Clin Neurol) 2021;61:319-324)
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