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The level of adenosine deaminase (ADA) activity in the cerebrospinal fluid is used as a
supportive diagnostic measure for tuberculous meningitis. However the time—course of
adenosine deaminase activity of the cerebrospinal fluid in patients with tuberculous
meningitis remains unknown. The present study describes 4 patients with tuberculous
meningitis in whom ADA activity in the cerebrospinal fluid was serially determined in
order to clarify the effects of anti—tuberculous chemotherapy on ADA activity in the
cerebrospinal fluid. In two of these patients the ADA did not show a high activity in the
early stage of the disease. But in all cases the ADA showed a high activity after all, and
gradually declined and reached the normal level at approximately 1 month after the
initiation of chemotherapy. It seems that the decrease in the ADA activity was seen when T
cells in the cerebrospinal fluid returned to a static state upon removal of mycobacterial
antigen by the treatment. The level of ADA in the cerebrospinal fluid is considered to be
one of the useful measures for diagnosis and follow—up in patients with tuberculous

meningitis.
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