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New Zealand rugby health
study: motor cortex
excitability in retired elite
and community level rugby
players
Gwyn N Lewis, Patria A Hume, Verna Stavric, Scott R Brown, Denise Taylor
ABSTRACT
AIMS: Rugby union is a high contact sport in which players frequently experience brain injuries. Acute
brain injury is associated with altered corticomotor function. However, it is uncertain if long-term exposure
to rugby is associated with any alterations in corticomotor function. The aim of the study was to assess
measures of corticomotor excitability and inhibition in retired rugby players in comparison to retired
non-contact sport players.
METHODS: The design was a cross-sectional study with three groups of retired athletes: elite rugby
(n=23), community level rugby (n=28) and non-contact sport control (n=22). Assessments of corticomotor
excitability were made using transcranial magnetic stimulation.
RESULTS: Resting motor threshold was significantly higher and long-interval intracortical inhibition was
greater in the elite rugby group compared to the control group. Participants in the two rugby groups had
sustained significantly more concussions than the control group.
CONCLUSIONS: We provide some evidence of altered corticomotor excitation and inhibition in retired
elite rugby players in comparison to retired non-contact sport players. Given the absence of findings in
the community rugby group, who had experienced a similar number of concussions, the association with
previous brain injury is unclear.

The long-term effects of head injuries in
professional athletes have become a highproﬁle topic as evidence accumulates of
the potential negative effects of repeated
concussion on brain function. In contact
sports such as rugby and American football,
where high velocity impacts are a common
feature of the game, concussions are
frequently encountered. The incidence rate
in adult rugby players has been reported
at 3–23% in a single season,1 while a recent
meta-analysis determined a concussion incidence of 4.73 per 1,000 player match hours,
or approximately one in every ﬁve games.2
Numerous studies using transcranial
magnetic stimulation (TMS) have shown
that corticomotor excitability, or the excitability of the pathway from the primary
motor cortex to the motoneurons, is altered

in the acute phase following concussion.3–8
Consistent ﬁndings are an elevated motor
threshold and a prolongation of the cortical
silent period. The cortical silent period
in particular, reﬂects an enhancement
of gamma-aminobutyric acid B (GABAB)
receptor mediated intracortical inhibition.
Enhanced GABAB-inhibition has been
shown to be associated with impaired
motor performance,7,9,10 suggesting that this
could be a clinically relevant ﬁnding. The
outcomes are less consistent in studies that
have examined the long-term (>12 months)
effects of concussion on corticomotor
excitability. While some show a continued
prolongation of the silent period,10,11 others
have shown no differences12 or a relative
shortening of silent period duration.13 Similarly, long-interval intracortical inhibition
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(LICI), a further measure reﬂecting GABAB
receptor activation, has been reported to be
reduced,13 enhanced9,14,15 or unchanged12 in
the long term, following concussion. Thus,
there are inconsistencies in the studies to
date on the potential long-term effects of
concussion on corticomotor function.
The cumulative effect of multiple concussions may be more inﬂuential than the
effect of a single concussion. The term
“chronic traumatic encephalopathy” has
been used to describe the progressive
neurodegenerative effects of concussions,
and it is particularly common in athletes
who have experienced multiple blows to
the head.16 De Beaumont and colleagues11
provide some evidence that athletes with
multiple concussions have exaggerated
alterations in corticomotor excitability
compared to those with a single concussion.
The goal of the current study was to
examine corticomotor excitability in athletes
retired from competitive rugby union
in comparison to athletes retired from
non-contact sport. Given the potential differences in playing time, player size and skill,
and data from previous studies showing
differences in concussion rates among
different levels of competition, separate
groups of participants were recruited from
retired elite (national and international) and
community (club) level players.

Methods

Participants

Participants were 73 males who had previously played competitive rugby, hockey or
cricket in New Zealand. They were a cohort
from a larger study investigating the health
of retired rugby and non-contact sport
athletes who volunteered to participate in
an additional session assessing corticomotor
excitability. Participants were separated
into three groups: elite rugby (n=23),
community rugby (n=28) and a non-contact
sport control (hockey and cricket; n=22).
Elite rugby players were required to have
played at international or national level,
while the community level group played at
club level. Non-contact sport players were
club, national and international level. All
participants were required to be male, aged
30–65 years and to be retired from competitive sport for at least ﬁve years. They were

excluded if they had any contraindications to or did not want to undertake TMS
(n=4), or were taking medication known to
inﬂuence corticomotor excitability (n=1).17
Ethical approval was obtained from the
Auckland University of Technology Ethics
Committee and informed consent was
obtained prior to participation.

Protocol

Participants were asked to complete an
online questionnaire assessing general
physical and mental health, including
concussion history. A detailed description
of the assessment and the relevant ﬁndings
is provided elsewhere.18 Participants then
completed an additional test session using
TMS to assess intracortical and corticomotor excitability.

