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SERUM ADENOSINE DEAMINASE (ADA) ACTIVITY IN PATIENTS
WITH ACTIVE PULMONARY TUBERCULOSIS
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Hideo SHINADA, Yoko SHINOHARA, Haruhiko TACHI
and Fumiaki MARUMO

(Received for publication December 14, 1989)

To clarify the immunological aspect of tuberculosis, we investigated serum adenosine
deaminase (ADA) activity, T and B cell percentile in total peripheral mononuclear cells,
peripheral T cell subpopulation and their relationship with other inflammatory parametors
in 20 patients with active pulmonary tuberculosis.

Serum ADA activity showed abnormal high level in all patients in nontreated phase
with significant regression after three months treatment by anti—tuberculous drugs
(P<0.05). In addition, significant positive correlationship was observed between serum
ADA activity and erythrocyte sedimentation rate at 1 hour (r=0.56).

Concerning about peripheral T cell subpopulation studied by two colour flow cytometry
with FITC—conjugated anti—CD4 and phycoerythrin—conjugated anti-HLA-DR antibody,
there was positive correlationship between CD4 (- HLA-DR &) T cell and serum ADA
activity (r=0.59) without any abnormal frequency of each T cell subpopulation.
Additionally, after the treatment of pulmonary tuberculosis, significant increase of T cell
percentile in total peripheral mononuclear cells were observed (P<(0.005).

In conclusion, these results may suggest serum ADA activity could be a parametor
of activity of pulmonary tuberculosis and reflect the function of activated suppressor/
cytotoxic T cell.

* From the Department of Internal Medicine, Kasumigaura Branch Hospital Tokyo Medical
and Dental University, Ibaraki 300—04 Japan.
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