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Objectives The aim of the present study was to determine whether shift workers exhibit increased perception
of experimentally induced pain after working night shifts.
Methods The study was a paired cross-over design with two sleep conditions, after at least two nights of
habitual sleep and after two consecutive night shifts at work. Fifty-three nurses in rotating shift work participated. The sensitivity to electrically induced pain, heat pain, cold pain, pressure pain and pain inhibition was
determined experimentally in each sleep condition. Sleepiness and vigilance were also assessed.

Results Night-shift work (NSW) increased the sensitivity to electrically induced pain and heat pain (P≤0.001).

Relative to habitual sleep, electrically induced pain increased by 22.3% and heat pain increased by 26.5%. The
sensitivity to cold and pressure pain did not change, changes relative to habitual sleep was <5% (P>0.5). Pain
inhibition was 66.9% stronger after NSW versus after habitual sleep (P<0.001). Sleepiness (measured with the
Karolinska Sleepiness Scale) increased from 4.1 after habitual sleep to 6.9 after NSW (P<0.001). Vigilance
decreased after NSW, measured as a 0.03-second decrease in reaction time (P<0.005).

Conclusions Changes in pain sensitivity after NSW is measurable with clinically relevant effect sizes and may
be an important marker for studies comparing the physiological effects of different shift work schedules. Explanations for the differential effect on different pain modalities should be a focus for future studies.
Key terms night work; nurse; rotating shift work; shift worker; sleep.

The present study sought to determine whether shift
workers exhibit altered pain perception after working night shifts. Prospective studies have found that
adverse work schedules, including night-shift work
(NSW), increase the risk of musculoskeletal pain after
several months (1, 2). Shift workers often report lack of
restorative sleep, reduced sleep duration, and poor sleep
quality (3–8). Prospective studies indicate that sleep
problems are associated with an increased risk for longlasting musculoskeletal pain (9–15) and experimental
studies suggest that even a relatively modest restriction
or disturbance of sleep increases pain sensitivity. This
is manifested as larger responses to experimentally
induced pain (16–21), as increased spontaneous pain
(22–24), or as altered pain modulation (23, 25–29).
A recent meta-analysis confirm that sleep restriction
increases sensitivity for several types of pain (30).

Altered pain modulation may be a potential pathogenic
mechanism of musculoskeletal pain disorders among
shift workers. Hence, there is a need for knowledge of
effects of night shifts on pain system function in the
short term.
Experimental studies are typically performed on
healthy volunteers, presumably not used to being awake
at night. It is possible that shift workers will adapt or
habituate to sleep restriction, becoming more robust to
the hyperalgesic effect of sleep restriction. Furthermore,
working night shifts may affect circadian rhythms differently than experimental sleep restriction. To the authors’
knowledge, there is no experimental study of effects of
night-work-induced sleep restriction on pain sensitivity
or pain modulation.
Thus, the aim of the present study was to determine
whether NSW alters pain perception and pain modulation.
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Methods
Subjects
Nurses were recruited by wall postings or brief bulletins at
the hospitals’ intranet pages at major hospitals in the Oslo
area. Fifty-eight self-reported healthy nurses volunteered
for the experiment (figure 1). Five subjects withdrew
before the first experimental day, 53 subjects participated
in the first sleep condition [mean 31.6, standard deviation
(SD) 9.0 years; range 24–57; 41 women] and 40 subjects
participated in both sleep conditions. Of the 13 subjects
participating in only one sleep condition, 8 dropped out
after the habitual sleep condition and 5 dropped out after
the night shift condition. Despite an unbalanced dataset,
data from all 53 subjects was analyzed since complete
case analysis is generally assumed to reduce the robustness of the estimates (31). Due to technical difficulties in
some of the procedures, the number of subjects was not
the same across outcome measures. A priori power analysis based on a previous study from our laboratory (32)
showed that 25 subjects were needed to detect a difference of 1 cm in pain inhibition on a 10 cm visual analog
scale (VAS) between the two protocols with a standard
deviation of 1.5, assuming a two-sided significance level
of 5% and a power of 90%.
Of the 53 subjects, 39 followed a rotating shift
schedule (morning, evening, night), 6 were permanent
night-workers and 8 had an unknown shift schedule.
Exclusion criteria were: pain with intensity ≥3/10 lasting
≥3 months during the last two years, having psychiatric,
neurologic, heart or lung disease (well-regulated asthma
allowed), headache of moderate intensity for >2 days per
month on average, regular use of over-the-counter analgesics, hypertension (>140/90 mmHg), being pregnant
or breast feeding.
All participants received written information and
signed an informed consent form. The Norwegian
Regional Committee for Medical Research Ethics
approved the study (Region South-East B, approval #
2012/199).
Design
The study was a paired cross-over design with block
randomization and consisted of two experimental
sessions with different sleep condition: after at least
two nights with habitual sleep and after two consecutive nights at work, each subject working at his/her
regular work place. Except for three subjects having
their last night shift three days before the habitual sleep
condition, all subjects had ≥4 nights with habitual sleep
before the experiment. Most of the subjects (N=29)
worked two consecutive nights before the NSW experiment, 13 subjects worked three consecutive nights and 3
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sleep participants: N=21, nightshift work participants: N=19.

