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ABSTRACT
Objectives: To investigate differences in pressure pain thresholds (PPTs) and longitudinal
mechanosensitivity of the greater occipital nerve (GON) between patients with side-dominant
head and neck pain (SDHNP) and healthy controls. Evaluation of neural sensitivity is not a
standard procedure in the physical examination of headache patients but may influence
treatment decisions.
Methods: Two blinded investigators evaluated PPTs on two different locations bilaterally over
the GON as well as the occipitalis longsitting-slump (OLSS) in subjects with SDHNP (n = 38))
and healthy controls (n = 38).
Results: Pressure pain sensitivity of the GON was lower at the occiput in patients compared
to controls (p = 0.001). Differences in pressure sensitivity of the GON at the nucheal line, or
between the dominant headache side and the non-dominant side were not found (p > 0.05).
The OLSS showed significant higher pain intensity in SDHNP (p < 0.001). In comparison to the
non-dominant side, the dominant side was significantly more sensitive (p = 0.004).
Discussion: Palpation of the GON at the occiput and the OLSS may be potentially relevant
tests in SDHNP. One explanation for an increased bilateral sensitivity may be sensitization
mechanisms. Future research should investigate the efficacy of neurodynamic techniques
directed at the GON.
Level of Evidence: 3b.
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Introduction

Localization of symptoms, especially unilateral localiza-
tion is an essential component for classification of head-
aches [1,2]. Across all types of headaches, almost one-
fifth are described as side-dominant [3,4]. Subjects with
migraine describe a side-dominant localization in 26%
of all cases [5]. Cervicogenic headache (CGH) is unilateral
without side change by definition [2,4]. Not only CGH
but also subjects with migraine complain of headache-
associated neck pain [6–9]. Neck pain in migraine is
more common than nausea or vomiting, but not
included in current migraine criteria [10]. Thus, side-
dominant headache and neck pain (SDHNP) is found in
a relevant subgroup of migraine and all CGH.

Migraine is described as a complex neurological con-
dition with interactions between the central and the
peripheral nervous system [11]. Pain mechanisms of
CGH are based on the convergence of cervical and tri-
geminal afferents. This allows trigeminal and cervical
afferents to refer pain into parietal, frontal and orbital
regions [12]. All anatomical nociceptive structures inner-
vated by the first three cervical nerves can be potential
sources of pain [13–15]. The greater occipital nerve (GON)
is identified as one of themajor nociceptives sources [16].

Systematic reviews show that an anesthetic infiltration of
the GON can be an effective treatment method for var-
ious types of headaches [17–22]. Recent randomized-
controlled trials show a marked effect of GON blocks in
chronic migraine [23–26]. Ambrossini and Schoenen
highlighted that a good effect with GON blocks can be
expected in subjects with a side-dominantmigrainewith-
out a side change [17]. As an alternative for the invasive
GON block, pericranial GON stimulation is described as an
effective treatment [27–29]. Furthermore, massaging the
GON has been reported as pain relieving by patients with
migraine [30].

For the examination of cervical contributing factors
in headache, a distinction is made between the articu-
lar, the muscular, and the neural system [31]. Recently
published systematic reviews summarize physical
examination test for subjects with CHG [32,33].
These do not include neural signs. However, a survey
focussing on non-responsive patients with CGH
showed that increased neural sensitivity may be one
of the falsely neglected features [34]. To investigate
neuronal mechanosensitivity in subjects with head-
ache, nerve palpation of the occipital nerves
[31,35,36] and neurodynamic tests are recommended
[16,37,38]. In diagnostic headache research, pressure

CONTACT Harry von Piekartz hvonpiekartz@gmail.com, Osnabrück, Germany University of Applied Science
Supplemental data for this article can be accessed here.

