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cruciate ligaments and supplements the collateral ligaments.
This prosthesis is therefore suitable for use in patients in
whom gross joint destruction has occurred.
The early results from the use of this implant have been

encouraging. In a series of 53 operations over half the patients
had no pain after the operation and almost all had only a slight
ache or no pain. Walking was greatly improved, and the range
of movement increased in most of those joints where stiffness
was present before operation. No prosthesis became loose, but
one had to be removed because of infection, and the knee was
then successfully arthrodesed. Sheehan,3 using a prosthesis
of similar type, has also reported very satisfactory results in a
series of 45 arthroplasties.
As with all new procedures enthusiasm must be tempered

with caution. In younger patients with osteoarthrosis of the
knees tibial osteotomy is still the operation of choice. In
elderly patients, however, whose independence is threatened
by advanced bilateral osteoarthrosis, knee replacement may
allow normal life to continue at home. Patients with rheuma-
toid arthritis in whom a number of major joints may be
destroyed derive particular benefit from joint replacement.
Not only is pain relieved but mobility is restored to an im-
mobile joint, relieving strain on other regions of the limbs.
The reported series so far are small, but there are indications
that these encouraging results are being maintained. If the
promise is fullfilled, the prospect of relief from pain and
immobility now available to patients with hip disease may lead
to a similar demand for treatment from those with arthritis of
the knee.
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An ulcer in the family
It is always frustrating when no satisfactory explanation can be
found for a biological phenomenon. Yet such is the case in the
link between blood groups and duodenal ulcers. The observa-
tion' by Aird et al that such ulcers were commoner in patients
of blood group 0 than would be expected from the population
distribution of blood groups has been confirmed all over the
world. Why should this be? Do patients with some blood
groups secrete more or different digestive juices than others ?
Does one blood group (or the blood-group substances secreted
in digestive juices) confer better mucosal resistance to ulcera-
tion than another? Or are there no direct links with blood
groups themselves but simply pleiotropic effects of the ABO
genes ? It has even been suggested2 that the gene for duodenal
ulceration enhances ABO incompatibility between fetus and
mother, the 0 group fetuses being spared because they are
invariably compatible. There are weaknesses in all these
theories, but new information is constantly appearing and may
change our perspective.

Duodenal ulcers in children have always been perplexing
because of their rarity and, like other non-infectious diseases
in the young, because their occurrence raises the question of
a genetic predisposition. This possibility seems to be supported
by the strong positive family history in most such children.
One careful study of children with duodenal ulcers in New-
castle upon Tyne3 confirmed the high family incidence, but
surprisingly there was no excess of blood group 0 in the

patients, a finding at variance with other analyses of childhood
duodenal ulcers, where group 0 seemed to predominate.4-6
Some recent work in Hong Kong7 has concentrated on the
age of onset of duodenal ulcer symptoms. Patients whose
symptoms began in the fourth decade or later had the expected
preponderance of blood group 0, but those with an earlier
onset contained more with groups A, B, and AB. When
analysed by age patients of blood group 0 tended to be older
than those of group A, B, and AB. In this series at least the
well-known blood group 0 predominance seemed to apply only
to late-onset duodenal ulcers. About half the early-onset
patients had a positive family history, compared with less than
a fifth of the late-onset ones, and this applied regardless of
blood groups. Now it is to be expected that the occurrence in
his family of any particular disease will be better known by a
patient who suffers from the condition than by an unaffected
person.8 This trend may be all the more definite when the
disease occurs unusually early in life. But it seems unlikely
that this is the explanation for the findings from Hong Kong.
The somewhat revolutionary conclusion reached by Lam and
Ong is that possession of group 0 delays the onset of duodenal
ulceration, implying a protective effect, in contrast to the
common assumption that the ownership of group 0 somehow
weakens defences against the development of an ulcer. Never-
theless, this defensive role of group 0 would explain the
eventual overall preponderance of group 0 ulcer patients only
if the young ones failed to survive. In fact none of them died.
An alternative explanation would be that, while all duodenal

ulcers may have a genetic element in their aetiology, only the
late onset ones are related to blood group inheritance, whereas
the early onset ulcers with their strong family history have other
inherited risk factors-one of which might be hypersecretion
of acid.9 10

Another feature noted in the Hong Kong patients was that
over half of them who had gastrointestinal bleeding were of
blood group 0. This preponderance has been observed
elsewhere,9-13 but in this study it was explained entirely by
the incidence in the late-onset patients, in whom 64°,h of those
who bled were group 0. In the early-onset patients who bled
group 0 showed no excess, despite the fact that in 88%/ ofthem
bleeding had been the presenting symptom.

Studies of inherited factors in common diseases are notor-
iously difficult, not least because of the inevitable difficulty in
properly matching the requisite large number of patients and
controls. Unconscious bias may all too easily creep in. Never-
theless, the convoluted genetic influences which may render us
liable to duodenal ulceration are slowly being unravelled.
Despite that, we are still a long way from applying such
knowledge to prevention of this modern epidemic disease,
which McConnell'4 rightly reminds us must have environ-
mental factors as its prime causes. Paradoxically, it may be
genetic studies that will lead us to identify them.
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