Motor cortex
excitability
assessment

Procedure

Participants were seated in a comfortable
chair with their self-reported dominant arm
resting on a pillow positioned over their lap.
TMS was applied to the contralateral brain
hemisphere. Magnetic stimuli were applied
using a Bistim 2002 (Magstim Co) and a
70mm ﬁgure-of-eight coil. The coil was held
perpendicular to the scalp with the handle
directed posteriorly at approximately 45⁰ to
induce a posterior-anterior current in the
motor cortex. The “hot spot” for the participant’s dominant ﬁrst dorsal interosseus
(FDI) muscle was found by moving the coil
around the scalp and locating the site that
elicited the largest motor evoked potentials
(MEPs) in the FDI. This site was marked
with a felt pen and all further stimuli were
delivered with the coil over this location.
The resting motor threshold (RMT) was
established as the lowest intensity that
elicited at least four MEPs>50 µV in a train of
eight consecutive stimuli.19

Electromyography

The FDI muscle was selected as the target
muscle, as it has almost exclusively been
used in other studies assessing the impact of
concussion on corticomotor excitability in
sporting populations, and thus would enable
comparison with previous work in the
ﬁeld.10,11,13,14,20 Self-adhesive bipolar surface
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electrodes (Norotrode, USA) were applied
over the belly of the FDI of both hands. The
skin was shaved and cleansed with alcohol
prior to application of electrodes. A ground
electrode was applied over the dominant
styloid process or 5th carpometacarpal
joint. Electromyography (EMG) signals
were ampliﬁed (AMT-8, Bortec Biomedical,
Canada), ﬁltered (10–1000Hz) and sampled
at 5,000Hz using a data acquisition board
(Micro 1401, CED, UK) and Signal software
(CED, UK).

Corticomotor excitability

Corticomotor excitability was assessed
using stimulus-response curves. To obtain
the curves, participants were given magnetic
stimuli at eight intensities from 90–160%
RMT in 10% steps. Ten stimuli were given at
each intensity with the FDI muscle relaxed.
Eighty stimuli were delivered 5–7 s apart
with the order of intensity randomised.

Intracortical inhibition and
facilitation

Measures of intracortical excitability
reﬂect excitability of cortical interneurons,
providing a speciﬁc measure of neural excitability within the brain itself. To examine
short-interval intracortical inhibition (SICI),
conditioning and test stimuli were delivered
with an interstimulus interval of 2ms. The
test stimulus intensity was set to elicit a MEP
of 1mV amplitude (TS1mV). Two intensities of
conditioning stimulus were provided at 70%
and 80% RMT.
To examine short-interval intracortical
facilitation (SICF), a conditioning stimulus
was delivered at TS1mV followed by a test
stimulus at 90% RMT. Two interstimulus
intervals of 1.4 and 2.8ms were used.
To examine long-interval intracortical
inhibition (LICI), a conditioning stimulus
was delivered at 120% RMT followed by
a test stimulus at TS1mV. The interstimulus
interval was 99ms.
Ten stimuli were given for each condition
described above with the FDI muscle
completely relaxed. An additional 10 stimuli
were provided at TS1mV. The 60 stimuli were
delivered 5–7 s apart with the order of
condition randomised.

Silent period

The silent period induced by single-pulse
TMS was examined by delivering 10 stimuli
at 120% RMT while the dominant FDI was

activated at 10% of maximum isometric
voluntary contraction (MVC). To determine
MVC, participants performed an isometric
abduction of the target index ﬁnger against
a loadcell (Precision Transducers Ltd, New
Zealand) for 5–10 s, and the maximum level
of force identiﬁed. To generate a contraction
of 10% MVC, participants were provided
with visual feedback of the target force and
their actual force.

Transcallosal inhibition

Transcallosal inhibition is a measure of
eﬃcacy of connections between the two
primary motor cortices. It was assessed
by recording responses in the non-dominant FDI while stimulating over the hot
spot for the dominant FDI. Ten stimuli
were delivered at 80% of maximum stimulator output while the non-dominant FDI
was activated at 50% MVC. The MVC of
the non-dominant FDI was determined in
similar manner to that described for the
dominant FDI. During stimulation, participants were provided with visual feedback of
the target force and their actual force.

