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Abstract

When refeeding patients with anorexia nervosa (AN), there is a danger of electrolyte abnormalities occurring
including hypophosphatemia. In addition, there is also a danger of refeeding syndrome (RS) occurring after the devel-
opment of electrolyte abnormalities. The subjects consisted of 7 female patients with AN who were admitted from
September 2000 to September 2002 at the Department of Mind-body Medicine, Kohnodai Hospital, National Center
of Neurology and Psychiatry and whose serum inorganic phosphorus (IP) level was 2.0 mg/dl or less during the
hospitalization. We retrospectively investigated the AN subtype of each patient, as well as their IP nadirs during
hospitalization, their clinical courses, and any complications.

The patients ranged in age from 20 to 42 years old, and their body mass index (BMI) ranged from 9.8 to
14.2 kg/m’. Two patients demonstrated severe hypophosphatemia; and their IP nadirs were less than 1.0 mg/dl.
Five other patients developed moderate hypophosphatemia with IP nadirs of 1.0-2.0 mg/dl. Five patients reached
an IP nadir within the first week of hospitalization. Concerning the nutrition treatment at the beginning of hospitaliza-
tion, five patients received parenteral feeding, while one patient had oral and enteral feeding, and one other patient
only received oral feeding. Only one patient demonstrated RS with severe complications, acute pancreatitis and
liver dysfunction.

We would like to make the following suggestions regarding AN treatment in the early stages of hospitalization.
1) In the case of low weight (% ideal body weight < 70% or adult's BMI < 15 kg/m’), the electrolytes (including
phosphorus) during the first week of hospitalization should be checked every day. 2) At the beginning of treatment,
the total energy intake should be restricted to about 400-800 kcal in the 1st and 2nd day and thereafter be gradually
increased. 3) Electrocardiograms and oxygen saturation levels should be monitored and the patients should be
required to undergo strict bed-rest. 4) Supplementing B-complex vitamins. 5) Supplementing phosphate in order
to control IP positively.

Even when patients are receiving not only parenteral feeding but also oral feeding or enteral feeding, it is easy
for AN patients to develop hypophosphatemia during the refeeding period for the treatment of AN. In order to
prevent progressing hypophosphatemia and becoming RS, it is important to carry out immediate and careful
management when the state of AN is unstable.
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