
-against free thyroxine, free triiodothyronine, and
thyrotrophin, and treatment was continued for 12-15
months. One patient became hypothyroid while taking
carbimazole and remained hypothyroid after drug
withdrawal. He remained well on long term thyroxine
replacement. Three further patients remained well
and euthyroid 6-18 months after withdrawal of
carbimazole. One patient's thyrotoxicosis relapsed 12
months after carbimazole was stopped; he was treated
for a further 15 months and was euthyroid without
carbimazole nine months later.

Comment
Amiodarone induced thyrotoxicosis was successfully

treated in five patients with carbimazole alone and
continuing amiodarone. The present report contrasts
with previous descriptions of the ineffectiveness of
carbimazole treatment in amiodarone induced thyro-
toxicosis. 'The reason for this discrepancy is not clear,
but it may reflect the iodine replete state of British
patients, which contrasts with that of those in Tuscany
and other iodine deficient areas, where carbimazole has
been found to be unhelpful.' In addition, there was
evidence for pre-existing thyroid disease (goitre and

positive thyroid antibodies) in only one patient, whereas
other series from outside the United Kingdom included
many patients with pre-existing thyroid disorders. We
suggest that in patients presenting with amiodarone
induced thyrotoxicosis, especially in areas not deficient
in iodine, carbimazole alone should be the preferred
treatment. Amiodarone may be continued in such
patients, and long term remission of thyrotoxicosis
may still result.

We are grateful to the Birmingham cardiologists for
permission to report their patients.

I (iammage MD), Franklyn JA. Amiodaronie anid the thyroid. Quart j lied
1987;283:83-6.

2 Mehra A, Widcrhorti J, Lopresti J, Rahimtoola SH. Amiodaronc-indtitced
hyperthytroidism: thyroidetomtimttder local anaesthesia. Am Heari .7
1991;122: 1160-1.

3 Martino E, Aghinii-l-ombardi F, Mariotti S, Bartalcina L, Braverman 1,
IPinchera A. Amiodarone: a commoit sourcc oi amiodaroite-idtinuced
th\ rotoxicosis. Hormtoe Res 1987;26: 158-7 1.
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Long term effects oftamoxifen on
blood lipid values in breast cancer

J A Dewar, J M Horobin, P E Preece,
R Tavendale, H Tunstall-Pedoe, R A B Wood

Tamoxifen is now established as adjuvant therapy in
patients with operable breast cancer.' As large numbers
of women take it for many years its other metabolic
effects are important.2 A recent trial'4 has shown a
lower incidence of fatal myocardial infarction in women
receiving adjuvant tamoxifen. We present data on
blood lipid values in a subset of patients from this trial.

Patients, methods, and results
The 44 patients studied were postmenopausal (mean

age 59 years, range 45-74), had unilateral invasive
breast cancer, and were included in the Scottish
adjuvant tamoxifen trial4 between 1980 and 1984 and
followed up till 1990. Blood samples were taken
preoperatively and at roughly annual intervals there-
after. Serum was stored at - 70°C. Twenty four

Mean changes in serum cholesterol concentration in eachyear offollow upfor treatment grouip compared with
control group and for tamoxifen stop group compared with tamoxifen continue group

Year: 1 2 3 4 5

Mean change (mmol/1) -0 52 -0-96 -0-96 -0-88 - 102
Treatment group SE 0-34 0-21 0-25 0-22 0 24

Noof patients 21 15 16 17 19
Meanchange(mmol/1) -0-06 +0-13 +0-01 -0 01 +027

Control group SE 0-15 0 15 0-25 0 20 0(21
No of paticnts 1 8 12 14 1 5 13

pValue 0-013 0-003 0-022 0-009 0(001

Year: 6 7 8

Tamoxifen s Mean change (mmol/1) +0-29 +0-78 +0-74
group SE 0-34 0-38 0-28

No of patients 7 6 5

T c u Mean change (mmol/1) -0-10 +0-17 -0-39
group SE 0-17 0-20 0-22

No of patients 9 8 5

pValue 0-169 0-220 0-037

patients in the treatment group received tamoxifen
20 mg daily for five years after mastectomy or until first
relapse. At five years 18 were randomised again -eight
to stop tamoxifen ("tamoxifen stop" group) and 10
to continue ("tamoxifen continue" group). Twenty
patients in the control group were operated on but did
not receive tamoxifen.

