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The Distribution of Y& T Cells in Tuberculous Lymphadenopathy

Tae Sun Shim, M.D., Chul-Gyu Yoo, M.D., Young Whan Kim, M.D., Sung Koo Han, M.D.,
Young-Soo Shim, M.D., Keun Youl Kim, M.D.* and Yong Chol Han, M.D,**

Department of Internal Medicine and Tuberculosis Research Institute,
Seoul National University College of Medicine, Seoul, Korea

Background : The antigen-specific receptor on the surface of most peripheral T lymphocytes is
a disulfide-linked heterodimer composed of o and B subunits, noncovalently associated with CD3
polypeptides. Recently, a novel type of CD3-associated heterodimer was described on a T cell
subset that does not express CD4 or CD8 molecules. This second type of TCR dimer is composed
of chains encoded for by the v- and 8-TCR genes. These cells may exert both cytotoxic and
lymphokine producing functions. Although it was reported that some ¥3-TCR might recognize an
MHC-linked determinant, the function or physiologic ligand for this new receptor is not yet clear,
It was found that ¥3-TCR can react with 65 kD heat shock protein of M. tuberculosis, which
suggests the possible protective role of Y6 T lymphocytes against tuberculosis. In our previous
study, there was neither the increase in number nor the functional activation of ¥8 T cells in the
peripheral blood from patients with pulmonary tuberculosis. Now we report the distribution of 8
T cells in the regional sites of M. tuberculosis infection, especially tuberculous lymphadenitis.

Methods : Lymph nodes from patients with pathologically-proven tuberculous lymphadenopathy
(n=5) and reactive hyperplasia (n=3) were used. Tissues were frozen in liquid nitrogen immediately
after removal and stored below -70°C. The cryostat sections of these frozen specimens were stained
with anti-Leu-4 Ab, Identi-T TCR 51, and Identi-T PFl. The number of positively stained cells
were counted at high power field.

Results : The infiltration of ¥8 T cells was significantly higher in the lymph nodes from patients

+ R QdTE 19909E Aty ATl HaF olfo] He.
+ dAle DUt o e 22
o WAl 4Hyelay Wi 2

— 484 —



with tuberculous lymphadenopathy than that with reactive hyperplasia (16.3 = 10.3% vs. 1.7 —

1.5%).

Conclusion : These results suggest that ¥& T cells may play a role in the defense against M.

tuberculosis infection, especially in the regional sites of infection.
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Table 1. Comparison of ab and Y8 T Cell Ratio
between Reactive Hyperplasia and
Tuberculous Lymphadenopathy Group

aff T cell 78 T cell
ratio( %) ratio(%)

Reactive hyperplasia 69.3+283 L7%15
Tuberculous lymphadenopathy 76.4+19.8 163103

Fig. 1. Immunohistochemical staining for v & T cell in
lymph nodes from patients with tuberculous lym-
phadenopathy. Dots indicate positively-stained y &
T cells.

Fig. 2. Immunohistochemical staining for 78 T cell in
lymph nodes from patients with reactive hyper-
plasia. Dots indicate positively-stained v & T cells.
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