subjects worked four consecutive nights. Subjects were
instructed to abstain from alcohol the 24 hours prior to
the lab experiment. For the NSW condition, the subjects
came directly from work to the experiment. All work
sites were located <25 km from the research institute,
meaning ≤60 minutes with public transport.
Procedure
Subjects were familiarized with the experimental procedure on a pre-test session, two days before the first
experimental session. The second experimental session
occurred mean 38.1 (SD 39.6) days after the first. The
two experimental sessions were identical except for
the sleep condition. The same female experimenter
tested all participants and was blinded with respect to
the sleep condition, giving instructions from a written
protocol. The adequacy of the blinding procedure
was confirmed by testing on a subset of subjects. The
experiment started between 08:00 and 09:00 hours.
After ≥5 minutes rest in a seated position, blood pressure was measured three times (Dinamap V100, GE
Healthcare) and averaged. Subjective and objective
measures of sleepiness were obtained before the experiment. The experimental pain stimuli were delivered in
this sequence: pressure pain, 60 electrical pain stimuli,
heat pain and finally heat pain in parallel with cold pain.
For more details on the experimental pain protocols,
see (18, 32).
Scand J Work Environ Health 2017, vol 43, no 3
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Sleep, sleepiness and vigilance measurements
At inclusion, habitual daytime sleepiness was measured
with the Epworth Sleepiness Scale (ESS) (33) and a
composite measure of sleep disturbance was obtained
with the Pittsburg Sleep Quality Index (PSQI) (34).
Sleep was monitored via a sleep diary and an accelerometer device worn on the non-dominant ankle (ActiSleep,
Actigraph LLC, Pensacola, Florida, USA) 24 hours prior
to each experiment. The sleep diary was smartphonebased (paper-based for eight subjects not owning a
smartphone). Subjects entered bedtime (lights off), rise
time (lights on), and naps in the sleep diary. Actigraphybased sleep analysis was performed by the Cole-Kripke
algorithm (Actilife software v. 6.12.0, Actigraph LLC,
Pensacola, Florida, USA). Actigraph recordings were
obtained before both experimental sessions in 36 subjects, before one of the sleep conditions in 15 subjects,
and, due to technical difficulties, not at all in 2 subjects.
In each experimental session, sleepiness was measured
subjectively by the Karolinska sleepiness scale (KSS)
(35) and vigilance was measured by a computerized
version of the 10-minute psychomotor vigilance test
(PVT) (custom-written C++ program, National Institute
of Occupational Health, Oslo, Norway). We used the
mean inverse reaction time from the PVT as a parameter
of vigilance, which has been shown to be particularly
sensitive to sleep restriction (36).
Experimental pain stimuli
The subjects participated in standardized tests of electrical pinprick pain, contact heat pain, cold pain, and
pressure pain. In addition, pain inhibition was tested by
the conditioned pain modulation (CPM) paradigm (37).
Electrical stimulation
High-density electrical stimulation was delivered by a
constant current stimulator (DS7A and DG2A, Digitimer, Hertfordshire, England) through a platinum pin
electrode (cathode, length: 0.2 mm Ø: 0.2 mm) attached
to the skin by double-adhesive tape at the volar forearm
10 mm medial to half the distance between the insertion
point of the biceps brachii tendon and the distal end of
ulna (32). The anode was a conductive Velcro-strap
(Alpine Biomed ApS, Skovlunde, Denmark) soaked in
an isotonic NaCl solution at the ipsilateral upper arm.
Each stimulus consisted of two unipolar 0.5 ms pulses
at an interval of 10 ms. Individual pain threshold was
determined by a sequence of three ascending series of
stimuli, increased by steps of 0.1 mA (from 0 mA). The
pain threshold was calculated as the mean of the two
last thresholds. Sixty stimuli were presented, equally
divided between three intensities, 2 × pain threshold
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(A), 3 × pain threshold (B) and 4 × pain threshold (C).
Pain intensity was rated on a computerized 10 cm visual
analogue scale (VAS) with endpoints "not painful" and
"worst imaginable pain".
Heat stimulation
Heat pain was delivered by a 12.5 cm2 peltier thermode
(MSA-II, Somedic AB, Solna, Sweden) attached to the
volar forearm by a blood pressure cuff (20 mmHg). The
stimulus temperature was individualized, defined as the
temperature that induced a pain intensity of 6 ("pain6")
on a 0–10 verbal numerical rating scale (NRS, endpoints
0="no pain", 10="worst imaginable pain"). The pain6
temperature was determined in a pre-test session and
the same temperature was used for both experimental
sessions. Heat pain was rated continuously (VAS, 10
cm, end points "no pain" and "worst imaginable pain").
Cold stimulation
Cold stimulation was performed by immersion of the
hand up to the wrist in 7 °C circulating water (Lauda
Alpha RA8, lauda-brinkmann.com), with fingers spread
for 2 minutes, and verbal pain scores were obtained at
30-second intervals (0–10 NRS).
Pain inhibition
In the conditioned pain modulation paradigm, the
change in pain response to a painful test stimulus (TS)
induced by another painful conditioning stimulus (CS)
is an indicator of endogenous pain inhibition (32, 37,
38). The 2-minute heat stimulation served as TS and the
contralateral 2-minute cold stimulation served as CS. TS
was first presented alone. After a 5-minute break, TS +
CS was presented simultaneously.
Pressure pain stimulation
Pressure was induced by a handheld pressure algometer
(Wagner Force One model FDIX, Wagner Instruments,
Greenwich, CT, USA; probe size 1 cm2). A pilot study
indicated that pressure pain threshold repeatability
was better for the trapezius muscle compared to other
muscles tested. The test site was found at 1/3 the distance along an imaginary line connecting the C7 spinous process and acromion. The algometer output was
sampled by a computer (custom-written C++ program,
National Institute of Occupational Health, Oslo, Norway). The pressure started at 0 kPa and continued until
the subject reached a score of 5 cm on a 0–10 cm VAS
with end points "no pain" and "worst imaginable pain".
Visual feedback on the applied pressure was used to
ensure increasing pressure at a steady rate (aimed at 50
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kPa/sec). The procedure was repeated three times. The
response to two pressure pain intensities was assessed:
the pressure pain threshold (PPT) and the pressure equal
to a VAS rating of 5 cm (PP5) on a 0–10 cm VAS. The
latter was based on a linear fit between pressure and
pain.
Data analysis
Total sleep time, time in bed, number of awakenings,
and sleep efficiency were calculated based on the actigraph measurements. Times for lights-off and -on from
the last 24 hours were entered manually offline based on
the sleep diary. Only main sleeps periods were analyzed
by the Cole-Kripke algorithm, whereas daytime napping
(seven subjects) was noted in the sleep diary and added
to the total sleep time for these subjects.
Electrical pain scores were averaged for each of the
three stimulus intensities. Heat pain scores (stored at
1-second intervals) were processed by averaging scores
for every 5 seconds, excluding the first 20-second ramp
period. This left 20 VAS scores across the 2-minute
stimulus period for each subject and condition. The pain
inhibitory effect was defined as the difference between
the mean VAS rating over the 2-minute TS and TS+CS
conditions (VASTS + CS – VASTS). A negative value corresponded to an inhibitory modulatory effect of CS on
TS pain ratings. For cold pain, all four pain scores were
entered into the statistical model. Similarly, for pressure
pain, all three repetitions were entered into the statistical model.
Statistical analysis
Based on visual inspection of the histograms, most of
the sleep variables were non-normally distributed. Thus,
the paired comparison between sleep conditions was
performed with the non-parametric Wilcoxon test for
these variables.
Sleep condition (habitual sleep versus NSW) was the
primary fixed factor for each pain outcome (electrical
pain score, heat pain score, cold pain score, PPT, PP5
and pain inhibition). Given the repeated measures nature
of the data, time was added as a fixed factor for heat
pain (20 measurements), cold pain (four measurements),
PPT and PP5 (three measurements). The pain inhibitory
effect was tested by adding the heat pain score during
cold pain to the model as a second fixed factor (inhibition), including the sleep × inhibition interaction. All
analyses were performed with linear mixed models with
an unstructured covariance structure and following the
same general procedure. Firstly, which of these factors
to include as random slope were determined: sleep condition, stimulus intensity (electrical pain only), and time
(heat pain, cold pain, pressure pain). Secondly, sleep