In 1991 the samples were slowly thawed and the total
cholesterol and high density lipoprotein concentrations
measured. These determinations were carried out by
using an enzymatic method on a COBAS Bio analyser.
The precipitant used in high density lipoprotein choles-
terol analysis was magnesium chloride phosphotungstic
acid. Two sample comparisons were made with Mann-
Whitney non-parametric tests. Measurements made
six months or less before any recurrence (local, distant,
or contralateral) have been excluded. The mean pre-
operative serum cholesterol concentration in the
treatment group was 6 72 mmol/l (standard error (SE)
0 22) and in the control group 7 03mmol/I (SE 0-21)
(NS).

For each patient the preoperative concentration was
taken as baseline and changes from this were calculated.
The mean change in cholesterol and high density
lipoprotein concentrations was then calculated for each
group of patients for each year of follow up. For each
patient in the tamoxifen stop and tamoxifen continue
groups a new baseline was calculated, being the mean
value of cholesterol and high density lipoprotein for
years 1-5; and subsequent changes in lipid values were
comnpared with this. The mean changes in serum
cholesterol concentration are shown in the table. No
significant differences in high density lipoprotein
values were observed between either the treatment and
control groups or the tamoxifen stop and tamoxifen
continue groups (not tabulated).

Comment
This study shows that tamoxifen consistently lowers

the serum cholesterol concentration and that this effect
ends with cessation of treatment. No significant change
in serum high density lipoprotein value was observed
but, given the small numbers of patients studied, such
an effect cannot entirely be excluded. The particular
strengths of this study are that it comprises patients
who were treated-within a randomised clinical trial'
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over eight years, which could not now be repeated as an
untreated control would be considered unethical.
Mortality data from the trial showed a significant
reduction in fatal myocardial infarction in the treatment
group.' The reduction in serum cholesterol concen-
tration observed is of a magnitude which should be
advantageous.
We conclude that tamoxifen significantly reduces

the serum cholesterol concentration in postmenopausal
women with breast cancer. This drug, used to control
one major cause of mortality in women, is found to be
benefiting risk factor status for another. It may be
worth exploring the potential of tamoxifen or its
analogues as cholesterol lowering agents.

The Scottish adjuvant tamoxifen trial was administered bv
the Scottish Cancer Trials Office, Edinburgh, with support
from the Medical Research Council, Cancer Research

Campaign, and ICI. The serum bank was established by
Professor A Cuschieri and maintained with the help of Dr and
Mrs P R Baker, Miss E Michel, Dr E L Newman, Mr G
Smith, and Mr A Reid. We thank Miss A Lee for statistical
advice.

Earlv Breast Cancer 'I'rialists' Collaborative (irotup. Systemic treatmcint of carls
brcast cancer by hormonial, cvtotoxic, or immunc therapy. Lancet 1992;339:
1-15, 71-85.

2 l,oeeRR, Ncwcomb l'A, Wicbe l)A, Stirawicz S, Jordon C, (,arbone l'l', tial.
Elt'ccts of tamoxifcin thcrapy on lipid and lipoprotein levels in postmctiopauisal
patients with nodc negative breast canccr. 7 Nad Cancer Inst 1990;82:
327-32.

3 McDonald CC, Stewart HJ for the Scottisit Breast Canccr Committee. Fatal
novocardial itrifarctiott itt the Scottish adjttvatnt tamoxil'eln trial. BA3.1j 1991;
303:435-7.

4 Brctst Canccr 'I'rials Coommitte. Adjuvant tamoxi'cn itn the managemcit of,
operable breast catrcer: the Scottish trial. Laicet 1987;ii: 171-6.

5 Muldoon IMF, Matltck SB, Mathews KA. Lowcring cholcsterol coliccitrati(lis
antd mortality: a quantitive rev-icw of' primary prcvetttion trials. BAJ1'7
1990:301 :309-14.

(Acccpted 10,4pril 1992)

All Saints Hospital,
Chatham, Kent
Josaphat J Kabukoba,
registrar in obstetrics and
gynaecology
Pam Young, midwifery sister

Correspondence and
requests for reprints to:
Mr J J Kabukoba,
Department of Obstetrics
and Gynaecology, St
George's Hospital, London
SW17 OQT.