JOURNAL OF MANUAL & MANIPULATIVE THERAPY
2018, VOL. 26, NO. 4, 237–248
https://doi.org/10.1080/10669817.2018.1480912

© 2018 Informa UK Limited, trading as Taylor & Francis Group

http://orcid.org/0000-0002-4509-929X
https://doi.org/10.1080/10669817.2018.1480912
http://www.tandfonline.com
http://crossmark.crossref.org/dialog/?doi=10.1080/10669817.2018.1480912&domain=pdf


pain thresholds (PPT) are the most frequently used
test to determine neural pressure sensitivity [24,39–
45]. A range of studies reported controversial results
for the GON between SDHNP and a control group
[46–49]. Recommended neurodynamic tests in sub-
jects with headaches are the cervical slump and the
occipital slump [16,38]. Altered neurodynamic
response, using these tests, was reported for patients
with headaches compared to controls [49–51]. During
maintained cervical slump position, headache symp-
toms were reproduced in patients with primary head-
aches [51]. Furthermore, in children with primary and
secondary headaches, a decreased mobility and a
higher sensory response were described [50]. In
another study, however, no difference was found
between CGH, migraine and a control group [49].
There is no scientific consensus for the diagnostic
examination of the GON in side-dominant headaches.
The aim of this study was to evaluate whether
patients with SDHNP, compared to headache-free
control participants, show altered mechanosensitivity
of the GON, using PPTs at two different locations over
the GON and the occipitalis longsitting-slump (OLSS).

Methods

Design and setting

This study is an assessor-blinded diagnostic case-control
study. The study was previously registered in the
German Register for Clinical Studies (DRKS00010163)
and approved by the ethics committee of the
University of Osnabrück (WISO_MA_ELP_SS16_2/2).
This study fulfills the methodical requirements of the
Strengthening the Reporting of Observational studies in
Epidemiology [52]. All examinations were carried out at
the University Clinic Hamburg.

Participants

Participants were recruited by various physicians and
physiotherapists in Hamburg, Germany. Potentially eli-
gible patients and controls were interviewed during
telephone calls. If the eligibility criteria were fulfilled,
an examination date was agreed. An international
expert in headache and musculoskeletal examination
and treatment (postdoc research fellow) examined all
subjects to confirm eligility criteria again. Included were
subjects between 18 and 70 years with SDHNP for a
minimum of 3 months; a minimum of two headache
days permonth; a minimum intensity of 2/10 (numerical
rating scale). Ninety percent of the primary dominant
headache had to be unilateral without switching sides
and headache episodes had to be associated with neck
pain. Furthermore, patients had to be classified accord-
ing to the diagnostic criteria for CGH[53], episodic
migraine (without aura) or chronic migraine [54].

The criteria of Cervicogenic Headache International
Study Group (CHISG) ‘diffuse shoulder pain’ and ‘diffuse
arm pain’ were not considered in the inclusion criteria,
because they point toward other pathologies [55].
Therefore, five main criteria led to the diagnosis CGH
[56]: ‘unilaterality without side change’; a described
pain pattern ‘starting posteriorly- ending up anteriorly’;
‘cervical range of motion deficit’ (assessed using flexion-
rotation test). Flexion-rotation test (FRT) was considered
to be positive when less than 30° rotation is reached in
maximum cervical flexion [57]. ‘Provocation, externally’
was examined by unilateral posteroanterior passive
accessory intervertebral motions from C1 to C3.
‘Provocation, unphysiological neck position’ is confirmed
by the upper quadrant test [58]. Migraine without aura
was diagnosed as a recurring headache disease in at least
five attacks of 4–72 h duration [54]. At least two of the
following four typical characteristics were required: uni-
lateral location, pulsating quality, moderate-to-severe
pain intensity and aggravation by or causing avoidance
of routine physical activity. During headache, at least
one of these two accompanying symptoms should
occur: nausea and/or vomiting or photophobia and pho-
nophobia. Chronicmigraine is described as a tension-type
and/or migraine-like headache on 15 or more days per
month for more than 3 months.

Subjects with cervical trauma, rheumatoid disease or
other relevant pathologieswere excluded [16]. To exclude
medication-overuse headache, patients were also
excluded if pain or headache medication on more than
10 days per month was required [59]. Furthermore, the
main focus of this study is on the side-dominant head-
ache and not on face and jaw pain. Therefore, patients
with temporomandibular disorders and chronic dysfunc-
tional facial pain were excluded. A dysfunctional chronic
facial pain is considered to the orofacial version of the
Graded Chronic Pain Scale [60,61]. Excellent clinometric
properties have been demonstrated before [62–65]. A
relevant temporomandibular disorder is scored at six
points or higher of the Jaw Pain and Function question-
naire [66]. A sensitivity of 95.8% and a specificity of 100%
were shown for differentiation of temporomandibular
disorders and healthy subjects [67,68]. Healthy subjects
between 18 and 70 years of age with less than three
recurring headaches suffering from primary or secondary
headache according to the criteria of the International
Classification of Headache Disorders [54] or CHISG [69]
were included as control participants. The same exclusion
criteria as described for patients were applied.

