
Rehydration reduces catecholamines, increases urinary glucose
loss, and expands the intravascular volume. The decline in the
plasma glucose within the first 1–2 h may be more rapid and is
mostly related to volume expansion. When the plasma glucose
reaches 11.1–13.9 mmol/L (200–250 mg/dL), glucose should be
added to the 0.45% saline infusion to maintain the plasma glucose
in the 8.3–11.1 mmol/L (150–200 mg/dL) range, and the insulin
infusion should be continued at a lower rate to inhibit ketogenesis.
More rapid correction of the serum glucose can precipitate the
development of cerebral edema. Ketoacidosis begins to resolve as
insulin reduces lipolysis, increases peripheral ketone body use,
suppresses hepatic ketone body formation, and promotes
bicarbonate regeneration. However, the acidosis and ketosis
resolve more slowly than hyperglycemia. Depending on the rise of
serum chloride, the anion gap (but not bicarbonate) will normalize.
A hyperchloremic acidosis (serum bicarbonate of 15–18 mmol/L
[15–18 meq/L]) often follows successful treatment and gradually
resolves as the kidneys regenerate bicarbonate and excrete
chloride.

Potassium stores are depleted in DKA (estimated deficit 3–5
mmol/kg [3–5 meq/kg]). During treatment with insulin and fluids,
various factors contribute to the development of hypokalemia.
These include insulin-mediated potassium transport into cells,
resolution of the acidosis (which also promotes potassium entry into
cells), and urinary loss of potassium salts of organic acids. Thus,
potassium repletion should commence as soon as adequate urine
output and a normal serum potassium are documented. If the initial
serum potassium level is elevated, then potassium repletion should
be delayed until the potassium falls into the normal range. Inclusion
of 20–40 meq of potassium in each liter of IV fluid is reasonable, but
additional potassium supplements may also be required. To reduce
the amount of chloride administered, potassium phosphate or
acetate can be substituted for the chloride salt. The goal is to
maintain the serum potassium at >3.5 mmol/L (3.5 meq/L).

Despite a bicarbonate deficit, bicarbonate replacement is not
usually necessary. In fact, theoretical arguments suggest that
bicarbonate administration and rapid reversal of acidosis may


