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Abstract

Background: Abnormal coactivation of leg extensors is often observed on the paretic side of stroke patients while
they attempt to move. The mechanisms underlying this coactivation are not well understood. This study (1)
compares the coactivation of leg extensors during static contractions in stroke and healthy individuals, and (2)
assesses whether this coactivation is related to changes in intersegmental pathways between quadriceps and
soleus (Sol) muscles after stroke.

Methods: Thirteen stroke patients and ten healthy individuals participated in the study. Levels of coactivation of knee
extensors and ankle extensors were measured in sitting position, during two tasks: maximal isometric voluntary contractions
in knee extension and in plantarflexion. The early facilitation and later inhibition of soleus voluntary EMG evoked by femoral
nerve stimulation were assessed in the paretic leg of stroke participants and in one leg of healthy participants.

Results: Coactivation levels of ankle extensors (mean ± SEM: 56 ± 7% of Sol EMG max) and of knee extensors (52 ±
10% of vastus lateralis (VL) EMG max) during the knee extension and the ankle extension tasks respectively were
significantly higher in the paretic leg of stroke participants than in healthy participants (26 ± 5% of Sol EMG max and 10
± 3% of VL EMG max, respectively). Early heteronymous facilitation of Sol voluntary EMG in stroke participants (340 ±
62% of Sol unconditioned EMG) was significantly higher than in healthy participants (98 ± 34%). The later inhibition
observed in all control participants was decreased in the paretic leg. Levels of coactivation of ankle extensors during the
knee extension task were significantly correlated with both the increased facilitation (Pearson r = 0.59) and the reduced
inhibition (r = 0.56) in the paretic leg. Measures of motor impairment were more consistently correlated with the levels
of coactivation of biarticular muscles than those of monoarticular muscles.

Conclusion: These results suggest that the heteronymous pathways linking quadriceps to soleus may participate in
the abnormal coactivation of knee and ankle extensors on the paretic side of stroke patients. The motor
impairment of the paretic leg is strongly associated with the abnormal coactivation of biarticular muscles.

Keywords: Hemiparesis, Extension synergy, Sensory afferents, Isometric strength, Spinal Circuits, Propriospinal

Background
Stroke patients often present a pathological extension
synergy in the affected leg while attempting to move
voluntarily [1]. This synergy is characterized by a stereo-
typical simultaneous activation of leg extensors, which is
often referred as abnormal coactivation and may result

in coupled movements of the hip, knee and ankle in
extension during various tasks such as gait [1-4]. In the
present paper, we will use the term “coactivation” to
describe the simultaneous EMG activity in the knee and
ankle extensor muscles and not the term “cocontrac-
tion”. Since Sir Charles Sherrington formulated the prin-
ciple of reciprocal inhibition, the latter has mostly been
used to refer to the simultaneous activation of antago-
nist muscles.
As part of this extension synergy, the coactivation of

knee and ankle extensors may have a major effect on
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function. Since these anti-gravity muscles have a normal
out-of-phase activation during gait [5,6], their abnormal
coactivation should be considered in the evaluation of
walking disorders of the hemiparetic leg [7]. Although
improper coactivation of leg extensors is clinically
described in stroke and in various lesions of the central
nervous system [1,8,9], only a few studies have quanti-
fied this coactivation.
In patients with central nervous system lesions, abnor-

mal synergistic coactivations have been mostly measured
during isolated contractions in static conditions [10-12].
In such tasks, where constraints due to movement are
reduced and where the central nervous system has fewer
parameters to control, the relationship between the cou-
pling of the torques generated across the joints and the
pattern of muscular recruitment is more easily inter-
preted than in dynamic tasks [11]. Some abnormal pat-
terns of muscular recruitment and torque generation
that are compatible with the pathological extension
synergy have been shown in static conditions in cerebral
palsy [11,13] and after stroke [14]. Regarding stroke,
only a few studies have quantified abnormal coactiva-
tions at the paretic leg and no study has related them to
motor impairments. Furthermore, the mechanisms
underlying the abnormal synergistic activation of leg
extensors in hemiparesis are still unclear.
Spinal interneurones are part of basic sensorimotor

