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Neuromuscular Electrical Stimulation Reduces
Leg Cramps in Patients With Lumbar
Degenerative Disorders: A Randomized
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ABSTRACT

Objectives: Lumbar spinal stenosis (LSS) and lumbar disc herniation (LDH) are often accompanied by frequently occurring leg
cramps severely affecting patients’ life and sleep quality. Recent evidence suggests that neuromuscular electric stimulation
(NMES) of cramp-prone muscles may prevent cramps in lumbar disorders.

Materials and Methods: Thirty-two men and women (63 � 9 years) with LSS and/or LDH suffering from cramps were randomly
allocated to four different groups. Unilateral stimulation of the gastrocnemius was applied twice a week over four weeks
(3 × 6 × 5 sec stimulation trains at 30 Hz above the individual cramp threshold frequency [CTF]). Three groups received either 85%,
55%, or 25% of their maximum tolerated stimulation intensity, whereas one group only received pseudo-stimulation.

Results: The number of reported leg cramps decreased in the 25% (25 � 14 to 7 � 4; p = 0.002), 55% (24 � 10 to 10 � 11;
p = 0.014) and 85%NMES (23 � 17 to 1 � 1; p < 0.001) group, whereas it remained unchanged after pseudo-stimulation (20 � 32
to 19 � 33; p > 0.999). In the 25% and 85%NMES group, this improvement was accompanied by an increased CTF (p < 0.001).

Conclusion: Regularly applied NMES of the calf muscles reduces leg cramps in patients with LSS/LDH even at low stimulation intensity.
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INTRODUCTION

The incidence of leg cramps in healthy populations has been
extensively studied with nationwide age-independent surveys
revealing that one in every three people reported at least one mus-
cle cramp during the prior year (1,2). In people aged 65 years and
older, even one in two people reported to experience regular leg
cramps at rest (3). In contrast, the psychological and physical strain,
as well as the social relevance of leg cramps in patients with lum-
bar degenerative disorders such as lumbar spinal stenosis (LSS) and
lumbar disc herniation (LDH) (4–7), is underestimated.
LSS implies several consequential pain syndromes that can be

treated in a conservative or surgical manner and hence can be
alleviated in most cases. In contrast, frequently occurring and
painful leg cramps pose an underrated side effect often
remaining or even worsening after surgery (5–7). These leg
cramps usually occur at rest and force patients to wake up at
night. Spinal cord compression, which often occurs simulta-
neously with LDH and LSS and has been shown to cause spastic
weakness, is one of the pathologic mechanisms that may largely
contribute to the higher susceptibility to cramps in these disor-
ders (8). Matsumoto and colleagues (5) recruited 120 men and
women with LSS who reported to suffer significantly more often
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from nocturnal calf cramps than healthy controls. As part of the
study, the LSS patients underwent decompression surgery. Forty-
six percent reported the occurrence of leg cramps to be
unchanged and 26% reported worsening of cramp symptoms
after surgery. In patients with LDH the frequent incidence of mus-
cle cramps appears to be characteristic to the extent that a cramp
induction test has become a diagnostic tool for LDH (4). In this
context, the patient is asked to flex the knee against manual resis-
tance to provoke cramping of the hamstring muscles. Demircan
and colleagues (4) showed that a negative cramp induction test
strongly correlates with patient satisfaction after surgery. There-
fore, the development of effective treatment alternatives beyond
surgery needs to be addressed.
Recently, we showed that neuromuscular electrical stimulation

(NMES) of the gastrocnemius muscle performed twice a week for
six weeks reduced the frequency of leg cramps by up to 78% (9).
This trial included 19 cramp-prone males of which nine started
suffering from regularly occurring leg cramps after LDH. Especially
these LDH participants reported improved life quality after NMES
as they experienced significantly less (nocturnal) cramps. How-
ever, a major drawback of the currently used NMES protocol was
the marked discomfort associated with the applied calf stimula-
tions performed at high current settings, which can trigger cra-
mping themselves. Moreover, our previous study design failed to
control for a placebo effect, and we used a very heterogeneous
sample in terms of age and cramp background.
This study, therefore, set out to assess the efficacy and tolerabil-

ity of NMES at various stimulation intensities in reducing the fre-
quency of leg cramps in patients with LDH and LSS when
compared to pseudo-stimulation. We hypothesized that all NMES
treatments would reduce the frequency of leg cramps when com-
pared to pseudo-stimulation.

MATERIAL AND METHODS
Ethics Statement
The study has been performed according to the Declaration of

Helsinki, and the local institutional review board has approved
the procedures. Written informed consent of all participants has
been obtained before enrollment in the study. The present study
was preregistered in a clinical trial registry (German Clinical Trials
Register; Registration number: DRKS00011294).

Participants
Women and men between the age of 20 and 80 years with a

medical history of LDH and/or LSS associated with regular leg
cramps (defined as at least one cramp per week in any of the mus-
cles of the lower extremities) were included in the present study
(Table 1). Nocturnal-, rest-, and exercise-associated muscle cramps
were included. The participants were recruited based on self-
reported information about their disease, but before being
included in the study they presented their diagnoses in the form of
doctor’s letters and/or MRI images. The level of lumbar disease was
recorded and a broad range from L2 to S1 was represented (S1, L5,
and L4 were most common). With the help of local general physi-
cians and orthopedics as well as using several articles in local news-
papers, numerous patients who met the inclusion criteria contacted
our laboratory to participate. In a first phone call, interested
patients were informed about the study design and interviewed
about their medical history, particularly their lumbar pathology,
diagnosis, and occurrence of leg cramps. Any alternative treatment

to reduce leg cramps within three weeks before enrollment in the
study was defined as an exclusion criterion, and participants were
asked to abstain from any other medical- and non-medical cramp
treatment during the entire eight-week observation period. In the
case of additional cardiovascular disease, patients could only partic-
ipate when they provided written consent from their general prac-
titioner. Despite not fixed as exclusion criteria, none of the included
participants had ever undergone decompression surgery. Similarly,
no participant suffered from peripheral neuropathy or had been
diagnosed with diabetes mellitus. The patient flow is illustrated as
a CONSORT diagram (Fig. 1).
A bio-impedance analysis was conducted to assess the partici-

pants’ percentage of body fat, using the segmental body composi-
tion analyzer BC-418 (Tanita, IL, USA). Before the start of the
intervention, all subjects completed a cramp specific questionnaire
referring to cramp characteristics, potential causes, treatment strat-
egies, individual lifestyle, intake of medication, and pre-existing
conditions. Participants were instructed to keep physical activity
consistent with their routine before enrollment in the study.

