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In a recent assessment of the merits of the various con-
tenders for priority, F. C. Ormerod5 considers that Brown
Kelly and Paterson have the edge on their rivals. This would
appear to be confirmed by the relative frequency with which
doctors on both sides of the Atlantic refer to the various
authors concerned.

J. Waldenstrbm6 emphasized that a low level of iron in
the plasma (sideropenia) rather than anaemia was a basic
feature of the syndrome. He described a woman with post-
cricoid dysphagia, but who was not anaemic, whose dysphagia
was cured by iron. Other manifestations of iron deficiency,
such as soreness of the tongue and fissures at the corners of
the mouth, which were present in this patient, were also
cured by the iron therapy. Waldenstr6m suggested that the
formation of a postcricoid " web " (which is shown by a
barium swallow) and the dysphagia were due to iron
deficiency, and subsequently this association has been recog-
nized frequently. For example, R. Wright' was able to show
in one patient that a low level of iron in the plasma had been
present for eight months before the onset of dysphagia. At
p. 281 of this week's B.M.7. Dr. Morag Chisholm and Dr.
Wright describe two patients with even longer delay.

There is some evidence to suggest that sideropenia is not
the only aetiological factor in this syndrome. For example,
it is difficult otherwise to explain the very high female
incidence-90 out of 94 patients described by R. F. McNab
Jones8 being women. Again many patients do not have
anaemia or apparent iron deficiency at the onset of the
dysphagia.9 10

In his original account Vinson noted that many of his
patients showed features of hypothyroidism. The association
of hypothyroidism with circulating antibodies to thyroid
tissue is now established, and an increased incidence of
thyroid and gastric antibodies in iron deficiency has also been
described."' 12 Wright has investigated the sera of several
patients with postcricoid dysphagia for the presence of anti-
bodies reacting with human and rat oesophagus, pharynx, and
tongue, though so far he has been unsuccessful.

Reviewing the biochemical effects of a low level of iron
in the cells of the body, E. Beutler" concluded that, though
undoubtedly a concomitant reduction in the concentration of
iron-containing enzymes occurred, this did not necessarily
cause the tissue changes in iron-deficiency states. Instead
Beutler postulated that a deficiency of some iron-containing
biological substance, as yet undiscovered, might be respon-
sible. It is tempting to suggest that such a deficiency could
render cells susceptible to damage by immunological means.
Tissues taken from pharyngeal webs show the histological
features of immunological damage, and yet the changes
are rapidly reversed by treatment with iron. Further study
of postcricoid dysphagia may well answer some of the
unanswered questions about the relations between iron
deficiency and disorders of immunity.
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Risk Register
Experience teaches us that a great help in reaching a particular
diagnosis is having it in mind as a possibility. An 8-year-old
child with streptococcal tonsillitis is more likely than others
to develop rheumatic fever, and is therefore a child " at risk."
A child with anaphylactoid purpura is at risk of renal damage.
One who throws peanuts into the air and catches them in the
mouth is at risk of inhaling a peanut into the bronchus. A
man who smokes cigarettes is at risk of cancer of the lung
or bladder, and a woman who smokes is in addition at risk
of having a small baby or a stillbirth. Thus different chances
present themselves to the physician's mind when he examines
a patient.
But all this is rather different from keeping a risk register

of everyone who develops a streptococcal tonsillitis or
anaphylactoid purpura, who smokes, or does foolish things
with peanuts.

Some years ago Mary Sheridan' advocated that local
authorities should maintain a " risk register " of infants who,
because of familial factors, prenatal factors, difficulties at
birth, and postnatal problems, were more likely than others to
suffer handicaps, mental or physical. As a result many local
authorities organized a register, gleaning information from
maternity units and other sources, and requesting their medical
officers to observe the development of these infants with
particular care. Now T. E. Oppe" has reviewed the subject
and has discussed the value of such registers, basing his views
on a questionary sent to 78 medical officers of health. The
majority of these had found the register to be of value, but
others thought that it was a waste of time. He points out
that if a register is to be of any value the group at risk must
be a small one, and he thinks that stringent application of
Sheridan's criteria would mean that 60 to 70% of all newborn
babies are " at risk."

Believing that many of the criteria at present used to
identify the infant at risk are insufficiently precise and
discriminate poorly, Oppe suggests a modified list of factors,
as follows:
Family History: Deafness of genetic origin in parents or

siblings.
Prenatal: History of maternal rubella in first four months

of pregnancy.
Perinatal: Short gestation (ie., 36 weeks or less).
Low birthweight (more than two standard deviations below

mean for gestational age).
Moderate or severe birth asphyxia, to be defined, for example,

as a period of 10 or more minutes before establishment of
regular respiration.

Neonatal: Difficulty in sucking or swallowing.
Failure to thrive not explained by simple feeding problem.
Convulsions (but not uncomplicated neonatal tetany).
Cyanotic attacks or severe apnoeic spells.
Abnormal neurological signs in neonatal period.
Haernolytic disease of the newborn or hyperbilirubinaemia.
This list, he thinks, would include 15 to 20% of infants.

And he adds: " The 'at-risk register,' even when properly
implemented, cannot guarantee to find every case of hidden
handicap; it merely defines an infant population in which
handicap is very much more likely to be present than in the
random population."

