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A 52-year-old female was admitted to our hospital, on January 28, 1974, with
semicoma. Since 3 weeks prior to her hospitalization, she has gradually lost her
weight, been thirsty and anorectic, and finally become unconscious. Her fasting
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blood sugar revealed 1,518 mg2%, serum sodium 151 mEq/L, potassium 4.6 mEq/L,
pH 7.20, total CO, 17.5 mEq/L, RBC 537 x 10*/mm?, Ht 51% and serum urea nitro-
gen 88 mg%.

Keton bodies were negative in the urine but weak positive in the plasma. Her
electrocardiogram showed marked ST-segment elevation in V,_; with giant nega-
tive T-wave in II, III, aVF and V;_, for which complication of acute coronary
insufficiency was suggested.

The ST-T abnormalities began to be resolved 4 hours after treatment with
hypotonic solution and regular insulin, and was almost normalized on the 16th
hospital day. Although serum GOT and CPK were elevated transiently, she had

no chest pain, other cardiovascular signs or symptoms.

No cerebrovascular

abnormality was found on EEG and neurological examinations.
Again her electrocardiogram showed the similar type of ST-T abnormalities

1 year later, when her diabetic condition became worse.
The electrocardiographic manifestation might be related to diabetic metabolic
disturbance to the myocardium especially to ‘“catecholamineinduced myocardial

damage,” which has been little mentioned in literatures.
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Table 1. Initial Laboratory Data.
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Urine : Specific Gravity 1.036,
pH 5, Protein (+), Sugar (#),
Ketone Bodies (+),
Urobilinogen normal.
Sediments; Erythrocytes 0-3/HPF

Leucocytes 1-3/HPF
CBC: RBC 537 x 104/mm3
Hematocrit 51 %
Hemoglobin 17.1¢%
Platelet 32/10 OIF
WBC 12, 900/mm3
N. Stab 2 %
N. Segmented 88 %
Lymphocytes 9 %
Monocytes 9 %
Mineral: Na 151 mEq/L
K 4.6 mEq/L
Cl 115 mEq/L
P 5.4 mEq/L
Ca 6.7 mEq/L
Astrup: Actual pH 7.2
- Actual Pco, 42.5 mmHg
Base Excess —11.4 mEq/L
Buffer Base 35.8 mEq/L
Stand. Bicarb. 15.6 mEq/L
Actual Bicarb. 16.2 mEq/L
Total CO, 17.5 mEq/L
Blood Spectrum :
Serum Protein 7.4 g%
Blood Sugar 1,518 mg%
A/G 0.83
LAP 22 IU/L
Alkaline Phosphatase 90 IU/L
Total Cholesterol 151 mg%
Icteric Index 5
GPT 15 IU/L
Albumin 34 g%
Globulin 4.1 g%
Cholinesterase 3455 1U/L
GOT 13 IU/L
CPK 12 IU/L
Creatinine 3.6 mg%
Urea Nitrogen 88 mg%
Uric Acid 15.2 mg%
Amylase 502 IU/L
Serum Osmolarity 395m 0 sm/L
Plasma Ketones +
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Clinical Course.
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Fig. 3. Changes in laboratory data during treatment of hyperosmolar nonretoxic coma.
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