
available child care and domestic help and still
leaves enough money to make working financially
worth while. Nurses are not so fortunate.

I can conclude only that many women doctors
prefer a part time job with its reduced status and
clinical content (but no stressful out of hours work)
in order to spend more time with their families.
They can do this without facing financial hardship
because their husbands do not make this choice.
While I believe every woman should look after
her family in the way she feels best, I cannot be
surprised that colleagues discriminate against
women as a whole on the grounds that generally
they are less committed to their careers.
The situation will change only when there

is widespread free or cheap nursery provision,
parental (not maternity) leave, and acceptance that
a parent of either sex may choose temporarily or
permanently to work part time or not at all while
caring for the family.

ANN BOWMAN
Longridge, Nr Preston,
Lancs

GPs and product liability
Although I fully concur with most of the advice
given by the BMA and General Medical Services
Committee to all general practitioners about the
product liability regulations, there is one aspect of
the advice that concerns me a little. The committee
seems to be advising doctors to record the batch
number and so on in the patient's notes while at the
same time saying that records must be kept for
11 years.

It is a fact of life that the patient's notes, by
which the committee means the Lloyd George
envelope, move on with the patient and may well
be lost in the process. Even if it is not lost much
effort and time will be expended retrieving it
should litigation take place.

Doctors would be well advised to ignore this part
of the BMA advice and keep separate records at the
surgery.

DAVID ROBERTS
Lutterworth,
Leicestershire LE17 6JZ

*** The secretary of the BMA writes: The points
raised by Dr Roberts were carefully considered by
the General Medical Services Committee when
preparing its second guidance on product liability.
The lawyers advised that the appropriate place to
record the necessary details of supply to patients
was their clinical record and that only in the case of
drug samples did batch numbers need to be noted.
The full extent of the implications of this law for
general practitioners is uncertain, but if they
follow this guidance they are unlikely to be at risk.

Burns ofthe elderly in residential
care
Scalding as a result of failure in supervision of the
elderly in residential care is well described by the
case reports of Mr L C Bainbridge and Mr M J M
Black (13 August, p 472). Another risk which
should be highlighted was brought to our attention
by the death ofa disabled person from burns, when
cushions on his wheelchair were set alight by a
dropped cigarette. We wondered how many people
died in this manner, confined to a wheelchair or
easy chair within the protected environment of
institutional care. Published figures do not identify
these deaths, so we therefore contacted all 52 chief
fire officers in England and Wales, requesting
information on incidents from 1980 to 1985.

Forty seven authorities replied, but nine gave
insufficient data. Twenty nine authorities had no
recorded deaths from burns in institutional care in
the circumstances outlined above. The remaining
nine authorities recorded 19 such deaths over the

five years. Seventeen of these deaths were said to
have involved cigarettes, matches, or other
smoking materials and one an electric fire. In one
the cause was unknown.
Death in the restricted circumstances we outline

is uncommon -probably five each year in England
and Wales. Nevertheless, the nature of these
deaths is so horrifying as to warrant attention.
Smoking is the prime risk factor and all residents
who smoke must be considered to be at risk.
Restricting smoking to certain areas of a home
might be helpful. Fireproof smokers' aprons are
available. Of even greater importance is an aware-
ness of this danger and constant vigilance.

E G WHITE
H MASCIE-TAYLOR

G P MULLEY
Department of Medicine (ElderlY),
St James's Hospital,
Leeds LS9 7TF

Points

The new public health

Dr DAVID H STONE (Social Paediatric and Obstetric
Research Unit, University of Glasgow G12 8RZ)
writes: Many community physicians regard the
rejection by the Acheson inquiry (into the future of
public health) of the principle of independent
advocacy as the fatal flaw in an otherwise commend-
able report. Dr John Gabbay is not apparently one of
them (6 August, p 371). He urges public health
physicians to "shout their case loudly and publicly,"
presumably even if this brings them into direct
conflict with their employer, the health authority, to
which they must be fully accountable through the
general manager. Either Dr Gabbay is staggeringly
naive or those of us who have difficulty in reconciling
"independence" and "accountability" are being un-
necessarily obtuse. Fortunately, a means of resolving
the issue is at hand: the Scottish Home and Health
Department in parallel proposals has declined to wave
the Acheson gag in the faces of community physicians
north of the border. Let us hope that this enlightened
oversight will enable the implementation of a con-
trolled experiment whereby Dr Gabbay's contentious
assurances can be put to the test.

