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Fig. 1 Sequential brain MRI and CT of the patient.
On the first admission, DWI showed acute cerebral infarction in the left thalamus and the left cerebral white matter (A, B), and T,-weighted
imaging (T,WI) revealed acute subdural hematoma in the right parietal region (C). FLAIR imaging revealed an increase in cerebral white
matter lesions over the course of one year, suggesting old cerebral infarctions. Panels show FLAIR images at 13 months (first admission; D),
7 months (E), and 3 months (F) before the present admission. On the present admission, DWI showed acute cerebral infarction in the left
centrum semiovale (G). FLAIR imaging showed multiple old cerebral infarctions and diffuse hypertrophic meninges (H). The meninges were
enhanced on Gadolinium (Gd) enhanced T,WI (I). After meningeal biopsy on the present admission, a right subdural hematoma formed in the
frontal region, as shown on head CT (J). The hematoma was suspected to have formed in the course of the meningeal biopsy. The enhancement
of the meninges temporarily resolved within 30 days after admission as shown on T,WI (K) but re-emerged within 77 days after admission as
shown on FLAIR imaging (L).
(A) DWI (axial, 1.5 T; TR 6,000 ms, TE 100 ms, b value 1,000 s/mm?).
(B) DWI (axial, 1.5 T; TR 6,000 ms, TE 100 ms, b value 1,000 s/mm?).
(C) FLAIR image (axial, 1.5 T; TR 8,000 ms, TE 105 ms).
(D) FLAIR image (axial, 1.5 T; TR 8,000 ms, TE 105 ms).
(E) FLAIR image (axial, 1.5 T; TR 8,000 ms, TE 105 ms).
(F) FLAIR image (axial, 1.5 T; TR 8,000 ms, TE 105 ms).
(G) DWI (axial, 1.5 T; TR 3,264.21 ms, TE 95 ms, b value 1,000 s/mm?).
(H) FLAIR image (axial, 1.5 T; TR 10,000 ms, TE 140 ms).
(I) Gd enhanced T, WI (axial, 1.5 T; TR 13 ms, TE 5.44 ms).
(K) Gd enhanced T,WI (axial, 3 T; TR 24.40 ms, TE 5.50 ms).
(L) FLAIR image (axial, 1.5 T; TR 10,000 ms, TE 140 ms).
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Fig. 2 Histopathological examination of the meninges.
Following hematoxylin and eosin (HE) staining, the arachnoid mem-
brane appeared thickened with fibrosis and enlarged microvessels,
while no significant inflammatory infiltration was detected in the
arachnoid membrane. The dura mater showed no evidence of hyper-
trophy, inflammation, or enlargement of microvessels. Black arrows:
arachnoid cells. Bar = 200 pm.
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Abstract

A case of antiphospholipid syndrome associated with recurrent brain infarction
and diffuse hypertrophy of the arachnoid membrane

Naoki Kotsuki, M.D.”, Masanori Nakajima, M.D."”, Ayumi Uchibori, M.D., Ph.D.",
Daisuke Shimada, M.D.?, Junji Shibahara, M.D., Ph.D.” and Atsuro Chiba, M.D., Ph.D."

UDepartment of Neurology, Faculty of Medicine, Kyorin University
“Department of Neurosurgery, Faculty of Medicine, Kyorin University
“Department of Pathology, Faculty of Medicine, Kyorin University

A 55-year-old man presented with recurrent brain infarction which had increased multifocally mainly in the cerebral
white matter over the course of one year. Antibodies associated with antiphospholipid syndrome (APS) were initially
negative. The patient was admitted to our department because of the thickened meninges shown on gadolinium
enhanced brain MRI, mimicking hypertrophic pachymeningitis. However, blood and cerebrospinal fluid analysis revealed
no significant inflammatory changes. On histopathological examination of the biopsied meninges, the arachnoid
membrane was thickened with fibrosis, and arachnoidal microvessels were enlarged without significant inflammatory
changes. The dura mater was not thickened, and no inflammation or microvessel enlargement were revealed. Finally,
serum IgG anticardiolipin antibody testing was positive twice at an interval of more than 12 weeks, confirming the
diagnosis of APS. Since initiating antithrombotic therapy with warfarin, brain infarction has not recurred. Without
inflammation in the arachnoid membrane, the congestion of blood flow caused by thrombosis of microvessels in the
arachnoid membrane might have increased the thickness of the arachnoid membrane.

(Rinsho Shinkeigaku (Clin Neurol) 2019;59:662-665)
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