Data processing

Stimulus-response curve and intracortical
facilitation and inhibition data were visually
inspected, and any responses containing
unwanted muscle activation were removed
prior to further analysis. The maximum
peak-to-peak amplitude of each MEP was
measured and then averaged across each
intensity level or condition. For the stimulus-response curve data, a Boltzman
equation was ﬁtted for each participant and
the overall group data using the following
formula:21
MEP amplitude (S) = MEPmax / (1 + exp((S50
- S)/m))
where MEPmax represents the maximum
MEP amplitude or plateau, S is stimulus
intensity, S50 is the stimulus intensity at
which the MEP amplitude is 50% of MEPmax
and m is a slope parameter. The maximal
steepness of the function at S50 is directly
proportional to the inverse of the slope
parameter (ie, 1/m). In addition, the variability of MEP amplitude at 120% RMT
(MEPCV) was determined by expressing the
standard deviation of response amplitude
relative to the mean MEP amplitude. This
provides a measure of the ﬂuctuations in
corticomotor excitability.
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Responses obtained during the assessment
of the silent period and transcallosal inhibition were rectiﬁed and averaged. The mean
background EMG activity 80ms pre-stimulus
was determined in the averaged response.
The duration of the silent period was deﬁned
as the time from stimulation to the point at
which the rectiﬁed EMG activity returned
to the background mean level following
the MEP (Figure 1). The onset and offset of
transcallosal inhibition were deﬁned as the
time points at which rectiﬁed EMG activity
dropped below and returned to the background mean level, respectively (Figure 1).
The duration of transcallosal inhibition was
the difference between these two time points.

General health assessment

The full online questionnaire took approximately 40 minutes to complete. Data were
collected on participant demographics,
injuries and illnesses, current physical
and mental health, sleep quality, drug and
alcohol use, and beliefs regarding sport and
health. Participants were asked if they had
ever experienced a concussion while playing
or training for their sport. The following
deﬁnition of a concussion was provided:
“A concussion is a blow to the head
followed by a variety of symptoms that
may include any of the following: headache,
dizziness, loss of balance, blurred vision,
‘seeing stars’, feeling in a fog or slowed down,
memory problems, poor concentration,
nausea or throwing-up. Getting ‘knocked out’
or being unconscious does NOT always occur
with a concussion.”
The severity of concussions was assessed
using the Rivermead Post Concussion
Symptoms Questionnaire (RPQ).22 Scores
from the questionnaire were separated into
two components reﬂecting predominantly
early (RPQ-3) and late (RPQ-13) symptoms of
brain injury.23
To evaluate current levels of physical
activity, participants were also asked the
number of days in the previous week that
they undertook exercise.

Statistical analysis

Using the Kolgomorov Smirnov test, it
was determined that all outcome variables
except for the silent period duration, transcallosal inhibition duration and two of
the Boltzmann equation coeﬃcients were

not normally distributed in at least one of
the three groups. Therefore, corticomotor
and intracortical excitability variables
(RMT, MEPCV, SICI, SICF, LICI, silent period
duration, transcallosal inhibition duration,
Boltzmann equation coeﬃcients) and
concussion data were compared among
groups using Kruskal-Wallis tests. Significant ﬁndings were investigated using the
Mann-Whitney U test, with the alpha level
adjusted using a Bonferroni correction. Categorical data were compared among groups
using Chi-Square tests. Effect size data were
also determined for comparisons between
the two rugby groups and the control group.
Effects sizes for continuous and numerical
data are expressed as Cohen’s d. Effect sizes
for categorical data were converted from
the odds ratio.24 Statistical analyses were
undertaken using SPSS V23 (IBM, USA) and
Comprehensive Meta-Analysis (Biostat, USA).
An alpha level of 0.05 was adopted.

Results
Demographic and concussion information for the groups is shown in Table 1.
Concussion information was missing from
one elite rugby and one community rugby
participant. The groups were matched
for age, the numbers of years active in
sport and current frequency of exercise,
but there were signiﬁcant differences
in height, weight and body mass index
(BMI). Participants in the elite rugby group
were taller and heavier than the other
two groups (all P<0.001; adjusted alpha =
0.012). Community rugby players were also
heavier than the controls (P=0.004). Overall,
participants in the two rugby groups
had a signiﬁcantly higher BMI than the
control participants (both P≤0.002), but the
difference between the rugby groups was
not signiﬁcant (P=0.09).
There were also differences among groups
in concussion history. All rugby players
except one had experienced at least one
concussion during their playing career,
while only six of the control group had experienced concussions. Therefore, there were
signiﬁcantly more control participants who
had not sustained a concussion compared
to the two rugby groups (both P<0.001), and
signiﬁcantly less who had sustained three or
more concussions (both P<0.001).
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Table 1: Demographic, general health information for the three groups. Data are mean (standard deviation) or effect size (95%
conﬁdence interval).