Sample Size Calculation
Due to different primary outcome measures and more heterog-

enous samples, the effects found in our previous studies (9–13)
cannot be transferred one-to-one to the current investigation.
However, based on the large effects seen in our previous studies,
we assumed that we could achieve at least a medium effect (Par-
tial eta2 = 0.09; corresponding to an f-value of 0.31) on the total
number of reported leg cramps. For a repeated measures ANOVA
design with a within-between interaction, this resulted (calculated
with the software G-Power) in a necessary sample size of 32 sub-
jects for a power of 1-β = 0.8.

Trial Design and Allocation
The study was designed as a prospective, randomized, con-

trolled and single-blind (patient only) trial. In order to form four
groups of subjects of equal size, the following randomization pro-
cedure was carried out: envelopes containing one of the letters A
to D (corresponding to the four groups, each letter had to occur
eight times) was generated in advance by an uninvolved person.
Participants were then assigned to their stimulation group
according to the letter written in the drawn envelope in chrono-
logical order of the date of their first session. Three groups
received regular NMES treatment at different stimulation intensi-
ties (85%, 55%, or 25%), whereas the fourth group received a
pseudo-stimulation.

Personal Cramp Log
In our previous study (9), participants had to record each mus-

cle cramp that occurred in their everyday life with remarks on its
severity and anatomical localization by using a standardized
cramp log. In that study, the time period of keeping the cramp
log included two baseline weeks, six weeks of NMES intervention,
and two weeks post, adding up to ten weeks in total. We
observed that participants tended to become less diligent in
reporting every cramp due to the long-lasting time commitment
of the log. Therefore, in the present study, only cramps occurring
in the two weeks before the first NMES session (pre) and the two
weeks after the last session (post) had to be reported (Fig. 2) to
reduce this potential interfering factor. Participants were also
asked to report whether cramping occurred during exercise, at
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rest or at night during sleep. For the cramp log, any sudden invol-
untary and painful muscle contraction was defined as a cramp.
Each cramp had to be immediately recorded after its occurrence
to avoid recall bias. The severity was rated using a visual analog
scale (VAS), including a range from no pain (0 mm) to unbearable
pain (100 mm). In line with Boonstra et al. (14), VAS scores of
10–38, 39–57, and 58–100 mm were defined as mild, moderate,
and severe pain, respectively. After the first two weeks of keeping
the cramp log, participants came to the laboratory for pretests,
including the collection of anthropometric data and the determi-
nation of the motor point from the medial gastrocnemius of the
more cramp-prone leg. On this occasion, the cramp threshold fre-
quency (CTF, see below) was also measured and right afterward
the first NMES session was performed.

Motor Point
The motor point (MP) represents the skin area above the muscle

belly at which a minimal current is able to evoke a visible muscle
contraction (8). To detect the MP, the skin area of the medial gastroc-
nemius was scanned with a small pen electrode (motor point pen,
Cefar Compex, Compex Medical SA, Ecublens VD). This scan was
started at a low stimulation intensity (2 mA) and frequency (3 Hz). If
no MP could be identified using these settings, the current was grad-
ually increased by 1 mA and the scan of the skin was rerun until a
visible muscle contraction emerged. The location of the MP was mar-
ked with permanent ink and participants were asked to refresh this
mark regularly to stop it from fading. For electrical stimulation of the
muscle, two self-adhesive gel electrodes (Performance self-adhesive
electrodes, Cefar Compex, Compex Medical SA, Ecublens VD,
5 cm × 5 cm) were placed over the MP and the most proximal
region of the medial gastrocnemius, right below the popliteal cavity
(9). The identification of the motor point was essential for the place-
ment of the distal muscle stimulation electrode to maximize muscle
tension (15) and minimize discomfort (16).

Cramp Threshold Frequency
To determine the cramp threshold frequency (CTF), we used the

same approach as described in our previous studies (9–13). Accord-
ingly, a stimulation train of 5 sec was applied to the muscle belly
every 55 sec, while participants were instructed to lay prone on an
examination bench with their ankle joints flexed at �120�. The
stimulation frequency of these trains began at 4 Hz and

progressively increased by 2 Hz until the onset of a cramp. The
waveform of the stimulation pulse was biphasic rectangular, and
the impulse width and current intensity remained constant at
400 μsec and 40 mA, respectively. All stimuli were applied via a
handheld battery-powered myostimulator (Cefar Compex, Compex
3 Professional, Compex Medical SA, Ecublens VD). The test was dis-
continued if no cramp was observed up to a frequency of 40 Hz.
The participants were asked to relax in the lying position to mini-
mize electromyography (EMG) artifacts from interfering voluntary
contractions. A muscle cramp was defined by the following three
criteria: 1) the subjective cramp sensation of the participant; 2) a
sustained plantar flexion of the foot due to an involuntary contrac-
tion of the calf muscles after a stimulation train observed by the
investigator; and 3) as the most objective criterium, an average
EMG root mean square amplitude (aRMSA) within the 4-sec interval
following the stimulation trains that exceeded a value of 2x the
standard deviation above the 2-sec baseline aRMSA (preceding the
first stimulation train). Except the longer EMG analysis periods used
in the present and our previous studies (9,10), the used criteria
have been applied in other trials to define the occurrence of an
electrically induced muscle cramp (17,18).
In this regard, surface EMG signals of the medial gastrocne-