condition was entered as a fixed factor. For electrical
pain, stimulus intensity was an additional fixed factor.
Random intercept for subject was included in all models.
The decision of which of the fixed and random factors
to keep in each model was based on the Akaike Information Criterion. Maximum likelihood estimation was
used for initial test, and restricted maximum likelihood
estimation was used for the final models. The fit of each
model was tested by visual observation the Q-Q plot of
the residuals as an indicator of normality. All statistical
analyses were performed in Stata v.13 (StataCorp, College Station, TX, USA).

Results
Sleep disturbance, daytime sleepiness and blood pressure
Habitual Pittsburgh Sleep Quality Index (PSQI) scores
were available from 24 subjects and ranged from 1–10
(mean 4.9, SD 2.7). Twelve subjects had a PSQI score
of ≥5, indicating poor sleep quality. ESS were available
from 39 subjects and ranged from 1–16 (mean 7.3, SD
3.6). Seven subjects had a score of ≥11 indicating high
daytime sleepiness. Subjects were normotensive (mean
systolic blood pressure 114.8 (SD 9.6) mmHg and mean
diastolic blood pressure 68.7 (SD 7.7) mmHg).
Sleepiness, reaction time and sleep/wake parameters
Subjective sleepiness increased by 2.8 points (1–9 scale),
whereas reaction time increased by 0.03 seconds after
NSW versus after habitual sleep (table 1). During the last
sleeping period before each experimental session, subjects in the NSW condition slept one hour shorter and had
approximately 1.5 fewer awakenings versus the habitual
sleep condition, whereas sleep efficiency did not differ
between sleep conditions (table 1). Median, minimum,
and maximum times for lights-off and -on, as well as
time awake before the experiment, are reported in table 1.
Pain intensity
Pain after electrical stimulation was scored 22.3 % higher
in the NSW condition relative to the habitual sleep condition (table 2). The estimated effect size was 0.51 cm (95%
CI 0.24–0.77) on the 0–10 cm VAS (table 3). Pain scores
also increased with increasing stimulus intensity. The
estimated effect size was 0.91 cm (95% CI 0.70–1.12) on
the 0–10 cm VAS for an increase in one stimulus intensity
unit (table 3). There was no interaction between sleep
condition and stimulus intensity (P>0.25).
Heat pain was scored 26.5% higher in the NSW
condition relative to the habitual sleep condition (table
Scand J Work Environ Health 2017, vol 43, no 3
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Table 1. Descriptive statistics of subjective sleepiness, reaction time, actigraph-based sleep measures, lights-off, lights-on and time awake.
Descriptives are made on the full sample, whereas z and P values are from the sample for which both conditions are avaliable. [KSS=
Karolinska Sleepiness Scale (1–9); SD=standard deviation]
Habitual sleep (HS)
Mean

