
Full Terms & Conditions of access and use can be found at
http://www.tandfonline.com/action/journalInformation?journalCode=iptp20

Download by: [Arkansas State University] Date: 12 January 2016, At: 10:19

Physiotherapy Theory and Practice
An International Journal of Physiotherapy

ISSN: 0959-3985 (Print) 1532-5040 (Online) Journal homepage: http://www.tandfonline.com/loi/iptp20

Using near infrared light to manage symptoms
associated with restless legs syndrome

J. Stephen Guffey PT, EdD, Susan Motts PT, PhD, Deanna Barymon MSHS,
RDMS, RDCS, RVT, Amber Wooten MSHS, RDMS, RT(R), Tim Clough PTA, BS,
Emily Payne BS, McCall Henderson BS & Neal Tice ATC, BS

To cite this article: J. Stephen Guffey PT, EdD, Susan Motts PT, PhD, Deanna Barymon MSHS,
RDMS, RDCS, RVT, Amber Wooten MSHS, RDMS, RT(R), Tim Clough PTA, BS, Emily Payne
BS, McCall Henderson BS & Neal Tice ATC, BS (2016): Using near infrared light to manage
symptoms associated with restless legs syndrome, Physiotherapy Theory and Practice

To link to this article:  http://dx.doi.org/10.3109/09593985.2015.1087613

Published online: 12 Jan 2016.

Submit your article to this journal 

View related articles 

View Crossmark data

http://www.tandfonline.com/action/journalInformation?journalCode=iptp20
http://www.tandfonline.com/loi/iptp20
http://dx.doi.org/10.3109/09593985.2015.1087613
http://www.tandfonline.com/action/authorSubmission?journalCode=iptp20&page=instructions
http://www.tandfonline.com/action/authorSubmission?journalCode=iptp20&page=instructions
http://www.tandfonline.com/doi/mlt/10.3109/09593985.2015.1087613
http://www.tandfonline.com/doi/mlt/10.3109/09593985.2015.1087613
http://crossmark.crossref.org/dialog/?doi=10.3109/09593985.2015.1087613&domain=pdf&date_stamp=2016-01-12
http://crossmark.crossref.org/dialog/?doi=10.3109/09593985.2015.1087613&domain=pdf&date_stamp=2016-01-12


RESEARCH REPORT

Using near infrared light to manage symptoms associated with restless legs
syndrome
J. Stephen Guffey, PT, EdDa, Susan Motts, PT, PhDa, Deanna Barymon, MSHS, RDMS, RDCS, RVTb, Amber Wooten,
MSHS, RDMS, RT(R)b, Tim Clough, PTA, BSa, Emily Payne, BSa, McCall Henderson, BSa, and Neal Tice, ATC, BSa

aDepartment of Physical Therapy, Arkansas State University, Jonesboro, AR, USA; bDepartment of Diagnostic Medical Sonography, Arkansas
State University, Jonesboro, AR, USA

ABSTRACT
The purpose of this study was to determine whether the application of near infrared (NIR) light could
positively modulate symptoms associated with restless legs syndrome (RLS). Twenty-one subjects
with RLS were treated with NIR three times weekly for four weeks. Baseline measures of: (1) interna-
tional restless legs syndrome rating scale (IRLSRS) score; (2) Semmes Weinstein monofilament (SWM)
test; (3) visual analog pain scale (VAS); (4) ankle-brachial index (ABI); and (5) sonographic imaging of
the popliteal and posterior tibial arteries were compared to post-treatment values. NIR (850 nm) was
delivered transcutaneously at 8 J/cm2 to four locations on each leg and the plantar surface of each
foot. A pre-test–post-test one group design was employed. Baseline and post-treatment measures
were compared using either a dependent t-test when data were normal or the Wilcoxon signed rank
test in the absence of normality. A significant improvement in IRLSRS scores was observed. Sensation
improved from less than protective in 16.6% of sites tested at the baseline to 13.4% post-intervention.
There was a significant improvement in ABI scores. VAS and sonographic imaging measures other
than ABI remained unchanged. The use of NIR to modulate symptoms associated with RLS was
supported by the data.
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Introduction

Restless legs syndrome (RLS) is a chronic condition
that is characterized by a strong urge to move during
times of rest or inactivity. This urge to move is accom-
panied by unpleasant sensations most often occurring
in the lower limbs, but has also been reported to occur
in the upper limbs and even axial segments (Michaud,
Chabli, Lavigne, and Montplaisir, 2000; Perez-Diaz,
Iranzo, Rye, and Santamaria, 2011; Trenkwalder,
Paulus, and Walters, 2005). Common terms used to
describe these unrelenting sensations are: “crawling”;
“tingling”; “restless”; “cramping”; “creeping”; “pulling”;
“painful”; “electric”; “tension”; “discomfort”; and “itch-
ing” (Ondo and Jankovic, 1996). Relief from these
uncomfortable sensations may be achieved by active
movement or position change. Symptoms tend to wor-
sen as the day progresses, peaking during the nighttime
hours, and frequently leading to sleep disturbances
(Kushida, Allen, Atkinson, 2004).

The diagnosis of RLS is essentially clinical. No specific
diagnostic biological markers have been identified. No
laboratory test exists to confirm the diagnosis of RLS
(Allen et al, 2003; Walters, 1995). Clinically, RLS is

defined by the presence of four criteria: (Michaud,
Chabli, Lavigne, and Montplaisir, 2000) an urge to
move the legs, usually accompanied or caused by
uncomfortable and unpleasant sensations; (Perez-Diaz,
Iranzo, Rye, and Santamaria, 2011) the urge to move
and/or the experience of unpleasant sensations begin or
worsen during periods of rest or inactivity;
(Trenkwalder, Paulus, and Walters, 2005) the urge to
move or unpleasant sensations are partially or totally
relieved by movement, at least as long as the movement
continues; and (Ondo and Jankovic, 1996) the urge to
move or unpleasant sensations are worse in the
evening or night or only occur in the evening or night
(Allen et al, 2003).