mius were displayed live on a computer screen after 12-bit
analog-to-digital conversion (NI-DAQ 6024E; National Instru-
ments Corporation, Austin, TX, USA). The respective data were
recorded via the software package MyoResearch XP 1.08 Master
Edition (Noraxon USA Inc., Scottsdale, AZ, USA). The sampling
frequency was 3000 Hz. Data were exported to Matlab (R2105a;
Version 8.5, MathWorks, Natick, MA, USA) for further analyses. All
data were filtered with a recursive Butterworth filter of the
fourth order; frequencies of applied high- and low-pass filters
were 10 and 500 Hz. The aRMSA was calculated for the 4-sec
interval following each stimulation train and compared to a
fixed 2-sec resting interval at baseline.
CTF tests were performed before (Pre), halfway through the

intervention before the fifth NMES session (Mid), one day (Post 1),
one week (Post 2), and two weeks (Post 3) after the last NMES ses-
sion (Fig. 2). As soon as the CTF was reached, participants were
asked to evaluate the pain associated with the evoked cramp on
the same VAS as used in the cramp log (see above). As our previ-
ous studies demonstrated that no significant changes in the CTF of
the nonstimulated control leg occur (9,10), we only assessed the
CTF of the leg that also received NMES to avoid painful stimulation
wherever possible.
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Table 1. Descriptive Baseline Characteristics of Participants Divided by Groups.

25% 55% 85% Placebo p-value

Age (years) 62 � 9 66 � 11 63 � 10 63 � 6 0.5155
Gender (female/male) 4/4 3/5 1/7 3/5 0.4519
Body weight (kg) 86.1 � 19.9 78.4 � 15.1 84.9 � 13.3 88.2 � 23.4 0.7018
Body height (cm) 169.6 � 9.8 177.8 � 11.2 178 � 6.1 175.4 � 11.9 0.4075
BMI (kg/m2) 30.3 � 8.8 24.7 � 3.2 26.7 � 3.1 28.4 � 5.9 0.2661
Body fat (%) 33.9 � 8.6 28.8 � 6.4 26.4 � 5.1 29.2 � 11.8 0.3565
Reported fluid intake (L/days) 2.3 � 0.5 1.5 � 0.5 2.1 � 0.9 2.1 � 0.8 0.1007
LDH (n) 7 7 6 5
LSS (n) 7 3 7 7
LDH and LSS (n) 6 2 5 4

Three groups received regular NMES treatment at different stimulation intensities (25%, 55%, or 85% of the maximally tolerated stimulation intensity),
whereas the fourth group received a pseudo-stimulation (Placebo). BMI, body mass index; LDH, lumbar disc herniation; LSS, lumbar spinal stenosis.
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Neuromuscular Stimulation
Except for the applied current the stimulation parameters of

the applied protocol were the same as published previously
because these parameter settings induced a significant CTF
increase in healthy subjects (10,12) and in a cramp-prone popula-
tion (9). In short, the stimulation sessions included three sets of

biphasic rectangular-wave pulsed currents at 30 Hz above the
individual CTF (see above); each set included 6 × 5 sec stimula-
tion trains with 10-sec rest between stimulations. Only the medial
gastrocnemius of the leg that was predominantly affected by
muscle cramps, according to the cramp log, was stimulated. If the
CTF increased halfway through the intervention (Mid), the
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Figure 1. CONSORT diagram of patient flow.
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stimulation frequency was adjusted thereafter to maintain 30 Hz
above CTF. The range of applied stimulation frequencies was
36–70 Hz. During stimulation, participants sat on an elevated
bench to enable their calf muscles to passively shorten as their
lower legs were freely hanging down. Each stimulation session
was followed by a rest period of at least 24 hours. Depending on
the group assignment of the individuals, the stimulation ampli-
tude was set to 85%, 55%, or 25% of the maximum tolerated
stimulation intensity (mTSI), which was tested at the beginning of
each session. For this purpose, the intensity was adjusted
upwards on a scale of 0–1000 intensity levels of the Compex
device (the value of 1000 corresponds to 120 mA at an impulse
width of 400 μsec) until the volunteers stated that they would not
tolerate a further increase. The stimulation was immediately
stopped at that moment and the achieved intensity value was
noted for the calculation of the group-specific stimulation intensi-
ties. For all three sets, the respective stimulation intensity was
held constant or slightly reduced if it was too painful. The per-
ceived discomfort of each set was evaluated on the same
100 mm VAS as used in the cramp log (see above). In total, eight
NMES sessions were performed over four weeks with two sessions
scheduled per week (Fig. 2).

Placebo Stimulation
The eight participants of the Placebo group also attended our

laboratory for eight sessions, where they were treated in the same
manner as the three intervention groups. However, instead of
upregulating the stimulation intensity at the beginning of each
session in order to determine the mTSI, only a minimal current of
a few mA lasting a few seconds was applied to evoke a short sen-
sation of the current. For the subsequent three sets of stimulation,
the stimulator was switched off and placed out of the partici-
pant’s field of vision. The times of rest between pretended sets
were the same as in the intervention groups. Over the course of
the whole study, participants of the placebo group had to adhere
to the same instructions as the other groups and completed all
post measurements.

STATISTICS

A two-way repeated-measures ANOVA (4 × 2) with groups and
testing times as factors was used to compare the effects of differ-
ent stimulation intensities and placebo treatment on the occur-
rence of muscle cramps reported in the cramp log. A two-way
ANOVA (3 × 8) with groups and NMES sessions as factors was
used to compare the effects of different stimulation intensities

and placebo treatment on the mTSI and VAS. For the latter analy-
sis, the placebo group was excluded. When significant main
effects and interactions were observed, a series of post hoc com-
parisons corrected for alpha inflation (Bonferroni correction) were
performed to identify in which groups and at what testing occa-
sions the differences occurred. For comparisons of the baseline
characteristics between groups, the Kruskal–Wallis test was used.
A one-way ANOVA was used to detect significant differences in
aRMSA values after different stimulation frequencies to confirm
the CTF value. The Pearson product moment correlation was used
to establish the relationship between the changes (%) of CTF,
total cramps, and mTSI from pre to post and also between all
baseline characteristics (n = 32). The level of significance was set
to <0.05 for all analyses; means with respective standard devia-
tions are used to present data in tables and the running text. Ver-
tical bars in figures represent the standard deviations of the
mean. All statistical analyses were performed using the GraphPad
Prism 8 software package (GraphPad Software, San Diego,
CA, USA).

