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for the deleterious effects of such adversity, provided that it is
compensated sufficiently by all other aspects of the environ-
ment-as well as the stimulus that used to be called tender,
loving care. Perhaps malnutrition reduces human achievement
only when it is added to other adversity. But, as we must
confess to our collective shame, it usually is.
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Massive haemoptysis
All too often massive haemoptysis is a medical catastrophe:
patients may die within a few minutes from asphyxiation
before conservative or surgical measures can be carried out.
Among the causes of massive haemoptysis are mycetoma,
bronchial carcinoma, chronic cavitated pulmonary tuber-
culosis, lung abscess, and bronchiectasis; it has also been
reported in necrotising arteritis. We should not forget,
however, that pulmonary tuberculosis in its acute stages-
with little or no obvious cavitation-may cause massive fatal
pulmonary bleeding. A recent report described five deaths
from haemoptysis due to acute pulmonary tuberculosis in a
single hospital within six years.' All the patients were aged 45
or less, and, though all had been noted to have haemoptysis
on admission, none had appeared to have such destructive
disease that a massive haemoptysis seemed likely. Tuberculous
cavities have a particularly rich bronchial blood supply, and
when heavy bleeding occurs it comes from dilated bronchial
arterioles2; such dilated bronchial vessels are also found in
mycetoma and bronchiectasis.
How should the clinician attempt to predict the outcome in

severe haemoptysis ? The only reliable guide is that the faster
the rate of blood loss the more likely is the patient to die, the
mortality rate being about 75%0 if blood loss exceeds 600 ml
in six hours.3 4 Surgical intervention is not an easy solution,
however, even when technically practicable: the mortality
rate is between 15° and 20/ after resection of bleeding
lesions.57 Surgical treatment is often precluded by the poor
respiratory reserve often found in patients with mycetoma
and widespread pulmonary tuberculosis or by inoperable or
disseminated carcinoma. An alternative may be emergency
induction of an artificial pneumothorax.8
The patient who develops more than minor haemoptysis

should rest in bed-lying on the affected side if this is known.
A surgeon should assess his condition early on. The pulse and
blood pressure should be monitored as well as the amount of
blood lost-in view of the prognostic importance of the rate
of haemorrhage. Careful radiographic assessment, including

tomography if necessary, is important. Six units of blood
should be made available and the patient must clear the
airways by gentle coughing; he should not be sedated.

Bronchoscopy is central to management.3 Using the rigid
instrument, the airways can be cleared of blood, some of it in
the form of clots. There is a common misconception that when
the patient is bleeding bronchoscopy is valueless for identifying
the source precisely. In one series, however, it identified the
site of bleeding in 65 out of 67 patients,3 and in another in 18
out of 21 patients.9 Occluding the bronchial artery by embolisa-
tion is a skill possessed by few clinicians, but many more are
skilled in the use of the fibreoptic bronchoscope, so that the
method of arresting bleeding described by Saw et a14 is
important. Combining flexible fibreoptic bronchoscopy with
systematic lavage of the tracheobronchial tree they identified
the source of bleeding and stopped it in all their 10 patients
(six of whom had pulmonary tuberculosis). The bleeding was
halted by balloon tamponade of the affected segment with a
Fogarty catheter; the balloon was deflated after 24 hours and
the catheter removed a few hours later.

Clearly, then, aggressive methods of diagnosis permit
early surgical intervention should haemoptysis increase.
Nevertheless, the selection of patients for intervention remains
a daunting problem.
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Hypertension and oral
contraceptives
Practically all women who take oestrogen-containing oral
contraceptives have a rise in blood pressure. Severe or even
malignant hypertension is rare,' but about 4% develop
diastolic blood pressures of 90 mm Hg or more.2 This preva-
lence is about twice that in women of the same age not using
oral contraceptives. Furthermore, there is a significant and
sustained rise in blood pressure even in women who do not
develop hypertension. A major prospective study in Glasgow
showed a mean increase of 9-2 mm Hg in systolic pressure and
5 0 mm Hg in diastolic pressure3 among 83 women, though in
none did the diastolic pressure exceed 90 mm Hg.
The long-term effects of this change in blood pressure are

unknown. Many epidemiological studies of lrge populations
have shown that the height of the systolic blobd pressure is a
potent predictor of subsequent cardiovascular disease.4 Small
rises which remain within the range conventionally regarded
as normal or clinically insignificant might therefore be
expected to be associated with increased risk-and, indeed, an
excess of deaths from non-rheumatic heart disease and
cerebrovascular disease is found particularly in older women
taking oral contraceptives, though in such studies antecedent
hypertension has not been documented.5-7
The results of attempts to understand the mechanism of the
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rise in blood pressure with oral contraceptives have been
disappointing. While profound biochemical changes are
induced by oestrogens, including rises in plasma concentra-
tions of renin-substrate, cortisol-binding protein, and trans-
ferrin, none of these can directly cause a rise in blood pressure.
The effects on the renin-angiotensin system have received most
attention. Concurrent with the increase in plasma renin-
substrate there is a fall in the plasma renin concentration.'
The change has been attributed to suppression by volume
expansion,"' but this seems unlikely, since plasma concentra-
tions of angiotensin II, which normally parallel those of renin,
are not suppressed. The inverse correlation between the
plasma concentrations of renin-substrate and renin suggests
that the fall in renin is due to consumption during the produc-
tion of angiotensin II from the increased circulating renin-
substrate.8 Angiotensin II is a potent pressor agent, but
plasma concentrations do not reflect changes in blood
pressure.'0 Usually changes in the renin angiotensin system
are less pronounced in patients who develop hypertension than
in those who do not.

