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Recent Evidence for Autoimmunity
—— Egpecially on the Effector T and B Cells —
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Genetic background and microenvironmental factors are highly responsible for the onset
of autoimmune diseases. However, the effector lymphocytes, which attack directly the
living tissues, are also an important factor to think about the mechanisms involved in
the onset of diseases. How these effector lymphocytes increase in the number in patients
with auteimmune diseases, and what kinds of properties in these cells lead to the onset
of diseases? To date, extrathymic T cells and CD5B cells are focused attention as such
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the effector cells. Herein, these cells will be dealed as a central subject to be introduced,

and the mechanisms involved in the onset of diseases will be discussed.
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CD56*T/totalCD3* (%) CD8/CD4 Ratio | DN CD4™CD8/CD56'T (%) | TCR-7d*/CDS6*T (%)
Liver MNC
Subj. 1 35.0 ND ND ND
Subj. 2 48.3 6.8 ND ND
Subj. 3 32.3 1.8 ND ND
Subj. 4 32.8 1.4 ND 60
Subj. 5 46.0 2.4 ND 32
Subj. 6 30.6 1.3 51 57
Subj. 7 13.0 0.5 46 37
Subj. 8 15.6 1.8 30 12
Subj. 9 42.2 6.0 16 51
Subj. 10 36.3 2.6 23 43
(33.2+11.0)% (2.742.1)%% (334+13) (42+15)
PB MNC
Subj. 2 5.0 1.3 ND ND
Subj. 3 1.9 0.6 ND ND
Subj. 4 9.0 0.7 ND ND
Subj. 5 9.2 0.6 ND ND
Subj. 6 18.3 1.2 ND ND
Subj. 7 5.2 0.6 45 30
Subj. 8 3.8 0.1 9 18
Subj. 9 5.2 1.5 4 39
Subj. 10 14.6 1.3 19 18
Subj. 11 4.3 0.2 42 41
Subj. 12 10.3 0.5 15 28
Subj. 13 16.4 0.8 45 52
(8.6+5.1)* (0.840.4)** (26+17) (32+12)

Liver MNC and peripheral blood (PB) MNC were obtained from patients with a variety of diseases as
described in Materials., Mean=*S.D. are represented in the parenthesis. *: p<0.001, **: p<0.005
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