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Fig. 1 Brain MRI obtained at the first admission.

A T,-weighted image (TR 5,000 ms, TE 126 ms) (A) and diffusion
weighted image (TR 4,900 ms, TE 154 ms, b = 1,000 s/mm®) (B) show
hyperintense lesions in the left paramedian midbrain. A T,-weighted
image (TR 5,000 ms, TE 126 ms) (C) shows an area of low signal
intensity in the interpeduncular fossa (arrowheads) that indicates a
nodular lesion. This area is enhanced on a gadolinium-enhanced T;-
weighted image (TR 500 ms, TE 14 ms) (D, arrowheads).
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Fig. 2 Brain MRI obtained at the second admission.

A T,-weighted image (TR 4,600 ms, TE 88 ms) (A) and a diffusion
weighted image (TR 3,700 ms, TE 102 ms, b = 1,000 s/mm®) (B) show
hyperintense lesions in the left side of the pons. A T,-weighted image
(TR 3,700 ms, TE 102 ms) shows an area of low signal intensity in the
interpeduncular fossa (arrowheads) that indicates a nodular lesion
(C, arrowheads). This area exhibits enhancement on a gadolinium-
enhanced T;-weighted image (TR 400 ms, TE 12 ms) (D, arrowheads).
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Fig. 5 Pathological findings from a cervical lymph node biopsy.
Caseating granuloma, composed of a central zone of solid caseation

necrosis surrounded by a capsule of epithelioid cells, multinucleated

Fig. 3 Coronal sections of brain fluid attenuated inversion recovery giant cells, and inflammatory cells is evident after haematoxylin and
MRI obtained at the first (TR 8,000 ms, TE 117 ms) (A) eosin staining (A). Magnification X 200. An acid fast bacillus is
and second (TR 8,000 ms, TE 111 ms) (B) admission. evident after Ziehl-Neelsen staining (B). Magnification X 630.

Diffuse brain atrophy is evident in the image obtained at the second
admission (B), but not in the image obtained at the first admission (A).

Fig. 4 Gadolinium-enhanced T;-weighted MRI obtained at the first (A and B) and second (C and D) admission,
and at six months after administration of antituberculous drugs (E and F).

Mid-sagittal sections are shown on the top row (A, C and E) and axial sections are shown on the bottom row (B, D and F). A nodular
lesion is evident in the interpeduncular fossa in the mid-sagittal (A) and axial (B) images (TR 500 ms, TE 14 ms) obtained at the
first admission. Although the gadolinium-contrast effect has slightly decreased, this lesion is still evident in images obtained at the
second admission (TR 400 ms, TE 12 ms) (C and D). Leptomeningeal contrast enhancement of ventral pons is also evident. The
contrast enhancement of the nodular lesion in the interpeduncular fossa and the leptomeninges of ventral pons is less evident in
images obtained six months after administration of antituberculous drugs (TR 400 ms, TE 12 ms) (E and F).
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ophthalmoparesis ;

]
fight hemiparesis _

admission 1 admission 2
Age 41 42 43 44
CSF cell (Jul) 10.8 1.7
lymphocytes (/ul ) 9.5 1.7
protein (mg/dl) 79.9 48.3
glucose (mg/dl) 49 56

Fig. 6 Clinical course.

Top panel shows the clinical course of personality change (top), ophthalmoparesis (middle), and right hemiparesis

(bottom) plotted according to age. One year after the onset of personality change, the patient was admitted with

ophthalmoparesis (admission 1). MRI indicated acute infarction of the paramedian region of the midbrain and a nodular

lesion in the interpeduncular fossa with contrast enhancement. Two years later, the patient was admitted with right

hemiplegia (admission 2). MRI revealed acute infarction in the left side of the pons, diffuse brain atrophy, and abnormal

contrast enhancement in the nodular lesion of interpeduncular fossa and leptomeninges of the ventral pons. Bottom

panel shows the results of cerebrospinal fluid (CSF) analysis, which revealed mild pleocytosis and slightly elevated

protein levels. The patient was diagnosed with chronic tuberculous meningitis. Antituberculous therapy was started.

INH: isoniazid, PZA: pyrazinamide, RFP: rifampicin, EB: ethambutol.
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Abstract

Chronic tuberculous meningitis presenting recurrent brainstem infarction
without features of meningitis

Shusaku Omoto, M.D., Ph.D.", Masayuki Yoshioka, M.D., Ph.D.”, Yoshihiro Sakimoto, M.D.?,
Koji Yoshikawa, M.D., Ph.D.?, Masaya Hashimoto, M.D., Ph.D."” and Masahiko Suzuki, M.D., Ph.D.”

UDepartment of Neurology, Katsushika Medical Center, The Jikei University School of Medicine
“Department of Radiology, Katsushika Medical Center, The Jikei University School of Medicine
YDepartment of Infectious Diseases and Infection Control, Katsushika Medical Center, The Jikei University School of Medicine

A 44-year-old woman with a history of transient right hemiparesis presented with personality change. One year later,
she was admitted with ophthalmoparesis, dysarthria and regression phenomenon. MRI indicated acute infarction of the
paramedian region of the midbrain and a nodular lesion in the interpeduncular fossa with contrast enhancement. Two
years later, the patient was admitted with sudden onset of right hemiplegia. MRI showed acute infarction in the left side
of the pons, diffuse brain atrophy, and abnormal contrast enhancement in the nodular lesion of interpeduncular fossa and
leptomeninges of the ventral pons. MR angiography revealed that cerebral main tracts were intact, and cerebrospinal
fluid analysis revealed mild pleocytosis and slightly elevated protein levels. Cervical lymph node biopsy demonstrated
caseating granuloma with acid-fast bacilli. The patient was diagnosed with chronic tuberculous meningitis, even though
tuberculous bacilli were not detected on polymerase chain reaction (PCR) or in culture. Antituberculous medication
resulted in radiological resolution and neurological improvement. Although the patient had mild headache and pyrexia at
the first admission, no signs of meningeal irritation were confirmed throughout the clinical course. We suspect that a
paucity of tuberculous bacilli released from the tuberculous foci in the meninges to the subarachnoid space caused
prolonged clinical course and lack of meningeal irritation signs.

(Clin Neurol 2014;54:212-217)
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