Elite Rugby
(n=23)

Community
Rugby (n=28)

Control (n=22)

P-value

Effect size
ER v Control

Effect size
CR v Control

Age (years)

43 (7)

45 (8)

44 (9)

0.77

0.18 (-0.40 to 0.77)

0.03 (-0.53 to 0.59)

Height (cm)

188 (7)

178 (6)

178 (5)

<0.001*a,b

1.64 (0.95 to 2.33)

0.05 (-0.61 to 0.7)

Weight (kg)

107 (17)

88 (9)

81 (10)

<0.001*a,b,c

1.83 (1.12 to 2.55)

0.76 (0.09 to 1.44)

BMI (kg/m2)

31 (5)

29 (4)

26 (3)

<0.001*a,c

1.35 (0.70 to 2.00)

0.88 (0.26 to 1.49)

Years of sport

23 (8)

23 (7)

24 (9)

0.92

0.08 (-0.53 to 0.70)

0.04 (-0.52 to 0.6)

Exercise days

2.9 (1.0)

2.8 (1.2)

2.8 (0.9)

0.38

0 concussions (n)

0 (0%)

1 (4%)

16 (75%)

<0.001*a,c

NA

2.34 (1.12 to 3.55)

1–2 concussions (n)

3 (13%)

3 (11%)

5 (21%)

0.50

0.37 (-0.49 to 1.24)

0.47 (0.39 to 1.33)

≥3 concussions (n)

20 (87%)

23 (85%)

1 (4%)

<0.001*a,c

2.72 (1.43 to 4.02)

2.64 (1.39 to 3.89)

RPQ-3

3.5 (2.1)

4.5 (2.9)

2.5 (1.0)

0.21

0.59 (-0.33 to 1.51)

0.93 (0.03 to 1.83)

RPQ-13

11.8 (8.4)

11.7 (10.9)

8.3 (11.8)

0.41

0.34 (-0.57 to 1.25)

0.30 (-0.60 to 1.19)

Reported concussions

ER = elite rugby; CR = community rugby; BMI = body mass index; RPQ = Rivermead Post Concussion Questionnaire; * = significant difference
among groups; a = significant difference between control and elite rugby groups; b = significant difference between community and elite rugby
groups; c = significant difference between control and community rugby groups.

Discussion

Motor cortex excitability

Example MEPs from single- and pairedpulse stimulation and group stimulus
response curves are shown in Figures 1 and
2, respectively. The mean MEP amplitude
obtained during stimulation at TS1mV was
0.97±0.95mV, 1.02±1.10mV and 1.02±0.63mV
for the elite rugby, community rugby and
control groups, respectively. This indicates
adequate matching of test MEP amplitude
for the assessment of paired-pulse data.
Summary information for all of the
dependent variables is provided in Table 2.
There was a signiﬁcant difference in RMT
among the groups. RMT in the elite rugby
group was signiﬁcantly higher compared to
the control (P=0.004) group. There was also
a difference in LICI among the groups, with
the elite rugby group showing signiﬁcantly
more LICI (reduced MEP size) in comparison
to the control group (P=0.005). There were
no other signiﬁcant differences among
groups in the other motor cortex excitability
or inhibition outcome measures.

We found some evidence for altered
corticomotor excitability and intracortical
inhibition in retired elite rugby players
in comparison to retired non-contact
sport players. Resting motor threshold
was elevated in the elite rugby group,
reﬂecting reduced excitability, and LICI
was increased, reﬂecting enhanced inhibition. Both of these ﬁndings follow some
of the previous research on the impact of
concussion on measures of motor cortex
excitability. However, although both rugby
groups had experienced a greater number
of concussions compared to the control
group, there were no similar differences
in RMT and LICI in the community rugby
group. Therefore, the association with
concussion history is unclear.

Motor threshold

The elite rugby group had a higher resting
motor threshold compared to the control
group. An elevated motor threshold normally
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Table 2: Group results of corticomotor and intracortical excitability data. Data are mean (standard deviation) or effect size (95% conﬁdence interval).

Elite Rugby
(n=23)

Community
Rugby (n=28)

Control (n=22)

P-value

Effect size
ER v Control

Effect size
CR v Control

RMT (% MSO)

50 (7)

46 (10)

44 (8)

0.01*a

0.89 (0.27 to 1.50)

0.21 (-0.35 to 0.77)

MEP variability (%)

71 (24)

80 (54)

61 (22)

0.43

0.41 (-0.18 to 1.00)

0.46 (-0.11 to 1.02)

Boltzmann equation coefficients
MEPmax (mV)

4.3 (2.0)

4.9 (3.3)

5.8 (3.5)

0.57

0.47 (-0.12 to 1.07)

0.21 (-0.35 to 0.77)

slope

8.4 (3.7)

8.0 (3.5)

7.3 (4.0)

0.52

0.23 (-0.36 to 0.81)

0.12 (-0.43 to 0.68)

S50 (%RTh)

126 (10)

126 (12)

126 (14)

0.77

0.02 (-0.56 to 0.61)

0.02 (-0.54 to 0.58)

SICI70 (mV)

0.33 (0.40)

0.37 (0.33)

0.44 (0.39)

0.20

0.27 (-0.31 to 0.86)

0.19 (-0.37 to 0.29)

SICI80 (mV)

0.45 (0.67

0.51 (0.50)

0.44 (0.37)

0.27

0.02 (-0.56 to 0.61)

0.17 (-0.39 to 0.73)

SICF1.4 (mV)

2.27 (1.43)

2.49 (1.79)