RESULTS
Baseline Group Characteristics
The random allocation of participants to the four groups did

not lead to any significant differences in anthropometric and
cramp characteristics between groups at baseline. Descriptive
baseline and cramp characteristics of participants divided by
groups are shown in Tables 1 and 2, respectively.

Cramp Log
The total number of leg cramps documented in the two weeks

before the intervention started was not significantly different
between the four groups (p = 0.248) (Table 2). A significant inter-
action (p = 0.014) between group × time could be found for the
total number of leg cramps. The total number of leg cramps
decreased in the 25%NMES group from 25 � 14 to 7 � 4
(p = 0.002), in the 55%NMES group from 24 � 10 to 10 � 11
(p = 0.014) and in the 85%NMES group from 23 � 17 to 1 � 1
(p < 0.001). The Placebo group did not show any change (from
20 � 32 to 19 � 33, p > 0.999). No significant interaction
(p = 0.228) between group × time could be found for the total
number of nocturnal leg cramps. Only the 25%NMES group
showed a significant reduction in nocturnal leg cramps (from
11 � 14 to 1 � 2, p = 0.014), whereas the 55%NMES (from 9 � 9
to 5 � 8, p = 0.976), 85%NMES (from 7 � 9 to 1 � 1, p = 0.273)
and Placebo group (from 7 � 9 to 6 � 6, p > 0.999) remained
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Figure 2. Study design. CTF, cramp threshold frequency; NMES, neuromuscular electrical stimulation.
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unchanged. Individual data of each group are illustrated in
Figure 3.

Cramp Threshold Frequency
At Pre, the CTF was not significantly different between the four

groups (p = 0.132) (Table 2). A significant interaction (p = 0.008)
between group × time could be found for CTF measurements
(Fig. 4a). Post hoc Bonferroni tests revealed that the CTF increased
over time in the 25% and 85%NMES group for all post-
measurements compared to pre (p < 0.001), but not in the 55%
NMES group. Only the 25%NMES group already showed an
increase at Mid (p = 0.002). The perceived discomfort during the
CTF measurements significantly decreased from Pre to Post
1 (55 � 31 to 32 � 24 mm, 53 � 25 mm to 27 � 31 mm;
p < 0.05) in the 25%, 55%, and 85%NMES group, and from Pre to
Post 2 (39 � 31 mm, 12 � 14; p < 0.01) in the 55%NMES and 85%
NMES group. The CTF measurement was aborted when no cramp
was induced up to the frequency of 40 Hz. This was the case for
three participants (two in 25%NMES and one in 85%NMES) at
post-measurements.
The EMG activity (i.e., aRMSA) within the 4-sec interval after

each stimulation train increased with each 2 Hz increase in fre-
quency. The CTF was characterized by a substantial increase in
EMG activity, which was significantly higher compared to baseline
and the two preceding trains at CTF-4 Hz and CTF-2 Hz
(p < 0.001) illustrated in Figure 4b. CTF-4 Hz and CTF-2 Hz were
also significantly higher than baseline (p < 0.01).

Applied Stimulation Intensity and VAS
In the first NMES session, the maximally tolerated stimulation

intensity (mTSI) was not significantly different between the three
stimulation groups (p = 0.405) (Table 2); the Placebo group did
not receive the stimulation needed to assess the mTSI. Based on

the mTSI, the applied stimulation intensity was adjusted to the
respective percentage value of the three stimulation groups lead-
ing to an applied current of 15.7 � 3.4 mA in the 25%NMES
group, 21.8 � 5.2 mA in the 55%NMES group, and 24.8 � 4.1 mA
in the 85%NMES group during the first NMES session. A signifi-
cant interaction (p = 0.026) between group × time could be found
for the applied stimulation intensity (Fig. 5a). Post hoc Bonferroni
tests revealed that the applied current was significantly increased
compared to the first session in the fourth, sixth up to the eighth
NMES session for the 55%NMES group (p < 0.05), and after the
third session for the 85%NMES group (p < 0.01). Compared to the
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Table 2. Cramp Characteristics Divided by Groups.

25% 55% 85% Placebo p-value

Cramps in two weeks pre (n) 25 � 14 24 � 10 23 � 17 20 � 32 0.2479
Nocturnal cramps in two weeks pre (n) 11 � 14 9 � 9 7 � 10 7 � 9 0.936
Pain on VAS for cramps pre (mm) 63 � 14 59 � 14 67 � 12 60 � 23 0.5199
Suffering from cramps since (years) 9 � 10 8 � 8 12 � 17 14 � 17 0.097
CTF at pre (Hz) 14 � 3 15 � 8 12 � 5 18 � 8 0.132
mTSI at pre (au) 69 � 29 64 � 26 51 � 17 n.a. 0.405
mTSI at pre (mA) 31 � 7 30 � 7 27 � 4 n.a. 0.405
Cramp treatment approaches
Acute
Stretching (n) 5 6 6 6
Massage (n) 1 4 2 2
Stand up and walk (n) 2 3 0 3
Prevention
Increase fluid intake (n) 3 4 5 3
Acupuncture (n) 1 1 1 0
Osteopathy (n) 1 0 1 0
Local heat and cold therapy (n) 0 0 2 0
Drug intake
Magnesium (n) 3 3 2 5
Quinine (n) 0 4 0 1

VAS, visual analogue scale; mTSI, maximally tolerated stimulation intensity; au, arbitrary unit for the intensity levels from 0 to 1000, where 1000 corresponds
to a current of 120 mA at 400 μsec pulse width.