RLS is thought to have both genetic (primary)
components and secondary causes. Among the patients
who fit the clinical criteria for diagnosis of this condi-
tion, 18.5–59.6% have a positive family history of RLS
(Montplaisir et al, 1997; Winkelmann et al, 2000).
Correlations have been found between the presence of
RLS and conditions such as: iron deficiencies; obesity;
pregnancy; cardiovascular disease; diabetes, peripheral
neuropathy; Parkinson’s disease; multiple sclerosis;
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renal disease; and rheumatic diseases. RLS may be
linked to the use of certain medications including:
antihistamines; dopamine antagonists; antidepressants;
and serotonergic reuptake inhibitors (Ekbom, 1945;
Leschziner and Gringras, 2012; O’Keeffe, Gavin, and
Lavan, 1994; Ondo, 2005; Taylor-Gjevre, Gjevre,
Skomro, and Nair, 2009; Winkelmann, Stautner,
Samtleben, and Trenkwalder, 2002).

Currently, there are few treatment options for RLS. A
pharmaceutical approach has been the most effective
option to date (Oertel et al, 2007). Compounds such as
dopaminergic agents; opioids; antiepileptic drugs; alpha-
2 delta blockers; benzodiazepines; and iron
supplements have been prescribed. Dopaminergic
agents are currently considered the drugs of choice
(Ferini-Strambi et al, 2008; Ondo, 2009). In 2005 the
Food and Drug Administration (FDA) approved two
dopaminergic agents to specifically treat RLS. The phar-
maceutical approach has provided temporary symptom
relief, but not a cure (Ondo, 2009). Drugs used to treat
RLS are frequently accompanied by adverse effects such
as vomiting, dizziness, somnolence, and most com-
monly, nausea (Ferini-Strambi et al, 2008). Long-term
use of the approved dopaminergic agents may result in
drug tolerance and augmentation of symptoms
(Winkelman and Johnston, 2004).

Non-pharmaceutical treatment options for RLS are
highly sought. Because the symptoms are usually relieved
by movement, Aukerman et al (2006) examined the
effects of exercise on RLS. Participants experienced
decreased severity of symptoms, but no explanation
of the mechanism associated with this outcome was
provided. More recently, Mitchell, Myrer, Johnson, and
Hilton (2011) conducted a randomized control trial in
which near infrared (NIR) light was used to treat
subjects with RLS. The NIR treatment significantly
improved the symptoms. Unlike in the Aukerman et al
(2006) study, an explanation of the treatment’s specific
mechanism was suggested. This mechanism suggested
relates to the production and liberation of nitric oxide,
leading to vasodilation.

Our study further explores NIR treatment option for
RLS. We examined the effects of the application of NIR
in the treatment of RLS while building upon the work of
Mitchell, Myrer, Johnson, and Hilton (2011). In this
study, we attempted to confirm the work of Mitchell,
Myrer, Johnson, and Hilton (2011) as well as to add
measures of sensation and vascular status. It was our
hope that through the application of NIR, along with
multi-variable data collection, we might demonstrate/
confirm an effective non-pharmaceutical treatment
option for RLS and contribute to the understanding of
the mechanisms behind the intervention’s effectiveness.

Methods

Design

We employed a one group pre-test–post-test (quasi-
experimental) design for this data collection. Each
of the dependent variables explained below were
measured before and after four weeks of intervention
using NIR light. Because no comparison group was
used in this study, time served as the independent
variable and it existed at two levels (pre and post).
This research protocol was approved by the
Institutional Review Board (IRB) for Human Subjects
at Arkansas State University.

Inclusion/exclusion criteria

After providing informed consent to participate, subjects
were screened for inclusion criteria. Inclusion criteria
included the existence of each of the following symp-
toms: (Michaud, Chabli, Lavigne, and Montplaisir, 2000)
an urge to move the legs, usually accompanied or caused
by uncomfortable and unpleasant sensations in the legs;
(Perez-Diaz, Iranzo, Rye, and Santamaria, 2011) the
urge to move or unpleasant sensations that began or
worsened during periods of rest or inactivity such as
lying or sitting; (Trenkwalder, Paulus, and Walters,
2005) the urge to move or the unpleasant sensations
were partially or totally relieved by movement, such as
walking or stretching for at least as long as the activity
continued; and (Ondo and Jankovic, 1996) the urge
to move or unpleasant sensations were worse in the
evening or night than during the day or only occurred
in the evening or night. Each included subject scored
in the moderate-to-severe range on the international
restless legs syndrome rating scale (IRLSRS). The
IRSLRS is a 10 question, self-completed subjective scale
addressing intensity and frequency of symptoms, includ-
ing sleep dysfunction. The scale has a total possible score
of 40 points derived from adding a Lickert scale (0–4; 0
being no symptoms; and 4 being very severe symptoms)
score from each of the 10 questions. For subjects to be
included in the study, a score of at least 11 was required
(moderate). Subjects were excluded from the subject
pool if they were less than 18 years of age.
Additionally, potential subjects not exhibiting all symp-
toms in the four-point list above and/or who scored less
than a moderate level (less than a score of 11) on the
IRLSRS were excluded. Initially, 27 potential subjects
respond to our call. Three were eliminated based on
the inclusion/exclusion criteria.

The study began with 24 subjects. Two subjects
withdrew early on due to scheduling conflicts. One
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subject dropped out mid-study after being hospitalized
for a musculoskeletal injury brought on by an accident
at home. Twenty-one subjects completed the entire
study protocol.