SD

Median

Night-shift work (NSW)
Min–Max

Mean

SD

Median

za

P-value a

Min–Max

Subjective sleepiness (KSS)
4.10
1.73
6.87
1.04
-5.3
<0.001
Reaction time (seconds) b
0.38
2.34
0.41
1.80
3.1
0.002
7.7
1.2
6.6
1.6
3.4
<0.001
Time-in-bed (hours) c
7.5
1.3
6.5
1.5
3.1
0.002
Total sleep time (hours) d
6.1
4.9
4.6
3.6
2.7
0.007
Number of awakenings d
96.4
2.8
95.8
3.2
-0.3
0.730
Sleep efficiency (%) d
Lights-off time (hours)
22.7
22.2–3.7
9.0
4.0– 11.0
Lights-on time (hours)
7.5
4.8– 12.0
15.5
12.0– 19.0
1.4
0.6– 3.8
17.0
13.3– 21.0
Time awake (hours) e
a
Wilcoxon signed rank tests.
b Measured by a 10-minute psychomotor vigilance test
c Calculated based on a sleep diary filled out the 24 hours prior to each lab experiment.
d Calculated based on actigraphy measurements from the same 24 hours (Cole-Kripke algorithm) adjusted with lights-off and lights-on times from the
sleep diary. Self-reported naps were added to the total sleep time.
e Number of hours awake from lights-on until the experiment started.

Table 2. Descriptive statistics showing pain scores in response
to experimental pain stimuli by sleep condition. [SD=standard
deviation; VAS=visual analog scale; NRS=numerical rating scale]
Habitual sleep
(HS)
Electrical
pinprick pain,
VAS c
Heat pain (VAS) c
Cold pain (NRS) d
Pressure pain
threshold (Newton)
Pressure pain at
VAS 5/10 (Newton)
Pain inhibition
(VAS) c

Night-shift work
(NSW)

Delta Percent
valuea changeb

N Mean

SD

N

Mean SD

40

2.20

1.76

37

2.69 1.74

0.49

22.3

46
48
46

4.68
6.75
30.8

2.84
2.17
14.8

41
45
45

5.92 2.80 1.24
7.04 2.13 0.29
30.3 13.3 -0.59

26.5
4.3
-1.9

46

82.4

60.4

44

79.4 48.2 -3.06

-3.7

46 -1.12

1.85

41 -1.88 1.79 -0.75

66.9

NSW – HS.
(NSW – HS)/HS×100.
c In cm ranging from 0 = no pain to 10 = worst imaginable pain.
d Ranging from 0 = no pain to 10 = worst imaginable pain.
a

b

2 and solid symbols in figure 2A). The estimated effect
size was 1.24 cm (95% CI 0.52–1.96) on the 0–10 cm
VAS (table 3).
Cold pain sensitivity was scored 4.3% higher in the
NSW condition relative to the habitual sleep condition
(table 2), corresponding to a non-significant estimated
effect size of 0.13 on the 0–10 NRS (table 3).
Pressure pain sensitivity was not significantly associated with sleep condition; the pressure pain threshold
decreasing by 1.9 % and pressure pain at VAS 5/10
decreasing 3.7 % (table 2), corresponding to estimated
effect sizes of -0.1 N and -0.24 N, respectively (table 3).
Pain modulation
There was a significant pain inhibitory effect of the
conditioning cold pain stimulus on heat pain; heat pain
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Table 3. Statistical summary after linear mixed models analyses by
experimental pain type. Random intercept for subject was included
in all models. Random slope for time was included for heat pain,
cold pain, pressure pain and pain modulation. Random slope for
sleep was included for electrical pain and cold pain. The coefficient
(estimated effect size) is in unit cm for electrical pain, heat pain,
cold pain and pain inhibition, and in Newton for the pressure pain
measures. [Obs=number of observations per sleep condition. 95%
CI=95% confidence interval; VAS=visual analog scale].
Pain type and fixed factor

