
70 BRITISH MEDICAL JOURNAL VOLUME 284 9 JANUARY 1982

effect of sunlight 77% of their patients with cancer had skin
cancer, but with an unusual distribution for Australia with
squamous-cell carcinoma accounting for three-quarters of the
cancers and basal-cell carcinoma for the rest. In the general
population this ratio is reversed. Furthermore, the squamous-
cell tumours in the transplant recipients were unusually
aggressive.
The type of underlying renal disease may may be important.

An increased incidence of transitional-cell neoplasms of the
renal pelvis has been reported in patients with analgesic
nephropathy,16 and patients with polycystic kidneys may have a
higher. risk of kidney tumours.17 In some cases renal disease
may be induced by extrarenal neoplasms; an association is
well established between a nephrotic syndrome (usually due to
membranous glomerulonephritis or a minimal-change type of
nephropathy) and a variety of neoplasms.'8
What about treatment? Epithelial tumours of the skin, the

lip, and the uterine cervix may be treated by conventional
surgical or radiotherapeutic methods, and no reduction in
immunosuppressive treatment is usually recommended. The
prognosis for those with carcinoma of the abdominal and
thoracic organs and with most mesenchymal tumours is poor,
however, and drastic reduction or discontinuance of immuno-
suppressive treatment is usually thought necessary with an
inevitable increase in the incidence of graft rejection.' 15 For-
tunately the overall incidence of neoplasia is still too low to be
considered a contraindication to long-term dialysis and renal
transplantation.
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Sodium cromoglycate in
proctitis and ulcerative
colitis
Most patients with symptomatic proctitis or distal ulcerative
colitis respond rapidly to standard medical treatment including
sulphasalazine and steroid-retention enemas. In some patients,
particularly those intolerant of sulphasalazine, symptoms may
be persistent, distressing, and difficult to relieve. Heatley and
his colleagues argued that since exacerbations of ulcerative
colitis may be mediated by a type 1 hypersensitivity reaction,
which can be blocked in allergic asthma by sodium cromo-
glycate, the drug warranted evaluation in patients with
ulcerative colitis.1 A small double-blind cross-over trial lasting
six months in 12 patients with symptomatic ulcerative colitis
suggested that treatment with sodium cromoglycate increased
the patient's sense of wellbeing and was associated with
improved sigmoidoscopic and rectal biopsy appearances.2
More recently a much larger controlled trial of sodium

cromoglycate (800 mg daily) failed to confirm these early
findings; similar numbers of patients with symptomatic
ulcerative colitis at the start of the trial improved, deteriorated,
or maintained a steady state in both the treatment and placebo
groups.3 The number of relapses among those patients who
were in remission at the start of the trial was also similar in
the treatment and placebo groups. In a separate study patients
with ulcerative colitis in remission were allocated at random
to receive either a low-dose or high-dose sodium cromoglycate
regimen or sulphasalazine. The relapse rate was similar in the
two groups receiving sodium cromoglycate, which proved
considerably less effective than sulphasalazine in maintaining
remission.4 5

The evidence from relapse rates in these trials4 5 suggests
that sodium cromoglycate is little more effective than
placebo treatment-but this view has now been challenged in
a recent study where the relapse rate for patients taking
sodium cromoglycate was 4000 compared with 75% in the
placebo group.6 There is, however, general agreement that
the addition of sodium cromoglycate to conventional treatment
confers no additional benefit.6 7
The place of sodium cromoglycate in ulcerative colitis

seems limited. It may be worth trying in symptomatic patients
who cannot tolerate sulphasalazine, though even in this group
of patients evidence for its value is conflicting. Desensitisation
is probably a more effective and practical approach for patients
with sulphasalazine intolerance8-and an encouraging prospect
is on the horizon with tests of a new agent comprising two
molecules of 5-aminosalicylate, the active component of
sulphasalazine, from which sulphapyridine (which is re-
sponsible for sulphasalazine intolerance) has been eliminated.9
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Blood pressures that fall on
rechecking
Many more family doctors are turning their attention to the
national problem of the millions of mild hypertensives' and
starting case-detection programmes in their practices-a much
more sensible setting than expensive special screening units.
Once he has screened his patients, however, the general
practitioner needs specific guidance on the interpretation of
his findings, and this aspect has been given less attention by
campaigners.
When a person is screened and his blood pressure is found to

