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iabetes prevalence in the UK is estimated to be

approximately 2.9 million (Diabetes UK, 2012).

The scale of the diabetes epidemic and its financial
implications are already large enough for the NHS. Therefore,
if a significant proportion of people in the UK diagnosed with
diabetes have been given the wrong diagnosis or classification, it
will only serve to make a bad situation worse.

The psychological impact of wrongly labelling someone as
having diabetes can be very devastating. Treatment modalities
for various types of diabetes are different and should be used
appropriately to derive health outcomes, but this can only be
achieved if the correct codes are given to the patient at diagnosis
or at any point during treatment. A recent pilot study in England
(de Lusignan et al, 2010) provided evidence of misclassification,
miscoding and, even worse, misdiagnosis. Following that, a
“toolkit” for each of the six main GP IT systems was developed
to identify those who may be misdiagnosed, misclassified or
miscoded, thus improving the diagnosis and coding of diabetes.

Even though type 1 and type 2 diabetes are the most common
types of diabetes, with the latter estimated to account for
approximately 90% of diabetes cases globally (World Health
2011), the
describes many types and subtypes of diabetes, including eight

Organization, American Diabetes Association
groups under the heading “other types” (American Diabetes
Association, 2007).

This complex mode of classification provides a perfect fertile
ground for errors in coding and classification. In 2006, when
the Quality and Outcomes Framework (QOF) changes were
made and doctors were required to report diabetes as type 1 or
type 2, a 22% reduction in the number of people on diabetes
registers was noted (Hippisley-Cox and O’Hanlon, 2006).

Type 2 diabetes has a genetic propensity that becomes overt
as a result of lifestyle changes, such as decreased physical
activity and poor diet. It is characterised by insulin resistance
with inadequate pancreatic beta-cell insulin secretion to
compensate for the insulin insensitivity. Insulin insensitivity
is, in turn, generally characterised by obesity and increased

intra-abdominal fat.

Even though diabetic ketoacidosis is uncommon in type 2
diabetes, it can present in rare situations, especially in advanced
diabetes. Ketosis-prone type 2 diabetes is an atypical diabetes
(type 1B diabetes), also called flatbush diabetes, typical in
African-Caribbeans (Umpierrez et al, 20006).

Type 1 diabetes usually begins before the age of 40 years,
although there are exceptions. It accounts for only about
5-10% of all cases of diabetes (Daneman, 2006). Although
environmental factors such as exposure to various viruses
have been noted to trigger the onset and progression to overt
diabetes, there is a strong genetic component. It is associated
with deficiency of insulin due to an autoimmune disorder in
which antibodies are produced against the islet cells of the
pancreas.

Maturity onset diabetes of the young (MODY) accounts
for 1-5% of all cases of diabetes and is usually inherited as an
autosomal dominant disease (Fajans et al, 2001). The genetic
defect is a mutation in the genes necessary for insulin secretion.
People with MODY are usually not diagnosed until later in life,
or sometimes they are wrongly diagnosed as having type 1 or
type 2 diabetes. They are generally not obese and diagnosis is
made usually under the age of 25 years (Fajans et al, 2001).

The solution to the problem of diabetes classification for
many patients can now be aided by the use of a pragmatic and
simple clinical guideline, summarised in Figure I (adapted from
Royal College of General Practitioners, 2011). This can at least
serve as a starting point for primary care teams who will then

seek expert advice in more challenging cases. |
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Diagnosis <35 years* and continual insulin treatment

Type 1
d'yg within 6-12 months of diagnosis OR
labetes Diagnosis >35 years* and continual insulin treatment from diagnosis
Diagnosis <35 years* and not on continual insulin treatment
Type 2 o ) .
diab within 6-12 months of diagnosis OR
labetes Diagnosis >35 years* and not on continual insulin treatment from diagnosis
Diabetes Geneti Diagnosis <6 months OR
enetic Specific genetic or clinical diagnosis (MODY, neonatal diabetes)
Specific primary diagnosis, e.g. pancreatitis, panctreatectomy,
Other p P y diag g p P Y,

haemochromatosis, cystic fibrosis, Cushing’s acromegaly

Unknown/  Too early in clinical course to make diagnosis OR
unclassified Uncertainty if specific diagnosis

Biochemical diagnosis:
IGT test; IFG test
Non-diabetic

hyperglycaemia

Not known diabetes before pregnancy AND
Diabetes during pregnancy

RPN

*In high-risk racial groups, a cut-off of 30 years should be used.
IFG=impaired fasting glucose; IGT=impaired glucose tolerance; MODY=maturity onset diabetes of the young.

Figure 1. Simple clinical guidelines for diabetes classification (adapted from Royal College of General Practitioners, 2011).
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Changing diabetes® is Novo Nordisk’s global campaign to improve prevention, detection
and care, and to put diabetes on the public and political agendas. The company’s global
ch angin advocacy to raise awareness of and spur action on diabetes supports thg implenjentation of
diahEtE'E” the UN Resolution on diabetes, adopted in December 2006, in recognition of diabetes as a C)
major global health challenge and in respect of the human right to proper care. As part of this
campaign, Journal of Diabetes Nursing now features articles under the banner of Changing
diabetes® — welcoming submissions from you, our readers, outlining any UK-based initiative, novo ﬂOFdiSk®
Changing diabetes” and the Apis  T€search project, local idea, or personal opinion that relates to improving diabetes care in the
Bull are registered trademarks for UK. If you have any queries, or would like to submit your work for this feature, please email
Novo Nordisk A/S. jdn@sbcommunicationsgroup.com or call 020 7627 1510.
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