Mr CHRISTOPHER HEGINBOTHAM (MIND, National
Association for Mental Health, London WIN 2ED)
writes: I was pleased to see that in discussing the
Acheson report Dr John Gabbay calls for public
health physicians to face a radical change in ap-
proaches to public health (6 August, p 371). One
change that he does not mention is the growing
concern for links between environmental and "green"
issues, social and industrial stress, preventing un-
employment, as well as health promotion, and disease
control. To this end it is worth noting the World
Health Organisation's Healthy Cities project, par-
ticularly the work of Dr John Ashton in Liverpool and
Bob Tanner of the Institute of Environmental Health
Officers. The future of public health requires inter-
sectoral collaboration and willingness among doctors
to accept a multidisciplinary approach. The health
dimension is sadly lacking from the inner cities
initiative of the Department of Trade and Industry.
I hope that Tony Newton's evelation to joint secretary
of state in the department may bring greater emphasis
on health. At present there is grave danger that the
Healthy Cities programme and the Department of
Trade and Industry's work will run in parallel with
little interaction. That would be a major chance
missed.

Nurses' pay

Dr T B BOULTON (Streatley on Thames, Berkshire
RG8 9JX) writes: It is an old issue for me,' but I
wonder whether others find it rather ironic that the
nurses' professional bodies are so belatedly taking up
the cause of ward sisters. The whole thrust of the
efforts of the nursing hierarchy since the Salmon
report of 1966 has been to the financial disadvantage of
nurses at bedsides, in operating theatres, and in
intensive care units in favour of "administration" and

"management." The negotiated settlements of the
nurses' leaders, in fact, left entry into management as
the only route to fiscal improvement for nurses. I
can remember many occasions when administrative
nurses (men and women, particularly men) bearing
clipboards have endeavoured to browbeat ("counsel"
is the "in" term) efficient and dedicated ward sisters
into management. The National Health Service owes
an inestimable debt to those who have resisted this
pressure and have continued to practise the clinical
care of patients. Many of these dedicated people are
mature married women and they include the magnifi-
cent corps of state enrolled nurses, who, it is to be
hoped, are now about to take their rightful place as
registered general nurses. It would not be unjust if the
whole of the money available for the current pay award
were divided among those nurses who have devoted
and continue to devote their lives to direct patient care
alongside their clinical medical colleagues.

1 Boulton TB. Editorial. Anaesthesia 1977;32:311-2.

The red eye

Drs A M EDWARDS and S R HEMINGWAY and Ms E M
HOOD (Fisons Pharmaceuticals, Loughborough,
Leicestershire LE 1I OBB) write: In their review of the
red eye Messrs A R Elkington and P T Khaw suggest
that in the treatment of allergic conjunctivitis sodium
cromoglycate eye drops require several weeks to
achieve maximal effect (18 June, p 1720). The
published evidence does not support this view.
Van Bijsterveld and van de Reijt reported that half
the patients with atopic conjunctivitis treated with
sodium cromoglycate in an open trial derived effective
control of symptoms within two days and 87% within
five days.' Similarly, in an open multicentre general
practitioner study 80% of patients found treatment
with sodium cromoglycate of moderate or excellent
benefit within one week and 96% within two or four
weeks.' These results have been confirmed in double
blind trials: the results of a placebo controlled study
indicated that a beneficial effect of sodium cromo-
glycate eye drops was obtained within 24 hours after
starting treatment in some patients, while others
required two or three days' treatment before the full
benefit was achieved.' Nizami et al noted maximal
improvement two to three days after starting treat-
ment with 2% sodium cromoglycate eye drops.4 When
instilled into the eye five minutes before antigen
challenge sodium cromoglycate gave improvements
in itching and hyperaemia within an hour after
the provocation.' It is now recognised that sodium
cromoglycate has additional modes of action to
stabilising mast cells. Hence an effect on afferent
nerve endings might account for the observed rapid
relief of symptoms which cannot be explained by
stabilisation of mast cells alone. Whatever the
mechanism, sodium cromoglycate eye drops clearly
take effect more quickly than the several weeks
suggested by Messrs Elkington and Khaw.

