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Diabetic Ketoacidosis during Pregnancy in
Insulin Dependent Diabetes Mellitus Patient
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Kwan-Woo Lee, Hyeon-Man Kim and Haeng-Soo Kim'

Department of Endocrinology and Metabolism, 'Obstetrics and Gynecology,
Ajou University School of Medicine, Suwon, Korea

IDDM is an autoimmune disease resulted from beta cell destruction and insulin deficiency, and developed
mostly in children and puberty. Ketoacidosis remains one of the most serious complications that can occur

in the pregnant diabetic.

A 26-year-old woman, gravida 1, para 0, was admitted at 32 weeks gestation because of fever lasted
for 6 days. She had been treated with insulin pump during the pregnancy. Blood sugar was well controlled
before admission, and the etiology of her ketoacidosis was urinary tract infection and no insulin-intake.
DKA was treated with fluids and intravenous insulin. Urinary tract infection was treated with antibiotics,
based on culture test. Healthy newbom was later delivered by cesarean section due to fetal distress.

We experienced a case of DKA in pregnant woman and report it with a review on literature.(Ajou Med

J 1997; 2(2): 204~207)
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Table 1. The change of the laboratory findings during acute phase

HO' st 2nd 3rd 4th
Lab. findings
Serum pH 7.28 7.35 732 738
Serum potassium(mEg/t) 3.90 370 410 400
Serum glucose(mg/dl) 312 166 140 106
Anion gap® 17 12 N 10
Urine ketone 3+ 2+ 1+ -

1 ¢ hospital day

2 * Laboratory findings,
3 : anion gap=sodium-(chloride+bicarbonate)
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