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SUMMARY

The case is a 64 year-old female who was diag-
nosed as having thrombosis of right lower extr-
emity and thrombocytopenia in 1986. In Octob-
er 1990, while traveling, she suffered general
malaise and drop of systolic blood pressure. At

that time, she underwent diagnosis for crisis of
Addison’s disease, thrombosis of the inferior vena -
cava and chronic renal failure. In Feburuary
1991, for the purpose of treatment and diagnosis,
she was admitted to the The Third Department
of Internal Medicine of Chiba University Hospi-
tal. She was diagnosed as having anti-phospho-
lipid antibody syndrome, comprising venous thro-
mbosis and thrombocytepenia. Addison’s disease
and renal failure were considered to have been
caused by the thrombotic syndrome. Respiratory
functions and arterial blood gas analysis were
normal, but some abnormality in pulmonary scin-
tigram method. The patient was treated with
hydrocortison, ticropidin and calcium blocker.
Despite recduction in hydrocortison, anticardio-
lipin antibody tended to diminish.
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