Outcomes

Pressure pain thresholds (PPTs)

The amount of pressure required for the sensation
of pressure to change to a sensation of pain was dete-
cted with a mechanical pressure algometer (Wagner
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Instruments, Greenwich, UK) on two different points over
the GON on each side (Figure 1). Pressure was applied
using a 1 cm2 probe with measurable values from 0 to
6kg/cm2 in 0.1 intervals. Participants were instructed to
say ‘stop’ as soon as pressure changed into pain. In pre-
vious in vitro studies, the GON was located at an average
distance of 4 cm (range 1.5–7.5) lateral to a horizontal line
through the occipital protuberance (OP) [70,71]. Another
superficial localization has been described at the nucheal
line (NL) with an average horizontal distance to the mid
point of 4.36 cm [72]. In order to find the most sensitive
location, horizontal lines were palpated through the OP
and along the NL from 1.5 to 7.5 cm on each side. After
palpation, the PPT was determined three times with a
resting period of 30 s on both sides and both locations in
prone position. The increase in pressurewas standardized
to 250 g per second. Therefore, a chronometer was used
to consistently increase pressure: 1 kilogram in 4 s. The
reliability of this procedure has been found to be high for
the GON [48,73].

Occipitalis longsitting-slump (OLSS)

The OLSS was performed bilaterally with a standardized
test procedure [16]. During this procedure, legs were

parallel, knees were fixed in extension with a belt and
soles of the feet kept in complete contact with the wall to
maintain the ankle in a neutral position. Thereafter, the
subject was asked to bend the trunk as far as possible.
The therapist initiated a cervical flexion focussing on the
upper cervical spine. In addition, approximately 15° lat-
eral flexion and a cervical ipsilateral rotation of 30° were
attempted. The upper body was held in this position.
The examiner subsequently grasp into the hair region
above the GON to move the scalp longitudinally which
may load the GON. Immediately after this procedure,
the patient was asked to identify the pain localization in
face, head, cervical spine, thoracic spine, lumbar spine
and/or legs. For any location above C7, subsequently
the belt was released and the knees flexed. Participants
were asked to indicate their pain on the visual analogue
scale (VAS) and asked if symptoms were reduced by knee
flexion. The OLSS is considered to be positive if symp-
toms are indicated above C7 and a reduction in intensity
occurs due to knee flexion (Figure 2).

Examiner and training

The two assessors were blinded toward the headache
status (patient or control) and diagnosis (migraine or

Figure 1. Pressure pain thresholds (PPTs) of the greater occipital nerve (GON). GON localization at the occipital protuberance
(OP) (above), pressure pain thresholds (PPT) at OP (lower left) and PPT evaluation at linea nuchae (LN) (lower left).
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CGH). Both researchers are postgraduate physiothera-
pists and manual therapist with at least 5 years experi-
ence in the assessment and treatment of
musculoskeletal disorders. On three different days,
all examiners completed a comprehensive multi-hour
training, 2 h each day, of the examination techniques
described above. They were supervised several times
before the data collection. In addition, videos and
scripts were distributed. For detecting inter-rater and
intra-rater reliability before study start, both assessors
examined two subjects with SDHNP (chronic
migraine, CGH) three times in a random order.
According to PPTs and VAS intra-class correlation for
intra-rater reliability (ICC 3,3) and inter-rater reliability
(ICC 2,3) was used. Cohens Kappa was calculated for
localization while OLSS. Reliability testing revealed a
good inter-rater (ICC 0.79; 95% CI 0.67–0.93) and intra-
rater (ICC 0.90; 95% CI 0.83–0.95) reliability for PPT
measurements. For OLSS (VAS), good values were
obtained for inter-rater (ICC 0.72; 95% CI 0.61–0.89)
and intra-rater (ICC 0.83; 95% CI 0, 60–0.93) reliabilty.
For the localization during the OLSS, values of Kappa
0.79 and 0.82 could be shown.

