
causing low output and death. In the remaining
21 patients the cause of death was unrelated to
mechanical valve failure.

All of the patients in whom this phenomenon of
triangulation of the aortic root was noted had
undergone aortic valve replacement using the
Starr-Edwards model No 2320, in which the three
cage struts are cloth covered. This model was
discontinued in 1976 and the current models use
three stellite struts without the cloth covering.
While the older models probably had greater
potential to cause outflow obstruction with
incorporation of the cloth covered struts into the
aortic wall, the tendency to cause triangular
deformity with this style of valve prosthesis
remains.

Although the risk of acute failure and the
operative mortality associated with artificial heart
valves are small, the medium and long term
morbidity is not negligible. Current mechanical
prostheses may well prove superior to those
used previously but they are not trouble free.
Conservative valve reconstruction needs to be
encouraged.

P M SAGAR
G W DYKE

University Department of Surgery,
General Infirmary,
Leeds LSI 3EX

Gastroduodenal damage
induced by anti-inflammatory
drugs
Dr R S B Ehsanullah and colleagues (22 October,
p 1017) state, "the two treatment groups were
comparable with respect to patients' demography
(table II)." A closer inspection, however, shows
more smokers in the ranitidine group (58/137,
42%) than in the placebo group (36/126, 28%).
Analysis by x2 test with Yates's correction pro-
duces X2=5-44 (1 df, p<002). The number of
smokers in the ranitidine group is therefore
significantly higher than that in the placebo group.
Smoking increases the risk of duodenal ulcera-

tion in patients receiving non-steroidal anti-
inflammatory drugs' and may therefore account for
the higher incidence of duodenal ulcer in this
study. In addition, a high proportion of patients
in this study (143/263, 55%) had a history of
dyspepsia. This may have inadvertently selected
out patients who are liable to develop duodenal
rather than gastric ulceration, who in our ex-
perience are often asymptomatic.'
Smoking reduces the antisecretory effect of H2

antagonists. The extent of prophylaxis due to
ranitidine in patients with duodenal ulcer may
therefore have been underestimated. This factor
could also account for the poor prophylactic effect
of ranitidine against gastric lesions. The smoking
bias may therefore have led to an underestimate of
the overall protective effect of ranitidine in this
study.

R UPADHYAY
A McKINLAY
R I RUSSELL

Gastroenterology Unit,
Roval Infirmary,
Glasgow G31 2ER
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AUTHORS' REPLY,-We agree that the ranitidine
treatment group contained an excess of smokers.
However, although we did not draw attention to

this demographic difference, the treatments were
compared in terms of gastroduodenal damage
while adjusting for smoking using the Mantel-
Haenszel procedure. This modest clinical bias,
unfavourable to ranitidine, did not affect the
conclusions of the trial as reported in the paper.

Smoking was a risk factor for duodenal damage
in our study: ulcers occurred in 6 out of94 smokers
(6 4%) compared with 6 out of 169 non-smokers
(3 -6%). This was not apparent for gastric damage,
where ulcers were found in five out of 94 (5 3%)
and 10 out of 169 (5 9%) respectively. Protection
by ranitidine against duodenal ulceration was
observed for both smokers and non-smokers.
Although Willoughby et al emphasise the associ-
ation between smoking and duodenal ulceration in
patients taking non-steroidal anti-inflammatory
drugs,' there appear to have been virtually no
gastric ulcers evaluated in that study. Other
reports associate gastric ulcer and smoking, and
Ainley et al even reported a dose-response effect.2
We believe the relation between duodenal and

gastric ulcer and a previous history of dyspepsia to
be sufficiently imprecise to be without predictive
value as to the frequency of duodenal ulceration in
the population under study.
The contention that smoking reduces the anti-

secretory effect of H2 antagonists is not borne out
by other work.'4
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Dissecting the NHS bonanza
We should be grateful to John Appleby (19
November, p 1284) for exposing how the Depart-
ment of Health has achieved its latest act of
illusion. The much publicised £1 -8 billion increase
in NHS expenditure turns out to consist of an
actual increase of only £1335 million and an
unrelated sum (£452 million) which is not an
increase at all but a redistribution of existing
funds. After adjusting for inflation and increased
demand the hospital and community services will
be worse off rather than better off next year. This is
not the first time that the government has juggled
with figures to hide the true state of the health
service.'"
The sleight of hand, however, is worse than

John Appleby has shown. By suggesting that some
of these redistributed funds (erroneously referred
to as "savings") arise from the more efficient use of
existing resources, he allows the department to
escape with its most mystifying trick, the efficiency
saving. Efficiency saving ought to represent money
saved through the more skilful use of resources to
provide the same or an improved level of service.
But our local experience shows that managers and,
so I suspect, the department too use the term to
mean any saving regardless of the impact on the
level of services. Our general practice maternity
home (the Phyllis Memorial) was efficient accord-
ing to measures such as bed occupancy rate,
midwife to patient ratio, and daily cost per patient.
Yet when it was closed in 1987 the result was called

an efficiency saving by the East Suffolk Health
Authority. Can your readers supply any other
examples of this perverse use of the term?
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Clarke opens new financial
chapter
The news item by John Warden (12 November,
p 1217) perpetuates the nonsense used by politi-
cians, the social services select committee, and
some policy analysts that the correct target rate of
growth for real (inflation adjusted) funding of the
NHS is a constant 2%.

This figure has no scientific basis. It appears to
be the product of departmental "guestimates"
about the impact of the "greying" of the population
(an additional 0-8% funding in 1988-9, declining
annually to 0% in 1993) and the impact of tech-
nology change (an additional 0 5% apparently each
and every year).
Even these "guesses" from the department do

not add up to 2% (for 1988-9 it is 1-3%), the
difference appearing to be a varying x% per year
for luck, where x is very much higher in pre-
election years. There is an urgent need for research
into the precise nature of these inflationary influ-
ences on NHS spending. The Department of
Health's bids for more funding from the Treasury
should be based on more careful evaluation of
the resource consequences of, for instance, the
increasing levels of dependency among the elderly
and the significant resource consequences of new
pharmaceutical products such as tissue plas-
minogen activator, rather than on stylised facts
which have no basis in existing knowledge.

ALAN MAYNARD
Ccntre for Health Economics,
University of York,
York YO I SDD

Drug Tariffincreases
Dr J D Beale deplored the waste of the nation's
money on the distribution of the Drug Tariffevery
month and the apparent complicity of the General
Medical Services Committee in this waste (15
October, p 981).

For many years the conference of local medical
committees asked us to negotiate to improve
the loose leaf Drug Tariff with its bulky monthly
amendments. The department designed the
present book form, which is cheaper to produce
than the loose leaves because punching the holes
cost a considerable amount (530 is not the cost
price). This change we agreed to.
We too queried the need to circulate the tariff

every month to every doctor. However, the Secre-
tary of State is required under regulation 28 of
the NHS (General Medical and Pharmaceutical
Services) Regulations 1974 to compile, publish,
and amend a statement about general pharma-
ceutical services. This is the Drug Tariff, which
now contains, in addition to detailed information
about dressings, appliances, and reagents that we
may prescribe, the "blacklisted" drugs included
in schedule 3A of the regulations. This list is
constantly amended so it is necessary to circulate
the Drug Tariffregularly to keep doctors informed.

JANE RICHARDS
Chairman, Prescribing Subcommittee,
GMSC,
Exeter EX4 2JS
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