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Background: It has been found that Helper T cells in the peripheral blood are decreased in the

cell mediated immunity in the pulmonary tuberculosis
But it has not been confirmed yet that only decrease in number of cells which has phenotype in
the peripheral blood is defined to decrease in cell mediated immunity.
The immunocytochemical study was performed to observe the change of the percentage of
T-lymphocytes with their subsets and activated T cells in the peripheral blood of pulmonary
tuberculosis and to know how many T cells would be activated, relative to resting cells in the
peripheral blood.

Methods: The peripheral blood obtained from twenty two patients and ten healthy controls were
smeared on the gelatin coated slide glass prepared for of mononuclear cells. The double bridge
technique of alkaline phosphatase-antialkaline phosphatase(APAAP) method was used. As the
primary antibodies, Ti(anti-human T cell), Ts(anti-human helper/inducer T cells) and Ts(anti-human
supressor/cytotoxic T cell) antibodies and interleukin-2 receptor (for early activated T cell),very late
activation antigen (for activated cytotoxic T cell), T cell lincage specific activation antigen
monoclonal actibodies were used.

Results:

1) There were significantly decrease in the absolute number of T4(+) cells but significantly
increase of Ty(+) cells in the peripheral blood of pulmonary tuberculosis (p<0.05).

2) The percentage of T4(+) cells showed significantly decrease in pulmonary tuberculosis but Ts
(F)cells significantly increase(p<0.05). T4(+)/Ts(+) ratio showed significantly decrease in the
peripheral blood of the pulmonary tuberculosis(p <0.05)
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3) There were significantly increase in the absolute number of variable stages of activated T cells
in the peripheral blood of the pulmonary tuberculosis(p <0.05).

4) The percentage of IL-2R, VLA-1, TLiSA were 6.45+1.56%, 7.64+1.34%, 10.45+1.16% in
order which showed significantly increase in the peripheral blood of the pulmonary- tuberculosis(p

<0.05).

Conclusion: We speculate that only a few percentage of T lymphocyte is activated in cell

mediated immunity in pulmonary tuberculosis.
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Table 1. Characteristics of Studied Population

Pulomonary
Data Normal Control Tuberculosis
No. of subjects 10 22
Mean age, Yr(range) 37(18~61) 35(20~55)
Sex
female 5 12
male 5 10
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Table 2. Absolute Number of T cell Subsets(cell/mm3) in Unit Volume of Peripheral of Blood of

Normal Control, Pulmonary TBC

Ti(+) Ty(+) Ts(+)
Normal Control 836.24 +104.82 604.201+67.28 288.47+50.24
Pulmonary TBC 802.80+ 94.96 *435.50+49.64 *355.84+60.23

*; Stastically significant differnece(p<0.05) compared to normal control
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Fig. 1. Mean percentage of T cell subsets to whole
lymphocytes in preipheral blood of normal,
pulmonary tuberculosis(*: p<0.05).

T2 355.84+60.23.0.8 Azl ulal o3t =
ZHE R el p <0.05)(Table 2).

B3 A sl tigt Ty o AES) v &g B
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T 29.09+3.19% 2. =7l vl S0zt 2712 Ho|
3 lekp <0.05)(Fig. 1).
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Fig. 2. T4(+)/Te(+) ratio in normal, pulmonary
tuberculosis(*: p<0.05).

AgdizTl vld] fo8 F7ME Bg5up <0.05),
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Bdrlp <0.05)(Table 3).
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£ Hgrkp<0.05)(Fig. 3).
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Table 3. Absolute Number of T cell Subsets(cell/mm®) in Unit Volume of Peripheral Blood of Normal

Control, Pulmonary TBC

IL-2R VLA-1 TLiSA
Normal Control 38.70+12.21 54.211+16.20 61.601+17.37
Pulmonary TBC *75.851+16.42 *89.98 +18.60 *136.41£20.29

*: Stastically significant differnece(p<0.05) compared to normal control
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Fig. 3. Mean percentage of activated T cell subsets
to whole lymphocytes in peripheral blood of
normal, pulmonary tuberculosis(*: p<0.05)
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