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Seasonal influence on
incidence of polymyalgia 
rheumatica: 
winter might be coming 
Sirs, 
Polymyalgia rheumatica (PMR) is a 
common inflammatory rheumatic dis-
ease of elderly patients. Symptoms typi-
cally consist of pain and stiffness affect-
ing the neck, shoulder- and hip girdles, 
and elevated acute phase reactants (1). 
To date, the exact aetiology of PMR is 
thought to be multifactorial, with genetic 
background, immune senescence and en-
vironmental factors, such as infections, 
among the most important contributors 
to disease onset (1). Interestingly, a sea-
sonal pattern of disease onset has been 
previously indicated in giant cell arteritis 
(GCA), a condition often associated with 
PMR (1). Given the close relation be-
tween these two conditions, 40–60% of 
GCA patients also have PMR at the time 
GCA is diagnosed and 16-21% of PMR 
patients have or will develop GCA, one 
may hypothesise that a similar seasonal 
pattern could also occur in PMR (1). 
Various infectious diseases are thought 
to contribute to the seasonal pattern de-
scribed in GCA, including Mycoplasma 
pneumoniae, Chlamydophila pneumoni-
ae, Parvovirus B19 and parainfluenza vi-
rus type 1 (2-4). These micro-organisms 
also have been hypothesised to trigger 
PMR, as simultaneous peaks between 
the onset of PMR and epidemics of these 
infectious agents were described (2). 
Consistent with the seasonal pattern hy-
pothesis, 16% of PMR patients reported 
a respiratory tract infection or seasonal 
influenza before the onset of symptoms 
(5). In contrast, others reported no asso-
ciations with presence of parvovirus B19, 
C. pneumoniae, respiratory syncytial vi-
rus, measles virus, herpesviruses type 1 
and 2, Epstein-Barr virus or human her-
pesvirus (2, 4-6).
A cyclic pattern of disease onset follow-
ing seasonal distribution may support the 
theory of infectious agents as disease trig-
ger in PMR (2, 7-10). We therefore aimed 
to investigate the occurrence of a season-
al effect in incidence of onset of PMR. 
We examined data from 454 newly diag-
nosed PMR patients (clinical diagnosis) 
who visited our outpatient clinic between 
April 2008 and September 2017. Patients 
with other active concomitant inflamma-
tory rheumatic disease at baseline were 
excluded. Six patients were not included 
because the date of PMR symptom onset 

was missing, and therefore a total of 448 
patients were finally analysed. Of these 
patients, 247 (55%) were women and  
mean age was 66 ± SD 9 years. Patients 
symptoms started 10 weeks (interquartile 
range (IQR) 6 to 16 weeks) prior to PMR 
diagnosis. Patients were further grouped 
based on the month their symptoms de-
buted, not on the moment of diagnosis. 
The chi-square goodness of fit test to de-
termine whether PMR onset was distrib-
uted equally throughout the year did not 
reach statistical significance: p=0.06. Ad-
ditionally, we obtained data on incidence 
of the infectious agents from the Dutch 
National institute for Public health and 
Environment (RIVM), in which an as-
sociation was previously described with 
GCA/PMR. From this data, the index 
digits was calculated where 100 marks 
the weighted average of infections at that 
time point for the years 2007 to 2017. As 
shown in figure 1, the incidence of PMR 
symptoms onset is higher in November-
January and April through June, with a 
peak in August. However, these peaks 
are not compatible with peaks of the pro-
posed infectious agents. In addition, no 
coincidence of peaks between onset of 
PMR symptoms and the proposed agents 
were seen when we analysed each year 
separately (data not shown). We con-
clude that this bimodal seasonal pattern 
of PMR onset is insufficiently suggestive 
for an infectious trigger as cause of PMR. 
Limitations of this study are the retro-
spective character resulting in absence 
of blood samples to test whether patients 

had experienced a recent infection of the 
proposed infectious agents.
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Fig. 1. Onset of polymyalgia rheumatica symptoms per month.
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