1 san BiJsterseld OP. van de Rei't lIL. Treatment of seasonal
atopic conjunctivitis. Acta Therapeutica 1981;7:235-41.

2 Multicentre General Practitioner Study Group. Recurrent
allergic conjunctivitis. An assessment of 2% sodium cromo-
glvcate eye drops. A multicentre general practitioner study.
Practitioner 1979;222:854-6.

3 Lindsay-Miller ACM. Group comparative tnral of 2% sodium
cromoglyvcate (Opticrom) with placebo in the treatment of
seasonal allergic conjunctivitis. Clinical Allergy 1979;9:271-5.

4 Nizami RM. Treatment of ragweed allergic conjunctivitis with
2% cromolvn solution in uinit doses. Ann Allergv 1981;47:5-7.

5 Mikuini I. The use of provocation tests in the diagnosis of allergic
conjutnctivitis caused by Japanese cedar. 7okaiJf Exp Clin AMed
1980;5:375-84.

6 Barnes P. Asthma as an axon reflex. Lancet 1986;i:242-5.
7 Collier JG, Fuller RW. Esidence for an effect of sodium

cromoglycate on sensory nerves in man. BrJ Clin Pharmacol
1983;16:639-43.

Drug Points

Systemic hypertension in patients
receiving dipivalyl adrenaline for glaucoma

Mr MICHAEL E NELSON (Department of Ophthal-
mology, Royal Hallamshire Hospital, Sheffield S1O
2JF) and Dr ANTONI Z ANDRZEJOWSKI (Sheffield)
write: Dipivalyl adrenaline is an adrenaline prodrug
used topically in the management of chronic simple
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glaucoma. Its lipid solubility allows greater ocular
penetration, so a therapeutic effect is achieved with a
lower dose, and the high incidence of local and
systemic side effects found with adrenaline may be
avoided. Although some ocular side effects have been
reported (conjunctival hyperaemia, tearing, and con-
junctivitis), systemic side effects (palpitations, tremor,
sweating, hypertension, and ventricular ectopics)
have not been encountered.'-3 We describe two patients
with controlled hypertension whose blood pressure
rose significantly while they were using dipivalyl
adrenaline for glaucoma.
A 70 year old woman taking hydralazine 50 mg

twice a day and cyclopenthiazide K two tablets daily
had a mean blood pressure of 177/91 mm Hg before
starting dipivalyl adrenaline therapy. While using
dipivalyl adrenaline her blood pressure rose to a mean
of 218/106 mm Hg (p<001 systolic, p<0 1 diastolic).
After dipivalyl adrenaline was discontinued it fell to
182/95 mm Hg. A 56 year old woman had a mean
blood pressure of 135/85 mm Hg on xipamide 20 mg
daily. Two months after starting dipivalyl adrenaline
her blood pressure rose and reached a mean of 183/103
mm Hg (p<005) over four months of continued treat-
ment; it fell to 150/90 mm Hg once the drug was
stopped. In both cases blood pressure remained raised
for four to six months while the patients were receiving
dipivalyl adrenaline and returned to pretreatment
levels two to four weeks after the drug was stopped.
Dipivalyl adrenaline is used when topical [3 blockers
might be dangerous and the miosis of pilocarpine
inconvenient. It is considered to be free of systemic
side effects. Although only two patients are reported,
we think that it should be used with caution in patients
receiving antihypertensive agents.

