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Kammerer, I think that "Not proven" is the
fairest verdict.
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Postneonatal mortality and child abuse

SIR,-Jacqueline Roberts and others (12 July,
p 102) demonstrated a threefold-raised post-
neonatal death rate among siblings of abused
infants. This finding fits in with our own
observations in Cardiff infants.
We have been studying the feasibility of the

use of scoring systems to assess groups of
infants at high risk of non-accidental injury and
sudden infant death syndrome, based on the
data of the Cardiff births survey. Eight factors
were found predictive of both these outcomes:
low maternal age, low social class, residence in
the poorer wards of the city, maternal smoking,
lack of or late onset of antenatal care, lack of
employment of the mother during pregnancy,
admission to the special care baby unit, and
artificial feeding. Three further factors were
related to abuse: mother unmarried, low
maternal weight, and low birth weight (which
in our own data was, surprisingly, only weakly
related to cot death). In addition, cot death was
more common in male infants and twins and in
deliveries occurring from August to January;
when pregnancy had been complicated by
antepartum haemorrhage, rupture of mem-
branes 24 hours before onset of labour,
venereal disease, or thromboembolism; after
spontaneous deliveries and those in which the
second stage of labour was short; when an
episiotomy had not been judged necessary;
when the mother had had two or more
previous deliveries; and when the partner was
unemployed. Many of the factors predictive
of both abuse and cot death are likely to
remain unchanged for the women concerned
from one delivery to the next; most of the
additional factors favouring cot death are
specific to the index pregnancy. In view of
this, the Oxford findings are not surprising.
We have quantified the predictive power of

a scoring system in terms of the estimated
probability that when an abnormal and a
normal baby are chosen independently at
random the abnormal one will have received
the more adverse score (1-3). P= 10 denotes
perfect prediction while in the absence of dis-
criminatory power p takes the values 0 5. The
abuse predictor can predict abuse with a power
of p=0 858 and cot death with a power of
p=0 768. The cot death score predicts cot
death and abuse with p=0 818 and 0 773
respectively. Thus the two predictors do not
select quite the same infants as being at high
risk, but they are in quite close agreement. On
epidemiological and social grounds, much the
same group of infants is at high risk of both
non-accidental injury and cot death.
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Recurrent abdominal pain in a patient
on haemodialysis

SIR,-I was interested to read the report by
Dr Martin Feinroth and others (27 September,
p 838). A patient attending this hospital
suffered from dialysis-induced abdoniinal
pain which I believe was a further example of
the syndrome they describe.
A 54-year-old woman had prior to her recent

death been attending this hospital thrice weekly
for the past 10 years for maintenance haemodialysis,
chronic renal failure having been diagnosed in 1968.
Her condition was complicated by hypertension,
gross cardiomegaly, angina pectoris, and episodes
of congestive heart failure. Her medication included
digoxin; latterly the dosage required was 0-0625
mg twice daily (a typical random serum digoxin
being reported as 1-5 nmol/l (1-17 ng/ml). An
attempted renal transplant in 1975 had been a
failure. She unfortunately died in June. For the past
few years she had complained of severe central
abdominal pain about 10 or 15 minutes after dialysis
was commenced. She always maintained that this
pain was quite distinct from the angina she suffered
on exertion and numerous electrocardiograms re-
corded during these episodes showed no evidence of
new myocardial damage. Once dialysis was finished
she became pain free until the next dialysis.
Abdominal x-ray examination was reported on
several occasions as showing "no evidence of in-
testinal obstruction." Her gall bladder was re-
moved in 1977 following several attacks of typical
cholecystitis.
We had always suspected that this patient's

recurrent abdominal pain was due to intestinal
ischaemia precipitated by (a) fluid removal
during dialysis and (b) relative hypotension,
her blood pressure typically falling from her
normal 160/110 mm Hg to 100/60 mm Hg
during dialysis. We considered the patient's
general condition to be so poor that treatment
was confined to analgesics. The most satis-
factory method of treatment we found was
the self-administration of 50 f nitrous oxide
and 50°0 oxygen from an Entonox apparatus.
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"Benign" monoclonal IgE gammopathy

