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Fig. 1

Clinical course of Case 1.

Isoniazid (INH), rifampicin (RFP), pyrazinamide (PZA), and ethambutol (EB) were initiated and lum-
bar drainage was indwelled for increased intracranial pressure, but deteriolation resulted in a cere-
bral infarction. Intrathecal INH administration was initiated, including PZA and streptomycin (SM)
addition. The prednisolone (PSL) dose was also increased following methyl prednisolone (mPSL)

pulse therapy.

Fig. 2 Brain axial 1.5T MRI findings of Case 1 at day 153.
a: Fluid attenuated inversion recovery (FLAIR) image (TR 9,000 ms, TE 110 ms) showed a high in-
tensity area at the pons, which indicated a cerebral infarction by vasculitis. b: Gadolinium-enhanced

T1 weighted image (TR 600 ms, TE 17 ms) showed enhanced effect at the pons and pia mater.
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Fig. 3 Clinical course of Case 2.
Isoniazid (INH), rifampicin (RFP), pyrazinamide (PZA), ethambutol (EB), and dexamethasone (dxm)
were administrated with an intrathecal INH administration via a lumbar puncture site, but no im-

provement was observed. An Ommaya reservoir was indwelled to treat the hydrocephalus and for

intraventricular drug administration. Methyl prednisolone (mPSL) pulse therapy was also initiated.

After improvement was observed, ventriculoperitoneal shunting (VPS) was performed.
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Fig. 4 Brain 15T MRI findings of Case 2 at day 71.
a: Fluid attenuated inversion recovery (FLAIR) image (Axial, TR 9,000 ms, TE 109 ms) indicated
hydrocephalus at the inferior horn of the left lateral ventricle and edema. b, ¢, d: Gadolinium-en-
hanced T1 weighted images (b: TR 600 ms, TE 17 ms; c: Sagittal, TR 500 ms, TE 14 ms; d: Coronal,
TR 877 ms, TE 17 ms) showed choroid plexus inflammation obstructing the ventricle.
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) ORI X 572, PCREIWED W THERI 2 13 single PCR
B CEYE, nested PCR 3 TR0 #EH: % 2 72. Nested PCR
P34 7%\ DNA B THMRIMTTHETH D, single PCR &R
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Abstract

Treatment of intractable tuberculous meningitis using intrathecal isoniazid administration
and steroid pulse therapy; A report of two cases

Tkuko Takahashi, M.D."”, Moemi Yamada, M.D.", Masaaki Matsushima, M.D.", Kazunori Sato, M.D."”,
Takahiro Kano, M.D.", Ichiro Yabe, M.D." and Hidenao Sasaki, M.D."
"Department of Neurology, Hokkaido University Graduate School of Medicine
“Present Address: Department of Neurology, Obihiro Kosei General Hospital

Tuberculous meningitis (TbM) is a neurological emergency condition that requires prompt initiation of treat-
ment. The standard initial treatment for TbhM is often insufficient for producing remission because the anti-
tuberculosis agent may cause severe side effects, or vasculitis and hydrocephalus may induce an intractable state.
Moreover, it is difficult to distinguish paradoxical expansion from its own deterioration.

We treated 2 cases of adult ThM by using multidisciplinary therapy, including methyl prednisolone pulse and
intrathecal isoniazid administration.

Both cases had not been diagnosed as pulmonary or other tuberculosis, and cerebrospinal fluid (CSF) culture
and polymerase chain reaction at approximately 1 week after hospitalization identified the cases as ThM. We ad-
ministered the standard initial treatment recommended by the British Infection Society guidelines for adults, but
both cases deteriorated and showed elevation of intracranial pressure. We indwelled a lumbar drainage for Case 1
and an Ommaya reservoir for Case 2. We removed CSF and administrated isoniazid regularly using each of the
drainage devices, added streptomycin, and increased the steroid dose including addition of steroid pulse therapy.
Both cases improved, and their neurological dysfunction did not persist.

After the induction of an intractable state occurs due to TbM, we are likely to assume poor prognosis and
neurological sequelae. However, our experience in these cases showed amelioration of the symptoms leading to
the rehabilitation of these patients in society.

(Clin Neurol 2012;52:551-556)
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