1 Kohn AN, Moss AP, Hargett NA, et al. Clinical comparison of
dipivalyl epinephrine and epinephrine in the treatment of
glaucoma. AmJ Ophthalmol 1979;87:196-201.

2 Wandel T, Spinak M. Toxicity of dipivalyl epinephrine. Ophthal-
mologv 1981;88:259-60.

3 Kerr CR, Hass I, Drance SM, Walters MB, Schulzer M.
Cardiovascular effects ofepinephrine and dipivalyl epinephrine
applied topically to the eye in patients with glaucoma. Br J
Ophthalmol 1982;66:109-14.

Hypoglycaemia induced by co-trimoxazole
in AIDS

Drs A SCHATTNER, E RIMON, L GREEN, and R
COSLOVSKY and Professor Z BENTWICH (Department
of Medicine C, Kaplan Hospital and Hadassah
Medical School, Rehovot 76100, Israel) write: In
routine use co-trimoxazole seems to have little toxicity.
When adverse effects do occur they usually include
minor gastrointestinal or cutaneous reactions. Severe
toxicity is unusual.' The ability of sulphonamides and
co-trimoxazole to cause hypoglycaemia, particularly
in conjunction with other facilitating factors, was
recognised long ago, but hypoglycaemia associated
with treatment with co-trimoxazole has been en-
countered only rarely.2 We describe a patient with
AIDS and Pneumocystis carinii pneumonia who had
an episode of severe hypoglycaemia induced by
co-trimoxazole. Neither our national drug monitoring
centre nor the manufacturers of the drug have re-
ported other cases of this side effect.
A 34 year old white homosexual man had been

diagnosed as suffering from AIDS two years pre-
viously after developing weight loss, biopsy proved
P carinii pneumonia, and Kaposi's sarcoma. He was
also human immunodeficiency virus (HIV) positive
and T4 cell depleted. He was taking co-trimoxazole
twice daily when fever, generalised pruritus, and
progressive weakness necessitated his admission.
The main new findings included pancytopenia with

a hypocellular bone marrow, mild jaundice, hepato-
megaly associated with the presence of hepatitis B core
antibody, and a non-specific acute hepatitis seen in a
liver biopsy specimen. His serum bilirubin concen-
tration ranged from 34 to 82 [tmol/l, alkaline phospha-
tase activity from 600 to 800 IU/ml, transaminase
activity from 250 to 350 IU/ml, and his prothrombin
time was 70% of the control value. He had oral
candidiasis. The results of renal function tests were
normal, and fasting plasma glucose and insulin con-
centrations on admission were 4-9 mmol/l and 6-3
mU/l respectively.

All drugs were stopped, and cultures of broncho-
alveolar lavage fluid over seven days yielded negative
results. The patient's temperature increased, however,
and he developed dyspnoca associated with ausculta-
tory and radiographic findings suggestive of recurrent

P carinii pneumonia. Intravenous co-trimoxazole was
started and continued despite the appearance of a
transient erythematous rash. No other drugs were
administered concomitantly. Slight fasting hypo-
glycaemia developed on the fourth and fifth days
of treatment (3 5 and 2-9 mmol/l respectively), but no
action was taken. On the morning of the sixth day the
patient fell off his bed and was found to be stuporous
with no focal neurological signs. His plasma glucose
concentration was 1-1 mmolUl, a simultaneous serum
insulin concentration was 12 mU/l, with a raised C
peptide concentration and a serum cortisol concentra-
tion of 340 Fg/l.