Subjective outcomes

Head and neck pain symptoms, such as pain intensity,
localization, duration and frequency were recorded on
a questionnaire. Furthermore, the Migraine Disability
Assessment for headache-related impairment[74], the
Neck Dissability Index for neck pain-associated impair-
ment[75] and the Patient Health Questionnaire[76], an
assessment for depression, were evaluated. Headache
patients were asked to draw their typical symptoms of
the head and neck pain into a body chart.

Sample size calculation

The sample size was determined using data from a
previous study [46]. Pressure pain thresholds were
evaluated on different points including GON in sub-
jects with CGH, migraine, tension-type headache and
a healthy control group. For the group differences of
subjects with CGH and migraine in comparison to
healthy controls, an effect size of 0.67 was shown.
Since data for a linear regression were not present,
the sample calculation was performed on the basis of

Figure 2. Standardized procedure of the occipitalis longsitting-slump (OLSS). Starting position (top left), slump position with
neutral cervical spine (top right), cervical flexion (center left), lateral flexion and ipsilateral rotation (center right), release belt
(lower left) and evaluation with visual analogue scale (lower right).
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t-tests for independent samples. For an alpha of 0.05
and a power of 80%, a group size of n = 36, total
n = 72, was determined.

Statistical analysis

Data were analyzed using SPSS statistical package (24.0
Version). To investigate significant group differences
for sociodemographic data, unpaired t-tests for inde-
pendent samples and chi2-tests were used depending
on the type of data. In a further procedure, a back-
wards elimination confounder analysis with a binary
logistic regression was applied for age, sex, height,
and weight or sports frequency. Whether potential
confounders have a relevant influence was tested
with a stepwise linear regression. If the regression
coefficients change by more than 10%, analysis was
adjusted for the relevant confounders [77]. Pain locali-
zations during OLSS were examined with chi2-test. In
addition, sensitivity, specificity, positive and negative
likelihood ratios and predictive values were calculated
for OLSS. For subgroup differences, chi2-tests, Kruskal–
Wallis test and analysis of variance were performed.
Scheffé post hoc tests were applied. Whether a signifi-
cant difference between sides existed was explored by
paired t-tests. All parametric data were tested for nor-
mal distribution with the Kolmogorov–Smirnov test
and for homoscedasticity with Levene’s test. A p
value <.05 was considered statistically significant.

Results

A total of 67 headache patients were contacted. During
telephone preselection, 24 were excluded because they
did not fulfill the eligibility criteria. The remaining 43
subjects were invited for an examination appointment.
After the examination, a further 5 participants were

excluded because of chronic dysfunctional orofacial
facial pain (n = 2), craniomandibular disorders (n = 2)
and pain medication on more than 10 days per month
(n = 1). The remaining 38 headache patients were diag-
nosed as CGH (n = 13), episodic migraine (n = 5) and
chronic migraine (n = 20). Additionally, 38 asympto-
matic control participants were included. Regarding
demographic data (age, sex, height, sports frequency
and sports type), no significantly differences were
shown (Table 1). However, a significant difference in
weight was detected between the headache group
72.9 kg (SD 12.8) and the control group 67.8 kg
(SD 9.0) (p = 0.047). Furthermore, weight (p = 0.011)
and gender (p = 0.053) were identified by logistic regres-
sion as potentially relevant confounders (R2 = 0.137).