Obs

Electrical pinprick pain
Sleep condition
Stimulus intensity a
Heat pain
Sleep condition
Cold pain
Sleep condition
Pressure pain threshold
Sleep condition
Pressure pain at VAS b 5/10
Sleep condition
Pain inhibition
Sleep condition
Inhibition
Sleep condition × inhibition

231
1704
357
269
264
3444

Coefficient 95 % CI

P-value

0.51
0.91

0.24–0.77 <0.001
0.70–1.12 <0.001

1.24

0.52–1.96

0.001

0.13

-0.56–0.30

0.566

-0.10

-1.82–2.03

0.917

-0.24

-5.66–5.19

0.932

0.85
0.28–1.42 0.003
-1.13 -1.53– -0.74 <0.001
-0.71 -0.85– -0.57 <0.001

Stimulus intensity is added as a fixed factor to electrical pain scores
since it is responsible for large variation in the outcome.
b In cm ranging from 0 = no pain to 10 = worst imaginable pain.
a

was rated lower when given in parallel with cold pain,
than when given alone, corresponding to an estimated
effect size of -1.13 cm on a 0–10 cm VAS (table 3, open
symbols in figure 2A). There was also a significant
sleep × CPM interaction, the pain inhibitory effect was
-1.12 cm in the habitual sleep condition versus -1.88
cm in the NSW condition (figure 2B), corresponding
to an estimated effect size of -0.71 cm on a 0–10 cm
VAS (table 3).
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(A)

(B)

Figure 2. (A) Heat pain (TS) by sleep and conditioned pain modulation (CPM) conditions. Data are displayed as the median, interquartile range (box),
10–90% confidence intervals (leaf) and 5–95% confidence intervals (dots). There was a main effect of sleep on TS heat pain alone (#:P=0.001), a
main effect of CPM alone, TS+CS pain was rated lower than TS pain alone (*:P<0.001) and a sleep × CPM interaction, the CPM effect being stronger
after NSW versus after HS ($:P=0.0001). (B) CPM-effect by sleep condition. [CS=conditioning stimulus (cold); HS=habitual sleep; NSW=night shift
work. VAS=visual analogue scale.]

Discussion
The present study of shift workers found that two consecutive night shifts increased pain scores to experimental electrical stimulation and heat with clinically relevant
effect sizes, whereas experimental cold pain and pressure pain were not significantly changed. The study also
showed that NSW increased endogenous pain inhibition.
Effect of night shift work on sleep measures
The present subjective sleepiness of night-shiftinduced sleep restriction is comparable to that reported
by experimental sleep restriction studies (17–19),
indicating that experimental sleep restriction studies
may be a valuable model to study the effect of nightshift-induced effects on sleep.
Effect of night-shift work on experimental pain
The paired comparison between the response to experimental pain the morning after two nights at work and
after two nights with habitual sleep showed that ratings
of electrically induced pain increased by 22.3%. This is
larger than findings from a previous study from our lab,
where a slightly different protocol yielded an increase
of 8% (18).
Elevated heat pain sensitivity after NSW (approximately 24%) is comparable to several studies of experimental sleep restriction, using either contact heat or laser
stimulation (17, 19–21, 32, 39–41), although no effect
of sleep restriction have been reported on heat-pain
tolerance level (42).

An increased pain inhibitory effect following NSW
contrasts with several experimental sleep restriction
studies (25–27, 29) but is in accordance with a previous study from our lab (32) and with another study that
points in the direction of increased pain inhibition after
sleep restriction (23). One should keep in mind that
endogenous pain modulation is not an unambiguous
phenomenon, and that test paradigms vary considerably
making comparisons across studies challenging (38, 43).
Cold-pain sensitivity after NSW and sleep restriction has been little investigated, but lowered cold pain
thresholds have been reported in at least two previous
studies (17, 41). The present study found that suprathreshold pain reports were unaffected by NSW. Of note,
the present 2-minute cold-water immersion was given
in parallel with heat pain in the CPM protocol. Subjects
were told to focus on the heat pain rating, which may
have rendered the cold pain ratings less accurate.
Our finding of unchanged pressure-pain sensitivity
following NSW contrasts with earlier studies of experimental sleep restriction (18, 19, 42). Relative to the previous study from our lab, the present study population
were somewhat older. People tend to be less sensitive to
experimental pain with increasing age (44). Another difference is the availability for the shift workers to reduce
the sleep debt with recovery sleep between the two
nights at work. Circadian factors not accounted for in the
present study may potentially also affect pressure pain
and cold pain differently than electrical and heat pain.
Methodological considerations
Because the number of waking hours before testing differed between sleep conditions, one may argue that the
Scand J Work Environ Health 2017, vol 43, no 3
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experiments should have been performed after recovery
sleep following the second night shift. However, the
long waking time cannot fully explain the results. In
experimental studies, partial sleep restriction (of the
first part of the night) induces hyperalgesia in the same
manner as full sleep deprivation (18). In addition, in
the partial sleep restriction studies, the time awake has
been the same for both the exposure and the control
condition. However, we have not been able to control
for other factors related to circadian rhythm disruption
and this is a weakness of the study. Little documentation
exist on variation in pain sensitivity due to circadian
phase, but one study found only small differences in
heat and cold pain sensitivity (45). The number of pain
tests is relatively high and one cannot exclude possible
carry-over effects between tests. However, this is not
likely to have affected our main finding as the order of
the tests was fixed.
The subjects of the present study were adults, representative of the working population and somewhat
older than subjects in many experimental sleep restriction studies. There is a possibility that subjective health
complaints that typically increase with age interact
with the effects of the intervention to be tested. On
the other hand, revealing significant effects in such a
group increases external validity. Another strength of
the present study is the use of a sleep diary verified by
actigraphy.
Concluding remarks
To our knowledge, the present study is the first to show
that professional shift workers exhibit an increased sensitivity to pain after NSW. Moreover, we report differential effects on different pain modalities, and explaining
this should be a focus for future studies. Lowered pain
threshold increase the risk for sensitization of pain
pathways. Accordingly, the findings may indicate that
healthy workers are at increased risk for development
of pain complaints after night shift, and workers with
existing pain symptoms may be at risk for exaggeration
of their symptoms. Studies of how recovery sleep may
counteract the deleterious effects night shifts are warranted. Changes in pain sensitivity after night shift work
are of clinically relevant effect sizes, and may be important endpoints for studies comparing the physiological
effects of different shift work schedules.