Intravenous dextrose rapidly improved his neuro-
logical state, and there were no further episodes of
hypoglycaemia over several months. Oral co-trimoxa-
zole was started, and his fever settled and pulmonary
state improved. The patient died five months later,
and at necropsy no insulinoma or other tumour that
might have been associated with his hypoglycaemia
was found.
With the increasing use of co-trimoxazole to treat

P carinii pneumonia in patients with AIDS a
particularly high incidence of adverse reactions to
the drug has been noted.34 Signs of drug toxicity
may appear in as many as 78% of patients with AIDS
and P carinii pneumonia,4 compared with about
8% in a general population.' The most common
adverse reactions were rash, fever, cytopenias, and
hepatotoxicity; but hypoglycaemia has not been
reported to our knowledge. The reason for the high
frequency of side effects to co-trimoxazole in AIDS
remains obscure, but higher serum sulphamethoxa-
zole concentrations in AIDS may be partly respon-
sible.5 In our patient high drug concentrations were
likely, and the hepatitis contributed to this. Liver
disease may have also exacerbated the hypoglycaemia
by impairing hepatic glycogenolysis and gluconeo-
genesis,6 but this cannot have been the predominant
factor as hypoglycaemic episodes did not recur.

Hypoglycaemia induced by co-trimoxazole is a rare
but recognised adverse effect. Sulphonamides have
some chemical resemblance to oral hypoglycaemic
agents. Sulphamethoxazole displaces sulphonylurea
drugs from their binding protein and may potentiate
their effects.7 Similarly binding of sulphamethoxazole
to pancreatic islet tissue mimicking the effect of sul-
phonylureas and stimulating insulin release seems to
be possible, though it has not been documented
previously. The serum insulin concentrations of
12 mU/l were inappropriately high for a severe
hypoglycaemia and support the above mechanism, in
conjunction with the effects of poor nutrition and
hepatic dysfunction that are also common with AIDS,
making these patients more likely to develop hypo-
glycaemia.
With the growing number of patients with AIDS

treated with high doses of co-trimoxazole this adverse
reaction may occur more often. The potential of co-
trimoxazole to cause hypoglycaemia should be more
widely recognised, and patients should be monitored
for the possible appearance of hypoglycaemia associa-
ted with sulphamethoxazole.

1 Jick H. Adverse reactions to trimethoprim-sulphamethazole in
hospitalized patients. Rezv Infect Dis 1982;4:426-8.

2 Poretsky L, Moses AC. Hypoglycemia associated with trimetho-
prim/sulphamethoxazole therapy. Diabetes Care 1984;7:508-9.

3 Small KB, Harris CA, Friedland GH, Klein RS. The treatment
of Pneumocystis carinii pneumonia in the acquired inmuno-
deficiency syndrome. Arch Intern Med 1985;145:837-40.

4 Gordin FM, Simon GL, Wofsy CB, Mills J. Adverse reactions to
trimethoprim-sulfamethoxazole in patients with the acquired
immunodeficiency syndrome. Ann Intern Med 1984;100:495-9.

5 Bowden FJ, Harman PJ, Lucas CR. Serum trimethoprim and
sulphamethoxazole levels in AIDS. Lancet 1986;i:853.

6 Fischer KF, Lees JA, Newman JH. Hypoglycemia in hospital-
ized patients. Causes and outcomes. N EnglJ Med 1986;315:
1245-50.

7 Baciewicz AM, Swafford WB Jr. Hypoglycemia induced by the
interaction of chlorpropamide and co-trimoxazole. Drug Intell
Clin Pharm 1984;18:309-10.

Acute painful proximal myopathy
associated with nalidixic acid

Drs ANDREW J CARMICHAEL and ANTHONY M MARTIN
(Renal Unit, Royal Infirmary, Sunderland SR2 7JE)
write: Several drugs are known to cause myopathies,
including an acute painful proximal myopathy,' but
we are unaware of any reports implicating nalidixic
acid.
A 53 year old woman with chronic pyelonephritis,

controlled hypertension, and impaired renal function
(urea 29 mmolIl, creatinine 345 zmol/l) was prescribed

full dose nalidixic acid (Negram) 1 g four times a day
for a urinary tract infection. She had never received
this antibiotic previously. Within 24 hours of starting
treatment she developed severe aching and weakness
in the proximal muscles of the arms and legs. She
stopped the treatment after taking four doses and her
symptoms gradually resolved over the next three days.
Her only concomitant therapy was amiloride hydro-
chloride and hydrochlorothiazide (Moduretic) two
tablets a day, which she had taken regularly for two
years, and this was continued. Serum potassium
concentration was normal.
The Committee on Safety ofMedicines has received