Outcome measures

Five outcome measures were used to evaluate the
effectiveness of the treatment delivered: (Michaud,
Chabli, Lavigne, and Montplaisir, 2000) IRLSRS;
(Perez-Diaz, Iranzo, Rye, and Santamaria, 2011)
Semmes Weinstein monofilament (SWM) test;
(Trenkwalder, Paulus, and Walters, 2005) visual analog
pain scale (VAS); (Ondo and Jankovic, 1996) ankle-
brachial index (ABI) test; and (Kushida, Allen,
Atkinson, 2004) sonographic imaging of popliteal and
posterior tibial arteries. Baseline data were obtained
from each subject prior to the initial treatment.

These data were again collected within 3–5 days
following each subject’s last treatment session. The
IRLSRS and VAS measures were administered to each
subject in print. Subjects completed these scales based
on their symptomatic experiences over the past 7 days.

The SWM test was administered both pre- and post-
study by the same examiner, using the same set of
monofilaments. The SWM test is a sensory test using a
series of graded thickness monofilaments to determine
the acuity of a subject’s light touch sensory perception.
Sensation was tested at nine locations on the plantar
surface of each foot (Figure 1). Testing began with a

5.07 monofilament. If the subject could sense the
pressure needed to bend this thickness of the monofila-
ment, successively smaller filaments were used until the
subject was unable to sense the force needed to bend the
monofilament. If the initial 5.07 monofilament was
not perceived by the subject, progressively thicker
monofilaments were used until sensation was perceived
(or until even the thickest monofilament was not per-
ceived). The range of monofilaments used required from
0.001 to 300 grams of force to bend. We used the
research set of 20 monofilaments to increase the
sensitivity of the measurement. Monofilament sensory
testing has been demonstrated as a reliable clinical tool
(Shaffer, Harrison, Brown, and Brennan, 2005).

The ABI is a ratio of blood pressure in the lower
extremities compared to blood pressure in the upper
extremities. This is a standard measure of circulatory
status in the lower extremities. Poor ABI scores (>1.4 or
<0.8) suggest circulatory compromise in the lower
extremities. We included assessment of lower extremity
circulatory status as a means to potentially evaluate any
circulatory changes that might be associated with the
application of the NIR energy. ABIs were measured by
utilizing a Unetixs MultiLab Series II system equipped
with an 8 MHz transducer. Bilateral ankle pressures
were collected from the posterior tibial arteries.
Sonographic imaging was performed utilizing Hitachi
8500 and 5500 systems. Grayscale and spectral Doppler
images of the popliteal arteries and posterior tibial
arteries were obtained bilaterally using a 7.5 MHz

Figure 1. Semmes Weinstein monofilament test sites.
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transducer. Interrogation of the popliteal artery
occurred just superior to the trifurcation. The posterior
tibial arteries were documented just superior to the
medial malleolus. Width and height measurements of
the vessels were performed in the transverse plane
during grayscale imaging. Peak systolic velocity, end-
diastolic velocity, resistivity index (RI), and pulsatility
index (PI) were measured with spectral Doppler.

The VAS is a self-scored testing technique in which
the subject selects a location along a 100 mm line that
represents his or her level of pain. The line marked at
the left extreme indicating “no pain” and on the right
extreme indicating “unbearable pain.”

Treatment

Subjects participated in 12 total treatment sessions over
a course of 4 weeks. They each received NIR light
treatment three times per week for four weeks.

Subjects received treatment both in the morning and
in the afternoon; however, once a treatment time was
established for a given subject that subject consistently
received treatment on that “time of day” schedule.
Super-luminescent diodes (SLDs) were used to deliver
NIR at a wavelength range of 830–870 nm with a
dominant wavelength of 850 nm. NIR was delivered
transcutaneously at 8 J/cm2 (58 seconds) with a hand-
held probe administered stationary to four locations on
each leg (Figure 2), as well as the entire plantar surface
of each foot (Choi, Fang, and Longhurst, 2012).
Figure 3 displays the handheld probe used in this
research. A “bathing” method was used to deliver NIR
to the plantar surface of the feet in which the probe
was moved along the entirety of the surface for 58
seconds to deliver 8 J/cm2. The points of energy deliv-
ery (acupoints) were chosen because of their supposed
contribution to improved circulation and pain
modulation. Sandberg, Lindberg, and Gerdle (2004)

Figure 2. Lower extremity light application sites.
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demonstrated that lower extremity acupoint stimula-
tion increased skin and muscle blood flow. Li et al
(2007) also demonstrated improved lower extremity
perfusion associated with acupressure applied to
selected sites in the lower extremities of patients with
peripheral artery occlusive disease. While the mechan-
ism related to these vascular responses to acupoint
stimulation is not clearly understood, we attempted to
stimulate similar locations to potentially facilitate
improved blood flow. The wavelength employed was
based on the works of Hamblin (2008) and Karu (1999)
related to NIR stimulation of nitric oxide to enhance
vascularity and vascular response. No other physical
therapy related interventions were used in this study.

Data analysis

Data analysis began by performing tests for normality on
each of the datasets associated with the various outcome
measures used. Since our sample size was small, the
Shapiro–Wilk test was used to explore normality,
beginning with the assumption that normality was pre-
sent and only rejecting this assumption when p < 0.05.
Based on the outcome of the normality tests, we selected
either a parametric or a nonparametric test to compare
the pre- and post-intervention scores. The level of data
was also considered in the selection of statistical analysis.
When normality was demonstrated and the data level
was interval or ratio, the dependent t-test was employed.
When the data were at the ordinal level, the Wilcoxon
signed rank test was used.

