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and morbidity can be achieved only in well-staffed large units
the move back to domiciliary delivery currently being
advocated'O would be a retrograde step. Home delivery may
be more satisfying emotionally, but the family and the com-
munity have a heavy price to pay whenever it goes wrong.
The report rightly points out the enormous cost of the
morbidity caused by poor care, and it might have been more
constructive to recommend holding conferences on perinatal
morbidity as well as on perinatal mortality.
The accumulated evidence succinctly reviewed in the report

makes the issue clear. Ifwe intend to reduce perinatal mortality
and morbidity, large well-equipped and staffed units must be
provided, especially in areas with a high proportion of social
classes IV and V. Building one or two intensive care regional
units is not enough. The alternative is to allow Britain to lag
behind other European countries. The DHSS must decide
which policy to follow and not leave it to the whim of local
consultants or the chicanery of parochial politicians.
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Three centuries of British
drinking
The 19th century may have seen the peak of Britain's achieve-
ments as a world power; certainly it saw the high point of the
nation's alcohol consumption, with an average annual intake
of 10 proof pints (5-5 1) per person a year. Variations in
alcohol intake over the past three centuries have recently been
reviewed' by Josephine Spring and David Buss in a paper
which deserves recognition as a classic. They have analysed
per caput consumption of beer, spirits, and wine in Britain
for the last 300 years. There are periods for which data are
incomplete, and Spring and Buss show proper critical aware-
ness of the difficulties in handling these statistics; but with
due allowance for error and artefact the main conclusions
stand out boldly. Over the centuries there have been enormous
variations in what the British have drunk, and it has been the
alterations in the price of alcohol that have repeatedly power-
fully influenced consumption.

After the alcoholic summit at the beginning of this century
the consumption of spirits fell until the 1950s, when it was

down to little over one pint. In contrast, by 1975 consumption
of spirits had edged sharply upwards to nearly three pints per
person. Wine consumption has shown the most dramatic recent
change, and from about 1-5 pints per person per year in 1950
it had moved to 9 pints in 1975-a change in national drinking
habits of a quality and quantity never recorded. Beer drinking
has steadily declined over the centuries, though again there has
been a slight recent increase in consumption. If all sources
of alcohol are added there was a gradual and continuing
trend towards decrease from the 18th century until the 1950s,
when this historical decline reversed with summated per
caput alcohol consumption almost doubling in the 25 years up
to 1975.

Is the nation's drinking any more than a feature of increased
affluence ? The statistics must be interpreted in the setting of
a mass of recent research which indicates that per caput
consumption is positively related to rates of alcoholism.23
Empirical evidence shows, indeed, that, if alcohol consumption
doubles, the number of heavy drinkers goes up more than
proportionately, and perhaps by as much as four times.
Drinking and alcoholism cannot be separated, however much
we might wish to persuade ourselves otherwise; hence the
importance of a report which warns that the alcohol consump-
tion rates are climbing. The statistician can provide the data,
the epidemiologist can point out the health implications, but
then society and Government must decide how much pleasure
is worth how much pain.

In 1950 the price of a large loaf was equivalent to nine
minutes ofa manual worker's wages; in 1976 the equivalent was
11 minutes. In 1950 a bottle of whisky cost 569 minutes, while
in 1976 it cost 209 minutes.1 We want our pleasure, but, with
the pointers of alcohol-related harm all moving upwards since
1950,4 society may have to consider whether alcohol has be-
come too cheap-and politicians find the will to do something
about it.
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Glycolysated haemoglobin
and diabetic control
Microvascular complications of diabetes are believed to be the
consequence of years of poor diabetic control, yet its assess-
ment by random blood glucose measurements is seriously
inadequate, as is our knowledge of the metabolic consequences
of poor control. Recently, however, and for the first time a
raised blood glucose concentration has been shown to alter the
composition of a protein after its synthesis :1 2 persistent hyper-
glycaemia modifies haemoglobin A at a constant rate during
the life of the red blood cell with the formation of increased
amounts of haemoglobin Alc. This glycolysated haemoglobin
has a hexose attached to the amino-terminus of its r-chain.
Normally HbAlc accounts for between 3%0 and 6% of the
total haemoglobin-a little more in normal pregnant women.3
This proportion is increased three- or four-fold in poorly
controlled diabetics.4-7 Glycolysated haemoglobins Ala and
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Alb are also increased in uncontrolled diabetics, but to a smaller
extent.3 6 Increased amounts of glycolysated haemoglobins
reflect hyperglycaemia and are not genetically determined,
being normal in the non-diabetic member of identical twins
discordant for diabetes.8
The amount of haemoglobin Alc reflects blood glucose

concentration over some weeks, so that its measurement pro-
vides an assessment of long-term diabetic control. Several
studies have shown that this measurement may be correlated
with almost any assessment of long-term control whether by
the physician's clinical judgment; the results of mean fasting
or daily blood glucose determinations; eight weeks of urine
tests; or 24-hour urine glucose excretion, especially when
determined about two months before measuring HbAIC. 6 9 1I
There is no correlation with random blood glucose readings.