2.41 (1.42)

0.86

0.10 (-0.48 to 0.69)

0.05 (-0.51 to 0.60)

SICF2.8 (mV)

1.51 (0.84)

1.73 (1.61)

2.07 (1.52)

0.39

0.46 (-0.14 to 1.05)

0.22 (-0.34 to 0.78)

LICI (mV)

0.22 (0.53)

0.31 (0.44)

0.50 (0.86)

0.03*a

0.40 (-0.2 to 0.99)

0.28 (-0.28 to 0.84)

Silent period (ms)

157 (33)

151 (30)

153 (28)

0.63

0.12 (-0.47 to 0.70)

0.07 (-0.49 to 0.62)

Transcallosal inhibition (ms)

41 (11)

48 (16)

39 (18)

0.13

0.13 (-0.46 to 0.72)

0.48 (-0.09 to 1.06)

Paired-pulse stimuli

ER = elite rugby; CR = community rugby; RMT = resting motor threshold; MSO = maximum stimulator output; MEP = motor evoked potential; S50 =
stimulus intensity at which MEP amplitude is 50% MEPmax; SICI = short-interval intracortical inhibition; SICF = short-interval intracortical facilitation; LICI
= long-interval intracortical inhibition. * = significant difference among groups; a = significant difference between elite rugby and control groups.
Figure 1: Example motor evoked potentials (MEPs) from individual participants. Each response shown is
an average of 10 stimuli.

A. Overlaid stimulus-response curve MEPs from an elite rugby participant. Responses are from stimulus intensities from
90–160% of resting threshold.
B. Overlaid paired-pulse responses in a control participant. The non-conditioned (single-pulse) response is shown in
grey. The black traces show the two short-interval intracortical inhibition conditions. The dotted traces show the two
short-interval intracortical facilitation conditions.
C. Silent period in a community rugby player. The silent period duration is indicated by the arrow.
D. Transcallosal inhibition in a community rugby player. The duration of transcallosal inhibition is indicated by the arrow.
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Figure 2: Stimulus-response curves showing mean motor evoked potential (MEP) amplitude for the
three groups. The data have been ﬁtted with Boltzmann equation curves. RMT = resting motor threshold. Bars are 1 standard error of the mean.

reﬂects impaired excitability threshold of
cortical motor neurons and is one of the
most common alterations evident in studies
that have used TMS in people with acute
concussion (<1 month).3–5 Studies involving
people with a longer post-concussion period
have produced less consistent ﬁndings.
While motor threshold was increased in
one study25 investigating the effects of mild
brain injury sustained an average of ﬁve
years previously, two similar studies found
no signiﬁcant differences.10,26 The latter two
studies involved people who were ninemonths to two-years post-brain injury.
While the elite rugby group had an
elevated RMT in relation to the control
group, it is diﬃcult to make an association
with concussion history given the similar
number and severity of concussions experienced in the community rugby group,
whose RMT did not differ from the controls.
A potential confounding factor is the larger
size of the elite rugby group, both in terms of
weight and BMI. The elite rugby group were
on average 25kg heavier than the control
group. Stokes and colleagues27 identiﬁed
that a 1mm increase in the distance from the

TMS coil to the motor cortex was associated
with a 2.8% increase in motor threshold.
Therefore, the potential for more adipose
tissue and increased cranium thickness28 in
the larger elite rugby players may contribute
to the increased resting motor threshold.

Corticomotor and intracortical
excitability

The ﬁnding that corticomotor excitability,
assessed using the stimulus-response curves,
was equivalent to controls in the two rugby
groups indicates that the excitability of the
pathway from the corticospinal tract to the
FDI muscle was not abnormal. Therefore,
the strength of synaptic connections in the
output pathway from the primary motor
cortex was the same in the retired rugby
players as the control group.
The intracortical excitability measurement
of LICI was increased in the elite rugby
group in comparison to the controls. Two
previous studies have reported that athletes
with multiple previous concussions (>12
months ago) had greater LICI than comparable athletes without concussion history.9,15
LICI is mediated by GABAB receptors in the
primary motor cortex.29 Based on evidence
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from drugs that block GABA re-uptake30 or
are GABA-receptor agonists,31 it has been
proposed that the inhibition arises through
the generation of slow inhibitory post-synaptic potentials following activation of
the GABAB receptor. Inhibitory circuits
involving GABA receptors are implicated
in the modulation of neural plasticity,32 and
increased inhibitory activity constrains
the potential for neural plasticity and may
consequently impair cognitive and motor
skill learning tasks that are dependent
on such plasticity.9,33 An increased silent
period duration, which also reﬂects over-activation of neural pathways that involve
GABAB receptor,29 also has been consistently
reported in people with chronic brain injury
or concussion.9–11,14,15 However, a recent
study that examined cortical excitatory and
inhibitory function in American football
players who had experienced a concussion
(>10 months previously) reported no
signiﬁcant differences in LICI, silent period
duration or any brain metabolites between
concussed and non-concussed athletes.12
We did not see any differences in the silent
period duration among our groups. Other
studies have previously indicated that LICI
and the silent period duration are likely
to reﬂect different aspects of GABAB receptor-mediated inhibition,34,35 which may be
explained in part by the spinal level contribution to the early part of the silent period.36
Therefore, we provide partial evidence of
dysfunctional GABAB receptor-mediated
inhibition in retired elite rugby players
compared to retired non-contact sport
players, in that LICI was reduced in the elite
rugby group but the silent period duration
was not altered.
Measures of SICI and SICF were comparable among the groups. These two
measures reﬂect GABAA receptor-mediated
inhibition and excitatory descending volley
interactions, respectively. As these measures
were not clearly different among the three
groups in our study, we ﬁnd no evidence of
altered function of these processes in retired
rugby players.