BIMJ 1992;305:226

Midwifery and body fluid
contamination

Josaphat J Kabukoba, Pam Young

Midwives and obstetricians often come into contact
with human body fluids that are known means of
transmitting several viral diseases including hepatitis B
virus and HIV. Professional bodies, including the
Royal College of Obstetricians and Gynaecologists,
have issued guidelines to minimise the risk of contami-
nation with body fluids.' We conducted this study to
assess the efficacy of current methods for minimising
contamination of skin of attendants at delivery with
mothers' body fluids.

Patients, methods, and results
We examined 226 doctors and midwives for con-

tamination and skin breaks immediately after artificial
rupture ofmembranes, delivery or helping at a delivery,
repair of episiotomy, and caesarean section.
The table shows the numbers contaminated on the

hands, arms, and face. Of the 103 practitioners
conducting vaginal deliveries 99 wore gloves and 87
gowns. Only 46 of the 59 assistants at delivery wore
gloves and 44 gowns, which may explain the high rate
of contamination of hands (34%) among assistants.
Overall, about half of these two groups were contami-
nated on the arms or hands. Eight of the 28 surgeons
performing caesarean sections were contaminated
despite wearing gloves, aprons, and cotton gowns.
Overall, 95 staff were contaminated on their hands or
arms, or both. This suggests that protective measures,
including the use ofgloves and gowns, were inadequate
and ineffective.

Fifty one staff had broken skin, of whom 22 were
contaminated with blood; six of 17 staff not wearing
gloves had broken skin.

Numbers (percentages) of- doctors and midwives with body fluids on
hands, arms, and face

No contaminated

No of
1'rocedure practitioners Hands Arms Face Total

Dclivervofbabv 103 21 (20) 42 (41) 7(7) 52(50)
Taking of baby 59 20 (34) 16 (27) 5 (8) 25 (42)
Perincal repair 25 4 (16) 2 (8) 1(4) 4 (16)
Caesareansection 28 5(18) 4(14) 5(18) 8(29)
Artificial rupturc of
membranes 11 3 (27) 4 (36) 6 (55)

TIotal 226 53 (23) 68 (30) 18 (8) 95 (42)

Comment
Midwives and obstetricians come into contact with

body fluids so often that they may become complacent
about the dangers. Those conducting or assisting at
deliveries had the heaviest contamination. Perineal
repair was associated with the least contamination
because little fluid splashes about and the procedure is
not carried out hurriedly. Although the least protected,
the face was the least contaminated (8 0%). This
contrasts with contamination in orthopaedic surgeons,
who run high risks of facial splashes.'
The 23% incidence of broken skin is worrying,

especially as 35% were not wearing gloves. Recent
figures show that in some London districts 1 in 300
pregnant women are HIV positive and about 1% are
infected with hepatitis B virus.3 Most skin breaks were
on the hands and especially the nail beds.

Langerhans cells in the epidermis are target cells and
vehicles for the transmission of HIV.45 These cells are
thought to present the antigen (HIV, bacteria, and
other viruses) to T lymphocytes and may facilitate
infection with HIV through skin breaks. Langerhans
cells are found in the skin and mucous membranes,
including oral, vaginal, and cervical epithelium.
Braathen et al concluded that the assumption that HIV
infection occurs exclusively by entry of virus through
wounds in skin and mucous membranes into the blood
is no longer valid.4
Our study shows that the current practices of

preventing contamination are inadequate and that staff
may be at risk of contracting viral diseases while
practising obstetrics. Effective methods to improve
protection and reduce the risk of infection are being
studied.

I Royal College of Obstetricians and Gynaecologists. Report of the RCo(O
sub,committee oni problems associated wislh AIDS in relation to obstetnrcs atnd
gvnaecology. London: RCOG, 1987.

2 Jessop JH. Hazards of blood splashes. BMj7 1990;300:49.
3 Chamberlain G, Booth J, Omisakin K, Stern H. HIV screening in pregnancy.

Lancet 1991;337:1219.
4 Braathen LR, Ramirez G, Kunze ROF, (ielderblom H. Langerhans cells as

primary targct cells for HIV infection. Lancet 1987;ii: 1094.
5 Niedecken H, Lutz G, Kreysel BR. Langerhans cell as a primary target and

vehicle for transmission of HIV. I.ancet 1987;ii:519.
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Correction

Oestrogen replacement after oophorectomy: comparison
of patches and implants
Two errors occurred in this short report by C Harriet M Anderson
and others (11 July, pp 90-1). In the first row of the table (age) the
95% confidence interval of the difference between the means
should be -2 7 to 6 4 and the p value should be >0 1.
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