
Correspondence 605

born infants benefited from the monitoring and treatment
facilities of an expensive intensive care unit, while those
born 15 years earlier were at best kept warm in a heated
crib or nursery, given oxygen by face mask or in a tent
and fed by tube, pipette, Belcroy feeder or bottle, the
small improvement in major handicap is rather dis-
appointing.

It is unfortunate that so many workers use my data
from the early 1950s to justify the conclusion that (to
quote Rawlings et al., 1971 as an example) 'much of the
handicap found in surviving children in the past would
have been avoidable with modern methods of care',
since it seems likely that early starvation, which only
operated for a few years, was the main cause of the very
high incidence of major handicap in that era.

This is not to denigrate recent advances in neonatal
care. In 1963 I wrote 'most cases of mental retardation or
gross neurological abnormality probably result from
developmental defect rather than from the effect of pre-
or paranatal damage to a potentially normal central
nervous system' and hypothesised that 'such complica-
tions (referring to the perinatal period) may have a
definite, if less catastrophic, effect on later intellectual
functioning and educational ability' (Drillien, 1963).
Analysis of the data on early school age status of 1966-70
LBW children is incomplete, but already it seems likely
that the benefits of neonatal intensive care will be
demonstrated more by a reduction in minor impairment
than in major handicap, if those children who suffered
from the disastrous iatrogenic effects of early starvation
are excluded when making comparisons by date of birth.
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'DIDMOAD' syndrome
Sir,
In the October issue of the Archives (1977, 52, 796),
attention was drawn to the fact that the association of
diabetes mellitus, diabetes insipidus, optic atrophy, and
neurosensory hearing loss is becoming increasingly
recognised. We have been following a 17-year-old girl
with diabetes mellitus, diabetes insipidus, and optic
atrophy. To date our patient has had no evidence of high-
tone neurosensory hearing loss, despite repeated audio-
grams. She does have a neurogenic bladder with hydro-
nephrosis and hydroureter, a reported concomitant of the
syndrome. A family history is not available as she was
adopted at 6 weeks of age. She presented in early child-
hood with optic atrophy; at 6 years she developed diabetes

mellitus; at age 15 she was diagnosed as having diabetes
insipidus, and shortly thereafter a neurogenic bladder,
hydroureter, and hydronephrosis.

Recently, 97 cases of this syndrome have been reported
(Gunn et al., 1976). Of these, 13 had the full combination
of optic atrophy, diabetes mellitus, diabetes insipidus,
and hearing loss and 18 had optic atrophy, diabetes
mellitus, and diabetes insipidus, as did our patient; 31
had optic atrophy, diabetes mellitus, and hearing loss, and
35 had only optic atrophy and diabetes mellitus. We too
feel that this condition is more prevalent than suggested
by previous literature, and note the increasing frequency
of new reports (Carson et al., 1977; Cremers et al., 1977).
A high percentage of these cases may have some and not
all of the components of this syndrome.
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Peritoneal dialysis and peritonitis
Sir,
Day and White (1977) reported that 42% of children
dialysed developed peritonitis. All who were dialysed for
more than 11 days developed peritonitis, so this is
mainly related to the duration of dialysis. We have
performed 75 peritoneal dialyses during the last 9 years,
with an incidence of peritonitis of 12%. We ascribe this
low incidence to a policy whereby we dialyse patients
continuously for 40-60 hours until the blood urea is
about 80 mg/100 ml (13.3 mmol/l) and other biochemical
parameters are normal. The catheter is then removed and
the local site dressed. Dialysis is repeated only if indicated
by the biochemical parameters and the patient's clinical
course. We have observed that the incidence of peritonitis
is unrelated to number of dialyses. After a single dialysis,
the incidence of infection was 11 %, and with two or more
dialyses it was 14%. Leigh (1969) concluded that peri-
tonitis is usually related to the flora of the skin around the
catheter site. With daily dialysis such flora may have more
time and chance to invade the peritoneum; in our series
the incidence of peritonitis was less because dialyses were
shorter. Thus we suggest that peritoneal dialysis should
be done as and when indicated rather than daily.
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