Transcallosal inhibition

Transcallosal pathways are critical for
inhibiting activation of muscles in the
opposite side of the body during unilateral
motor tasks, particularly ﬁne motor skills.37

For example, transcallosal inhibition is
reduced in people with mirror movements who are unable to move the hands
independently.38 Conversely, an increase
in transcallosal inhibition has been associated with higher performance on tests
of unimanual dexterity.39 There was no
difference in transcallosal inhibition among
groups in the current study, indicating that
interhemispheric motor pathways in the two
rugby groups were comparable to controls.

Limitations

There were several limitations to the
study. Firstly, the recall of concussion
history may not be accurate, particularly the
symptoms assessed by the RPQ. We also did
not assess the time since the last concussion,
or assess concussions that were not related
to sport. There is a large age range in the
participant groups, which may contribute to
the variability of the data and a reduction in
study power. For example, there is evidence
that some measures of corticomotor40,41
and intracortical42 excitability are altered
in older people. Current levels of physical
activity may be a confounding factor in the
study, as it has been shown that exercise can
inﬂuence the strength of GABA-mediated
circuits.43 However, there were no differences in the frequency of exercise reported
in the previous week among the groups, so
this is unlikely to have a large impact on the
study ﬁndings.

Conclusion
We provide some evidence of altered
cortical motor excitation and GABAB mediated-inhibition in retired elite rugby players
in comparison to athletes retired from
non-contact sport, although differences in
body size could be a confounding factor in
the measure of resting motor threshold.
These ﬁndings were not present in retired
community-level rugby players. Given that
the community rugby group had experienced an equivalent number of concussions
and severity of symptoms as the elite rugby
group, it is diﬃcult to form an association
between altered corticomotor excitability
and concussion history. However, these
alterations should be investigated further
given the large number of athletes who
participate in rugby at the elite level.

41

NZMJ 13 January 2017, Vol 130 No 1448
ISSN 1175-8716
© NZMA
www.nzma.org.nz/journal

ARTICLE

Competing interests:

All authors report grants from World Rugby and New Zealand Rugby.

Acknowledgements:

Thanks are given to Dr Martin Raftery (World Rugby) and Dr Ken Quarrie (New Zealand
Rugby) for initiating the RugbyHealth project and for providing feedback on the technical
report that formed the basis of this manuscript. We would also like to thank Peter Griﬃths
and Serene Lorimer for providing administration for the project, and Dr Ian Murphy (NZ
Rugby), Heath Mills (New Zealand Rugby Players Association) and Rob Nichol (New Zealand
Cricket Players Association) for promoting the study and assisting with participant recruitment. The study was funded by World Rugby, New Zealand Rugby, and the Sport Performance Research Institute New Zealand (SPRINZ) and the Health and Rehabilitation Research
Institute (HRRI) of Auckland University of Technology.

Author information:

Gwyn N Lewis, Health and Rehabilitation Research Institute, Auckland University of Technology, Auckland; Patria A Hume, Sports Performance Research Institute New Zealand,
Auckland University of Technology, Auckland; Verna Stavric, Physiotherapy Department,
Auckland University of Technology, Auckland; Scott R Brown, Sports Performance Research
Institute New Zealand, Auckland University of Technology, Auckland; Denise Taylor, Health
and Rehabilitation Research Institute, Auckland University of Technology, Auckland.

Corresponding author:

Dr Gwyn Lewis, Health and Rehabilitation Research Institute, Faculty of Health and Environmental Sciences, Auckland University of Technology, Private Bag 92006
Auckland 1142.
gwyn.lewis@aut.ac.nz

URL:

http://www.nzma.org.nz/journal/read-the-journal/all-issues/2010-2019/2017/vol-130-no-144813-january-2017/7123

REFERENCES:
1.

Shuttleworth-Edwards
AB, Noakes TD, Radloff
SE, et al. The comparative
incidence of reported
concussions presenting
for follow-up management
in South African Rugby
Union. Clin J Sport Med.
2008; 18(5):403–9.