Acknowledgement
The authors would like to thank Jorid Thrane Stuenæs
for collecting the data, Monica Wigemyr and Anbjørn
Ree for contributing with data analysis and Øivind Skare

266

Scand J Work Environ Health 2017, vol 43, no 3

for statistical advice. All the subjects are acknowledged
for postponing their sleep pressure and coming to the
lab after night shift.
Conflict of interest
The authors declare no conflicts of interest.

References
1.

Eriksen W, Bruusgaard D, Knardahl S. Work factors
as predictors of intense or disabling low back pain;
a prospective study of nurses’ aides. Occup Environ
Med. 2004 May;61(5):398–404. https://doi.org/10.1136/
oem.2003.008482.

2.

Trinkoff AM, Le R, Geiger-Brown J, Lipscomb J, Lang G.
Longitudinal relationship of work hours, mandatory overtime,
and on-call to musculoskeletal problems in nurses. Am J Ind
Med. 2006 Nov;49(11):964–71. https://doi.org/10.1002/
ajim.20330.

3.

Waage S, Moen BE, Pallesen S, Eriksen HR, Ursin H,
Akerstedt T, et al. Shift work disorder among oil rig workers
in the North Sea. Sleep. 2009 Apr;32(4):558–65.

4.

Akerstedt T, Nordin M, Alfredsson L, Westerholm P,
Kecklund G. Sleep and sleepiness: impact of entering or
leaving shiftwork--a prospective study. Chronobiol Int. 2010
Jul;27(5):987–96. https://doi.org/10.3109/07420528.2010.4
89423.

5.

Son M, Kong JO, Koh SB, Kim J, Harma M. Effects of long
working hours and the night shift on severe sleepiness among
workers with 12-hour shift systems for 5 to 7 consecutive
days in the automobile factories of Korea. J Sleep Res.
2008 Dec;17(4):385–94. https://doi.org/10.1111/j.13652869.2008.00675.x.

6.

Takahashi M, Iwakiri K, Sotoyama M, Higuchi S, Kiguchi M,
Hirata M, et al. Work schedule differences in sleep problems
of nursing home caregivers. Appl Ergon. 2008 Sep;39(5):597–
604. https://doi.org/10.1016/j.apergo.2008.01.003.

7.

Ursin R, Baste V, Moen BE. Sleep duration and sleep-related
problems in different occupations in the Hordaland Health
Study. Scand J Work Environ Health. 2009 May;35(3):193–
202. https://doi.org/10.5271/sjweh.1325.

8.

Vedaa O, Harris A, Bjorvatn B, Waage S, Sivertsen B, Tucker
P, et al. Systematic review of the relationship between quick
returns in rotating shift work and health-related outcomes.
Ergonomics. 2015 Jul 27:1–14.

9.

Sivertsen B, Overland S, Pallesen S, Bjorvatn B, Nordhus IH,
Maeland JG, et al. Insomnia and long sleep duration are risk
factors for later work disability. The Hordaland Health Study.
J Sleep Res. 2009 Mar;18(1):122–8. https://doi.org/10.1111/
j.1365-2869.2008.00697.x.

10. Sivertsen B, Lallukka T, Petrie KJ, Steingrimsdottir OA,
Stubhaug A, Nielsen CS. Sleep and pain sensitivity in adults.

