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recovered. The admission data plus therapy regime for this
and the four other patients from Table 1 are shown in Table 2.
In spite of massive derangement, a slow, controlled de-
crease in osmolality of the ECF and CSF was achieved in all
patients. Patient M.F., who was treated exclusively with
hypertonic solutions, had already regained consciousness at
an osmolality of 400 mosmol/kg.

The solutions that we used were in any case relatively
hypotonic compared with the extremely hypertonic ECF.
One must also differentiate between the therapeutically ef-
fective cation osmolality, on the one hand (predominantly
sodium), and on the other, the osmolality of glucose and
potassium, which can be removed from the ECF by influx into
the ICF. We have published details on our therapy regime
elsewhere.3'4 The average mortality rate on our department
for HHNC was 61% in the years from 1950 to 1973. Since
introduction of this approach in 1975, mortality has
dropped to 20% (in 30 cases).
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HHNC: A Reply
We certainly did not intend to minimize the importance

of the risks involved in the rapid correction of extracellular
hyperosmolarity. To the contrary, the purpose of our brief
report was to sound a note of caution in regard to the
too aggressive use of insulin and hypotonic saline.

We thank Drs. Irsigler and Kaspar for their interest and
for sharing with us their data on cerebrospinal fluid changes
in response to therapy. It would seem that effective treat-
ment of the hyperglycemic, hyperosmolar, nonketotic coma
syndrome should be directed toward correcting and prevent-
ing the potentially lethal complications (i.e., hypotensive
shock and, potentially, cerebral edema) rather than simply
correcting as rapidly as possible extracellular biochemical
alterations.
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