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Alcohol and death certification: a survey
of current practice and attitudes

Official estimates of all deaths from cirrhosis in England and Wales are lower
than those in other countries with similar levels of alcohol consumption.' In
addition, officially recorded death rates from alcoholic cirrhosis appear
lower than rates suggested by results of clinical surveys.2 These discrepan-
cies are thought to be due largely to underrecording on death certificates,
perhaps to avoid the statutory obligation (waived in July 1984) to report
deaths related to alcohol to the coroner.3 We have examined the recording of
alcohol abuse on death certificates and factors influencing such recording.

Methods and results

All 125 death certificates signed by the 43 preregistration housemen at
Middlesex and University College Hospitals over a three month period were
examined. Those with a diagnosis in which alcohol may have been aetiologically
important (n=40) were selected for review of the case notes (table). Thirty eight
case notes were available and were reviewed (a) to establish the accuracy of
certification with special reference to alcohol and (b) to assess the adequacy of the
history of alcohol consumption recorded.

Diagnoses on death certificates selected for review of
case notes

Diagnosis No of cases

Cirrhosis of the liver
(two patients certified as alcoholic) 4

Carcinoma of the tongue 2
Carcinoma of the oesophagus 2
Carcinoma of the stomach 5
Carcinoma of the pancreas 5
Cardiovascular diseases 17
Cerebrovascular diseases 5

The word alcoholic appeared on only two certificates; these were two ofthe four
patients with a diagnosis ofcirrhosis ofthe liver. All four, however, had established
alcoholic liver disease. Two other patients, both with carcinoma of the tongue,
had an alcohol intake of more than 100 units a week. Eight case notes were
excluded from the study because patients had been too ill to give a history or a
standardised history sheet had been used. Of the remaining 30 case notes, 17
(57%) gave a quantitative assessment of alcohol consumption, seven gave
qualitative comments, and six gave no history.
A self administered questionnaire covering (a) possible reasons for not

recording alcohol abuse on death certificates and whether such recording was
considered important, (b) knowledge of the current coroners' rules concerning
alcohol related deaths, and (c) the frequency of recording alcohol consumption
was answered by 38 of the 43 housemen. The same questionnaire was also
answered by 35 of 49 general practitioners in the Aylesbury Vale district of
Buckinghamshire, who were selected as a comparison group.

Ninety per cent of both housemen and general practitioners (35 and 32,
respectively) considered it important to record alcohol abuse on death certificates.
Almost half the doctors in both groups admitted, however, that they would
record it in only 50% of relevant cases. Among housemen this reluctance was
related mainly to a lack of firm evidence of the aetiological importance of alcohol
in individual cases, although nine (31%) also believed that the stigma of
alcoholism or the risk of distressing relatives might influence their recording.
This number rose to 18 (51%) among general practitioners (X2=4-88, df=l,
p<0 05). Less than 20% in each group were aware of the current coroners' rules.
Almost half the housemen were ignorant of such rules, whereas two thirds of
general practitioners thought that the old rules still applied. All but one
houseman claimed "almost always" to record details of alcohol consumption
routinely, whereas only 21 (60%) general practitioners thought they did so
(x2= 13 38, df= 1, p<O 001).

Comment

These results confirm a reluctance to record alcohol abuse on death
certificates, despite a general acknowledgment of the importance of doing
so. Although housemen claimed "almost always" to record alcohol con-
sumption routinely, almost half the case notes contained inadequate
information. Nevertheless, this represents a 50% improvement compared
with a similar study six years ago.4 Ignorance about current coroners' rules
remains widespread and may influence recording by both general practition-
ers and housemen. Routine recording of alcohol consumption in case notes
and of alcohol abuse on death certificates must be encouraged to enable
accurate statistics relating to alcohol to be generated and used in health care
planning.

We thank the house officers and the general practitioners who completed the
questionnaire.
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Doctors have no time for alcohol
screening
Despite the incidence of alcohol related problems in patients in general
hospitals' most of those who drink to excess are undetected because doctors
fail to take accurate histories of alcohol intake.2 Evidence suggests that early
identification of problem drinkers improves outcome and that brief inter-
ventions are beneficial and cost effective.3 We report our efforts to encourage
junior medical staff to incorporate a few brief screening questions on alcohol
intake into the medical histories they take from patients.

