
treatment but also for an appreciation that disabled people
deserved special understanding because of their superior
spiritual status.'"

In a similar revolutionary manner Paracelsus confronted
the contemporary craze for seeing witchcraft everywhere and
claimed this phenomenon for psychiatry." He pioneered the
investigation ofdiseases ofmineworkers and in 1520, aged 27,
produced the first monograph ever written on occupational
disease. 12 The longest section of this work dealt with the signs
and symptoms ofmercury poisoning. This experience laid the
foundations for his application ofcompounds of mercury and
other metals for therapeutic purposes. Arguably this advocacy
ofmercurials for the treatment of syphilis laid the foundations
for the success of the paracelsian movement, because the
newly arrived scourge of syphilis was the most feared disease
ofthe sixteenth century, occupying a similar position to AIDS
in Africa today. The paracelsian mercurials represented one
of the small handful of important therapeutic advances made
before the present century.

Paracelsus therefore made a significant contribution to
medical knowledge across a broad front. He represented a
new mood of therapeutic optimism and outlined a scientific
approach capable ofgiving reality to his ambitious aspirations.
The new science was guided by his conviction that the "light
ofnature" endowed the human race with the capacity to attain
dominion over nature and, indeed, command over the stars.
The twentieth century has witnessed the realisation of these
objectives, perhaps even beyond the horizons of Paracelsus's
fertile imagination.

Despite all its achievements, modern medicine has failed to
capture Paracelsus's sensitivity to the environmental, social,
spiritual, and moral dimensions of medical intervention.
This outlook was a consequence of his exploitation of the
neoplatonic belief of the analogy between the macrocosm and
microcosm and his belief that humans were linked with God
and nature in a dynamic cosmic order. Modern scientific
medicine has of course dispensed with such speculative
constructs, but thereby it may also have sacrificed therapeutic
insights available to our renaissance predecessors. In this
respect orthodox medicine may have placed itself at some
disadvantage to its complementary counterparts.
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Hypertension and cancer

Correlation or coincidence?

Two papers by Fletcher et al (p 622)' and Hole et al (p 609)2
in this week's journal constitute the latest chapter in the
slowly unfolding chronicle on hypertension and cancer.
Persuasive evidence linking these two conditions first sur-
faced in 1975,3 but nearly two decades later their association
remains enigmatic.

Given the serious clinical ramifications, most attention
has been justifiably directed at determining whether anti-
hypertensive treatments are carcinogenic. Firstly, retro-
spective studies implicated reserpine in breast cancer, but the
drug was later absolved by prospective analyses.34 Similarly,
limited case-control data suggested an association between
use of diuretics and renal cancer, but larger series and the
outcomes of randomised clinical trials have not confirmed
this.5 6
More recently, the accusing finger has shifted to the

,B blocker atenolol. The Medical Research Council's trial of
antihypertensive treatment in elderly people found that death
from cancer was nearly twice as common in men receiving
atenolol as in men receiving placebo.5 This association was not
observed in women, and because it was noted in an unplanned
subgroup analysis the authors urged that the finding should
be interpreted cautiously.

Against this backdrop come this week's studies of hyper-
tension, antihypertensive drugs, and cancer. Both reports
constitute post hoc analyses of data on several thousand
patients followed up for varying periods at regional hyperten-
sion clinics. Cancer rates according to type ofantihypertensive
treatment are reported, with particular attention being paid to
atenolol. Both groups of investigators adjust for age, sex, and

current smoking habit, although without more thorough
consideration of known risk factors for cancer (for example,
past smoking habit, use of alcohol, and occupational ex-
posures), the validity of the results remains in some doubt.

Fletcher and colleagues report that patients receiving
atenolol have the same mortality from cancer as those not
receiving atenolol.I Diuretics are also not associated with
cancer. Hole and colleagues report the incidence of cancer as
well as mortality, and they compare rates observed in
hypertensive patients with normative data on incidence from
national figures and from a survey in Renfrew and Paisley.'*
Although their abstract states that neither men nor women
taking atenolol experienced an increased rate of cancer,
subgroup analysis shows that non-smoking men receiving
atenolol had a significantly increased risk of dying of cancer
(relative risk 1-58). Though this again represents an un-
expected finding on subgroup analysis, more than three
quarters of men in the Medical Research Council's trial were
non-smokers, and one could argue that both studies observed
increased cancer mortality in non-smoking men treated with
atenolol. Other large clinical trials have not described any
increase in cancer after treatment with other ,3 blockers, but
reporting ofsuch unanticipated outcomes is often incomplete.
Both of the new studies replicate the previously reported