Results

IRLSRS

Prior to the initiation of any intervention, the subject pool
had a mean IRLSRS score of 26.5 ± 5.4 (σx̅ = 1.2). After
having received NIR treatment three times per week for a
total of four weeks, the mean IRLSRS score for the subject
pool was 16.1 ± 8.1 (σx̅ = 1.8). A lower value on the IRLSRS
demonstrates improvement in symptoms. The Shapiro–
Wilk Test demonstrated normality in this dataset both pre-
and post-intervention (p = 0.067 and 0.999 respectively). A
dependent t-test was conducted to compare the pre- and
post-IRLSRS mean values (Table 1). A confidence interval
of 95% and alpha-level of 0.05 were used in this process.
The dependent t-test revealed a statistically significant
difference between the mean IRLSRS scores for pre- and
post-NIR intervention. The mean change in the IRLSRS
score from pre- to post-testing was 9.7 ± 7.7. The mini-
mum clinically important difference (MCID) value for the
IRLSRS is three points (Allen, 2013).

While an added total numeric value is computed to
express the IRLSRS score, the sub category components
are ordinal level values. Rather than completely relying
on the t-test for analysis, a Wilcoxon signed rank test
was performed (Table 2). As Table 2 demonstrates, a
significant improvement in symptoms was supported
by this analysis as well.

VAS

Fourteen of the twenty-one subjects had lower VAS scores
after receiving the NIR treatment, seven subjects had
higher scores. The baseline mean VAS value for the sub-
ject pool was 11.9 mm ± 19.6 while the post-intervention
mean score was 22.1 mm ± 27.6. The MCID for the VAS
score is 14 mm (Tashjian, Deloach, Porucznik, and
Powell, 2009). These VAS data were examined for
normality and the Shapiro–Wilk test revealed that the
data were not normally distributed (p = 0.000). Due to
the lack of normality in the data, the Wilcoxon signed
rank test was used and demonstrated no significant
difference in the subject’s experience with pain following
our intervention protocol (p = 0.280). As can be seen from
the VAS values, pain was not a significant factor in the
subjects’ symptom set prior to the intervention.

Figure 3. Handheld light probe. Dynatronics Corporation, Salt
Lake City, UT.

Table 1. Paired samples’ t-test for international restless legs syndrome rating scale (IRLSRS) scores.
Paired differences

t df Sig.(2-tailed)Mean Standard deviation SEM

95% Confidence Interval (CI)

Lower Upper

Pre-post (IRLSRS) 9.7 7.7 1.7 6.2 13.2 5.815 20 0.000

SEM, Standard Error of the Mean.
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Table 2. Wilcoxon signed rank test for pre- to post-IRLSRS scores (descriptive included).
Ranks

N Mean rank Sum of ranks

Pre-post-IRLSRS Negative ranks 16 10.50 168.00
Positive ranks 2 1.50 3.00
Ties 3
Total 21

Descriptive statistics

N Minimum Maximum Mean Standard deviation Skewness

Statistic Statistic Statistic Statistic Statistic Statistic Standard error

Pre IRLSRS 21 11.00 34.00 26.5 5.4 −1.116 0.501
Post-IRLSRS 21 0.00 34.00 16.8 8.1 0.044 0.501
Valid N (listwise) 21

Test statisticsa

Post-RABI–Pre-RABI

Z −2.417b

Asymp. sig. (2-tailed) 0.016
a Wilcoxon signed rank test.
b Based on negative ranks.

Test statisticsa

Post-LABI–Pre-LABI

Z −2.075b

Asymp. sig. (2-tailed) 0.038
a Wilcoxon signed rank test.
b Based on negative ranks.

Ranks

Left lower extremity ABI N Mean rank Sum of ranks

Post-LABI–Pre-LABI Negative ranks 6a 7.3 43.5
Positive ranks 13b 11.3 146.5
Ties 2c

Total 21
a Post-LABI < Pre-LABI.
b Post-LABI > Pre-LABI.
c Post-LABI = Pre-LABI.

Table 3. Wilcoxon signed rank test for ankle-brachial index (ABI) values.
Ranks

Right lower extremity ABI N Mean rank Sum of ranks

Post-RABI–Pre-RABI Negative ranks 3a 15.3 46.00
Positive ranks 18b 10.3 185.00
Ties 0c

Total 21
a Post-RABI < Pre-RABI.
b Post-RABI > Pre-RABI.
c Post-RABI = Pre-RABI.

Test statistics

Post-IRLSRS–pre-IRLSRS

Z −3.596e
Asymp. sig. (2-tailed) 0.000

6 J. S. GUFFEY ET AL.
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SWM test

The mean value of the thinnest monofilament sensed in
baseline testing for the subject pool was 4.37 on the
right foot and 4.32 on the left foot. Post-testing mean
monofilament gauges were 4.28 on the right foot and
4.28 on the left. To have normal sensation, one must
be able to sense the monofilament thickness of 3.61
(Jeng, Michelson, and Mizel, 2000).

A combined total of 378 locations were tested; 9
locations on the plantar surface of both feet for each
subject (18 locations/subject × 21 subjects = 378
locations). Data were combined to compute an average
sensory score for each subject. This was done for both
the right and the left foot. Data were checked for
normality and the normality was not demonstrated.
Therefore, the pre- to post-change in the sensory
score for each foot was compared using the Wilcoxon
signed rank test. Significant improvement in sensation
was seen in both feet (p = 0.000 for each foot). Pre-
intervention, there were 63 of 378 locations tested
where protective sensation was absent. Seven individual
subjects were represented by these 63 sensory deficit
locations. Post-NIR treatment, testing demonstrated
that the number of locations with sensation less than
protective had decreased from 63 to 51 and the number
of subjects with deficient sensation in at least one tested
location had dropped to five. Stated another way, two
subjects gained protective sensation in their feet.
See the Discussion section of this paper for further
comments related to interpreting these data.

