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completely free from headaches, nearly 50% were consider-
ably improved, and 20% were no better. The study suffers
from the defect that it was conducted by questionaries
answered (or, too often, not answered) by the parents. The
true rate of recovery or improvement is probably considerably
lower, and in any event it is important to know not simply
whether headaches cease but whether they are replaced by
other symptoms.
How effective is treatment in helping children to grow

out of migraine ? The effects of treatment on the prognosis
have not been investigated thoroughly, perhaps because the
causes are not agreed (and may be many) and because most
treatment is aimed not at underlying causes and prevention
but at relieving attacks. In children the attacks are often
relieved by aspirin, though ergotamine preparations may be
needed if they are severe. In the prevention of attacks a
comprehensive approach is likely to give the best long-term
results. Attention should be paid to all the possible
"triggers," physical and emotional, and neither diagnosis
nor management can be complete without considering the
whole child in the context of the family.5

Anne Mowbray's Teeth
It could be argued that human teeth stand high on the list
of potential victims of evolutionary attack, that sooner or
later they are destined for elimination. We have already
shed two premolars several million years ago, when we were
no more than an unfulfilled promise among the archaic
primates. We munched our way through most of the Old
Stone Age with twelve molar teeth, but, safely out of it,
began to suppress our wisdoms. As twilight falls on the
House of Plantagenet we find that of the " Princes in the
Tower " (if such they are) Edward had failed to develop his
distal maxillary premolars, and Richard suppressed a second
milk molar. Now it appears that their contemporary and
collateral, Anne Mowbray, had congenital absence of both
left second molars.'

This is a rare anomaly and may be considered as dental
one-upmanship over the ancient Scythian king who merely
suffered from a deep impaction of this tooth. By to-day,
with the march of genes and generations, congenital absence
of every tooth has been recorded.
Anne Mowbray, born in 1472, died in 1481 just before

her ninth birthday. She had four carious milk teeth in her
jaws and two permanent molars already with multiple
cavities-a caries rate of 23% in her erupted teeth. How
does this compare with other children, or adults, of her time ?
Unfortunately this question cannot easily be answered. It is
perhaps paradoxical that we know less about dental disease
in the fifteenth century than in Anglo-Saxon or prehistoric
times. There are two reasons for this: first, the more
ancient the material is, the more investigation it is likely to
attract ; secondly, burials later than pagan are still mostly
lying inaccessible in churchyards that are still in use. But
certainly dental caries has tended to increase appreciably
during the past five millennia. H. Brabant and A. Sahly2
in an examination of nearly 12,000 teeth from Neolithic to
Iron Age times in France and Belgium found caries

frequencies of 2.5-8.0%, the disease showing itself almost
entirely in adults. A recent survey of Norwich teeth from
Tudor and later burials showed that about 25% of all teeth
had been lost before death, while 18% of the surviving teeth
were carious. In this investigation the children were found
to have 16% of their milk teeth carious, and the first and
second permanent molars often showed cavitation, usually
interstitial or occlusal, within a year or two of eruption. The
gradual rise in the decay and loss of teeth continues through
to the twentieth century, and it is difficult to avoid the
conclusion that dietary factors largely contribute to it.3
Any large series of investigations on teeth will inevitably

be gathered from individuals of a lower social rank than Anne
Mowbray, but it is far from certain how much the diet of
the nobility differed during the Tudor period from that of
the ordinary well-to-do middle classes or even common
artisans. Refined white flour still lay in the future, but sugar
became increasingly common in the fifteenth century and
honey had long been known. On balance it is likely that
sugar was eaten sparingly at all levels of society before the
seventeenth century, but the combined evidence of mediaeval
history and mediaeval burial grounds falls well short of
explaining this increase in dental decay-which gained rapid
momentum after the close of the Saxon epoch.
Anne Mowbray as a late Plantagenet, as a child, and as

a member of the nobility occupies a narrowly isolated and
atypical position in British dental history. Let us hope that
the interest of her case will stimulate the search for much
more comparative material of this kind.
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Duodenal Inflammation
Since 1837, when it was first described,' the diagnosis of
chronic duodenitis has been made with varying degrees of
frequency and confidence, but nowadays most authorities
are doubtful whether it merits recognition as a separate
clinical and pathological entity.2 3 By definition chronic
duodenitis is characterized clinically by symptoms closely
similar if not identical to those of duodenal ulcer, and
radiologically by a spastic irritable duodenal cap which
displays a coarse irregular or reticular pattern of mucosa but
in which no ulcer crater is demonstrable. In a recent study'
a group of patients having these features were further investi-
gated by means of augmented histamine tests and biopsy of
the duodenal mucosa. The findings were contrasted with
those obtained from three other groups of persons comprising
normal people, patients with " functional" dyspepsia, and
patients with duodenal ulcer respectively. In the group with
duodenitis, the chronic inflammatory changes noted histo-
logically in the duodenal mucosa resembled those observed in
cases of duodenal ulcer, but output of gastric acid was within
the normal range.
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