association between renal cancer and hypertension. The small
number of cases, however, precludes examination of the
effects ofdifferent antihypertensive drugs, which is important
because some epidemiological evidence suggests that the
increased rate of renal cancer in hypertensive patients is
attributable, at least in part, to their use.78
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Irrespective of any effects of antihypertensive drugs,
systolic blood pressure itself correlates with risk of cancer.39
Though an increased incidence of cancer could be due to
ascertainment bias because hypertensive patients are under
closer medical surveillance than normotensive patients, this
would not account for the association between mortality from
cancer and blood pressure.3'1 Instead, it is typically hypo-
thesised that this association is attributable to other con-
founding factors. For example, salt intake contributes to
hypertension and is implicated as a causal factor in gastric
cancer. Here, the concomitant decreases in salt intake, gastric
cancer, and hypertensive cardiovascular disease during
the twentieth century in most industrialised countries are
noteworthy but fall short of establishing causality." Ana-
logously, heavy alcohol consumption contributes to both
increased blood pressure and many malignancies. 12
A powerful risk factor for hypertension is obesity. Because

increased consumption of fat results in an increase in both
weight and blood pressure and has also been implicated as a
risk factor for some forms of cancer, dietary fat may explain
the correlation between blood pressure and cancer.6 13
Similarly, low socioeconomic status simultaneously confers
an increased risk of high blood pressure, certain cancers, and
exposure to known carcinogens (for example, alcohol and
tobacco). Nonetheless, no epidemiological study has yet
shown (by multivariate analysis) that one or more of these
hypothesised mechanisms truly accounts for the association
between high blood pressure and cancer.

Lingering concerns therefore remain about the potential
contribution of hypertension and its treatment to the
incidence of cancer. Any increase in cancer with a particular
antihypertensive drug will be difficult to detect because of
both the dearth of large scale clinical trials which directly
compare different treatments and the relative infrequency
of cancer in prospective studies. Still, such evaluation is
important because, for example, if the incidence of cardio-
vascular complications of hypertension is 5/1000/year and if a
drug reduces risk by 30% (that is, by 1 5/1000/year) then with
an increase in cases of cancer of just 2/1000/year a particular
drug could do more harm than good. It becomes important,
therefore, that any new antihypertensive drug should be

compared with other agents in clinical trials that are large
enough to detect infrequent adverse morbid events. With
respect to first line treatment with diuretics and ,B blockers,
consolation is available in the fact that meta-analysis of large,
randomised clinical trials have not identified any increase in
deaths from cancer and the use of these drugs seems to reduce
total, as well as cardiovascular, mortality.'4
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Diabetic care in general practice

Adding quality to quantity

Treating eye, kidney, and foot lesions early in diabetic
patients can prevent blindness, renal failure, and amputa-
tion,' and the sheer number of patients who would benefit
from early diagnosis means that general practitioners have to
play a part. Early papers on the topic showed that effective
surveillance depends on an up to date register, a recall system,
and a simple checklist,2 3 and many primary care teams are
now grappling with Tudor Hart's challenge of "doing simple
things well, for large numbers of people, few of whom feel
sick."4
Some teams have made great progress: if well organised

they can screen diabetic patients at least as well as outpatient
clinics.5 Moreover, several different approaches have been
found to be effective, including all day clinics,' nurse
coordinated care,7 and miniclinics.3 But what of practices that
still do not have the infrastructure or confidence to offer
diabetic surveillance?
On page 624 Hurwitz and colleagues report on a prompting

system for diabetes surveillance independent of practices
themselves.8 This development meets the needs of local
practitioners for support in personal education, patient recall,
and retinal screening; flexibly integrates generalist with
specialist care; and, perhaps best of all, puts patients first by
sending the prompt directly to them. The evaluation shows
that two thirds of surveillance activity shifted from hospital
clinics to primary care, with more effective coverage in the
prompted group than in the control group and acceptance
levels well above 80%.

Although these findings are encouraging, only people
regularly attending diabetic outpatient clinics were studied
and only half of those eligible took part. Nor is it clear how
much health gain resulted from this screening programme.
Surveillance may be carried out adequately by a skilled
practitioner in 10 to 14 minutes once or twice a year, but, to
have any impact, discussions about management and lifestyle
to reduce the risk of complications will take longer.
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