Patients, methods, and results

Doctors at York District Hospital were encouraged to administer brief alcohol
screening questionnaires to patients admitted to niie medical and orthopaedic
wards. The questionnaire incorporated items on regular consumption and binge
drinking and included modified CAGE questions4 (copies available on request).
Standard units of alcohol were used to measure consumption, one unit equalling
half a pint of beer, lager, or cider; a single measure of spirits; a glass of wine; or a
small glass of sherry. "Safe levels" were those recommended by the Health
Education Council.' Staff knew that some of the patients identified as at risk
would be offered education about alcohol, the potential benefits of which would
be evaluated subsequently.

In the first nine months ofthe study 32% of all patients admnitted who were aged
16 and over were screened for alcohol problems (n= 1606). Of those screened, 90
(18%) of the 514 men admitted to the medical wards and 74 (20%) of the 367 men
admitted to the orthopeedic wards were "positive" for alcohol related problems.
The corresponding figures for women were 12/330 (4%) and 8/395 (2%),
respectively. A sample of every fifth admission screened by a researcher (NR)
confirmed these results.
There was no screening bias with regard to age or sex although there was with

regard to specialty: 39% of patients admitted, to the orthopaedic wards were
screened compared with 28% of patients admitted to the medical wards. This
difference is probably explained by the nature of the admissions, patients in
orthopaedic wards generally having non-urgent conditions and therefore being
easier to screen than patients on acute medical wards, where there may have been
more pressure of time. This impression is confirmed by the poor screening rate in
the only acute orthopaedic ward.

Comment

An accurate medical history is probably the doctor's best diagnostic tool.
Brief screening questionnaires are more sensitive in detecting alcohol
problems than laboratory tests and are quick and relatively cheap.3 The
alcohol screening questionnaire suggested that 18-20% of the men admitted
were problem drinkers. The doctors regarded the questionnaire as easy to
administer, taking only one or two minutes to complete. Most believed
that screening for alcohol problems was worth while and that the question-
naire facilitated this, although the questionnaire was administered to only a
third of the patients admitted during the study period. The main reasons
given for failure to screen were the patient's condition and pressure of time.
Some doctors screened most of the patients they admiitted while others

screened few or none at all. Although individual doctors were working on
several wards, some of which were regarded as busier than others, their
screening rates remained fairly constant, suggesting that the individual
doctor's attitude to alcohol problems is an important factor in their
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detection. This study showed that questioning patients about their drinking
habits was not perceived by doctors as a priority. Many patients who drink to
excess therefore remain unidentified and a major reducible cause of disease
and death is ignored.

We thank the staff ofYork District Hospital for their cooperation in this work.
The study was supported by a grant from the Health Promotion Research Trust;
the opinions expressed are ours, not those of the trustees.
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Successful treatment of infertility due
to polycystic ovary disease using, a
combination of luteinising hormone
releasing hormone agonist and low
dosage menotrophin
Infertility and early loss of pregnancy in women with polycystic ovary
disease may be caused by excessively high concentrations of luteinising
hormone during follicular development.' Different regimens have been
suggested to improve the poor outlook for these patients,2 including the use
of "pure" follicle stimulating hormone (Metrodin)3 and suppression of
endogenous luteinising hormone production by treatment with a luteinising
hormone releasing hormone agonist before stimulation of the ovaries.4
Luteinising hormone releasing hormone agonists, given continuously rather
than cyclically, reduce gonadotrophin concentrations to prepubertal values.
We describe the successful treatment of a patient with polycystic ovary
disease and primary infertility of five years duration using a "block and
replace" approach.

Case report

A woman started taking the contraceptive pill at the age of 18 because of
irregular menstrual cycles and menorrhagia and stopped taking it at the age of 23
because she wished to become pregnant. Her cycles were irregular for 18 months,
and a gynaecological opinion was sought. Examination showed that she was slim
and non-hirsute. Investigations showed a testosterone concentration of6-0 nmol/l
(normal range in women <2 5 nmol/l), and luteinising hormone was raised
throughout the menstrual cycle (37, 45, >50, 24, >50 IU/1); Prolactin concentra-
tion was normal, but serial mid-luteal progesterone was <3 nmol/l, confirming
non-ovulatory cycles. Clomiphene citrate 50 mg taken on days 2-6 induced
regular cycles, but persistently low progesterone values showed that they were
non-ovulatory.