five reports of myalgia associated with nalidixic acid
(personal communication) and the Australian Drug
Evaluation Committee a further three.2 Given the
strong temporal relation between the myopathy and
nalidix acid treatment in our patient and the sub-
stantial number of suspected reports, we think it
would be appropriate to include nalidixic acid in the
list of drugs capable of inducing a painful proximal
myopathy. We also advocate adherence to the manu-
facturer's recommendation to reduce the dose in renal
impairment, which may have contributed to this
adverse reaction.

1 Lane RJM, Mastaglia FL. Drug induced myopathies in man.
Lancet 1978;ii:562-5.

2 Anonymous. Adverse effects of drugs commonly used in the
treatment ofurinary tract infections: report from the Australian
Drug Evaluation Committee. MedJ3 Aust 1972;i:435-8.

Severe salt and water deficiency associated
with a combination of atenolol and
chlorthalidone

Drs CHRISTINE A BOWMAN and WILLIAM J JEFFCOATE
(City Hospital, Nottingham NG5 IPB) write: Pro-
fessorW J MacLennan (4 June, p 1551) discussed the
electrolyte imbalances that may arise in elderly people
taking diuretics. Such disturbances have not been
reported previously in patients on low dose combina-
tions of a ,6 blocker and a thiazide. We describe a case
of severe salt and water deficiency in a patient with
carcinoma of the bronchus in whom a combination of
atenolol 50 mg and chlorthalidone 12-5 mg was
thought to be the cause.
A previously healthy 75 year old woman presented

with an eight week history of cough, breathlessness,
blackouts, and malaise. She had no past or recent
symptoms of gastrointestinal or renal disturbances.
She had received a 14 day course of the combination of
atenolol and chlorthalidone, one tablet daily, until two
days before admission, and seven 5 mg tablets of
prochlorperazine in the week before admission (for
"dizziness").

She was dehydrated, and her blood pressure was
110/60mm Hg lying and 80/40 mm Hg sitting. Plasma
electrolyte concentrations were: sodium 109 mmoltl,
potassium 1-5 mmol/l, urea 6-8 mmol/l, and creatinine
51 mmol/l. After partial rehydration with 1 5 litres of
isotonic saline and 121-5 mmol potassium chloride/i
intravenously her plasma sodium and potassium con-
centrations were 118 and 2-4 mmol/l respectively, and
osmolality was 259 mmol/kg. Simultaneous urinary
values were 94 and 26 mmol/l and 532 mmol/kg.
Calcium and glucose concentrations were normal.
A bronchoscopic biopsy specimen of a hilar mass

showed small cell anaplastic carcinoma. After full
rehydration over 27 days ectopic adrenocorticotrophic
hormone secretion and adrenocortical insufficiency
were excluded. Neither clinical nor biochemical elect-
rolyte disturbance recurred during the remaining four
months of her life, even though she received no
further treatment.
The only known precipitating factor for the hypo-

kalaemia was the short course of treatment with a
low dose of chlorthalidone. Hypokalaemic tubular
damage could have accounted for her severe salt and
water loss, although inappropriate secretion of anti-
diuretic hormone may have contributed to her low
serum osmolality as a secondary effect. Chlorthali-
done has been reported to cause hypokalaemia, either
alone or in combination with atenolol,' 2 but the
low dose, brief exposure, and severity of electrolyte
disturbance in this case suggest either an idiosyncratic
response or a previously unrecognised susceptibility
secondary to underlying mahgnancy.

1 Scott A. Hazards of combined beta blocker/diuretic tablets.
Lancet 1985;i:1395.

2 Walters EG, Horswill CE, Shetton JR, Akbau FA. Hazards of
combined beta blocker/diuretic tablets. Lancet 1985;ii:220-1.
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