Are risk registers of value ? Clearly a child whose mother
had rubella in early pregnancy should be examined particularly
carefully for deafness and other defects, and the hips of a girl
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with bilateral talipes, or any child with the spastic form of
cerebral palsy, should be examined particularly carefully for
subluxation of the hip. Again, it should be a routine to check
the hearing of any child who is late in speaking, or who
speaks indistinctly for his age, or whose parents express doubts
whether he can hear properly. To this extent it is an advan-
tage to have a risk register which draws the attention of
doctors to the need to examine and follow certain children
with particular care. It might be more useful, however, to
add to the child-welfare clinic's chart a small section drawing
attention to the special ways in which a particular child is at
risk. For instance, if it were recorded that the father had
congenital deafness, anyone seeing the chart would know he
should take special notice of the child's hearing. Part of
the routine examination of any infant in a welfare clinic,
general practice, or hospital, must include a brief develop-
mental assessment, measurement of the maximum head
circumference and its relation to the weight of the baby,
inspection of the back for a congenital dermal sinus needing
treatment to prevent meningitis, examination of the hips for
subluxation, of the urine for phenylpyruvic acid, and after
three or four months a rapid test of the baby's hearing-
all procedures which can be done in a busy clinic in a very
few minutes. But that is a different matter from suggesting
that local authorities should spend time and money in keeping
a special register.
A risk register has some possible disadvantages apart from

the time and expense of maintaining it. Mothers may worry
when told that their children are on the register. The proper
examination of other children not on the register may be
neglected, though experience has shown they may also have a
fairly high incidence of abnormalities. And the risk might be
exaggerated when assessing an individual child. This applies
particularly to a child who is being assessed for adoption.
Tragedies can occur if children are said to be unsuitable for
adoption because of "risk factors" in their past. The
physician has to assess children on their merits ; even if a
mother is a certified mental defective her baby may be entirely
normal and eminently suitable for adoption. Though doctors
should know the "risk factors," it is wise not to over-
emphasize their importance.

Whether a risk register is used or not, there is a danger of
forgetting that a child with one handicap is at risk of having
another. When paying particular attention to the handicap
already found, such as congenital heart disease, it is easy to
overlook another, such as congenital dislocation of the hip
or deafness.

Human Vibriosis
Vibrio fetus is an important cause of infectious abortion in
ungulates, a group which includes cattle and sheep. The
organism has a specific predilection for the pregnant uterus,
where it causes suppuration and necrosis of the membranes,
with foctal death. Protracted carrier states often follow
infection, when the organism may be remarkably localized
to the cervical canal or circumscribed areas of the uterus.
Antibody may be present in the cervical mucus but there is
commonly no systemic response.' Closely related organisms
also occur in cattle as commensals (Vibrio bubulus) and as
the cause of one variety of infectious diarrhoea (Vibrio
jejuni). In cattle the disease appears to be transmitted

venereally. The infected bull harbours the organism
indefinitely in the testis, and it has frequently been recovered
from the semen of apparently healthy animals.
The similar vibrio in sheep appears to be culturally and

antigenically distinct from the bovine type, and to differ in
its mode of transmission. It appears not to be spread venere-
ally but by ingestion and has for this reason been called Vibrio
fetus var. intestinalis. Other animal species are susceptible,
and it has been suggested that birds may play a part in
transporting the disease from one herd or flock to another.2

In contrast with the long latent infection of animals, with
abortion as its only dramatic symptom, is an uncommon
severe infection in man. It has been increasingly recognized
over the last few years. This week in the B.M.7. at page
283 Dr. W. D. White and at page 287 Dr. J. H. Darrell, Mr.
B. C. Farrell, and Dr. Rosemary A. Mulligan now add the
first cases recorded in Great Britain. In man the disease
is not particularly an infection of the gravid uterus, as it
is in animals. Among the 34 cases collected by M. D.
Willis and W. J. Austin3 eight involved pregnant women
or newborn babies, but the remaining 26 were in men. In
the newborn baby the central nervous system is commonly
attacked, and the organism may be recovered from the
cerebrospinal fluid. A. N. Eden4 has drawn attention to the
similarity between many of the features of this infection and
listeriosis and has suggested that it may be a commoner cause
of perinatal mortality than has so far been recognized.
The severity of the human disease is illustrated by C. Kilo

and colleagues' ; of 30 patients 5 died. As in the British
patients now described, there has been nothing in the previous
cases to suggest the diagnosis clinically, though in retrospect
there are seen to be some features in common. The diag-
nosis has, for practical purposes, invariably been made by
blood culture, and the hazards in the path of the bacterio-
logist unwittingly called on to recognize this particular
pathogen are well described in the present accounts. Primary
isolation requires relatively prolonged microaerophilic incu-
bation, and growth on subculture even in optimum conditions
may be so slight as to be overlooked. Once isolated, there
is always the danger that so bizarre an organism will be dis-
carded as a contaminant. It is possible that the bacterio-
logical diagnosis may in due course be facilitated by fluores-
cent-antibody methods.6

But it is not only the diagnosis which is difficult; the
epidemiology of the disease is obscure and its treatment
unsettled. Infection with an animal pathogen naturally
invites the speculation that those concerned with animal
husbandry are likely to be most at risk, but this does not
appear to be so. In several cases the onset of the disease has
been related to tooth extraction, and this has focused atten-
tion on the vibrios which normally live in the mouth. They,
and the vibrios of the normal vagina, appear to belong to a
single species, Vibrio sputorum. It is distinct from the
pathogenic Vibrio fetus but is antigenically related to it and
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