Primary analysis

In the control group, no statistically significant differ-
encewas observed for PPT between left and right side at
OP (p = 0.974) and NL (p = 0.953). Therefore, for all
further analyses, mean values from both sides were
used for healthy controls. In GON PPT measurement at
the level of the OP, a significant difference was shown
between subjects with SDHNP and healthy controls: the
pain-dominant side (mean = 1.89 Kg/cm2 (SD 0.84))
showed a significant difference (p = 0.001) compared
to the control group (mean = 2.56 Kg/cm2 (SD 0.76)). In
addition, the non-domaint side, when compared to the
control group, also showed a significant difference
(p = 0.005) (Figure 3). There was no difference between
the dominant and the non-dominant side in subjects
with SDHNP (p = 0.156). An adjustment of confounders
was not necessary. In the PPT measurement at NL, no
significant difference was detected between the SDHNP
and the control group. Furthermore, no difference was
shown between dominant and non-dominant side

Table 1. Sociodemographic and headache characteristics.
SDHNP (n = 38) CG (n = 38) P value

Age Years x (SD) 41.8 (12.2) 38.0 (12.1) 0.18
Sex m:f 6:32 8: 30 0.70
Height cm x (SD) 171.1 (8.1) 172.8 (SD 7.8) 0.56
Weight Kg x (SD) 72.9 (12.8) 67.8 (SD 9.0) 0.047*
Sport frequency Per week 1.3 (1.1) 1.6 (SD 0.8) 0.15
Sport No sport

Ball sports
Endurance
Gymnastics
Strength training

10
4
12
6
6

5
5
12
7
9

0.63

Headache at examination date 11 0
Headache duration Years x (SD) 11.9 (10.8)
Headache intensity NRS (IQR) 6.5 (1)
Headache frequencies Days per month 14 (8.1)
Neck pain intensity NRS (IQR) 4 (2.4)
Midas Median (IQR) 27 (26)
NDI Median (IQR) 13 (7.75)
PHQ-9 Median (IQR) 7 (6)

SDHNP: side-dominant head and neck pain, CG: control group, Midas: migraine disability assessment, NDI: neck disability index, PHQ-9:
patient health questionnaire, x̅ mean, SD: standard deviation, NRS: numeric rating scale, IQR: interquartile range, * <0.05.
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(p = 0.115) (Table 2). A confounder adjustment by sex
and weight was required but did not influence the
results.

For the OLSS, no statistically significant difference
between sides was shown in the control group. As for
the PPTs, mean values across sides were used for further
analyses (Figure 4). Reported VAS during OLSS showed a
statistically significant difference for all comparisons
between the headache and the control group: the pain-
dominant and the non-dominant side were significantly
different from the control group (p < 0.001) (Table 2). A
significant difference was found between the dominant
and non-dominant side for the OLSS (p = 0.004) and the
OLSS with symptom localization above C7 (p = 0.045). A
confounder adjustment was necessary for OLSS above
C7. This again did not alter the interpretation of the
significance. There was no side-to-side difference within

the headache or control group for pain localizations, face,
occiput, cervical spine, thoracic spine, lumbar spine or
legs, during OLSS (p > 0.05). Within the SDHNP group, 23
subjects showed pain localizations above C7 on the pain-
dominant side during OLSS. A relief by knee flexion was
shown on the dominant side in 18 subjects. This results in
a sensitivity of 47% and an average specificity of 75% (left
76%, right 75%) and a positive and negative likelihood
ratio of 0.63 and 0.70 and an average positive and nega-
tive predictive value of 0.65 and 0.58, respectively.

Secondary analyses

Subjects with SDHNP which suffered from headaches at
the day of examination (n = 11) did not differ from those
who did not have headaches (n = 27) in terms of pres-
sure sensitivity (PPT) neither at the OP, nor at the NL at

Figure 3. Greater occipital nerve (GON) pressure pain thresholds (PPTs) horizontal to occipital protuberance (OP) at the
dominant side, non-dominant side and a control group.

Table 2. Greater occipital nerve tests in subjects with side-dominant head and neck pain and a healthy control group.

