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Abstract . A 57-year-old man with no history of diabetes mellitus was admitted to our
hospital because of malaise and impaired consciousness level. The laboratory findings on
admission were as follows : plasma glucose 1, 181 mg/dl, urine ketone bodies (+), serum
amylase 1, 137 IU/1, and serum lipase 400 IU/1. Elevation of myogenic enzyme, serum-and
urine-myoglobin were also observed, so we made a diagnosis of rhabdomyolysis. His
diabetes mellitus was well controlled and his general condition improved after saline
transfusion and insulin injection. Plasma CPR levels were not detected during admission,
and no endogenous insulin secretion was observed on a glucagon tolerance test. These
findings suggest that this case is IDDM in spite of his advanced age associated with
rhabdomyolysis and elevation of serum pancreatic enzyme levels.
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Table 1. Laboratory data on admission

Urinalysis Biochemistry Serology
Protein + LDH 915  IU/1 CRP 3.4 mg/dl
Glucose H GOT 86 1U/1 Insulin antibody negative
Ketone bodies + GPT 56 1U/1 Islet cell antibody negative
Occult blood H# AIP 223 TU/1 | Myoglobin(serum) 15,200 ng/ml
Amylase 1,137 10U/ (urine) 278 ng/ml
Hematology Lipase 400 TUs | Viral titer
RBC 532X10¢  Jul Elastase-1 519 ng/dl rubella x4 >
Hb 16.8 g/dl | Glucose 1,181 mg/dl EPSte‘;{‘_‘B;“ )X(i i
Ht 50 % FRA 295 wmol/1 f;’xac 1€ s
WBC 25,500  /ul HbA,c 6.3 % e
b 13 % BUN 61 mg/dl varicella-zoster X4 >
sta ° g Arterial blood gas analysis
seg 80 % Cr 2.2 mg/dl pH 7 154
eosino 0 % TP 8.2 g/dl Pao, 90.4 mmHg
baso 1 % Na 127 mEq/1 PaCo, 25.3 mmHg
mono 2 % K 7.6 mEq/l HCO,~ 8.9 mmol/l
lymph 4 % cl 87 mEq/l BE —18.5 mmol/l
Pit 2110 /ul CPK 3,106 IU/1 | Blood osmolarity 316 mOsm/1
ESR 19 mm/h Aldolase 20.9 IU/1 | U-CPR not detective
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Fig. 1. Changes of plasma glucose, serum amylase and creatin phospho kinase (CPK).
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