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outreach clinics.'4 Pilot exchange schemes have now been set
up in Liverpool, Peterborough, and elsewhere. What effect
the exchange has had on HIV infection in Amsterdam is not
known, but the system is now used by 30-50% of opiate
injectors and does not appear to have increased the extent of
injecting among addicts or the number ofneedle accidents (R
Coutinho, unpublished observations. The organisers point
out, however, that the needle exchange is part of an overall
"harm reduction" approach to addiction that seeks to
minimise the risk to users who continue to inject. There is a
consensus among medical and political authorities about this
approach, and cooperation was negotiated with the police. At
present these conditions do not generally prevail in Britain
(Liverpool appears to be a notable exception). Proponents of
needle exchanges may want to consider other approaches,
including systems based on drug dependency units. Any
needle exchange programme should be evaluated. The
Italian experience suggests that needle availability alone will
not control the epidemic.

Health education targeted at drug users currently consists
ofposters and leaflets in drug dependency units and voluntary
agencies helping drug users. It may not reach the younger
more inexperienced users who mav be most at risk. There is a
need to make young drug users aware of what AIDS is like.
Neither newspapers nor house to house distributions of
leaflets are likely to reach this population, but television and
radio probably will.

Finally, drug users could be tested to find those who are
infected with HIV, and they could then be diverted into long
term treatment, with the aim of minimising their use of
needles and hence the likelihood of spread. A decision to test
means providing long term medical and social care, as well as
short term counselling, and runs into widespread fears about
confidentiality and the management of infected drug users.
The voluntary sector in particular is not convinced of the
value of testing, but this approach will pay off where few
users are infected and the potential for spread is large-as in
Britain. American and Scottish experience suggests that
most drug users will cooperate with voluntary testing if they
are sure it is confidential, and where there is reluctance to
provide needles a screening approach is another way of
getting access to drug users.
There is no magic bullet for controlling the spread ofHIV

in drug users, and approaches must be tailored to local
conditions. The Scottish report is right to recommend that
local authorities should take charge of this second AIDS
epidemic now. Developing consensus on giving out needles
or using the antibody test will not be easy, but with the
alarming potential for heterosexual transmission we should
adopt Napoleon's motto: On s'engage et puis on voit.
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Treating postural hypotension

When a person stands his cardiovascular system must
maintain perfusion of the brain and support a column of
blood equivalent to 150 mm Hg. The response depends
critically on the integrity of the autonomic nervous system
and adequate plasma volume. Falls of blood pressure greater
than 10 mm Hg are common on standing in the very
elderly' 2; in younger patients such falls are often caused by
drugs (such as antihypertensive and psychotropic drugs,
diuretics, levodopa, and alcohol) or diseases associated
with depleted plasma volume (such as renal disease and
Addison's disease). A few patients have chronic symptomatic
orthostatic hypotension because of autonomic failure.3 Some
patients have Parkinson's disease-either alone or associated
with widespread brain stem and basal ganglia dysfunction
leading to dysarthria, ataxia, and spasticity (multisystem
atrophy or Shy-Drager syndrome). Others, who may present
with a disturbance of the bowel, bladder, or sexual function,
have progressive isolated failure of peripheral sympathetic
nerve function; this may be primary or secondary to wide-
spread peripheral neuropathy-as in diabetes mellitus or
amyloidosis.

Cardiovascular sympathetic failure is best shown by
recording intra-arterial blood pressure while a patient
performs Valsalva's manoeuvre.4 In those with normal
function blood pressure falls a little during blowing, but this
is limited by tachycardia and peripheral vasoconstriction.
Once the patient finishes blowing blood pressure rises above
the original value, and then there is a reflex bradycardia. In
contrast, patients with autonomic failure show a progressive
fall in blood pressure during blowing with a slow return to
the baseline and no overshoot or bradycardia after blowing.
Impaired pressor responses to stress-for example, mental
arithmetic, isometric exercise, or the cold pressor test-
may be shown more simply with a sphygmomanometer.
Impairment of parasympathetic control may be assessed by
recording beat to beat heart rate responses to deep breathing
and standing.5 The normal diurnal pattern of blood pressure
-a fall of 10-20% at night during sleep6-is reversed
in patients with autonomic failure-they often show a
pronounced rise in supine blood pressure,7 which may lead
the unwary to prescribe antihypertensive drugs.

