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Fig. 1. Changes of BUN* serum sodium, and
ABGA™*
* BUN ! Blood urea nitrogen.
** ABGA : Arterial blood gas analysis.
*** BE  Base excess.
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Fig. 2. Change of BUN* and uric acid
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— Abstract—

The Acute Intermittent Peritoneal Dialysis in
Acute Renal Failure of Newborn and Young Infants

Yong Hoon Park, and Han Ku Moon,

Department of Pediatrics
Collage of Medicine, Yeungnam University

Taegu, Korea

We studied the effects of the acute intermittent peritoneal dialysis in severe acute renal fai-
lure of 1 newborn infant and 2 voung infants during 18 months period from February 1985 to
April 1986.

The predisposing illnesses were severe acute gastroenteritis with dehvdration, Reve's synd-
rome, and bilateral nephrolithiasis with hyperuricemia.

The concomittent illnesses were severe hypernatremia, hyponatremia, hyperkalemia, hypocal-
cemia, hypoglvcemia, DIC(disseminated intravascular coagulopathy), paralytic ileus. metabolic
acidosis and gastrointestinal bleeding.

As a dialysate, Imperinol solution®, 1.5% was used in all cases.

The cycles of dialysis were 8, 16, and 41 times in each cases.

Observed complications during dialysis were leakage, and abdominal wall and scrotol swelling
in 2 cases, hyperglycemia in 1 case, and peritonitis in 1 case.

Acinetobacter calcoaceticus was cultured in peritoneal fluid of peritonitis.

These complications were treated by stopping dialysis in leakage and abdiminal wall swelling,
insulin therapy in hyperglycemia, and intraperitoneal and systemic antibiotics therapy in peritoni-
tis.

We experiencecd improvements of severe acute renal failure with variable concomittant illne-
sses by acute intermittent peritoneal dialvsis despite of the treatable complications of dialysis in

all cases.