ABI

Before any intervention was applied, the ABI values
recorded for the majority of subjects were considered
within normal limits (≥0.9). The mean values for both

right and left limb ABI’s were computed pre- and post-
testing. The mean ABI values for the right and
left limbs at baseline data collection were 1.09 ± 0.17
(σx̅ = 0.04) and 1.06 ± 0.21 (σx̅ = 0.05). Post-testing
mean ABI values were 1.16 ± 0.14 (σx̅ = 0.03) for the
right limb and 1.13 ± 0.19 (σx̅ = 0.04) for the left. Tests
for normality revealed that the pre-ABI data lacked
normality (p = 0.001). Due to the lack of normality in
the ABI data, the Wilcoxon signed rank test was used.
The ABI scores for both lower extremities improved
significantly pre- to post-intervention (p = 0.016 for the
right and 0.038 for the left). A toe/brachial index (TBI)
can be used to further evaluate the degree to which
peripheral vascular disease (PAD) is present. This addi-
tional test is indicated when the ABI exceeds 1.4 or is
less than 0.9 (Aboyans et al, 2012). While we had no
subjects with excessively high ABI values, we did
see subjects with ABI values below 0.9. We did not,
however, employ the TBI in our research since our
work was not directly related to PAD, but rather to
RLS. Figure 4 demonstrates the baseline ABI values for
the subjects in the study.

Only one subject had abnormal pre-testing ABI values.
This abnormality was present in both lower limbs (right =
0.55, left = 0.41). This subject’s post-testing ABI values
were significantly improved (right = 0.91, left = 0.87), so
much that the right limb (at the end of intervention) was
considered to have an ABI value within normal limits
while the left limb was near that threshold.

Due to the outlier nature of the one subject’s data,
we re-calculated the statistic with this subject’s data
removed. The result of that re-calculation revealed
that the pre- to post-change in ABI on the right
remained significant (p = 0.027). The pre- to post-ABI
change with this subject’s data removed for the left
resulted in slightly less than a significant difference
(p = 0.067).

Figure 4. ABI baseline histogram.
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Other vascular measures (sonographic)

No change was observed in any of the other vascular
measures for which data were collected. Peak systolic
velocity, end-diastolic velocity, RI, and PI showed no
difference when comparing pre- and post-testing values.

Discussion

We realize that our one group design carries with it
threats to internal validity. It is possible that events
other than the intervention affected the measured
changes. History and maturation effects would be the
most likely threats to the internal validity of the study. It
is also possible, in the absence of a comparison group,
that improvements seen in the IRLSRS were related to a
placebo effect. However, the improvements in ABI and
sensory scores would not have been facilitated by a
placebo effect.

Threats to external validity are present in this study.
The lack of probability sampling, random assignment,
and a comparison group threaten the degree to which
these results can be generalized to the greater population
of persons suffering from RLS.

Previous research that included control groups has
demonstrated similar changes in response to NIR inter-
vention (Oertel et al, 2007; Mitchell, Myrer, Johnson,
and Hilton, 2011). Secondly, the ethics of withholding
treatment from any of these volunteer/uncompensated
subjects motivated us to choose the one group design.

Despite the over six decades of associated study, the
pathophysiology explaining RLS remains unclear. The
two most widely accepted pathophysiologic theories are
a central nervous system (CNS) dopamine imbalance
and iron deficiency (Einollahi and Izadianmehr, 2014).
These theories suggest a centrally mediated cause. In
contrast, some literature supports the idea that RLS is a
peripherally mediated condition. This evidence suggests
that RLS may be a neuropathic related condition.
Forty-five percent of those suffering from RLS have
existing peripheral neuropathies (Polydefkis et al,
2000). RLS has been associated with the latter stages
of pregnancy, venous insufficiencies, and peripheral
embolisms. Links to these conditions, in combination
with the relief of symptoms provided by vasodilator
treatment, support a vascular mechanism for RLS
(O’Keeffe, 1996). The vascular theory includes the
idea of impairment in local circulation leading to
ischemic changes or a build-up of toxic metabolites
accompanied by microvascular changes in the super-
ficial veins, leading to unpleasant sensory experience
(Jones and Derodra, 1997). In an attempt to better
understand the physiology of RLS, we chose to include

sensory (SWM test) and vascular measures (ABI scores
and arterial sonographic imaging), respectively, in
addition to the pain (VAS) and functional (IRLSRS)
measures that have been utilized in previous studies.

Our subjects, when explaining their past experiences
with RLS, frequently expressed feelings of discomfort in
their lower extremities throughout the day. Although
this discomfort was often quite significant, the subjects
did not interpret this experience as pain. The mean pain
rating for the subject pool was minimal in baseline
testing and changed insignificantly following four
weeks of NIR treatment. These findings suggest that
pain is not a significant factor in the symptoms asso-
ciated with RLS. While unpleasant sensations associated
with RLS may cause a great amount of discomfort and
an unyielding urge to move, the perception in this group
of subjects was not pain.

The sensory data collected in this study clearly
indicate that some of our subjects had neuropathy. We
elected to allow these subjects to be included in the study
since it has been demonstrated that RLS is more
prevalent among patients with some forms of neuropa-
thy (Hattan, Chalk, and Postuma, 2009). One of our
earlier studies (Guffey, Motts, Payne, and Clough,
2014) demonstrated that peripheral neuropathy could
be positively affected by NIR light. We believed that it
might also be possible to see similar improvements
in patient who presented with RLS and peripheral
neuropathy. This was one of the primary reasons why
sensation testing was included in this design.

