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Autoimmune Thyroid Disease
—Especially Graves Disease
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To elucidate the clinical significance of autoantibodies found in Graves disease, 56
patients with Graves' disease diagnosed between 1986 and 1990 were retrospectively studied.
(1) Before medical treatment, 89.1% of patients had TSH binding inhibiting immunoglobulin
(TBID), 72.7% had thyroid stimulating antibody (TSAb), 76.7 % had antithyroidal microsomal
antibody (MCHA) and 18.2 % had antithyroglobulin antibedy (TGHA). (2) Positive
correlation was not found between level of TSAb and free thyroxin (FT4) concentration,
but between level of TBII and FT4 concentration. (3) The efficacy of antithyroid drugs
and the prognosis were not related to the TBII, TSAb and MCHA levels respectively.
(4) 68.8 % of patients negative for TBII and 72.7 % of patients negative for TSAh were
non-suppressible by Tj supression test after long term (more than 1 year) maintenance
therapy of anti thyroid drugs.

In conclusion, the measurement of TBII and TSAb seems to be useful for diagnosis
of Graves' disease, but not for the prediction of the clinical course or prognosis by medical
therapy .
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