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RESPONSIVENESS OF LYMPHOCYTES FROM PATIENTS WITH M. AVIUM-
INTRACELLULARE COMPLEX (MAC) INFECTION TO PPDs AS
MEASURED BY IFN-y PRODUCTION
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We investigated the responsiveness of peripheral blood lymphocytes (PBLs) from
patients with M. avium—intracellulare complex (MAC) infection to the stimulation with
PPDs by measuring their IFN—7 producing ability. PBLs were obtained from MAC patients
at active stage (culture—positive after three—month chemotherapy), those at inactive stage
(culture—negative for three months after or during chemotherapy), and healthy donors.
PPDs used were PPD—S prepared from M. tuberculosis, PPD—B from M. intracellulare, and
PPD-Y from M. kansasii.

PBLs from active MAC patients did not produce IFN—7 to a significant extent by
stimulation with any of three PPDs, while PBLs from inactive MAC patients showed higher
responses to each PPD compared to those from active patients. In inactive MAC patients,
the maximal response was observed to PPD—B among three PPDs. On the other hand, PBLs
from healthy controls produced different levels of IFN—7 in response to three different
PPDs, and their response was most remarkable to PPD-S.

* From the Second Department of Internal Medicine of Nara Medical University, 840
Shijo—cho, Kashihara—shi, Nara 634 Japan.
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These results indicated that the responsiveness of patients’ PBLs to PPDs was impaired

during active stage of MAC infection and restored on recovery from the disease.
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Fig. 1 IFN—7 Production by Lymphocytes
without Stimulation
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Table Comparison of IFN—7 production by
lymphocytes stimulated with PPD—-B
among the active and inactive MAC
patients, and healthy control.

Mean + SD (IU/ml)

a) Control 1.2 £ 11.9

b) Active MAC 9.7 + 16.2

¢) Inactive MAC 38.6 = 40.4

no significant difference between each of three groups

a) EEHEOSG
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PPD-S PPD-B PPD-Y PPD-S PPD-B PPD-Y PPD-S PPD-B PPD-Y

a) Healthy control

b) Active MAC

¢) Inactive MAC

Fig. 2 IFN-r Production by Lymphocytes with PPDs from Three Mycobacteria
(PPD S : M. tuberculosis, PPD B : M. intracellulare, PPD Y : M. kansasii)
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