SWMs are a useful tool for examining light touch/
pressure sensation of the skin. The monofilament thick-
ness is logarithmic in difference from one monofilament
to the next. Normal sensation for the plantar surface of
the foot is measured by the 3.16monofilament, requiring
0.4 gram of force to bend. Protective sensation is
measured by the 5.07 monofilament, requiring 10
grams of force to bend. The thickest monofilament is
6.65, requiring 300 grams of force to bend. Persons who
have protective sensation will sense potential injury if
they step on a damaging object, such as a nail or a tack.
Persons without protective sensation will not perceive
stimulus such as injurious, and will not attempt to off-
load the pressure, often leading to tissue damage
(Birke and Sims, 1986). One can measure sensation at
multiple points; in the case of this study, we measured
nine points on the plantar surface of each foot. One way
to report these data would be to find the mean sensation
for each foot. This is of interest, because in this study, the
mean sensation improved toward normal sensation.
Clinically, this is of little use. A person can have normal
sensation at eight of the nine points and have no protec-
tive sensation at one point. Such a person is at risk of a
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wound where protective sensation is absent, putting the
entire limb at risk. This person’s mean sensation could
be normal, but the average sensation does not reflect the
person’s real risk of skin damage at a specific site. Thus,
we also reported the total number of points across our
subjects where protective sensation was absent. Before
intervention, seven subjects lacked protective sensation
in at least one point. A total of 63 points lacked protec-
tive sensation in these seven subjects. After treatment,
two people had improved to the point that they had
protective sensation everywhere that we tested.
Additionally, the total number of points without protec-
tive sensation was reduced to 51. All but one subject who
lacked protective sensation showed at least some
improvement in sensation.

Mitchell, Myrer, Johnson, and Hilton (2011) were
the first to use NIR as intervention in the management
of RLS. Similar to our study, Mitchell, Myrer, Johnson,
and Hilton (2011) provided each subject in the treat-
ment group a total of 12 treatment sessions over four
weeks. Much like the results that we obtained in our
study, those who received NIR showed a decrease in
symptoms and improvement in function. The mean
decrease in IRLSRS scores from pre- to post-testing
was 9.7 in our study and 12.7 in the study conducted
by Mitchell, Myrer, Johnson, and Hilton (2011) These
values are three to four times the MCID value for the
IRLSRS and enough to drop the severity level by one
full category (e.g. from “moderate” to “mild”) (Allen,
2013). This decline in severity is comparable to the
effects of the gold standard dopaminergic agonist
treatment (Oertel et al, 2007).

Mitchell, Myrer, Johnson, and Hilton (2011) proposed
that the mechanism behind the success of the NIR
treatment could be related to its ability to increase nitric
oxide (NO) generation. In a previous study, we conducted
examination of the effects of NIR as intervention for
peripheral neuropathy, we also proposed NO to be a
factor in the successful outcomes that were observed
(Guffey, Motts, Payne, and Clough, 2014). NO is a free
radical whose production can be stimulated by the appli-
cation of NIR energy. Two mechanisms of action in
stimulating an increase of NO with the use of NIR
have been reported. One possible mechanism is that
NIR activates NO synthase (NOS-3), an enzyme that
catalyzes the degradation of L-arginine to L-citrulline,
and NO (Mitchell, Myrer, Johnson, and Hilton, 2011;
Buga, Gold, Fukuto, and Ingarro, 1991). The other
mechanism is that NIR acts to release stores of NO,
which are bound to hemoglobin in the blood. It is sug-
gested that NIR is the key to this unbinding process
(Vladimirov et al, 2000). The increased availability of
NO is expected to lead to a cascade of events on the

cellular level. The result of these events is smooth
muscle relaxation within vessels. As these vessels relax,
they dilate (vasodilation), thus increasing perfusion and
allowing greater nutrient and oxygen delivery to the
affected areas (Bode-Böger et al, 1996) NO also acts as a
neurotransmitter and can influence neurotransmission
and nerve conduction properties (Culotta and Koshland,
1992). The unpleasant symptoms associated with RLS
could be secondary to decreased tissue perfusion.
This might explain why walking or moving about often
relieves these uncomfortable sensations as these
activities increase blood flow (Clifford and Hellsten,
2004; Thijssen et al, 2009).

In our previous research (Guffey, Motts, Payne, and
Clough, 2014) on improving sensation in those with
peripheral neuropathy, we suggested that the improve-
ment in sensation we observed was as a result of
increased perfusion. In our current study, we found
the delivery of NIR to have a positive effect on the
subjects with sensory deficits. The means of the subject
pool lacked normal sensation but many had intact
protective sensation. Normal sensation is defined as
having the ability to sense the pressure of a 3.61
gauge monofilament when it is applied to a select
location on the planter surface of the foot (McPoil
and Cornwall, 2006; Nurse and Nigg, 1999). More
clinically important is one’s ability to be able to detect
the 5.07 monofilament. Those who cannot sense the
pressure of this monofilament are considered to lack
protective sensation in the tested location (Jeng,
Michelson, and Mizel, 2000; Olmos et al, 1995). While
there was a slight improvement in sensation as demon-
strated by the post-intervention means of the subject
pool, more interesting were the changes in areas that
lacked protective sensation. Those areas in baseline
testing where the subjects lacked the ability to sense a
noxious and harmful stimulus were positively affected
by the NIR treatment. A 20% increase in locations with
protective sensation was observed following the inter-
vention. This improved sensory ability may serve to
help these subjects avoid common conditions asso-
ciated with impaired protective sensation such as
ulcer formations, joint deformities, and even amputa-
tion. As in our previous peripheral neuropathy
research, (Guffey, Motts, Payne, and Clough, 2014) we
again propose that improved circulation could be
responsible for such an improvement. If the theory
that RLS could be a peripherally mediated condition
is correct, then it is possible that addressing circulatory
deficits could be an effective intervention.

We attempted to measure the effects of NIR on
the circulatory system. Measuring NO directly can be
difficult due to its high reactivity and oxidative
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properties as well as its very short half-life (Wennmalm,
Benthin, and Petersson, 1992). For these reasons,
we chose to measure the ABI, systolic and diastolic
velocities, RI, and PI of the major vessels in the lower
extremities. The ABI was the only -measure in which
change from pre- to post-testing was observed.
All other vascular measures showed minute to no
differences from their baseline values.

