
HbAlc local reference ranges

Sir, The paper by Burden et al advocates the establish-
ment of local reference ranges for HbAlc1. However, it
could be argued that this is simply accepting that some
sectors of the population have a greater tendency to
develop diabetes than others. While a locally derived
reference range will describe the spread of values within
the population, it does not necessarily mean that all
individuals whose HbAlc values are within it are normal.
In this respect, it is rather like the situation with plasma
cholesterol where population reference ranges extend well
above the levels considered desirable. It is, therefore,
doubtful whether it is legitimate to use a local population
reference range against which to assess an individual's
diabetic control if that population is known to have a
particularly increased prevalence of diabetes. Taking an
extreme example, one would not assess the glycaemic
status of a Pima Indian by comaprison with a reference
range derived from the Pima population.

Although the individual recruited to this study were
regarded as healthy, they were not subjected to glucose
tolerance testing and it is very likely that a proportion of
them would be classi®ed as diabetic or impaired glucose
tolerance (IGT) if they were tested, and those conditions
would be expected to be more prevalent among the older
subjects. A number of studies have suggested that Hb1Ac
increases with age, but this seems not to be so when
rigorous glucose tolerance testing has eliminated cases of
diabetes and IGT2. Similarly, it is not valid to claim than
an ethnic population, eg Indian Asians, have a higher

reference range for Hb1Ac if hitherto unsuspected cases of
diminished glucose tolerance are not ®rst eliminated, as the
greatest tendency to diabetes in this group will bias the
Hb1Ac ®ndings.

There is evidence to suggest that anyone whose HB1Ac
is greater than about 7.0% by a DCCT-aligned method is
likely to have a diabetic glucose tolerance test response and
even lower values can be associated with diabetes or IGT3,4.
Some of the subjects in the Leicester study did fall into this
area of Hb1Ac.

In conclusion, deriving a local reference range will
provide useful information about the local population, but
observed differences between this and the general popula-
tion range should not be assumed to be attributable to
factors such as age or ethnicity per se unless ``normality''
has been properly assessed.

K. WIENER, Department of Clinical Biochemistry, North
Manchester General Hospital, Manchester, M8 5RB
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Letters on any aspect of diabetes care are welcomed and should be addressed to the Editor

Aspirin and Diabetes

Sir, I read the excellent article by Pozzilli & Leslie about
the usage of Aspirin in patients with diabetes for both
primary and secondary prevention of macrovascular
disease. They recommend use of aspirin as a primary
prevention strategy in individual diabetic subjects with
other high risk factors. I would like to further add to this,
in that a cardiovascular risk calculation can be performed
for a particular individual based from epidemiological
data2,3. This data can provide an individual with a 10 year
risk of a cardiovascular event based on, in addition to
diabetes, blood pressure, smoking status, family history and
lipid pro®le. This provides us with an accurate estimate on

which to base therapeutic decisions in the absence of
speci®c primary prevention trials in patients with diabetes.

DR NAVEED YOUNIS, Specialist Registrar Diabetes and
Endocrinology, Royal Liverpool University Hospital, Liverpool,
UK
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