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BG S 7zhs, ACHIT L7z, 20014F 5 124 & %
ZL, OF AMEEIREE free T, 1.5ng/dl, TSH<
0.1uU/ml, TSAb 3,280% & 1 Graves ¥% & 2. Thia-
mazole (MMI) (2 & % G & Bilah L 72745, MREE &
U 7272% propylthiouracil (PTU) (ZZ®E L7, L2 L,
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Urinalysis v-GTP 39 U/1
Protein (—) Glucose (3+) T-cho 146 mg/dl
Ketone (+) TG 46 mg/dl
Albumin 75.6 mg/g-cre HDL-C 69 mg/dl
Cer 68.3 ml/min BUN 18 mg/dl

Cr 0.4 mg/dl

Peripheral blood UA 4.6 mg/dl
Hb 14.6 g/dl Na 129 mEq/1
RBC 525 X10*/ul K 5.0 mEq/1
WBC 16,000 /ul Cl 92 mEq/1

Lym 6.1 % PG 624 mg/dl
Plt 12.7 X10%/ul HbAi1c 10.2 %

Blood chemistry Serological test

T--bil 1.1 mg/dl CRP 2.5 mg/dl
GOT 21 U/l HBs-Ag (—)
GPT 31 U/l HCV-Ab (—)

9.9ug/day & R A >~ 2 ¥ 3B I3 I T
LTH Y, TSH<O.1pU/ml, fTs 30.6pg/ml, fT,>7.7
ng/dl & EEOFIRMEFEEDFLO b7z, TR,
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Hormonal Examinations Serolological Tests
IRI 3 uwU/ml Anti-GAD Ab 376 U/ml
(u) CPR 9.9 ug/day  Anti-INS Ab 4 %
TSH <0.1 pU/ml TSADb 770 %
Free T; 30.6 pg/ml Anti-TPO Ab 175 U/ml
Free T, >7.7 ng/dl Thyroglobulin 381 ng/ml
GH 1.5 ng/ml ANF <40 £&
ACTH 45.7 pg/ml Anti-DNA Ab 2 IU/ml
Cortisol 26.9 ug/dl Coombs’ test (=)
Glucagon 83 pg/ml PA IgG 52.9 ng/107cell
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A Case of Type 1 Diabetes Mellitus Which Became Apparent Following
Discontinued Treatment and Exacerbation of Graves’ Disease

Kyoko TAKEUCHI", Keiko MIYA", Hirokazu MIKI", Junko MIYAGI",
Yasumi SHINTANI", Junichi NAGATA?

1) Division of Metabolism and Endocrinology, Tokushima Red Cross Hospital
2 ) Division of Gastroenterology, Tokushima Red Cross Hospital

The patient was a 56-year-old man. In 2000, he developed edema of the extremities. At that time, he was
diagnosed as having hyperthyroidism at a nearby clinic and began to receive oral drug therapy. He later
discontinued taking the drugs at his own discretion. In May 2001, he visited our hospital and was diagnosed as
having Graves’ disease on the basis of the finding of diffuse goiter, free T, 1.5ng/dl, TSH<O0.1pU/ml and
TSAb 3.280%. Although his condition initially resisted treatment, he became euthyroid following treatment
with propylthiouracil (PTU), prednisolone, etc. In November 2001, he discontinued taking the drugs at his own
discretion. In April 2002, he visited our hospital again, complaining of slight fever. At that time, relapse of
Graves’ disease was noted (free T; 30.6pg/ml, free T.>7.7ng/dl, TSH<O0.1pU/ml). Tests after admission
revealed the presence of type 1 diabetes mellitus (PG 624mg/dl, HbAic 10.2%, anti-GAD antibody 376U/ml,
urinary CPR 9.9ug/day). Insulin therapy was thus started. Considering that his HbAlc was 6.2% when
examined in November 2001, it seems likely that type 1 diabetes mellitus became apparent during the relatively
short period between discontinued treatment of Graves’disease and relapse of the disease. This case suggests
that immunological disorders associated with relapse or exacerbation of Graves’disease are involved in the
onset and exacerbation of type 1 diabetes mellitus.
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