Side
SDHNPx̅
(SD; SEM) CG x̅ (SD; SEM) Mean difference

95% Confidence
interval of the difference p value

PPT OP (Kg/cm2) Pain-dominant 1.89 (0.84; 0.14) −0.66 −1.03; −0.30 0.001**
Non-dominant 2.07 (0.72; 0.12) −0.48 −0.82; −0.15 0.005**
Mean 1.98 (0.78; 0.13) 2.56 (0.76; 0.1) −0.57 −0.90; −0.25 0.001**

PPT NL (Kg/cm2) Pain-dominant 2.07 (0.99; 0.16) −0.29 −0.72; 0.15 0.296 (ad)
Non-Dominant 2.25 (1.03; 0.16) −0.11 −0.55; 0.33 0.805 (ad
Mean 2.16 (1.00; 0.6) 2.36 (0.90; 0.17) −0.20 −0.62; 0.23 0.406 (ad)

OLSS (VAS) Pain-dominant 4.81 (2.56; 0.43) 2.44 1.45; 3.44 <0.001***
Non-dominant 3.98 (2.01; 0.34) 1.61 0.77; 2.46 <0.001***
Mean 4.27 (2.17; 0.39) 2.37 (1.68; 0.39) 1.90 1.03; 2.78 <0.001***

OLSS (VAS)
above C7

Pain-dominant 5.73 (2.26; 0.49)
n = 21

2.62 1.32; 3.93 <0.001***

Non-dominant 4.56 (1.75; 0.39)
n = 20

1.45 0.34; 2.57 0.001**

Mean 5.00 (2.03; 0.44)
n = 26

3.11 (1.56; 0.44)
n = 17

1.89 0.72; 3.06 0.012 *(ad))

SDHNP: side-dominant head and neck pain, CG: control group, PPTs: pressure pain thresholds, OP: occipital protuberance, NL: nucheal line, OLSS:
Occiput Longsitting-slump, OLSS above C7 localizations during OLSS: face, occiput, cervical spine, x̅ mean, SD standard deviation, SEM standard error
of the mean, ad adjustment using Confounder variables gender and weight, * <0.05, ** <0.01, ***<0.001.
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both sides (p > 0.05). A difference between both groups
for dominant (p = 0.016) and non-dominant side
(p = 0.017) was shown in OLSS. Subjects who indicated
their typical headache in the sensory area of the GON
(n = 14) differed in PPTs at the OP with those who
indicated their headache elsewhere (n = 24) on the-
pain-dominant (p = 0.025) and non-dominant side
(p = 0.02). There was no difference in the pressure
sensitivity of the PPT at the NL or the OLSS (p > 0.05).
For subgroup analysis, a statistically significant differ-
ence was found for the GON pressure sensitivity at OP
between subjects with CGH and a control group
(p = 0.004). No differences were identified at the NL or
for other headache subgroups. For OLSS, the difference
between the CHG and controls (p = 0.001) as well as
between CM and controls was shown for VAS
(p = 0.001).

Discussion

Both sides, pain-dominant and non-dominant, in sub-
jects with SDHNP showed a lower pressure-mechan-
osensitivity of the GON at the OP compared to a
healthy control group, but not at the NL. During
OLSS, significantly higher VAS values were reported
for all comparisons between SDHNP and healthy
controls.

The present study confirms the results of the very
limited available studies on cranial nerve mechanosen-
sitivity: an increased pressure sensitivity over supra-
and infraorbital nerves was previously shown in various
types of headaches [39,41,42]. The GON was evaluated
in several studies in subjects with headaches compared

to control groups [46–49]. The results for PPT shown in
the present study were consistent with Bovim et al [46].
In another study, GON PPTs were compared between
subjects with CGH and subjects with neck pain [47].
Differences were shown between sides within the CGH
group, but not for between-group comparison.
However, investigators were not blinded[46,47] and
with regard to a large variance of reported GON loca-
lizations[78], identification of the GON was not or only
insufficiently reported [46–49].

Neurodynamic tests in subjects with headaches
were previously investigated [49–51]. Results of this
current study were similar to Piekartz et al. [50], who
described an intense sensory response during the
longsitting-slump in children with headache. A repro-
duction of headaches during a neurodynamic test was
previously shown in subjects with migraine [51]. This
could not be reproduced in this present study.
Regarding the presence of headache symptoms on
the examination day, no significant difference was
recorded for the PPTs over the GON. However,
SDHNP subjects with current headache were more
sensitive during OLSS than SDHNP subjects without
current headache symptoms. This is comparable to a
previous publication on the FRT [79].