2.

Gardner AJ, Iverson GL,
Williams WH, et al. A
systematic review and
meta-analysis of concussion in rugby union. Sports
Med. 2014; 44(12):1717–31.

3.

Chistyakov AV, Hafner H,
Soustiel JF, et al. Dissociation of somatosensory and
motor evoked potentials
in non- comatose patients
after head injury. Clin
Neurophysiol. 1999;
110(6):1080–1089.

4.

Chistyakov AV, Soustiel
JF, Hafner H, et al.
Altered excitability of
the motor cortex after

neurophysiological change
following concussion
injury in Australian
amateur football. A
prospective multimodal
investigation. J Sci Med
Sport. 2015; 18(5):500–6.

minor head injury
revealed by transcranial
magnetic stimulation.
Acta Neurochir (Wien).
1998; 140(5):467–462.
5.

6.

7.

Chistyakov AV, Soustiel
JF, Hafner H, et al.
Excitatory and inhibitory
corticospinal responses
to transcranial magnetic
stimulation in patients
with minor to moderate
head injury. Journal of
Neurology Neurosurgery and Psychiatry.
2001; 70(5):580–587.
Livingston SC, Saliba
EN, Goodkin HP, et al.
A preliminary investigation of motor evoked
potential abnormalities
following sport-related
concussion. Brain Inj.
2010; 24(6):904–913.
Pearce AJ, Hoy K, Rogers
MA, et al. Acute motor,
neurocognitive and

42

8.

Miller NR, Yasen AL,
Maynard LF, et al. Acute
and longitudinal changes
in motor cortex function
following mild traumatic
brain injury. Brain Inj.
2014; 28(10):1270–6.

9.

De Beaumont L, Tremblay
S, Poirier J, et al. Altered
bidirectional plasticity and
reduced implicit motor
learning in concussed
athletes. Cereb Cortex.
2012; 22(1):112–121.

10. De Beaumont L, Théoret
H, Mongeon D, et al.
Brain function decline in
healthy retired athletes
who sustained their last
sports concussion in

NZMJ 13 January 2017, Vol 130 No 1448
ISSN 1175-8716
© NZMA
www.nzma.org.nz/journal

ARTICLE

early adulthood. Brain.
2009; 132(3):695–708.
11. De Beaumont L, Lassonde
M, Leclerc S, Theoret H.
Long-term and cumulative
effects of sports concussion on motor cortex
inhibition. Neurosurg Clin
N Am. 2007; 61:329–336.
12. Tremblay S, Beaule V,
Proulx S, et al. Multimodal
assessment of primary
motor cortex integrity
following sport concussion
in asymptomatic athletes.
Clin Neurophysiol.
2014; 125(7):1371–9.
13. Pearce AJ, Hoy K, Rogers
MA, et al. The longterm effects of sports
concussion on retired
Australian football
players: a study using
transcranial magnetic
stimulation. J Neurotrauma. 2014; 31(13):1139–45.
14. De Beaumont L, Mongeon
D, Tremblay S, et al.
Persistent motor system
abnormalities in formerly
concussed athletes. J Athl
Train. 2011; 46(3):234–40.
15. Tremblay S, de Beaumont
L, Lassonde M, Theoret
H. Evidence for the
speciﬁcity of intracortical
inhibitory dysfunction in
asymptomatic concussed
athletes. J Neurotrauma.
2011; 28(4):493–502.
16. McKee AC, Cantu RC,
Nowinski CJ, et al. Chronic
traumatic encephalopathy
in athletes: progressive tauopathy after
repetitive head injury. J
Neuropathol Exp Neurol.
2009; 68(7):709–735.
17. Wassermann EM. Risk
and safety of repetitive
transcranial magnetic
stimulation: report and
suggested guidelines
from the International
Workshop on the Safety
of Repetitive Transcranial
Magnetic Stimulation, June
5–7, 1996. Electroenceph-

alogr Clin Neurophysiol.
1998; 108(1):1–16.

mild traumatic brain
injury. Acta Neurol Scand.
2012; 126(3):178–182.

18. Hume PA, Theadom A,
Lewis GN, et al. A Comparison of Cognitive Function
in Former Rugby Union
Players Compared with
Former Non-Contact-Sport
Players and the Impact
of Concussion History.
Sports Med. 2016.

26. Takeuchi N, Ikoma K,
Chuma T, Matsuo Y.
Measurement of transcallosal inhibition in
traumatic brain injury
by transcranial magnetic
stimulation. Brain Inj.
2006; 20(9):991–996.

19. Groppa S, Oliviero A, Eisen
A, et al. A practical guide
to diagnostic transcranial
magnetic stimulation:
Report of an IFCN committee. Clin Neurophysiol.
2012; 123(5):858–882.

27. Stokes MG, Chambers
CD, Gould IC, et al.
Distance-adjusted motor
threshold for transcranial
magnetic stimulation.
Clin Neurophysiol. 2007;
118(7):1617–25.

