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The metabolic syndrome (MS) has received much attention over
he last years [1–3]. Almost every scientific society has developed
n unique definition of the metabolic syndrome. Most of the def-
nitions are based on the premise that insulin resistance/visceral
besity is the basis for the development of the metabolic syndrome.
hile the concept of insulin resistance has been a controversial

ssue in clinical science, it has never reached clinical utility. The
etabolic syndrome as the clinical presentation of this patho-

hysiological derangement may be the only advantage to use this
yndrome.

Many investigators have criticised the use of the metabolic syn-
rome in clinical practice. The controversy is related to the use of
his terminology to estimate the risk for the development of type

diabetes mellitus and the risk of coronary artery disease (CAD)
4]. Most workers agree upon the former, but conflicting data on
he predictive value for the development of CAD have led to a vivid
iscussion [5–7].

The majority of the scientists agree that the clustering of the
omponents of the metabolic syndrome is more or less equal to the
um of the individual risk factors [8]. The concern could be that
y using the metabolic syndrome as a clinical entity, the attention
ould be distracted from diabetes [1]. Furthermore, for the esti-
ation of CAD risk the use of the individual classical risk factors

ombined with apolipoprotein measurements seems to be suffi-
ient as the INTERHEART study clearly has shown [9]. In addition,
he SCORE tables already help to estimate the mortality risk of CAD
n clinical practice [10].

Others, however, advocate the use of the metabolic syndrome
ecause of its simplicity and the power to detect individuals at high
isk to develop type 2 diabetes and CAD. Another argument has a
ore didactic background. The use of the definition with rather

imple parameters is within the reach of every clinical (general)
ractitioner [11].

The paper by Solbu et al. in this issue of the Journal, deals
ith the question whether the metabolic syndrome is a stronger
redictor of cardiovascular mortality than the presence of microal-
Please cite this article in press as: Cabezas MC, Elte JWF. Farewell to
doi:10.1016/j.atherosclerosis.2009.01.012

uminuria [12]. The authors used the Tromsø database to answer
his question. They used the IDF definition for the metabolic
yndrome which includes the waist circumference as the most
mportant factor, blood pressure and fasting plasma lipids and glu-
ose [11]. Their data suggest that microalbuminuria indeed is a

021-9150/$ – see front matter © 2009 Elsevier Ireland Ltd. All rights reserved.
oi:10.1016/j.atherosclerosis.2009.01.012
stronger predictor of mortality than the metabolic syndrome. This
is an interesting finding, which may be considered as a reason not
to use of the metabolic syndrome to estimate risk. However, the
metabolic syndrome was a strong predictor of myocardial infarc-
tion in this study, independent from the urinary albumin-creatinine
ratio (ACR) since increased risk was found in both high ACR/MetS
(75%) and low ACR/MetS (82%). Furthermore, the authors did not
show data in relation to the development of diabetes.

What do clinicians and researchers gain from this message?
Microalbuminuria as an important predictor of CAD risk has already
been reported by many groups. Some would argue that this compar-
ison should have included risk calculations with the SCORE tables
[10]. The IDF definition is based, among others, on fasting lipid and
glucose levels [11]. The authors did, however, not have fasting sam-
ples. One could argue that the use of the IDF definition was not used
adequately here. Especially, triglyceride concentrations can vary
enormously even in the fasting state [13]. HDL-C concentrations
may also be lower in non-fasting samples [14]. Are there any data
suggesting that non-fasting lipids and glucose are just as sensitive
to detect the metabolic syndrome as fasting levels?

The question also is what would happen if other cardiovascular
risk factors would have been analyzed such as LDL-C or apoB? Once
again, for LDL-C fasting measurements are necessary and there-
fore, the analysis performed may not be reliable using non-fasting
samples.

Although the present paper by Solbu et al. confirms the notion
that microalbuminuria is an important risk indicator that should
be considered in risk equations, the comparison with the metabolic
syndrome can not lead to discarding this syndrome as an important
identifier for both diabetes and atherosclerosis. This is especially
the case if the components of the metabolic syndrome are not
being used as in the original (IDF) definition. Finally, microalbu-
minuria reflects vascular damage and may be a consequence of the
metabolic syndrome [15] but its presence depends most likely on
the duration of the metabolic syndrome.
the metabolic syndrome? Not too soon. Atherosclerosis (2009),
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