SIR,-H Ludwig and W Vormittag (23
August, p 539) presented the case history of a
rather remarkable patient who has apparently
been identified as suffering from a benign
monoclonal IgE gammopathy. It would appear
from the data presented in this paper that it is
very likely that this patient's IgE gammopathy
is a benign one. My particular interest in the
paper arises from some general remarks and
claims made in the introduction to the paper.
The authors state that "benign" monoclonal

proteins can be found in about 1 %O of the popula-
tion at 25 years of age and that with increasing age
the incidence of paraprotein rises to more than
2-5 o% in individuals over 70. This statement is not
attributed to anyone, but it would appear likely
that they are quoting the results published by
Axelsson et al in 1966.1 I would like to point out
that there are other studies which do not show such
a high incidence. Hobbs in 19672 found an inci-
dence of such paraproteins in 0 8°o of 7200
hospitalised patients and my own group,3 in a
population study in New Zealand, found an overall
incidence of 0-5 0/ paraproteinaemia in a population
study of adults over the age of 21 years. We also
found that the incidence of paraproteinaemia
seemed to increase with age and by the eighth
decade the percentage had risen to 1-5 %.
The other contentious point in the introduction

is the statement that "benign paraproteinaemia of
the IgC, IgA, IgM class or of light chain type is
relatively common and only rarely followed by
multiple myeloma or Waldenstrom's macro-
globulinaemia." This comment is not attributed
and is presumably the opinion of the authors, and
I would dispute it. In the population study pre-
viously alluded to, my co-workers and I found that
we had detected 11 cases of paraproteinaemia in a
population of 2670 people. Nine of these 11 people
were studied clinically, the other two having died
between the population study and the clinical
study. One of these was aged 74 years and died of a
gastric ulcer and the second was 89 years and died
of myocardial infarction. Necropsy had not been
carried out on these patients. A third patient died
while under clinical study as a result of an accident
and her necropsy, although inadequately done for
our purpose, did not demonstrate any haematologi-
cal disorder. Two of the remaining patients were
shown to have myeloma and two Waldenstrom's
macroglobulinaemia, and another was shown to have
lymphosarcoma and acute myelomonocytic leu-
kaemia. The remaining three patients from this
population study remain well 13 years after the
initial discovery of their paraprotein. Their gammo-
pathies remain, and in each case there is some sus-
picion of a lymphoproliferative malignancy. Thus,
in five out of the nine evaluable patients in this
study a haematological malignancy has developed.
This greater than 50 % incidence could not be
regarded as an only rarely occurring phenomenon.

I appreciate that Drs Ludwig and Vormittag
have not defined their use ofthe term "benign"
monoclonal paraproteins, which makes it
rather difficult to refute entirely their pro-
position that benign paraproteinaemia is
seldom important. Most workers involved in
the evaluation of such subjects do recognise
that the stable non-progressing peak which is
unassociated with immunosuppression of the
other immunoglobulins or other biochemical
abnormalities may be labelled benign. On the
other hand, I would like to submit that such
patients should have serious consideration
given to exclusion of haematological malignan-
cies. In my own experience, a considerable
proportion of such cases do have an associated
immunocytoma. After the initial studies the
matter may need to be reconsidered at a later
date.
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Protein synthesis and breakdown after
vaccination

SIR,-Dr Kirstine Adam and Professor I
Oswald (20 September, p 809) have criticised
our methods for measuring protein turnover
in the whole body (26 July, p 263) because
we suggest that protein synthesis exceeds
protein breakdown during feeding. They say
that direct measurements of incorporation of
isotope into protein of a number of individual
tissues show the opposite-that protein
synthesis is highest while food intake is least.
They also point out that in order to calculate
the rate of protein synthesis it is necessary to
know not only the rate of incorporation of
isotope into protein but also the specific
radioactivity of the free amino-acid at the
site of protein synthesis. It is extremely
unfortunate, therefore, that not one of the
studies quoted by Dr Adam and Professor
Oswald involved measurements of the specific