While the majority of our subjects had normal ABI
values, one subject had a significantly abnormal ABI in
baseline testing. This subject’s ABI improved dramati-
cally with NIR treatment. We believe that the significant
change observed in ABI values was due to NIR admin-
istration. While the pathophysiology behind RLS is still
unclear, it is becoming more evident that multiple
mechanisms are likely involved, each uniquely contribut-
ing to the symptoms associated with the condition.
Currently, the most accepted explanations seem to be
that the condition is one that is centrally mediated.
For this reason, treatment for RLS has been limited to
pharmaceutical options, often accompanied by various
adverse effects. Recent research, however, suggests
alternate treatment options for the condition. Some
degree of vascular abnormality seems to contribute to
the symptoms associated with RLS.

Conclusion

This research suggests that the application of NIR light
to the lower extremities of those suffering from RLS
may improve the symptoms (as measured by the
IRLSRS) associated with the condition. NIR may be
an effective non-pharmaceutical treatment option for
those suffering from RLS. This research does not
explain the mechanisms for this response, but we
suggest that benefits achieved may be a result of IR
light’s relationship with NO. Additional research is
needed to establish the exact mechanism of action
associated with NIR’s therapeutic properties.

Declaration of interest

The authors report no declarations of interest.

References

Aboyans V, Criqui M, Abraham P, Allison M, Creager M,
Diehm C, Fowkes G, Hiatt W, Jonsson B, Lacroix P, Marin
B, McDermott M, Norgren L, Pande R, Preux P, Stoffers
H, Treat-Jacobson D 2012 Measurement and interpreta-
tion of the Ankle-Brachial Index: A scientific statement
from the American Heart Association. Circulation 126:
2890–2909.

Allen RP 2013 Minimal clinically significant change for the
international restless legs syndrome study group rating scale
in clinical trials is a score of 3. Sleep Medicine 14: 1229.

Allen RP, Picchietti D, Hening WA, Trenkwalder C, Walters
AS, Montplaisir J 2003 Restless legs syndrome: Diagnostic
criteria, special considerations, and epidemiology. A report
from the restless legs syndrome diagnosis and epidemiol-
ogy workshop at the National Institutes of Health. Sleep
Medicine 4: 101–119.

Aukerman MM, Aukerman D, Bayard M, Tudiver F, Thorp
L, Bailey B 2006 Exercise and restless leg syndrome: A
randomized controlled trial. Journal of the American
Board of Family Medicine 19: 487–493.

Birke JA, Sims DS 1986 Plantar sensory threshold in the
ulcerative foot. Leprosy Review 57: 261–267.

Bode-Böger SM, Böger RH, Alfke H, Heinzel D, Tsikas D
1996 L- Arginine induces nitric oxide-dependent vasodila-
tion in patients with critical limb ischemia: A randomized
controlled study. Circulation 93: 85–90.

Buga G, Gold M, Fukuto J, Ingarro L 1991 Shear stress-
induced release of nitric oxide from endothelial cells
grown on beads. Hypertension 17: 187–193.

Choi EM, Fang J, Longhurst JC 2012 Point specificity in
acupuncture. Chinese Medicine 7: 4.

Clifford P, Hellsten Y 2004 Vasodilatory mechanisms
in contracting skeletal muscle. Journal of Applied Physics
97: 393–403.

Culotta E, Koshland D 1992 NO News is good news. Science
258, 1862–1865.

Einollahi B, Izadianmehr N 2014 Restless leg syndrome:
A neglected diagnosis. Nephro-Urology Monthly 6(5):
e22009.

Ekbom KA 1945 Restless legs. Acta Medica Scandinavica 158:
1–123.

Ferini-Strambi L, Aarskog D, Partinen M, Chaudhuri KR, Sohr
M, Verri D, Albrecht S 2008 Effect of parmipexole on RLS
symptoms and sleep: A randomized, double-blind, placebo-
controlled trial. Sleep Medicine 9: 874–881.

Guffey J, Motts S, Payne E, Clough T 2014 Infrared light as
intervention to improve peripheral sensation in an indivi-
dual suffering from peripheral neuropathy: A case report.
European Journal of Academic Essays 1: 28–32.

Hamblin MR 2008 The role of nitric oxide in low level light
therapy. In: Hamblin MR, Waynant RW, Anders JJ (eds)
Mechanisms for low-light therapy III. proc., pp 2–14.
Bellingham, WA, SPIE – Int. Soc. Opt. Eng.

Hattan E, Chalk C, Postuma R 2009 Is there a higher risk of
restless legs syndrome in peripheral neuropathy?
Neurology 72: 955–960.

Jeng C, Michelson J, Mizel M 2000 Sensory thresholds of
normal human feet. Foot and Ankle International 21: 501–
504.

Jones HJ, Derodra JK 1997 Restless legs syndrome: A review.
European Journal of Vascular and Endovascular Surgery
14: 430–432.

Karu T 1999 Primary and secondary mechanisms of action of
visible to near-IR radiation on cells. Journal of
Photochemistry and Photobiology 49: 1–17.

Kushida C, Allen R, Atkinson M 2004 Modeling the casual
relationship between symptoms associated with restless leg
syndrome and the patient-reported impact of RLS. Sleep
Medicine 5: 485–488.

10 J. S. GUFFEY ET AL.

D
ow

nl
oa

de
d 

by
 [

A
rk

an
sa

s 
St

at
e 

U
ni

ve
rs

ity
] 

at
 1

0:
19

 1
2 

Ja
nu

ar
y 

20
16

 



Leschziner G, Gringras P 2012 Restless leg syndrome. British
Medical Journal 344: e3056.

Li X, Hirokawa M, Inoue Y, Sugano N, Qian S, Iwai T 2007
Effects of acupressure on lower limb blood flow for the
treatment of peripheral arterial occlusive diseases. Surgery
Today 37: 103–108.

McPoil TG, Cornwall MW 2006 Plantar tactile sensory thresh-
olds in healthy men and women. The Foot 16: 192–197.