mechanisms that integrate descending and peripheral
inputs. They can modulate the activity of motoneurones
of muscles acting at the same joint or at different joints.
Several studies have linked the malfunction of these
pathways to motor deficits on the paretic side of stroke
individuals. Modifications of the reciprocal inhibition of
antagonist muscles acting at the same joint have been
associated with changes in muscle tone [15], hyperre-
flexia [16] and the level of motor recovery in hemipar-
esis [17]. Heteronymous pathways are spinal pathways
that can regulate the activity of motoneurones acting at
different joints and thus, contrarily to homonymous
pathways, link different spinal levels [18]. Changes in
transmission in these propriospinal pathways are
thought to contribute to incoordination of the paretic
arm [19]. Alterations in such pathways have been docu-
mented at rest in the lower limb [20,21] and during gait
[22] in stroke patients. In response to the stimulation of
quadriceps muscles afferents, using femoral nerve stimu-
lation, an abnormal increase in the early facilitation and
a decrease in the later inhibition of both soleus Hoff-
mann reflex (H reflex) and voluntary EMG have been
found in hemiparesis consecutive to stroke [23,24].
Moreover, incoordination of the paretic leg has been
correlated to this increased heteronymous facilitation
[23]. The question then arises as to whether the abnor-
mal coactivation of knee and ankle extensors in the

paretic leg is related to the malfunction of intersegmen-
tal pathways linking quadriceps to soleus.
This study aims (1) to compare the level of coactiva-

tion of knee and ankle extensors during maximal iso-
metric voluntary contractions between stroke and
healthy individuals; (2) to assess whether this coactiva-
tion is related to changes in the spinal pathways control-
ling heteronymous modulation of soleus activity by
femoral nerve stimulation at the paretic leg. A prelimin-
ary report of the findings has been presented elsewhere
[25].

Methods
Participants
Thirteen stroke patients with chronic hemiparesis (mean
± SD: 49 ± 15 years; 7 males, 6 females) and ten healthy
individuals (44 ± 13 years; 8 males, 2 females) of similar
age (p = 0.5) participated in the study. All participants
gave their written informed consent to the study, which
had been approved by the internal ethics committee of
the institutions of the Center for interdisciplinary
research in rehabilitation of greater Montreal. Stroke
participants were recruited based on the following inclu-
sion criteria: a single cerebrovascular accident involving
the motor cortex, internal capsule or sub-cortical areas
as documented by brain imagery and resulting in motor
deficits of abrupt onset affecting the contralateral leg.
All patients tested had detectable patellar and Achilles
tendon reflexes in the paretic leg. Moreover, all partici-
pants were able to produce sustained voluntary contrac-
tions of knee and ankle extensors, in order to perform
the experimental tasks, which consisted of pushing on a
pad with the leg and pressing on a fixed platform with
the forefoot, in sitting position. Individuals with stroke
were excluded if they were on antispastic, anxiolytic or
antidepressant medication at the time of the study, or if
they had receptive aphasia, hemispatial neglect, or pas-
sive range of motion limitation of the paretic leg that
could interfere with the experimental positioning. More-
over, participants with stimulators (e.g. pacemaker) or
metallic implants were excluded, as were those with
orthopaedic or neurological disorders other than stroke.

Clinical assessment
Prior to the experimental sessions, stroke participants
were evaluated for level of motor coordination, level of
motor impairment, degree of spasticity at the paretic leg
and self-selected comfortable gait speed. The level of
motor coordination of the paretic lower limb was mea-
sured using the Lower Extremity Motor Coordination
Test (LEMOCOT), validated for stroke individuals [26].
In this test, participants are seated and instructed to
alternately touch with their foot, as fast and as accu-
rately as possible, two standardized targets placed 30 cm
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apart on the floor, for a 20-second period. The LEMO-
COT score was calculated as the number of times the
subject touched the two targets. The level of motor
impairment was measured using the reliable Chedoke-
McMaster Stroke Assessment (CMSA) subscale for
motor recovery stage at the paretic foot [27]. This sub-
scale ranges from 1 (no residual motor function) to 7
(no residual motor impairment) and is based on Brunn-
strom’s stages of motor recovery of the lower extremity
[1]. The degree of spasticity of the paretic ankle was
measured with a reliable composite spasticity index
(CSI) designed for stroke patients. Practical considera-
tions in the use of CSI are described by Levin and Hui-
Chan (1993) [28]. Briefly, this index is a 16-point scale
that includes subscales measuring the amplitude of the
Achilles’ tendon tap jerk (4-point), duration of the clo-
nus (4-point) and the resistance to passive stretching of
ankle extensors at moderate speed (8-point). Interval
values of 1-5, 6-9, 10-12 and 13-16 correspond to
absent, mild, moderate and severe spasticity, respectively
[28,29]. The self-selected overground comfortable walk-
ing speed was evaluated using a stopwatch to measure
the time taken to cover a 10-meter distance (mean of
three trials) without technical assistance (cane, walker)
or orthosis [30,31]. Table 1 presents demographic data
and clinical characteristics of stroke participants with
heterogeneous levels of disability. This clinical evalua-
tion was followed by the experimental session, which
comprised two assessments performed in random order,
the same day: 1) evaluation of the coactivation of knee
and ankle extensors on a dynamometer and 2) electro-
physiological exploration of the heteronymous
modulation.