In man the time needed for HbAlc to increase after de-
velopment of hyperglycaemia is uncertain, but in mice it is
about four weeks.11 After controlling diabetes there is no
immediate decrease. No change was detectable in one study
for seven to 10 days after ketoacidosis,7 and in others there has
been a time lag of up to 25 days before the proportion of
HbAlc started to fall.' 6 12 Recently Ditzel and Kjaergaard4 have
shown that after starting insulin treatment in newly diagnosed
diabetics the decrease continues for 25 to 80 days and even
then in apparently well-controlled diabetics the amounts may
still be raised. Thus, a raised HbAlc concentration reflects
hyperglycaemia for between four weeks and two months or
more previously. It is difficult to be more exact than this,
because the yardstick for comparison-several weeks of
fluctuating blood glucose control-is itself so imprecise.
The relation of microangiography to diabetic control

assessed by haemoglobin Alc can be observed only prospec-
tively, and its measurement may yield results that will at last
settle the argument whether the two are linked or not. Single
measurements of HbAlc have not so far shown any correlation
with the presence of retinopathy-nor would they be expected
to do so.13 There is some correlation between HbAlc and
blood lipid concentrations, especially of triglycerides," which
is not surprising since both depend on the maintenance
of good glucose control; indeed, measuring the blood lipid
concentration has been suggested as one way of evaluating
long-term control.
We have no evidence that HbAlc is itself harmful, though

it alters haemoglobin function by increasing the blood's
affinity for oxygen; any suggestion, however, that this might
cause harmful tissue hypoxia is speculative.15 Possibly HbAlc
might make the red cell less distortable, but again this theory
is unproved.7 Perhaps hyperglycaemia alters the composition
and therefore function of other proteins after synthesis as it
does with haemoglobin A. In practical terms, however, the
discovery of the relation between HbA1C and diabetes seems
likely to lie in its potential in monitoring diabetic control by
providing an objective measure of the effectiveness of manage-
ment.
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Liver disease and
anaesthesia
Patients with liver dysfunction are especially liable to ill
effects from anaesthesia, and yet the consequences of their
disease increase the likelihood of major surgery. Full assess-
ment and careful management are as important for them as
for patients with the more familiar problems of respiratory
or cardiovascular disease, and their preoperative assessment
has been reviewed in a recent symposium.'

Testing for hepatitis B virus surface antigen and
e-antigen is essential for assessing the risk of infecting others.2
For the anaesthetist, however, the liver's metabolic activity is
the central issue, and tests designed to find the cause of the
liver dysfunction, while helping the overall management of
the patient, are less important for his preoperative assessment
than are investigations to determine metabolic activity.
Increased concentrations of liver enzymes reflect continuing
disease activity, but not metabolic function. The available
investigations of metabolic function are non-specific and show
up abnormalities only when considerable damage has already
occurred. Unless these investigations give abnormal results,
however, major problems during anaesthesia are unlikely.
A reasonable estimate of operative risk may be based on
measurements of serum bilirubin and albumin concentrations
and prothrombin time, with a clinical assessment of encephalo-
pathy, ascites, and nutritional state.3 4 Other factors that may
affect the risk of operation include anaemia, often associated
with blood loss into the gastrointestinal tract, and electrolyte
abnormalities, sodium retention and potassium depletion
being exacerbated by diuretics.5 If time permits, the risk can
be reduced by active preoperative management-reducing
protein intake, emptying the bowel, giving lactulose and
non-absorbable antibiotics such as neomycin, and restricting
sodium intake. Defects of haemostasis may be reduced by
vitamin K treatment or, when this is ineffective, infusion of
fresh-frozen plasma.6

Attention to renal function is an integral part of manage-
ment. In patients with obstructive jaundice the fall in post-
operative creatinine clearance, which otherwise correlates well
with preoperative bilirubin concentrations, can be prevented
by diuresis with mannitol from the time of premedication until
two or three days after the operation.7 Endotoxin absorbed
from the bowel because of reduced bile salt excretion8 is
probably the main cause of renal impairment rather than
retained bilirubin.9 Renal failure often develops in patients
with chronic liver dysfunction'0 and may be precipitated by
hypovolaemia," though this is clearly not the only cause.12 The
value of a diuresis in these patients has not been established
and maintaining their circulating fluid volume may be more
important. Dextrose is preferable to saline for infusion, both
to protect against hypoglycaemia and to prevent additional
sodium loading.
The response of these patients to some drugs may be

gauged from the vitamin-Kl-corrected prothrombin time
and the serum albumin concentration,13 but this does not
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