Michaud M, Chabli A, Lavigne G, Montplaisir J 2000 Arm
restlessness in patients with restless leg syndrome.
Movement Disorders 15: 289–293.

Mitchell UH, Myrer JW, Johnson AW, Hilton SC 2011
Restless leg syndrome and near-infrared light: An alterna-
tive treatment option. Physiotherapy Theory and Practice
27: 345–351.

Montplaisir J, Boucher S, Poirier G, Lavigne G, Lapierre O,
Lesperance P 1997 Clinical polysomnographic, and genetic
characteristics of restless leg syndrome: A study of 133
patients diagnosed with new standard criteria. Movement
Disorders 12: 61–65.

Nurse MA, Nigg BM 1999 Quantifying a relationship
between tactile and vibration sensitivity in the human
foot with plantar pressure distributions in gait. Clinical
Biomechanics 14: 667–672.

Oertel W, Trenkwalder C, Zucconi M, Benes H, Borreqeuro
DG, Bassetti C, Partinen M, Ferini-Strambi L, Stiasny-
Kolster K 2007 State of the art in restless leg syndrome
therapy: Practice recommendations for treating restless leg
syndrome. Movement Disorders 22: 466–475.

O’Keeffe ST 1996 Restless legs syndrome: A review. Archives
of Internal Medicine 156: 243–248.

O’Keeffe ST, Gavin K, Lavan JN 1994 Iron status and restless
leg syndrome in the elderly. Age and Ageing 23: 200–203.

Olmos PR, Cataland S, O’Dorisio TM, Casey CA, Smead WL,
Simon SR 1995 The Semmes-Weinstein monofilament as a
potential predictor of foot ulceration in patients with non-
insulin-dependent diabetes. American Journal of Medical
Sciences 309: 76–82.

Ondo WG 2005 Restless legs syndrome. Current Neurology
and Neuroscience Reports 5: 266–274.

Ondo WG 2009 Restless leg syndrome. Neurologic Clinics 27:
779–799.

Ondo WG, Jankovic J 1996 Restless leg syndrome:
Clinicoetiologic correlates. Neurology 47: 1435–1441.

Perez-Diaz H, Iranzo A, Rye DB, Santamaria J 2011 Restless
abdomen: A phenotypic variant of restless leg syndrome.
Neurology 77: 1283–1286.

Polydefkis M, Allen RP, Hauer P, Earley CJ, Griffin JW,
McArthur JC 2000 Subclinical sensory neuropathy in

late-onset restless legs syndrome. Neurology 55: 1115–
1121.

Sandberg M, Lindberg L, Gerdle B 2004 Peripheral effects of
needle stimulation (acupuncture) on skin and muscle
blood flow in fibromyalgia. European Journal of Pain 8:
163–171.

Shaffer S, Harrison A, Brown K, Brennan K 2005 Reliability
and validity of Semmes-Weinstein monofilament testing in
older community-dwelling adults. Journal of Geriatric
Physical Therapy 28: 112–113.

Tashjian RZ, Deloach J, Porucznik CA, Powell AP 2009
Minimal clinically important differences (MCID) and
patient acceptable symptomatic state (PASS) for visual
analog scales (VAS) measuring pain in patients treated
for rotator cuff disease. Journal of Shoulder and Elbow
Surgery 8: 927–932.

Taylor-Gjevre RM, Gjevre JA, Skomro R, Nair B 2009
Restless leg syndrome in a rheumatoid arthritis patient
cohort. Journal of Clinical Rheumatology 15: 12–15.

Thijssen D, Dawson E, Black M, Hopman M, Cable N, Green
D 2009 Brachial artery blood flow response to different
modalities of lower limb exercise. Medicine and Science in
Sports and Exercise 41: 1072–1079.

Trenkwalder C, Paulus W, Walters AS 2005 The restless leg
syndrome. Lancet Neurology 4: 465–475.

Vladimirov Y, Borisenkoa G, Boriskinaa N, Kazarinovb K,
Osipova A 2000 NO-Hemoglobin may be a light-sensi-
tive source of nitric oxide both in solution and in red
blood cells. Journal of Photochemistry and Photobiology
59: 115–122.

Walters AS 1995 Toward a better definition of the restless
legs syndrome. The international restless legs syndrome
study group. Movement Disorders 10: 634–642.

Wennmalm A, Benthin G, Petersson AS 1992 Dependence of
the metabolism of nitric oxide (NO) in healthy human
whole blood on the oxygenation of its red cell hemoglobin.
British Journal of Pharmacology 106: 507–508.

Winkelman JW, Johnston L 2004 Augmentation and toler-
ance with long-term pramipexole treatment of restless leg
syndrome. Sleep Medicine 5: 9–14.

Winkelmann J, Stautner A, Samtleben W, Trenkwalder C
2002 Long-term course of restless legs syndrome in dialysis
patients after kidney transplantation. Movement Disorders
17: 1072–1076.

Winkelmann J, Wetter TC, Collado-Seidel V, Gasser T,
Dichgans M, Yassouridis A, Trenkwalder C 2000
Clinical characteristics and frequency of the hereditary
restless leg syndrome in a population of 300 patients.
Sleep 23: 597–602.

PHYSIOTHERAPY THEORY AND PRACTICE 11

D
ow

nl
oa

de
d 

by
 [

A
rk

an
sa

s 
St

at
e 

U
ni

ve
rs

ity
] 

at
 1

0:
19

 1
2 

Ja
nu

ar
y 

20
16

 


	Abstract
	Introduction
	Methods
	Design
	Inclusion/exclusion criteria
	Outcome measures
	Treatment
	Data analysis

	Results
	IRLSRS
	VAS
	SWM test
	ABI
	Other vascular measures (sonographic)

	Discussion
	Conclusion
	Declaration of interest
	References