Matre et al

Pain. 2015 Aug;156(8):1433–9. https://doi.org/10.1097/j.
pain.0000000000000131.
11. Sivertsen B, Lallukka T, Salo P, Pallesen S, Hysing M,
Krokstad S, et al. Insomnia as a risk factor for ill health: results
from the large population-based prospective HUNT Study in
Norway. J Sleep Res. 2014 Apr;23(2):124–32. https://doi.
org/10.1111/jsr.12102.
12. Canivet C, Ostergren PO, Choi B, Nilsson P, af Sillen U,
Moghadassi M, et al. Sleeping problems as a risk factor for
subsequent musculoskeletal pain and the role of job strain:
results from a one-year follow-up of the Malmo Shoulder Neck
Study Cohort. Int J Behav Med. 2008;15(4):254–62. https://
doi.org/10.1080/10705500802365466.
13. Kaila-Kangas L, Kivimaki M, Harma M, Riihimaki H,
Luukkonen R, Kirjonen J, et al. Sleep disturbances as
predictors of hospitalization for back disorders-a 28year follow-up of industrial employees. Spine (Phila Pa
1976). 2006 Jan 1;31(1):51–6. https://doi.org/10.1097/01.
brs.0000193902.45315.e5.
14. Mork PJ, Nilsen TIL. Sleep problems and risk of fibromyalgia:
Longitudinal data on an adult female population in Norway.
Arthritis Rheum. 2012;64(1):281–4. https://doi.org/10.1002/
art.33346.
15. Gupta A, Silman AJ, Ray D, Morriss R, Dickens C, MacFarlane
GJ, et al. The role of psychosocial factors in predicting the
onset of chronic widespread pain: results from a prospective
population-based study. Rheumatology (Oxford, England).
2007;46(4):666–71. https://doi.org/10.1093/rheumatology/
kel363.
16. Schuh-Hofer S, Baumgartner U, Treede RD. Effect of
sleep deprivation on the electrophysiological signature
of habituation to noxious laser stimuli. Eur J Pain. 2015
Sep;19(8):1197–209. https://doi.org/10.1002/ejp.698.
17. Schuh-Hofer S, Wodarski R, Pfau DB, Caspani O, Magerl
W, Kennedy JD, et al. One night of total sleep deprivation
promotes a state of generalized hyperalgesia: A surrogate pain
model to study the relationship of insomnia and pain. Pain.
2013;154(9):1613–21.
18. Matre D, Hu L, Viken LA, Hjelle IB, Wigemyr M, Knardahl
S, et al. Experimental Sleep Restriction Facilitates Pain and
Electrically Induced Cortical Responses. Sleep. 2015 Oct
01;38(10):1607–17. https://doi.org/10.5665/sleep.5058.
19. Faraut B, Leger D, Medkour T, Dubois A, Bayon V, Chennaoui
M, et al. Napping reverses increased pain sensitivity due to
sleep restriction. PloS one. 2015;10(2):e0117425. https://doi.
org/10.1371/journal.pone.0117425.
20. Kundermann B, Spernal J, Huber MT, Krieg JC, Lautenbacher
S. Sleep deprivation affects thermal pain thresholds but not
somatosensory thresholds in healthy volunteers. Psychosom
Med. 2004 Nov-Dec;66(6):932–7. https://doi.org/10.1097/01.
psy.0000145912.24553.c0.
21. Tiede W, Magerl W, Baumgartner U, Durrer B, Ehlert U, Treede
RD. Sleep restriction attenuates amplitudes and attentional
modulation of pain-related evoked potentials, but augments
pain ratings in healthy volunteers. Pain. 2010 Jan;148(1):36–
42. https://doi.org/10.1016/j.pain.2009.08.029.

22. Haack M, Lee E, Cohen DA, Mullington JM. Activation of
the prostaglandin system in response to sleep loss in healthy
humans: potential mediator of increased spontaneous pain.
Pain. 2009 Sep;145(1-2):136–41. https://doi.org/10.1016/j.
pain.2009.05.029.
23. Smith MT, Edwards RR, McCann UD, Haythornthwaite
JA. The effects of sleep deprivation on pain inhibition and
spontaneous pain in women. Sleep. 2007 Apr;30(4):494–505.
https://doi.org/10.1093/sleep/30.4.494.
24. Lentz MJ, Landis CA, Rothermel J, Shaver JL. Effects of
selective slow wave sleep disruption on musculoskeletal
pain and fatigue in middle aged women. J Rheumatol. 1999
Jul;26(7):1586–92.
25. Haack M, Scott-Sutherland J, Santangelo G, Simpson NS,
Sethna N, Mullington JM. Pain sensitivity and modulation in
primary insomnia. Eur J Pain. 2012 Apr;16(4):522–33. https://
doi.org/10.1016/j.ejpain.2011.07.007.
26. Edwards RR, Grace E, Peterson S, Klick B, Haythornthwaite JA,
Smith MT. Sleep continuity and architecture: associations with
pain-inhibitory processes in patients with temporomandibular
joint disorder. Eur J Pain. 2009 Nov;13(10):1043–7. https://
doi.org/10.1016/j.ejpain.2008.12.007.
27. Campbell CM, Bounds SC, Simango MB, Witmer KR,
Campbell JN, Edwards RR, et al. Self-reported sleep
duration associated with distraction analgesia, hyperemia,
and secondary hyperalgesia in the heat-capsaicin nociceptive
model. Eur J Pain. 2011 Jul;15(6):561–7. https://doi.
org/10.1016/j.ejpain.2010.11.014.
28. Matre D, Andersen MR, Knardahl S, Nilsen KB. Conditioned
pain modulation is not decreased after partial sleep restriction.
Eur J Pain. 2016 Mar;20(3):408–16. https://doi.org/10.1002/
ejp.741.
29. Edwards RR, Quartana PJ, Allen RP, Greenbaum S, Earley
CJ, Smith MT. Alterations in pain responses in treated and
untreated patients with restless legs syndrome: Associations
with sleep disruption. Sleep Med. 2011 Jun;12(6):603–9.
https://doi.org/10.1016/j.sleep.2010.09.018.
30. Schrimpf M, Liegl G, Boeckle M, Leitner A, Geisler P, Pieh C.
The effect of sleep deprivation on pain perception in healthy
subjects: a meta-analysis. Sleep Med. 2015 Nov;16(11):1313–
20. https://doi.org/10.1016/j.sleep.2015.07.022.
31. Fitzmaurice GM, Laird NM, Ware JH. Applied Longitudinal
Analysis. Second ed ed. Hoboken, New Jersey: Wiley 2011.
32. Matre D, Andersen MR, Knardahl S, Nilsen KB. Conditioned
pain modulation is not decreased after partial sleep
restriction. Eur J Pain. 2015 Jun 24;20(3):408–16. https://doi.
org/10.1002/ejp.741.
33. Johns MW. A new method for measuring daytime sleepiness:
the Epworth sleepiness scale. Sleep. 1991 Dec;14(6):540–5.
https://doi.org/10.1093/sleep/14.6.540.
34. Buysse DJ, Reynolds CF, 3rd, Monk TH, Berman SR, Kupfer
DJ. The Pittsburgh Sleep Quality Index: a new instrument
for psychiatric practice and research. Psychiatry Res.
1989 May;28(2):193–213. https://doi.org/10.1016/01651781(89)90047-4.
Scand J Work Environ Health 2017, vol 43, no 3

