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Discussion

Hyperglycemia is 2 common problem in small premature infants
who receive glucose infusions during the first 48 hours of life."»¢7 In
spite of many experimental and clinical studies, the pathogenesis of
early hyperglycemia has not been explained.®® However, the present

case should be considered separately since hyperglycemia developed not
before the 10th day of life.

Transient diabetes mellitus in early infancy is another discrete clini-
cal entity that has been.described in small-for gestational age-full term
infants during the first six weeks of life.!%!! In the pathogenesis of this
clinical entity, infection accounts for 28 9, of the cases.!®

It is known that such stressful situations as infection, burn, trauma
and surgical procedures can cause impaired carbohydrate tolerance by
increasing the tendency towards hyperglycemia in adults.!? It has been
shown that the endogenous glucose production; glucogenolysis, gluco-
neogenesis and lipolysis increases during sepsis.!® ¥ In addition, insulin
antagonist hormons, glucagon, glucocorticoid and cathecolamine also
increase during infections.'*'7 In cases of juvenile diabetes, carbohy-
drate intolerance and requirement for insulin increase during infection
and other stress.!®

In our case, the presence of pulmonary infection may be considered
as a trigger mechanism impairing the carbohydrate metabolism thus
resulting in hyperglycemia. There have been no reported studies on
the mechanism of this type of hyperglycemia in neonates. However, it
could be explained by the same mechanism of hyperglycemia observed
in adults with infection. Precise knowledge on late neonatal hyperglyce-
mia secondary to infection, can be obtained in future by measuring the
levels of insulin, insulin receptors, glucagon, glycocorticoid and cathecola-
mine of such babies.

In our case, it is felt that hyperglycemia is primary. Intracranial
hemorrhage may be secondary to a rapid dehydratation as well as to
an altered cerebrospinal fluid pressure in response to hyperglycemia. The
latter mechanism was also postulated by a recent study in puppies by
Arant ct al.’®

Summary

The role of pulmonary infection in the development of hyperglyce-
mia in a twelve day-old prematurc infant with severe hyperglycemia and
intracranial hemorrhage is discovered.
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