Ultrasound examination showed the classic appearance of polycystic ovaries,
which were confirmed histologically. Laparoscopy and injection of dye showed
that the uterus and fallopian tubes were normal. Clomiphene citrate 100mg taken
on days 2-6 induced an increase in oestradiol concentration to 830 pmol/l with a
dominant follicle 17 mm in diameter; however, mid-luteal progesterone con-
centration remained poor at 15 nmol/l, despite intramuscular injection of human
chorionic gonadotrophin 10 000 IU. Treatment with menotrophin (Pergonal), as
directed by the manufacturers, was started, but after three ampoules (225 IU
follicle stimulating hormlone and 225 IU luteinising hormone) on days 3, 5, and 7
oestradiol concentration rose to 2760 nmol/l. Ultrasound examination confirmed
moderate hyperstimulation with three to four follicles in each ovary.

After the follicles had regressed a low dosage regimen of menotrophin was
introduced using one ampoule (75 IU follicle stimulating hormone and 75 IU
luteinising hormone) daily and increasing by half an ampoule each week until a
dominant follicle developed. On day 14 there was a single follicle 22 mm in
diameter, and oestradiol concentration was 2340 pmol/l. Human chorionic
gonadotrophin 5000 IU was given intramuscularly to provide a surge in
luteinising hormone, and seven days later the progesterone concentration was
68 nmol/l, suggesting ovulation. Ultrasound examination, however, showed
hyperstimulation, with eight cysts 20-30 mm in diameter on the right ovary and
four cysts on the left ovary. A similar regimen in the next cycle resulted in a single
follicle 18 mm in diameter on day 14; this time no human chorionic gonadotrophin
was given. Mid-luteal progesterone concentration was 11 nmolIl, and the follicle
regressed. Thus low dose menotrophin treatment induced normal follicular
development but no spontaneous ovulation, and human chorionic gonadotrophin
induced hyperstimulation.

Suppression of the persistently high luteinising hormone concentrations with a
luteinising hormone releasing hormone agonist was attempted. Buserelin was
given intranasally four times daily (total daily dose 1200 .tg), and luteinising
hormone, follicle stimulating hormone, and oestradiol concentrations were
monitored. The table shows the rise in oestradiol concentration with initial
stimulation and subsequent suppression of gonadotrophins and oestradiol. After
one ampoule of menotrophin given intramuscularly each day for 10 days
oestradiol concentration was 1840 pmol/l and two follicles, 17 and 20 mm in
diameter, were seen on ultrasound examination. Human chorionic gonadotrophin
5000 IU was given intramuscularly, but ultrasound examination confirmed
failure of ovulation, with cyst formation (42 and 50 mm in diameter) and a
progesterone concentration of 24 nmol/l associated with theca cell luteinisation.
This regimen was repeated. On day 11 the oestradiol concentration was 1800
pmol/l, and ultrasound examination showed one follicle 18 mm in diameter and
three follicles 10-12 mm in diameter. Human chorionic gonadotrophin 7500 IU
was given intramuscularly, and seven days later the progesterone concentration
was very high (>100 nmol/l), suggesting conception. Buserelin was withdrawn
and a singleton pregnancy was confirmed on ultrasound examination. At the time
of writing the pregnancy had reached 30 weeks gestation and was progressing
normally.

Concentrations of oestradiol, follicle stimulating hormone, and luteinising hormone
before and after treatment with buserelin

Follicle stimulating Luteinising
Oestradiol hormone hormone
(pmol/l) (IU/I) (IU/1)

Before treatment with buserelin 170 5-3 37
After treatment with buserelin:

I week 450 2-9 26
2 weeks 880 0-7 7-1
3 weeks 70 0-8 3-2
6weeks 80 3-2 2-0

Comment

Our patient's treatment was hampered by her tendency to hyperstimulate
with pronounced cyst formation, probably related to her persistently raised
luteinising hormone concentration. The combination of suppression of
endogenous luteinising hormone production and low dose menotrophin
treatment resulted in conception in the second cycle of treatment. This
regimen, or one using a long acting luteinising hormone releasing hormone
analogue,5 may be helpful in other patients with polycystic ovary disease.
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