Assessment of the coactivation
Experimental set-up and instrumentation
A Biodex system 3 dynamometer (Biodex Medical Sys-
tems, Inc., Shirley, New York) was used to measure the
torques generated during two tasks: the maximal iso-
metric knee extension and plantarflexion. Prior to each
session, the dynamometer was calibrated. Figure 1 pre-
sents the experimental set-up. Participants were comfor-
tably seated on the Biodex accessory chair. The paretic
leg was tested in stroke participants. The tested leg was
randomized in control participants since previous pilot
experiments showed no difference in the level of coacti-
vation of knee and ankle extensors between the domi-
nant and non-dominant sides of healthy subjects during
maximal isometric knee extension and ankle extension
tasks. For the knee extension task, the knee was flexed
at 60°, which has been demonstrated to be the angle of
maximal isometric knee extension force generation
[32,33]. Torque levels generated were automatically
adjusted for gravity by the Biodex software. For the
plantarflexion task, all participants were seated with the
knee slightly flexed (10°) and the ankle was fixed in
plantarflexion (110°) [34].
EMG activities of soleus (Sol), lateral gastrocnemius

(GL), rectus femoris (RF) and vastus lateralis (VL) were
simultaneously recorded. The skin was carefully pre-
pared before placement of the disposable, self-adhesive,
Ag/Ag-Cl surface electrodes (Ambu ® Blue Sensor M)
fixed in a bipolar configuration (2-cm center-to-center
interelectrode distance leaving 8 mm spacing between
the recording areas) over the belly of each recorded
muscle. EMG signals were tested for crosstalk by per-
forming standard muscle testing, rapid alternating

Table 1 Demographic and clinical data for participants with stroke

Participant Age/
gender

Side of brain
lesion

Time since stroke
(months)

CMSA at Foot
(/7)

LEMOCOT
(no. of hits on

targets)

CSI
(/16)

Gait
speed
(m/s)

1 57/M L 79 5 31 10 0.7

2 24/M L 97 3 5 13 0.3

3 43/F R 38 6 26 6 1.1

4 59/M L 76 7 23 5 0.7

5 45/M R 79 7 20 8 1.3

6 72/M L 48 5 19 6 0.9

7 59/F L 57 7 19 7 0.6

8 43/F R 90 3 19 8 1.0

9 72/M L 96 4 13 7 0.6

10 28/F R 108 4 12 12 0.9

11 45/F L 96 7 52 5 1.2

12 54/M R 149 2 1 7 0.5

13 30/F R 103 5 10 11 1.1

LEMOCOT: Lower Extremity Motor Coordination Test; CMSA at Foot: Chedoke-McMaster Stroke Assessment at the foot; CSI: Composite Spasticity Index
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movements and using the minimal interelectrode dis-
tance. EMG activities were collected using a telemetric
system (Telemyo 900, NORAXON Telemyo System,
Scottsdale, AZ), relayed to a battery powered amplifier
(2000x) with a bandwidth of 10 to 500 Hz and trans-
mitted to a receiver interfaced with a PC card. These
signals were acquired at a sampling rate of 1200 Hz
using software constructed on a LabVIEW 5.0 platform
(National Instruments) and stored on computer for later
analysis.
Experimental protocol for coactivation assessment
Prior to each task and to any data collection, all partici-
pants had a 5-minute practice during which they