Figure 3. Pre (filled circles) vs. post (open circles) individual data of total
number of leg cramps documented for two weeks in the cramp log. All
groups showed a significant decrease (p < 0.05) except for the Placebo group.
Note that for the 85% and the Placebo group, it seems that data are only
plotted for seven individuals. However, in the 85% group, two individuals
went from 46 cramps at pre to 0 and 1 cramp at post, respectively. In the Pla-
cebo group, two individuals reported only 1 cramp at pre and post.
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55% and 85%NMES group, the applied stimulation intensity was
significantly lower in all eight sessions of the 25%NMES group
(p < 0.05). The applied stimulation intensity of the 85%NMES
group was significantly higher than the 55%NMES group only in
the third and seventh session (p < 0.05).
A significant group effect (p < 0.001) could be found for the

pain sensation on the VAS over the eight sessions, but no signifi-
cant time effect was apparent (p = 0.094) (Fig. 5b). The VAS of the
25%NMES group and the Placebo group was significantly lower
than the 85%NMES group in every session (p < 0.05). For the 55%
NMES group, only in the fourth session, the VAS was lower than
the 85%NMES group.

Correlation Analysis
Between baseline characteristics (n = 32), there were significant

correlations between total body fat and number of cramps during
daytime (r = −0.50), CTF and mTSI (r = 0.41), and BMI and daily
fluid intake (r = 0.45; for all p < 0.05).
Pre to post changes in % correlated significantly for the total

number of cramps and CTF at all postmeasurements (p < 0.01),
the highest correlation was at Post 1 (r = −0.534, p = 0.002). The
change in mTSI from the first to eighth session did not show any
significant correlations to the other factors.

DISCUSSION

The primary aim of this study was to assess the efficacy of
NMES to treat leg cramps in patients with lumbar degenerative
disorders and to investigate the effect of different stimulation
intensities. The number of leg cramps in the 25%, 55%, and 85%
NMES group decreased significantly after four weeks of NMES
treatment, with the highest reductions in the 85%NMES group.
The occurrence of leg cramps after the pseudo-stimulation proto-
col remained unchanged, indicating that the reduction of leg
cramps in the three stimulation groups was indeed due to actions
of NMES.
This study provides first evidence that the applied stimulation

intensity of the NMES protocol might play a crucial role to reduce
the occurrence of leg cramps. First, the pseudo-stimulation still
contained very low intensity stimulation at the beginning of each
session and high-intensity stimulation to determine the CTF at
Pre and Mid but was not sufficient to induce any reductions in
leg cramps. Surprisingly, only the 25%NMES protocol resulted in
significant reductions of nocturnal leg cramps. However, it is
important to mention that the 25%NMES group consisted of indi-
viduals with very high incidence of muscle cramps, resulting in
the large variance at Pre (11 � 14 cramps). This high starting
value of some individuals could explain the increased
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Figure 4. a. The CTF was assessed at pre, before the fifth NMES session (Mid), one day after the last NMES session (Post 1), one week (Post 2) and two weeks after
the last NMES session (Post 3). b. Average root mean square amplitude (aRMSA) of the m. gastrocnemius medialis measured 2 sec prior to the first stimulation train
(baseline), 4 sec after the CTF, and 4 sec after the two stimulation trains preceding the CTF (CTF-2 Hz, CTF-4 Hz)- averaged over all measurement time points.
*p < 0.01 from pre or baseline, respectively. #p < 0.001 from CTF-4 Hz and CTF-2 Hz. Bars and error bars represent means and standard deviations, respectively.

Figure 5. a. The applied stimulation intensity and b. pain sensation on the VAS over the eight sessions between groups. Note that some participants of the Pla-
cebo group reported some pain in a few sessions although no current was applied during the sets. *p < 0.05 from the respective first session within that group,
$p < 0.05 from 55%NMES within the same session, #p < 0.05 from 85%NMES within the same session, §p < 0.05 from 55%NMES within the same session. Bars
and error bars represent means and standard deviations, respectively.
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effectiveness in this group. Taking into account that the total
number of leg cramps was similarly reduced in all three stimula-
tion groups upon different levels of pain perception, it seems rea-
sonable to recommend that even the application of low current
NMES (25% of the maximally tolerated stimulation intensity
[mTSI]), is sufficient to reduce the occurrence of leg cramps asso-
ciated with LDH and LSS. The 25%NMES should therefore be pref-
erably used to minimize pain associated with the stimulation. In
our previous study (9), we reported that the 85%NMES protocol
was associated with moderate pain sensation (VAS: 55 � 20 mm).
In contrast, our present study showed that older patients with
lumbar degenerative disorders had only mild pain sensation (VAS:
31 � 5 mm) during the 85%NMES protocol. Whether these differ-
ences were due to the homogenously higher age or due to the
lumbar degenerative disorders decreasing their pain sensitivity
compared to the previous heterogeneous sample remains to be
investigated.
Besides the data recorded in the cramp log, regular measure-

ments of the CTF served as an important parameter to evaluate
the effects of NMES since earlier studies demonstrated an associa-
tion of an individual’s cramp susceptibility with the CTF. When-
ever the susceptibility to cramp could be reduced by means of
NMES, there was always a corresponding CTF increase (9–13). In
line with findings from other authors (19), the negative correlation
between cramp susceptibility and the CTF is well established. The
present study provides additional evidence for this correlation:
first, patients with lumbar degenerative disorders demonstrated a
generally lower CTF (mean of all groups at Pre: 15.3 � 7.1 Hz)
when compared to less cramp-prone healthy individuals in other
studies (range of mean values: 18–25 Hz) (10–13). Second, the
reduction of leg cramps in the 25% and 85%NMES group was
accompanied by an increase of the CTF lasting for at least
two weeks after the last NMES session. Within the 55%NMES
group, there was a similar increasing trend but without reaching
statistical significance due to one individual for which the CTF
decreased and two individuals for which it remained unchanged.
Over the whole sample (n = 32), we also found significant nega-
tive correlations between the %change in the number of leg
cramps and the %change of the CTF at all post measurements.
However, it needs to be highlighted that six participants within
the three stimulation groups did not show a response in CTF
(�2 Hz change) despite reporting strong reductions of leg
cramps. Therefore, we conclude that the CTF does not reflect an
individual’s cramp susceptibility at all times in an absolute
manner.
Although the strong association between LDH/LSS and an