In neurodynamic testing, sensitizing movements are
carried out as far away as possible from the location of
pain. Theoretically, mechanosensitivity of the nervous
system is influenced by movements in the periphery
[80]. For OLSS, however, compared to a control group,
pain relief during sensitizing movements was not
observed inmany participants and low diagnostic accur-
ancy was shown. One possible explanation might be

Figure 4. Visual analogue scale (VAS) during the occipitalis longsitting-slump (OLSS) at the dominant side, non-dominant side
and a control group.
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that not only nerves, but also extraneural structures are
stressed during the testing procedure. The OLSS is
based primarily on a biomechanical in vitro study [81].
Vital described during a cervical flexion and rotation
manoeuvre an increase in tension of the GON. This has
never been confirmed in imaging studies. An explana-
tion for increased mechanosensivity could be a bridge
of connective tissue between the rectus capitis posterior
minor muscle and the dorsal dura mater [82]. It is pos-
sible that during the OLSS procedure, a mechanical
stimulus is transmitted to the dura [83]. Yuan et al.
showed in a cross-sectional study an association
between the hypertrophy of rectus capitis posterior
minor with chronic headaches [84].

This current study showed no difference between
the dominant and the non-dominant headache side
regarding the pressure sensitivity. This is best
explained by central sensitization. Various mechan-
isms could be involved [42]: Antidromal discharges
of the central nervous system can sensitize peripheral
nerves. The nociceptive fibers of the nervi nervorum
could be sensitized [80,85]. Alternatively, neurons in
the posterior horn could be depolarized during cen-
tral sensitizations, which can also lead to an increased
pain perception in other areas [86,87]. Palpation of
asymptomatic nerves can lead to allodynia due to a
reduced inhibition and an overactive central nervous
system [88]. Central sensitization may also be an
explanation for the similarity of some of the symp-
toms in CGH and Migraine [16,53]. However, more
research is required to distinguish the effect of central
sensitization between the various types of headaches.

Although different pathomechanisms exist, clinical
signs of migraine and CGH can be similar [53,89]. It
has also been hypothesized that migraine and CGH
can co-exist [90]. One study reported that in 44% of all
headaches, more than one headache diagnosis was
attributed [91] and over 30% of subjects with CHG
also met the criteria for migraine [92]. Other studies
showed that 42% of subjects with CGHs indicated a
simultaneous migraine [56]. Hall et al. suggest that
migraine, CGH may be a continuum across different
headache forms [31].

Limitations

It might be questioned whether the applied proce-
dure was precise enough to identify the GON by
locating the most sensitive site. Ducic et al. described
considerable variations of the GON [78]. In the occipi-
tal area, other structures could be highly sensitive, e.g.
epicranial structures. However, the GON is the main
sensory nerve of the occiput [93] and accordingly, the
sensitivity to palpation appears to be high. Another
method of localizing the GON would be via diagnostic
ultrasound [94–96]. Nevertheless, a high reliability of
this procedure has been found previously [48,73].

There are two commonly used classification sys-
tems for CGH [54,69]: The diagnostic criteria of the
CHISG were chosen since the criteria of the
International Classification of Headache Disorders
(ICHD-3 beta) appeared to be not feasible for this
study. It has been shown that findings in imaging
methods such as x-ray [97], MRI [98,99] or discrimita-
tive, laboratory-based evidence [89] are not related to
CGH. Likewise, in subjects with CGH, effectiveness of
anesthetic blocks can neither be verified nor dis-
missed [19,21,22,100,101].. The remaining criteria of
the ICHD-3 and the corresponding comments are
comparable to the criteria of the CHISG. In general,
CHISG provides more practical and specific criteria for
the clinical diagnosis of CGH [102].

Conclusion

The pressure sensitivity over the GON at the occipital
area was shown to be lower in subjects with SDHNP
than in a healthy control group. This was also shown
for the subgroup of CGH. A difference in the pressure
sensitivity of the GON at the NL could not be shown.
There were no differences between the dominant and
the non-dominant headache side. During OLSS, signifi-
cantly higher pain intensity was reported by partici-
pants with SDHNP compared to the control group. The
pain-dominant side was significantly more sensitive
compared to the non-dominant side. The OLSS showed
a low diagnostic accuracy, but has a potential rele-
vance for the clinical reasoning regarding the decision
on a potentially effective treatment strategy in the
individual headache patient.
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