produced submaximal isometric contractions (4-7 trials)
on the dynamometer. After the practice, a 5-minute rest
period ensued. Before performing each experimental
task, participants were first instructed to relax comple-
tely (background EMG below 5 μV). During the assess-
ment, they were instructed to fold their arms across
their chest and were verbally encouraged to reach their
maximal isometric voluntary contraction as soon as pos-
sible after a “GO” signal and to hold a steady contrac-
tion for 4 s, with the visual feedback of the ongoing
torque generated [35,36]. A minimum 2-minute rest
period was given after each trial. For each task, the
EMG signals and the torque output were simultaneously
recorded for 10 s after the GO signal for three trials.
Data analysis for coactivation assessment
All analyses were performed off-line. EMG signals were
filtered using a zero-phase shift fourth-order digital But-
terworth band-pass filter (20-125 Hz) and were full-
wave rectified to obtain smoothed linear envelopes. The
maximal torques in knee extension and plantarflexion
were determined by averaging the maximal torque out-
puts of three trials for each task. Figure 2 presents
examples of EMG traces during the two tasks in a con-
trol and a stroke participant. For the knee extension
task, the coactivation levels of the plantarflexors with
reference to the quadriceps were determined, for each
trial, by the mean EMG activity of soleus and gastrocne-
mius lateralis within the 250-ms time windows when
maximal mean EMG activity was reached at VL (Sol at
VLmax; GL at VLmax) and at RF (Sol at RFmax; GL at
RFmax). For the plantarflexion task, the coactivation
levels of the quadriceps with reference to the plantar-
flexors were determined, for each trial, by the mean
EMG activity of VL and RF within the 250-ms time win-
dows when maximal mean EMG activity was reached at
Sol (VL at Solmax; RF at Solmax) and at GL (VL at
GLmax; RF at GLmax). For each muscle, the mean coacti-
vation level was the average of the three trials per task
and expressed as a percentage of the maximal EMG
achieved in that muscle across the three trials of knee
extension for VL and RF, and of plantarflexion for Sol
and GL.

Electrophysiological evaluation of the heteronymous
modulation
Experimental set-up and instrumentation
Participants were comfortably seated in a position simi-
lar to the one during the plantarflexion task of the
assessment of coactivation in an adjustable reclining
armchair with the foot strapped with Velcro to a fixed
pedal. The femoral nerve was stimulated with a 1-ms
duration monophasic rectangular pulse (Grass S88 sti-
mulator) delivered by a cathode (half-ball of 2-cm dia-
meter) at the femoral triangle and an anode (11.5 cm ×

Figure 1 Photographs of the experimental set-up for the
assessment of the coactivation. Participants were comfortably
secured in sitting position with the chest, pelvis and the tested leg
being firmly anchored to the Biodex chair. A. For the knee
extension task, the input axis of the dynamometer was adjusted to
align with the knee axis of rotation through the lateral femoral
condyle and the foot was left free. B. For the plantarflexion task, the
ankle joint (lateral malleolus) was aligned with the input axis of the
dynamometer and fixed in plantarflexion (110°) using the standard
Biodex ankle unit attachment. EMG activity was recorded from
vastus lateralis (VL), rectus femoris (RF), soleus (Sol) and
gastrocnemius lateralis (GL).
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8 cm) placed at the postero-lateral aspect of the buttock.
Stimulation intensity was progressively increased to
determine the thresholds of the H reflex and of the M
response (MT) for vastus lateralis. The intensity was
then maintained at 2 × MT of vastus lateralis for the
rest of the experiment. EMG activities of soleus and vas-
tus lateralis were recorded (Grass, model 12 acquisition
system) using bipolar surface electrodes (Beckmann, Ag-
AgCl; 9 mm diameter) placed 2 cm apart (center-to-
center). The recording electrodes were secured over the
belly of vastus lateralis and soleus. EMG signals were
first amplified (5000 x), then filtered (30-1000 Hz)
(Grass, model 12 A 5) and finally, acquired at a sam-
pling rate of 5 kHz. EMG signals were displayed on an
oscilloscope and stored on computer for off-line
analysis.
Experimental protocol for evaluation of the modulation
Participants were instructed to press with the forefoot
on the fixed platform in order to produce isometric
plantarflexions. The level of EMG activity of soleus dur-
ing maximal isometric voluntary contractions in plantar-
flexion (EMGmax) of 5-second duration was first
determined for each participant (mean of three trials).
All participants then produced isometric steady plantar-
flexions to activate soleus at 30% of EMGmax.