increased occurrence of leg cramps has been known for many
years, scarcely any attempts have been made to describe the
causal mechanisms. LDH/LSS can lead to constriction of the lum-
bar neuroforamina by emerging nerve roots, causing numbness
and reduced sensitivity of the legs innervated by the affected
nerves (7). Hence, we hypothesize that the lumbar nerve damage
concurrently disturbs the balance between inhibitory and excit-
atory inputs to the alpha motor neuron by either blunting inhibi-
tory factors or promoting excitation, respectively. In this context,
Khan and Burne (20) showed that the inhibitory input to the
alpha motor neuron coming from golgi tendon organ (GTO) Ib
afferents was reduced in individuals that were able to induce calf
cramping by maximal voluntary plantarflexion compared to indi-
viduals that failed to cramp with the same task. Moreover, the
passively maximally shortened position of the calf muscles was
found to generally decrease the inhibition generated by the GTOs.

Taking nocturnal calf cramps experienced by our participants as
an example, the feet are plantar-flexed burdened either by bed-
clothes when lying supine or by the mattress when lying prone.
Thereby placing the calf and ventral foot muscles in the most
shortened position (21). Whereas most people can easily bear
these sleeping positions without developing any nocturnal
cramps, patients with lumbar degenerative disorders seem to be
vulnerable to cramp when fallen asleep, suggesting that they lack
some kind of autoregulatory inhibitory feedback. It seems possi-
ble that spinal nerves branching off at the site of lumbar degener-
ation are irritated and thereby affect the regulatory interplay
between inhibitory and excitatory inputs to the alpha motor
neuron.
Further supporting evidence for this hypothesis can be derived

from animal studies. It has been shown that chronic compression
of the dorsal root ganglion in mice causes a decreased rheobase,
the minimal strength of an electric stimulus required to cause
excitation, in sensory neurons. Within the dorsal root ganglion
neurons, increased Na+ current and decreased K+ current were
observed likely contributing to a state of hyperexcitability (22).
Similarly, compromised functionality of the axonal Na+/K+ ATPase
has been shown to contribute to the occurrence of muscle
cramps in endstage kidney disease (23), Machado–Joseph disease
(24), Charcot–Marie–Tooth disease (25) and diabetic poly-
neuropathy (26). Moreover, the increased occurrence of leg
cramps in LSS patients after decompression surgery could also be
due to instable axonal sprouts linked to reinnervation of the
affected muscles causing enhanced hyperexcitability of respective
motor units (5, 27).
As our four-week NMES intervention led to strong reductions of

leg cramps, we hypothesize that NMES was able to abolish this
state of hyperexcitability by potentially increasing GTO Ib (20),
recurrent Renshaw cell inhibition (28) and/or decreasing excit-
atory pathways. In our previous study (9), we observed that NMES
did not only reduce the number of leg cramps in the ipsilateral
leg but also in the contralateral (nonstimulated) leg. Thus, it is
very unlikely that NMES reduces leg cramps by changing periph-
eral factors within the respective stimulated muscles. Chen and
colleagues (29) applied NMES for one month on the muscle–
tendon junction of spastic gastrocnemius in stroke patients and
found signs of suppressed spasticity like, for example, prolonged
H-reflex latencies known to be decreased in spastic limbs (30). If
future studies could determine the precise excitatory and inhibi-
tory pathways that respond to NMES, the potential neurophysio-
logic mechanism underlying muscle cramps might be revealed.
Recently, Bekhet and colleagues (31) conducted a systematic

review on the effects of NMES and functional electrical stimula-
tion in managing spasticity after spinal cord injury. They identified
specific stimulation parameters (frequency of 20–30 Hz, pulse
duration of 300–350 μsec, and current amplitude >100 mA) that
induced reductions in spasticity by 45–60%, reflected by
decreases in EMG activity. Considering regular leg cramps as a
form of spasticity, the finding of reductions in leg cramps induced
through our NMES protocol mostly confirms these stimulation set-
tings, albeit applying a lower current amplitude. All subjects in
the three stimulation groups were stimulated with their individual
maximally tolerated stimulation intensity (mTSI) at the beginning
of each session for two times (lowest individual mTSI over all
eight sessions: 19 mA). The regular application of the mTSI could,
therefore, be the common denominator of the three stimulation
groups leading to similar reductions of leg cramps. As the mTSI
was naturally associated with strong pain sensation, one could
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also assume that NMES reduces leg cramps through nociceptive
pathways. However, the pseudo-stimulation group did not show a
reduction in leg cramps despite still receiving true multiple stimu-
lations at 40 mA for the determination of the CTF (at Pre and Mid)
associated with strong pain sensation. Therefore, to achieve
reductions in leg cramps through NMES, either the regularity of
the stimulus (two sessions per week each with three sets of six
true stimulations) or the application of a stimulation frequency
above CTF (individual minimum of all groups: 36 Hz) combined
with an applied current above 6.5 mA seems necessary.
Lastly, it should be noted that by far not all patients with

