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ABSTRACTS IN CARDIOLOGY

Laboratory screening
Laboratories that estimate plasma lipid con-

centrations serve two purposes. One function
is to screen large numbers of symptom free
individuals, the other to provide detailed
lipid profiles on those who already have clini-
cally expressed atherosclerosis. The survey of
United Kingdom laboratories reported in the
Journal of Clinical Pathology shows little
evidence that the service provided is being
tailored to these separate functions.
A pragmatic approach to symptom free

individuals is the estimation of total serum

cholesterol in the non-fasting state. The
assumption that cholesterol concentrations
less than 6-5 mmol/l are acceptable will miss
few important atherogenic lipid abnormali-
ties. Concentrations above 6-5 mmol/l and
individuals with symptoms as defined above,
require fasting samples and the additional
measurement of triglyceride and HDL choles-
terol. The survey, however, showed that half
the laboratories still demanded fasting sam-

ples before undertaking any lipid analysis
whatsoever.
The technical standard of the laboratories

in estimating serum total cholesterol was

high, though interlaboratory variation may
still be too large. This reflects considerable
diversity in calibration procedures. Many lab-
oratories (62%) continue to give gratuitous
advice on the significance of the result. A

reference range based on estimations of lipid
concentrations in supposedly normal individ-
uals is meaningless, given the high serum cho-
lesterol concentration in United Kingdom
populations and the prevalence of occult ath-
erosclerotic disease. Giving a value above
which there is a risk of ischaemic heart disease
is arbitrary because the risk is a continuous
variable.
The provision of more sophisticated lipid

analysis including Lp(a) and apolipoproteins
is far more variable, the quality of the analysis
less controlled, and the clinical significance of
any abnormality found in relation to treat-
ment less certain.

Whatever the pros and cons of treating
hyperlipidaemia in symptom free individuals
by anything more than dietary advice, an

increasing number of individuals wish to
know their cholesterol concentration. This
tendency will be accelerated by the over-the-
counter testing kits that are now available.
Their accuracy is not certain and they are not
subject to formal quality assurance when used
by the population at large.

Doctors requesting lipid analysis should
make clear what level of sophistication they
need to manage their patients clinically.
Laboratories should be prepared to accom-

modate these needs.
MJ DAVIES
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