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ditorial comment
hronic pain and mortality

elge Kasch ∗

anish Pain Research Center, Department of Neurology, Aarhus University Hospital, Denmark
In this issue of the Scandinavian Journal of Pain, Nitter and
orseth report the mortality rate in women with self-reported
hronic pain in a 17-year follow-up study [1]. This is by far the
ongest observation period reported on this subject, and the study
upports previous findings of raised mortality in patients with
hronic pain.

In two studies by McBeth et al. they found that widespread
ody pain was related to an increased incidence of cancer and,
urthermore, to a reduced probability of survival after cancer
nd cardiovascular disease [2,3]. In patients with muscular and
idespread pain, other comorbidities are found as well. Having
idespread pain or chronic regional pain was shown to be sig-
ificant in 95 discordant twins [4], with pain affecting physical
ealth, functioning, and sleep suggesting that acquired chronic
ain was a risk factor. But chronic pain may also lie in the genes.
ecent genetic pain studies seem to point out different types of
esponse to pain and other psychophysical events based on e.g.
he catechol-O-methyltransferase gene polymorphism [5]. Having
high pain-sensitive COMT genotype was in some studies related to

he development of fibromyalgia/widespread pain [6], but others,
ncluding the Norwegian HUNT studies, found neither this associa-
ion nor an association with mortality, psychiatric illness, or other
omorbidities [7–9].

he study by Nitter and Forseth in this context (see
Highlights” of the paper)

Nitter and Forseth were interested in development of fibromyal-
ia and widespread pain and set up a study in which a minor
roportion was physically examined, but most of the patients were
ollowed only by questionnaire. Mailed pain questionnaires were
ent to approx. 2500 women, with 2038 responders in Arendal,
orway. The women were aged 20–50 years at the time of inclusion.
irst assessment took place in 1990 and the following assessments
fter 5 and 17 years, and finally data were linked to Death Registry
ata.
This long-term follow-up study confirms the findings reported
y McBeth of higher mortality rates in patients with chronic pain
nd widespread pain, but does not confirm an increased risk of
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cancer death or cardiovascular death. In contrast, Nitter and Forseth
found that chronic pain patients died more often from unknown
or other causes not related to cardiovascular disorder, cancer, or
suicide. McBeths population consisted of both sexes, but similar
cohort size of women was obtained in the present study.

Again, patients with chronic widespread pain showed higher
mortality rates than patients with chronic regional pain, which was
also associated with a higher mortality than controls.

As was the case with the McBeth studies, in this cohort we have
no information on concurrent use of medication and other comor-
bidities, no information on use of drugs/alcohol, activity level, job,
social and marital status or level of leisure activities.

As shown in Table 1, the crude mortality rate was increased by
a factor of 2.4 in chronic regional pain patients and 4.9 in chronic
widespread pain patients, but also anxiety and sleep disturbances
influenced mortality [1].

Conclusion and implications

Long-term follow-up studies are needed in order to detect any
development in comorbidity and mortality in chronic pain patients.
The strength comes when combining these questionnaires with
central registries, and, as for the HUNT 2 and 3 studies, blood tests
with genetic testing. This study includes information about age,
SF-36 related issues, and background statistics from the region, but
not about co-morbidity, other risk factors [10] social factors, use
of medication, smoking habits, alcohol consumption, and physical
activity. Finding an increased mortality risk in chronic pain patients
is of importance, but should be interpreted with caution. The study,
however, confirms previous findings of a significantly increased
mortality rate in females. The debate is still open, but further stud-
ies are needed as concluded by the authors. Important also for the
future organization of pain treatment, if mortality is raised by a
factor 5 in chronic widespread pain, we should further improve
facilities for pain treatment and funding for pain research.
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