be high, the tendency is for the pressure to be lower when it is
rechecked on a second occasion. This phenomenon of
"regression towards the norm" is, in general, greatest in those
patients with the highest pressures. Inevitably some people
who were initially labelled hypertensive will then be considered
to be normotensive-sometimes termed "labile" hyper-
tension.2-4 There is, however, no theoretical or practical
reason to believe that this spurious concept casts any light on
the pathogenesis of hypertension. In fact, all blood pressures
are labile and the higher the pressure the greater the lability.5
The phenomenon of regression to the norm has another side

to it: those people whose blood pressures are low at first
examination usually sustain a rise on rechecking. In a study in
Renfrew, Scotland,f the prevalence of hypertension and the
average blood pressure of the community were unchanged
when the whole population was re-examined one year later.
Many people were no longer in the hypertensive category but
they were replaced by others entering the category for the
first time. When talking about labile hypertension many
researchers consider only those people with pressures above an
arbitrary dividing line which then settled; they omit those
whose pressures rose on rescreening.

People with labile hypertension who have been investigated
in detail have been found (not surprisingly) to be relatively
free of damage to end-organs or left ventricular hypertrophy.2
Nor is it surprising that many "labile" hypertensives develop
"fixed" hypertension with the passing of time. All blood
pressures rise with advancing years,7 so that some patients will
stop passing intermittently across the arbitrary dividing line
between hypertension and normotension; their pressures
remain as labile as ever but persistently above the line.
A second, quite distinct phenomenon which confounds the

interpretation of follow-up studies is the orientation or defence
reaction.8 Any patient will sustain a fall in blood pressure as he
becomes more familiar with the frightening procedures to
which he is exposed by his doctors. Substantial falls are found
during placebo run-in phases of clinical trials.9 In the Medical
Research Council trial of mild hypertension,10 for example,
this was seen in patients having inactive treatment, though
pressures tended to rise again after some months.
As all blood pressures are labile from minute to minute and

from one clinic visit to another, what is the predictive value of
casual blood pressure readings in comparison with lower
readings taken later ? Epidemiologists claim a predictive power
from a single casual raised blood pressure reading.5 11 Never-
theless, Smirk et al12 reported that if patients were rested and
basal blood pressures obtained life expectancy was more
closely related to this basal value than to the casual pressure,
and they found no relation with the difference between casual
and basal pressures. In the Framingham study, conversely, the
maximum blood pressure at screening was as useful an indi-
cator of later risk as either the minimum or the average
pressure.5 The amount of lability of pressure was not a
predictor of outcome. Similarly Caldwell et al13 found that near
basal pressure measured in a manner similar to that of Smirk
et al was no better correlated with damage to the end-organs
than casual blood pressure. The testing of this point is
extremely difficult-it is just not possible to admit large
populations of patients to hospital merely for estimation of
basal blood pressure. The results of current research do not,
however, bear out the view of Smirk and his colleagues that
the basal level of blood pressure is all important.
Nothing is known about the predictive value of continuous

ambulant intra-arterial blood pressure recordings, which are
usually lower than indirect cuff pressures. Many patients have
intra-arterial pressures which are raised only when attending
the clinic and remain persistently normotensive when going
about their normal daily life.14 In view of the findings of the
high predictive power of casual blood pressure readings in
long-term follow-up studies, such patients probably still have
a raised risk and can probably not be truly reassured. Even very
high blood pressures can settle with rest or when the doctor
leaves,13 but this does not imply that the patient concerned is
immune to the complications of hypertension.

So what are the practical implications of blood pressure
variability? Firstly, no clinician should make any therapeutic
decision on the basis of a single blood pressure reading. If the
average diastolic pressure after three clinic visits exceeds
100 mg Hg then in most patients antihypertensive drugs are
worth while.10 Those whose blood pressure falls below but near
this therapeutic dividing line deserve careful follow-up. And,
since blood pressure generally rises with age, people whose
diastolic pressures are below 80 mm Hg need rechecking every
three to five years.1'
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