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MT-2 Cells May Have Originated from

Treg Cells

MT-2 )
= 4

eee was established from normal human cord leukocytes of a
male infant by co-culturing with leukemic T-cells from a
female patient with adult T-cell leukemia.

Miyoshi,l. et al., Gann, 72, 978-981 (1981)

eee is human T cell leukemia virus type 1 (HTLV-1)-infected
and immortalized CD4* T cell line.

e@ee expresses CD25 and Foxp3 at high level and is harbored
the Treg-cell-like suppressive function.
Chen, S. et al., International Immunology, 18, 269-277 (2005)
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Asbestos (Chrysotile-A or Chrysotile-B)
Low-dose (10 pg/ml)
Long-term (more than 8 month)
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T e Long-term, low-level exposure of MT-2 cells to chrysotile enhanced
. :: ;0:“ suppressive function on effector T cell proliferation mainly through cell
) ﬁ ﬁ é ® H H H H contact-dependent mechanisms rather than soluble factors.
g ’J—‘ Y Chronic exposure to asbestos may enhance suppressive activity of regulatory
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T cells and lead to decrease in anti-tumor immunity.

P-value was obtained through use of the Fisher's PLSD test.
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