LDH/LSS automatically suffer from regularly occurring leg cramps,
and that our sample was specifically selected to meet this crite-
rium. For LDH/LSS patients not suffering from cramps, it needs to
be highlighted that we cannot draw any conclusions on whether
NMES also reduces lower back pain symptoms and/or associated
radiating leg pain, since no methodology to detect such out-
comes was included in the present study. In addition, it should be
acknowledged that by including both LDH and LSS patients, we
reduced the complexity of both pathologies to their shared fea-
ture of spinal cord compression, potentially contributing to the
increased occurrence of leg cramps. However, it needs to be
stressed that LDH and LSS can clearly differ in their pathology
and different underlying mechanisms for the higher cramp sus-
ceptibility cannot be ruled out. Our findings should further be
interpreted with caution considering the small sample size per
group (n = 8) and the short follow-up period of only two weeks.
The sample size was sufficient to show that the number of leg
cramps was reduced in all three stimulation groups compared to
placebo but was not sufficient to assess the efficacy within the
three stimulation groups. Larger trials are needed to investigate
whether there are any differences in efficacy between the differ-
ent stimulation intensities.
Whereas NMES and functional electrical stimulation are increas-

ingly integrated into the treatment of spinal cord injury, the value
of these approaches to prevent and treat leg cramps in patients
with lumbar degenerative disorders should also be acknowl-
edged. Considering that recurring leg cramps represent a true
burden to these patients and that other treatment options with-
out noticeable side-effects are currently lacking, this study lays
the groundwork for future research to develop a nondrug treat-
ment approach to improve life quality in these patients. Taking
into account that there was no drop-out in the present and previ-
ous study (9) and the positive feedback of participants about the
bearable pain associated with 25%NMES renders the here
described NMES protocol feasible in the real-world scenario. Fur-
ther research could usefully explore if even lower intensities prove
to be effective and if only one session per week might be suffi-
cient to elicit similar benefits as it has been shown after a single
bout for increasing the CTF (22).

CONCLUSION

LSS and LDH are often accompanied by frequently occurring
leg cramps that can severely affect patients’ life and sleep quality.
The present study provides first evidence that regularly applied
NMES of the calf muscles can reduce leg cramps in patients with
LSS/LDH. Even low currents (25%NMES) associated with only mild
pain sensation reduced leg cramps, whereas the occurrence of
leg cramps remained unchanged after a pseudo-stimulation pro-
tocol. As one of the first nondrug treatment approaches, NMES

could be used cost-effectively in the future in order to prevent
the unmanageable occurrence of leg cramps often associated
with LSS/LDH.

Authorship Statements

Jan-Frieder Harmsen, Anna Sistig, Alessandro Fasse, Michael
Hackl, Kilian Wegmann, and Michael Behringer contributed to the
concept and design of the study. Jan-Frieder Harmsen and Anna
Sistig collected the data; Anna Sistig conducted the experiments;
Jan-Frieder Harmsen, Alessandro Fasse, and Anna Sistig analyzed
and interpreted the data. Jan-Frieder Harmsen and Anna Sistig
created the figures. Jan-Frieder Harmsen, Anna Sistig, and Michael
Behringer wrote the initial draft of the manuscript; and all authors
reviewed the manuscript, commented critically and approved the
final version of the manuscript for submission.

How to Cite this Article:
Harmsen J.-F., Sistig A., Fasse A., Hackl M., Wegmann K.,
Behringer M. 2021. Neuromuscular Electrical Stimulation
Reduces Leg Cramps in Patients With Lumbar Degen-
erative Disorders: A Randomized Placebo-Controlled Trial.
Neuromodulation 2021; 24: 1483–1492

REFERENCES

1. Jansen PH, Joosten EM, Van Dijck J, Verbeek AL, Durian FW. The incidence of
muscle cramp. J Neurol Neurosurg Psychiatry 1991;54:1124–1125.

2. Gulich M, Heil P, Zeitler H-P. Epidemiology and determinants of nocturnal calf
cramps. Eur J Gen Pract 1998;4:109–113.

3. Abdulla AJ, Jones PW, Pearce VR. Leg cramps in the elderly: prevalence, drug
and disease associations. Int J Clin Pract 1999;53:494–496.

4. Demircan M, Çolak A, Kutlay M, Kıbıcı K, Topuz K. Cramp finding: can it be used
as a new diagnostic and prognostic factor in lumbar disc surgery? Eur Spine J
2002;11:47–51.

5. Matsumoto M, Watanabe K, Tsuji T et al. Nocturnal leg cramps: a common com-
plaint in patients with lumbar spinal canal stenosis. Spine 2009;34:E189–E194.

6. Nishant CHS, Kapoor KS. Nocturnal cramps in patients with lumbar spinal canal
stenosis treated conservatively: a prospective study. Asian Spine J 2014;8:
624–631.

7. Ohtori S, Yamashita M, Murata Y et al. Incidence of nocturnal leg cramps in
patients with lumbar spinal stenosis before and after conservative and surgical
treatment. Yonsei Med J 2014;55:779–784.

8. Haskell SG, Fiebach NH. Clinical epidemiology of nocturnal leg cramps in male
veterans. Am J Med Sci 1997;313:210–214.

9. Behringer M, Harmsen J-F, Fasse A, Mester J. Effects of neuromuscular electrical
stimulation on the frequency of skeletal muscle cramps: a prospective controlled
clinical trial. Neuromodulation 2018;21:815–822.

10. Behringer M, Spieth V, Montag JCK, Willwacher S, McCourt ML, Mester J. Cramp
training induces a long-lasting increase of the cramp threshold frequency in
healthy subjects. Neuromodulation 2018;21:809–814.

11. Behringer M, Moser M, Montag J, McCourt M, Tenner D, Mester J. Electrically
induced muscle cramps induce hypertrophy of calf muscles in healthy adults.
J Musculoskelet Neuronal Interact 2015;15:227–236.

12. Behringer M, Link TW, Montag JCK, McCourt ML, Mester J. Are electrically
induced muscle cramps able to increase the cramp threshold frequency, when
induced once a week? Orthop Rev 2015;7:6028.

