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T cell-mediated immune mechanism is involved in many autoimmune diseases such as minimal
change nephrotic syndrome (MCNS), autoimmune hemolytic anemia (AIHA) and Hashimoto’s
thyroiditis (HT). We report an extremely rare case of a patient presenting with AIHA and HT at the
time of the diagnosis of MCNS. In April 2001 a 14-year-old female patient was admitted because of
both legs edema. The laboratory investigations showed hemoglobin 125 g/dL, BUN 14.3 mg/dL and
serum creatinine 0.6 mg/dL, serum albumin 2.9 g/dL. 24hr urinary protein excretion was 5.8 g/day.
Lipid profiles were total cholesterol 291 mg/dL, triglyceride 318 mg/dL, HDL-cholesterol 22.9 mg/dL
and LDL-cholesterol 200 mg/dL. Thyroid function were T4 65 ug/dL, free T4 0.93 ng/dL, T3 58
ng/dL, and TSH 191 ulU/mL. Thyroid US demonstrated diffuse enlarged thyroid and heterogenous
echogenicity. Anti-microsome antibody and anti-thyroglobulin antibody were positive. Renal biopsy
findings were compatible with MCNS. On 18th day, severe anemia was developed. The blood counts
were  hemoglobin 6.2 g/dL, corrected reticulocyte count 3.93%. Peripheral blood smear showed
hemolytic condition. Direct and indirect Coomb’s test were positive. A diagnosis of MCNS, AIHA, and
HT was made. Methylprednisolone (250 mg, i.v.) was administered on 3 consecutive days, followed by
prednisolone 50 mg/day for 18 days, and then 30 mg/day during 7 days. At the time of discharge, the
patient was complete remission state, and hemoglobin level was 99 g/dL. She was followed as an
outpatient, and then oral prednisolone was tapered to 10 mg/day. She was re-admitted in July and
December 2001, because she had relapses of nephrotic syndrome and AIHA. They were improved after
steroid therapy, recurred after reduction of steroid dosage, and improved after incremental dosage of
steroid. Urinary protein excretion was promptly decreased, and anemia was more slowly improved.
There was no change of thyroid function.
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