267

Night shift work is associated with increased pain perception

35. Akerstedt T, Gillberg M. Subjective and objective sleepiness in
the active individual. Int J Neurosci. 1990 May;52(1-2):29–37.
https://doi.org/10.3109/00207459008994241.

thermal sensory and pain thresholds and suprathreshold pain in
healthy subjects. Clin Neurophysiol. 2015;126(10):1979–87.
https://doi.org/10.1016/j.clinph.2014.12.011.

36. Basner M, Dinges DF. Maximizing sensitivity of the
psychomotor vigilance test (PVT) to sleep loss. Sleep. 2011
May;34(5):581–91.

42. Onen SH, Alloui A, Gross A, Eschallier A, Dubray C. The
effects of total sleep deprivation, selective sleep interruption
and sleep recovery on pain tolerance thresholds in healthy
subjects. J Sleep Res. 2001 Mar;10(1):35–42. https://doi.
org/10.1046/j.1365-2869.2001.00240.x.

37. Yarnitsky D, Arendt-Nielsen L, Bouhassira D, Edwards
RR, Fillingim RB, Granot M, et al. Recommendations on
terminology and practice of psychophysical DNIC testing.
Eur J Pain. 2010 Apr;14(4):339. https://doi.org/10.1016/j.
ejpain.2010.02.004.
38. Pud D, Granovsky Y, Yarnitsky D. The methodology of
experimentally induced diffuse noxious inhibitory control
(DNIC)-like effect in humans. Pain. 2009;144(1-2):16–9.
https://doi.org/10.1016/j.pain.2009.02.015.
39. Azevedo E, Manzano GM, Silva A, Martins R, Andersen
ML, Tufik S. The effects of total and REM sleep deprivation
on laser-evoked potential threshold and pain perception.
Pain. 2011 Sep;152(9):2052–8. https://doi.org/10.1016/j.
pain.2011.04.032.

43. Matre D. Conditioned pain modulation (CPM) is not one
single phenomenon – Large intra-individual differences
depend on test stimulus (TS) and several other independent
factors. Scand J Pain. 2013;4:8–9. https://doi.org/10.1016/j.
sjpain.2012.11.003.
44. Neziri AY, Curatolo M, Nuesch E, Scaramozzino P, Andersen
OK, Arendt-Nielsen L, et al. Factor analysis of responses
to thermal, electrical, and mechanical painful stimuli
supports the importance of multi-modal pain assessment.
Pain. 2011 May;152(5):1146–55. https://doi.org/10.1016/j.
pain.2011.01.047.

40. Roehrs TA, Harris E, Randall S, Roth T. Pain sensitivity
and recovery from mild chronic sleep loss. Sleep. 2012
Dec;35(12):1667–72. https://doi.org/10.5665/sleep.2240.

45. Strian F, Lautenbacher S, Galfe G, Hölzl R. Diurnal
variations in pain perception and thermal sensitivity.
Pain. 1989;36(1):125–31. https://doi.org/10.1016/03043959(89)90120-6.

41. Ødegård SS, Omland PM, Nilsen KB, Stjern M, Gravdahl GB,
Sand T. The effect of sleep restriction on laser evoked potentials,

Received for publication: 6 September 2017

268

Scand J Work Environ Health 2017, vol 43, no 3