13. Behringer M, Moser M, McCourt M, Montag J, Mester J. A promising approach to
effectively reduce cramp susceptibility in human muscles: a randomized, con-
trolled clinical trial. PLoS One 2014;9:e94910.

14. Boonstra AM, Schiphorst Preuper HR, Balk GA, Stewart RE. Cut-off points for mild,
moderate, and severe pain on the visual analogue scale for pain in patients with
chronic musculoskeletal pain. Pain 2014;155:2545–2550.

15. Gobbo M, Gaffurini P, Bissolotti L, Esposito F, Orizio C. Transcutaneous neuro-
muscular electrical stimulation: influence of electrode positioning and stimulus
amplitude settings on muscle response. Eur J Appl Physiol 2011;111:2451–2459.

1491

Neuromodulation 2021; 24: 1483–1492© 2020 The Authors. Neuromodulation: Technology at the Neural Interface
published by Wiley Periodicals LLC on behalf of International Neuromodulation Society.

www.neuromodulationjournal.com

NMES REDUCES LEG CRAMPS IN LUMBAR DISORDERS



16. Botter A, Oprandi G, Lanfranco F, Allasia S, Maffiuletti NA, Minetto MA. Atlas of
the muscle motor points for the lower limb: implications for electrical stimulation
procedures and electrode positioning. Eur J Appl Physiol 2011;111:2461–2471.

17. Miller KC, Knight KL. Initial electrical stimulation frequency and cramp threshold
frequency and force. J Athl Train 2012;47:643–647.

18. Stone MB, Edwards JE, Babington JP, Ingersoll CD, Palmieri RM. Reliability of an
electrical method to induce muscle cramp. Muscle Nerve 2003;27:122–123.

19. Miller KC, Knight KL. Electrical stimulation cramp threshold frequency correlates
well with the occurrence of skeletal muscle cramps. Muscle Nerve 2009;39:364–368.

20. Khan SI, Burne JA. Reflex inhibition of normal cramp following electrical stimula-
tion of the muscle tendon. J Neurophysiol 2007;98:1102–1107.

21. McGee SR. Muscle cramps. Arch Intern Med 1990;150:511–518.
22. Fan N, Donnelly DF, LaMotte RH. Chronic compression of mouse dorsal root gan-

glion alters voltage-gated sodium and potassium currents in medium-sized dor-
sal root ganglion neurons. J Neurophysiol 2011;106:3067–3072.

23. Krishnan AV, Lin CS-Y, Park SB, Kiernan MC. Assessment of nerve excitability in
toxic and metabolic neuropathies. J Peripher Nerv Syst 2008;13:7–26.

24. Kanai K, Kuwabara S, Arai K, Sung J-Y, Ogawara K, Hattori T. Muscle cramp in
Machado-Joseph disease: altered motor axonal excitability properties and
mexiletine treatment. Brain 2003;126:965–973.

25. Liang C, Howells J, Kennerson M, Nicholson GA, Burke D, Ng K. Axonal excitability in
X-linked dominant Charcot Marie tooth disease. Clin Neurophysiol 2014;125:1261–1269.

26. Swash M, Czesnik D, de Carvalho M. Muscular cramp: causes and management.
Eur J Neurol 2019;26:214–221.

27. Miller TM, Layzer RB. Muscle cramps. Muscle Nerve 2005;32:431–442.
28. van der Salm A, Veltink PH, Ijzerman MJ, Groothuis-Oudshoorn KC, Nene AV,

Hermens HJ. Comparison of electric stimulation methods for reduction of triceps
surae spasticity in spinal cord injury. Arch Phys Med Rehabil 2006;87:222–228.

29. Chen S-C, Chen Y-L, Chen C-J, Lai C-H, Chiang W-H, Chen W-L. Effects of surface
electrical stimulation on the muscle-tendon junction of spastic gastrocnemius in
stroke patients. Disabil Rehabil 2005;27:105–110.

30. Hui-Chan CW, Levin MF. Stretch reflex latencies in spastic hemiparetic subjects
are prolonged after transcutaneous electrical nerve stimulation. Can J Neurol Sci
1993;20:97–106.

31. Bekhet AH, Bochkezanian V, Saab IM, Gorgey AS. The effects of electrical stimula-
tion parameters in managing spasticity after spinal cord injury: a systematic
review. Am J Phys Med Rehabil 2019;98:484–499.

COMMENT

Muscle cramps are commonly known as involuntary, painful,
and momentary muscle contractions. However, an event that can
be temporary and slightly noticeable for a healthy individual, is a
disabling condition for people with lumbar degenerative disor-
ders. In particular, patients with lumbar spinal stenosis (LSS) and/
or disc herniation (LDH) are frequently affected by muscle cramps

at rest, and the current solutions are invasive and not resolutive.
The mechanism underlying skeletal muscle cramps is still debated
(1,2); however, it has been previously found that a period of treat-
ment with neuromuscular electrical stimulation (NMES) increases
the cramp threshold frequency (CTF), decreasing susceptibility in
healthy individuals (3). This technique’s application to patients
with lumbar degenerative disorders by the same research group,
was the natural consequence of their knowledge and skills on the
topic. This interesting research has measured the efficacy and tol-
erability of different intensities of NMES in reducing leg cramps’
frequency in LSS and LDH. Harmsen and colleagues concluded
that unilateral NMES of the gastrocnemius (3×6×5s stimulation
trains at 30 Hz above the individual CTF), applied twice a week
over four weeks, reduces leg cramps in patients with LSS and/or
LDH. The interesting point was that the output of the different
intensities was overall the same, so that 25% of the max tolerable
stimulation intensity showed solid advantages. In fact, it is com-
monly known that NMES can be really painful even at low intensi-
ties, thus the suggestion of an indicative “sweet spot” intensity is
helpful for future studies. Moreover, it would be interesting to
understand how NMES can affect the CTF’s inhibitory pathways to
understand the neurophysiological mechanism underlying muscle
cramps, but this should be a topic of future research.

Massimo Venturelli, PhD
Verona, Italy
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