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Effect of Asbestos (Chrysotile) Fiber on Lymphocytes
(II) Activation of Suppressor-Inducer T Lymphocytes by Chrysotile Fiber

Keigo Kinugawa

It was reported that CD4* cells were selectively activated by chrysotile fiber.
In this study, we observed that the modulation of CD4* 2H4* (suppressor-inducer)
cells was prominent among CD4* cells and that it became maximal at 12hrs and
recovered thereafter. These results indicate that CD4*2H4* cells were selectively
activated by chrysotile fiber. An increased expression of IL-2 receptor and an
elevated intracellular calcium (Ca**) level were observed in CD4*2H4* cells
incubated with chrysotile fiber. It might be possible that the enhancement of
PHA binding activity on CD8* cells by chrysotile fiber reported in the previous
paper was associated with the activation of CD4*2H4*+ cells by chrysotile fiber,
as detected in this study. It seems that the activation of suppressor T cells
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with chrysotile fiber may play an important role in the oncogenesis or autoim-

munity observed in asbestos workers in vivo. (Accepted on June 4, 1990) Kawasaki

Igakkaishi 16 (2) : 172—179, 1990
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Fig. 1. Experimental procedure

PBMC: peripheral blood mononuclear cells
FITC : fluorescein isothiocyanate
PE : phycoerythrin
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Fig. 2. Modulation of CD4 and 2H4 antigen induced by chrysotile fiber. The expression
of CD4 and 2H4 were evaluated by simultaneous double staining with PE-OKT4 and
FITC-2H4, and fluorescence analysis using flow cytometry.
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FITC-4B4, and fluorescence analysis using flowcytometry.
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Fig. 4. The expression of surface antigens
on lymphocyte subsets. Calculation of
the index was based on positive cells
incubated without chrysotile fiber.
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Fig. 7. Effect of chrysotile fiber on IL-2R
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Mean value in non-exposed group:

(B) IL-2R was evaluated by single stain using FITC-anti
human IL-2R monoclonal antibody.
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Fig. 8. Effect of chrysotile fiber on IL-2 receptor expression
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(A) CD4 antigen and IL-2R expression were evaluated
by simultaneous double —staining using PE-OKT4
and FITC— anti IL-2R monoclonal antibody.
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Table 1. Effect of stimulating factors
on the mean fluorescence intensity
of Fluo-3AM in lymphocytes

Mean fluorescence intensity

Non-exposed 362+21
Exposed 425 £ 43*
PHA 724 £ 74%%

* p<0. 05, ** p<0.01 compared with non-
exposed group
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