20. Debaere F, Swinnen SP,
Beatse E, et al. Brain areas
involved in interlimb
coordination: a distributed
network. Neuroimage.
2001; 14:947–958.

28. De Boer HH, Van der
Merwe AE, Soerdjbalie-Maikoe V. Human
cranial vault thickness
in a contemporary
sample of 1097 autopsy
cases: relation to body
weight, stature, age,
sex and ancestry. Int J
Legal Med. 2016:1–7.

21. Devanne H, Lavoie BA,
Capaday C. Input-output properties and
gain changes in the
human corticospinal
pathway. Exp Brain Res.
1997; 114:329–338.
22. King NS, Crawford
S, Wenden FJ, et al.
The Rivermead Post
Concussion Symptoms
Questionnaire: a
measure of symptoms
commonly experienced
after head injury and
its reliability. J Neurol.
1995; 242(9):587–92.
23. Eyres S, Carey A, Gilworth
G, et al. Construct validity
and reliability of the Rivermead Post-Concussion
Symptoms Questionnaire. Clin Rehabil.
2005; 19(8):878–87.
24. Chinn S. A simple method
for converting an odds
ratio to effect size for use
in meta-analysis. Stat Med.
2000; 19(22):3127–31.
25. Tallus J, Lioumis P,
Hämäläinen H, et al.
Long-lasting TMS motor
threshold elevation in

43

29. Ziemann U. TMS and
drugs. Clin Neurophysiol. 2004.
30. Werhahn KJ, Kunesch E,
Noachtar S, et al. Differential effects on motor
cortical inhibition induced
by blockade of GABA
uptake in humans. J Physiol. 1999; 517(2):591–597.
31. Florian J, Muller-Dahlhaus
M, Liu Y, Ziemann U.
Inhibitory circuits and the
nature of their interactions in the human motor
cortex a pharmacological
TMS study. J Physiol. 2008.
32. Davies CH, Starkey SJ,
Pozza MF, Collingridge
GL. GABA autoreceptors
regulate the induction
of LTP. Nature. 1991;
349(6310):609–11.
33. McDonnell MN, Orekhov Y, Ziemann U.
Suppression of LTP-like
plasticity in human
motor cortex by the
GABAB receptor agonist

NZMJ 13 January 2017, Vol 130 No 1448
ISSN 1175-8716
© NZMA
www.nzma.org.nz/journal

ARTICLE

baclofen. Exp Brain Res.
2007; 180(1):181–186.
34. Ziemann U, Lönnecker S,
Steinhoff BJ, Paulus W. The
effect of lorazepam on the
motor cortical excitability
in man. Exp Brain Res.
1996; 109(1):127–135.
35. Tremblay S, Beaulé V,
Proulx S, et al. Relationship between transcranial
magnetic stimulation
measures of intracortical
inhibition and spectroscopy measures of GABA
and glutamate+glutamine.
J Neurophysiol. 2013;
109(5):1343–1349.
36. Inghilleri M, Berardelli
A, Cruccu G, Manfredi M.
Silent period evoked by
transcranial stimulation
of the human cortex
and cervicomedullary
junction. J Physiol.
1993; 466:521–534.
37. Jeeves MA, Silver PH,
Jacobson I. Bimanual

co-ordination in callosal
agenesis and partial
commissurotomy.
Neuropsychologia.
1988; 26(6):833–850.
38. Jie-Yuan L, Alberto
JE, Carolyn AG, et al.
Interhemispheric and
ipsilateral connections
in Parkinson’s disease:
Relation to mirror
movements. Mov Disord.
2007; 22(6):813–821.
39. Davidson T, Tremblay
F. Age and hemispheric
differences in transcallosal
inhibition between motor
cortices: an ispsilateral
silent period study. BMC
Neurosci. 2013; 14:62.
40. Pitcher JB, Ogston KM,
Miles TS. Age and sex
differences in human
motor cortex input-output
characteristics. J Physiol.
2003; 546(2):605–613.

changes of motor evoked
potentials in healthy
humans: non-invasive
evaluation of central
and peripheral motor
tracts excitability and
conductivity. Brain
Res. 1992; 593:14–19.
42. Peinemann A, Lehner C,
Conrad B, Siebner HR.
Age-related decrease
in paired-pulse intracortical inhibition in
the human primary
motor cortex. Neurosci
Lett. 2001; 313:33–36.
43. Taubert M, Villringer A,
Lehmann N. Endurance
Exercise as an “Endogenous” Neuro-enhancement
Strategy to Facilitate
Motor Learning. Frontiers
in Human Neuroscience. 2015; 9(692).

41. Rossini PM, Desiato MT,
Caramia MD. Age-related

44

NZMJ 13 January 2017, Vol 130 No 1448
ISSN 1175-8716
© NZMA
www.nzma.org.nz/journal

