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ABSTRACT

Tuberculosis is a prototype of chronic intracellular
infection and cell-mediated immunity plays a protective role against
the disease. In this study, 11 patients of a total 41 active
tuberculous patients ¢27% did not respond to intradermal tuberculin
test. This study was designed to find out whether the abhnormalities of
the cellular immunity in anergic tuberculous patients was originated by
abnormal function of lymphocytes or monocytes or both. additionally,
whether their plasma had inhibitory eftfect on lvmphocytes or monocytes
funct.ions and would contribute to the abnormalities seen in anergic

pat.ients.

In vitro lymephocyte transformation in response to PHA-P in
@ither reactive or anergic tuberculods patients were significantly
lower than those of the two groups of normal subjects. In this
experiment., only anergic plasma could exhibit the inhibitory activity
on lymphoproliferation. The depression of responsiveness to PHA-P by
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peripheral blood mononuclear cells from the two groups of tuberculous
pat.ients could not. be restored to normal state hy normal plasma either

positive or negative tuberculin.

In the in vitro - lymphocyte transformat.ion  using

M.tuberculosis protein- as a specific antigen, the extent of

proliferation by the peripheral blood mononuclear cells of tuberculous
patients either tuberculin skin test positive or negative were
significantly lower than that of normal reactor group. The extent of
proliferation in response to specific antigen was significantly lower
than that of reactive group. In this experiment, inhibitory activity
of anergic plasma could be demonstrated only when the peripheral blood
mononuclear cells of normal reactors were used. The depression of
peripheral blood mononuclear cells from the two groups of tuberculous

patients could not be restored to normal state by normal plasma.

IL-1 production by monocytes of either anergic or react.ive
tuberculosis patients were significantly lower than those of the two
groups of normal subijects. The IL-1 product.ion by anergic tuberculous
group was slightly lower than that of reactive group. In addition, the
plasma from tuberculosis patients either positive or negative
tuberéulin exhibited inhibitory activity on [L-1 production. The
defective of monocyte function in the two groups of tuberculous

patients could not be restored to normal state by normal plasma.

In conclusion, this studv demonstrated the impairment of T
cells from tuberculous patients in response to PHA-P and M.tuberculosis
prot.ein. IL-1 production by their monocytes was also diminished.
Anergic tuberculous patients showed lower responsiveness to specific
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antigen and slightly lower IL-1 production than the reactive group.
These abnormalities might play a major pathological role in
tuberculosis. Presence of inhibitory activity either‘ on in vitro
lymphocyte transformation (i.e. anergic plasma) and on IL-1 production
(plasma form both groups) were also features of immunosuppression in
tuberculosis. Further studies should be designed to study IL-1
production by proved tuberculosis patients should be compared between
before and after succesful treatment. to get. additional informations
whether the antituberculous drugs or the microorganism altered their
monocytes functions. Subsequent investigations should be designed to
characterized the exact nature of the inhibitory factor and
immunosuppressive effect. of antituberculous drugs on 1in vitro
IL-1 production since IL-1 was the first signal for lymphocyte

proliferat.ion.
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