Since weight gain and fluid retention are common in women
taking oestrogens" it is tempting to attribute the rise in blood
pressure to fluid retention or mineralocorticocoid activity.'9
But again the rise in blood pressure is not related to plasma
concentrations of aldosterone, deoxycorticosterone, or free
cortisol"'; and in addition no relation has been found with total
exchangeable sodium or potassium, total body water, stroke
volume, plasma volume, cardiac output, or body weight.'0 12
The results of attempts to predict which women are likely

to develop hypertension have also been disappointing. At first
women who had previously had pre-eclampsia were thought to
be particularly prone to develop hypertension from oral
contraceptives," 13 14 but recent prospective studies have not
confirmed this association.3 16 Pritchard and Pritchard'5 found
diastolic pressures of 90 mm Hg or more in only nine of 180
women who had had hypertension during pregnancy. Nor is
there any link with a family history of hypertension or excessive
weight gain while taking the oral contraceptive.
When women discontinue oral contraceptives their blood

pressures usually fall to near baseline levels, though an excess
death rate in "ex-takers" has been found in mortality studies.
While newer low-dose oestrogen-progestogen contraceptives
may be less harmful, there has been one report of higher
blood pressures in women on these oral contraceptives than in
non-users.' 7

Contraceptive-induced hypertension is, then, relatively
common and it cannot be predicted. All women taking the pill
should have routine blood pressure checks before and a few
months after starting it and thereafter at least annually. It
follows that the pill should be available only from people who
are qualified and competent to measure blood pressure and
should not be obtainable over the counter.
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Clinical use of
1- oc-hydroxyvitamin D3
The biological activity of vitamin D3 (cholecalciferol) is
thought to be dependent on its conversion firstly to 25-
hydroxyvitamin D3 (25-OHD3) in the liver and thereafter to
more polar metabolites. The most important of these appears
to be 1,25-dihydroxyvitamin D3 (1,25(OH),D3), which is
produced exclusively in the kidney and is highly active in
stimulating both intestinal absorption of calcium and
phosphate, and resorption of bone.
These actions of 1,25(OH)2D3 account for most ofthe known

physiological effects of vitamin D.] 2 Though lack of vitamin
D is associated with defective mineralisation of bone, we have
no evidence that 1,25(OH)AD3 can increase skeletal mineralisa-
tion directly: it may simply allow this process to occur by
increasing the availability of calcium and phosphate. Indeed,
1,25(OH)AD3 is now considered to be a hormone that regulates
mineral metabolism. Among the factors that regulate its
production by the kidney are vitamin D status, plasma calcium
and phosphate concentrations, and a variety of hormones
including parathyroid hormone.'3

Production of 1,25(OH)2D3 may be defective when there is
a shortage of 25-OHD3 due to inadequate sunlight or diet;
malabsorption; or disturbances in its metabolism from liver
disease, anticonvulsant osteomalacia, or the nephrotic syn-
drome. Renal production of 1,25(OH)AD3 may be impaired
by a deficiency of renal 1-x-hydroxylase (chronic renal failure
and the rarely seen vitamin-D-dependent rickets) or it may be
inhibited by high plasma phosphate concentrations (chronic
renal failure, hypoparathyroidism, pseudohypoparathyroidism)
or by lack of parathyroid hormone (hypoparathyroidism).
Whatever its cause, such a deficiency of 1,25(OH)2D3 will
disturb mineral metabolism in a way refractory to treatment
with physiological amounts of vitamin D (vitamin D
resistance).'
The synthetic analogue of 1,25(OH)2D3 is 1-a-hydroxy-

cholecalciferol (1-%-OHD3), which is converted into the
hormone in the liver.4 This analogue is now available for
clinical use, and, apart from small differences in its biological
half life and dose responses, its effects appear5 6 equivalent to
those of 1,25(OH)2D3. Great interest has been shown in the
use of 1-i-OHD3 in the management of those disorders in
which a metabolic block may be circumvented.7 So far most
experience has been in renal bone disease,8'10 where long-term
treatment with 1-%-OHD3 in microgram doses may increase
calcium absorption and raise plasma calcium concentrations,
thereby healing osteomalacia and preventing progressive
skeletal deformity. The rise in the plasma calcium concentra-
tion may suppress secondary secretion of parathyroid hormone,
so improving hyperparathyroid bone disease, but we do not
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