Fluid and electrolyte homoeostasis is disturbed in patients
with autonomic failure. They cannot concentrate urine
during overnight recumbent dehydration or produce dilute
urine during upright rehydration.5 This leads to a reversed
diurnal pattern ofurine excretion with nocturnal diuresis and
natriuresis, extracellular fluid depletion, and a profound
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increase in orthostatic symptoms on rising in the morning.
Symptoms often decrease during the day but may be
exacerbated by eating as this may be followed by appreciable
hypotension.'

Blood pressure in patients with autonomic failure is very
sensitive to changes in extracellular fluid volume. Sleeping
with the head and trunk raised 200 reduces nocturnal diuresis
and tends to restore fluid volume and reduce orthostatic
symptoms.''" This is the single most important measure in
treating patients with autonomic failure-yet it is often
ignored.
Drug treatment may be necessary if tilting the bed at night

does not produce adequate improvement. When a doctor
assesses a patient's response to drugs he must establish a
stable baseline ofsodium intake and be aware that orthostatic
blood pressure responses may vary from day to day and
are greatest on rising in the morning. He must also under-
stand that loss of blood pressure buffering by baroreflexes,
together with denervation hypersensitivity, may lead to
dangerous pressor responses to drugs, particularly during
recumbency.

Drugs that increase extracellular fluid volume are the first
to use, and fludrocortisone is the drug of choice. 12 It
is introduced at a low dose (0-1 mg/day) and titrated at
intervals of 1-2 weeks; its effects are limited by fluid
retention, supine hypertension, and hypokalaemia. If night
tilt and fludrocortisone do not produce enough benefit then a
cautious trial of indomethacin or other non-steroidal anti-
inflammatory drugs may be considered,'3 4 but they do not
always help patients with autonomic failure.'5 Treatment
should be stopped if there is no objective evidence of benefit.
Drugs with cc adrenergic agonist effects-for example,

ephedrine and tyramine with a monoamine oxidase inhibitor
-have been tried in patients with autonomic failure. 16 They
may, however, lead to pronounced hypertension, especially
during recumbency. Furthermore, they often do not work
and so have a very limited role in treatment. Drugs with 13
adrenergic effects may be more useful. The number of 13
adrenoceptors rises in autonomic failure,'7 and ,B adrenergic
antagonists with intrinsic sympathomimetic activity-for
example, pindolol-may have predominantly agonistic
effects.'8 The drugs do not always work, however, and
heart failure has developed in some patients.'9 20 Drugs with
greater agonistic effects-for example, xamoterol,2' and
prenalterol22-may produce greater benefit with less risk of
provoking heart failure, although these drugs have not yet
been adequately assessed in sympathetic failure.

Recently two other modes of treatment have been
investigated. Patients given intramuscular desmopressin
(a vasopressin analogue) at night in a short term pilot
study had less nocturnal diuresis and weight loss and
an improved daytime blood pressure.23 Unfortunately one
patient developed water intoxication. Long term studies
using intranasal desmopressin will be necessary to show
whether this drug is useful. Dihydroergotamine is a synthetic
ergot alkaloid with venoconstrictor effects that has been
well tolerated when used to prevent perioperative venous
thrombosis.2425 It improved daytime blood pressure when
given intramuscularly to patients with orthostatic hypo-
tension secondary to diabetes or alcoholism.26 Postprandial
hypotension remained troublesome but was much improved
by combined treatment with dihydroergotamine and caffeine
(250 mg before breakfast). Further studies will be necessary
to show whether this combination is useful in patients with
primary autonomic failure and whether supine hypertension
will limit its usefulness.

The cornerstone of treating patients with autonomic
failure is tilting the bed at night and volume expansion with
fludrocortisone. In patients disabled by persisting orthostatic
symptoms other forms of treatment may be considered-but
they require very careful assessment because of serious side
effects.
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Enuresis at 25

Recently I heard of an elderly woman whose son had been a
bedwetter for 30 years. She had been completely unaware of
continence services-for her the plastic mattress cover was
one of the wonders of modern science. Adults with enuresis
are not rare, and, although some can be successfully treated,
others need the support of continence services.

Enuresis is a normal reflex act of micturition during sleep'
and is thus different from the overflow incontinence at night
that might be the presenting symptom of chronic retention of
urine. Why the detrusor muscle involuntarily contracts in
patients with enuresis is not known, but it may be an
impairment of either sensory perception or motor inhibition.