Throughout the experiment, an analogue voltmeter
facing the participant displayed visual feedback of the
level of voluntary activity achieved at soleus (rectified
and integrated EMG activity surface) for baseline con-
trol. Contractions had to be maintained for at least 3 s
and a minimum rest period of 20 s was allowed between
each of them. Random stimulations of femoral nerve at
2 × MT of vastus lateralis were performed during these
contractions so that stimulation occurred in about one
out of three contractions. The interval between the
onset of soleus activation and the stimulation was also
randomized. This ensured that participants would not
be able to predict at which contractions the stimulation
would be applied, or exactly when it would occur after
the onset of soleus activation. For each leg tested,
unconditioned and conditioned voluntary EMG activities
of ten trials of femoral nerve stimulation were recorded
during soleus voluntary contractions.
Data analysis for evaluation of the modulation
Assessments of the heteronymous modulation were per-
formed off-line. For each trial, soleus EMG was full-
wave rectified for 100 ms before to 80 ms after the sti-
mulation of the femoral nerve. The latency of the
changes in soleus EMG was expressed in terms of the
zero central delay, that is when the fastest femoral nerve

Figure 2 Levels of EMG activity of knee and ankle extensors during the knee extension and plantarflexion tasks in a healthy and a
stroke participant. Traces of rectified EMG activities of vastus lateralis (VL), rectus femoris (RF), soleus (Sol) and gastrocnemius lateralis (GL)
(expressed in μV) are presented on the paretic side of a stroke participant (lower row) and on the right side of a control participant (upper row).
For each participant, traces are plotted for one second of contraction during maximal knee extension (left panel) and during maximal
plantarflexion (right panel). Vertical bars represent the 250-ms time windows when maximal EMG activity was achieved in VL and RF during the
knee extension task and in Sol and GL during the plantarflexion task.
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Ia volley is expected to arrive at the segmental level of
soleus motoneurone pool. This zero central delay was
calculated for each participant from the latency of soleus
H reflex and from the difference in afferent conduction
time between homonymous and heteronymous Ia path-
ways [37,38]. The mean zero central delay of control
participants (mean ± SEM: 24 ± 0.6 ms; ranging from
22 to 27 ms) was not different from that of stroke parti-
cipants (23 ± 0.5 ms; ranging from 21 to 26 ms).
For both healthy and stroke participants tested in this

study, early facilitation was found to peak within 6 ms
after the zero central delay and to reach a maximal
duration of 12 ms in healthy participants and 36 ms in
some severely affected stroke participants. In healthy
participants, the later inhibition could be observed as
early as 6 ms after the zero central delay and lasted
about 40 ms. Thus, in each participant, the level of facil-
itation was measured by the surface of soleus EMG
within the window of analysis from 0 to 6 ms after the
zero central delay (about 25 to 31 ms after femoral
nerve stimulation). The later inhibition was assessed
within 3 consecutive time windows of analysis of 12-ms
duration each, from 12 to 24 ms, 24 to 36 ms and 36 to
48 ms after the zero central delay (about 37 to 73 ms
after femoral nerve stimulation). Facilitation and inhibi-
tion levels were measured for each trial, at each time
window, as the difference between the integrated recti-
fied EMG after the conditioning stimulation (condi-
tioned EMG) and before the stimulation (unconditioned
EMG). This difference was expressed as a percentage of
the control EMG measured within a window of 100 ms-
duration just before the stimulation and then normal-
ized for the duration of the time windows of analysis.
Mean facilitation and inhibition of soleus voluntary
EMG were assessed on ten trials of isometric
contraction.

Statistical analysis
For the coactivation assessment, Mann-Whitney U-tests
were used to compare the levels of coactivation between
the two groups (stroke vs. healthy). Wilcoxon signed
rank tests were performed to compare the levels of
coactivation of different muscles within the same group.
Spearman rank correlations were used to correlate the
scores obtained for clinical tests of coordination
(LEMOCOT), motor recovery (CMSA), spasticity (CSI)
and gait speed with the coactivation levels measured in
stroke individuals. For the electrophysiological evalua-
tion, analysis of variance (ANOVA) using Scheffe’s
method were performed in order to determine whether
there was significant facilitation and inhibition through-
out the windows of analysis before and after femoral
nerve stimulation. Mann-Whitney U-tests were used to
compare the levels of modulation between the two

groups. Wilcoxon signed rank tests were performed to
compare the levels of soleus EMG before and after
femoral nerve stimulation within group or participant.
Pearson correlations were used to correlate the levels of
coactivation at the paretic leg with the levels of heteron-
ymous modulation. The Spearman rank test was per-
formed to assess the correlations between clinical scores
(LEMOCOT, CMSA and CSI) and electrophysiological
data. P values ≤ 0.05 were considered significant. All sta-
tistical analyses were performed using the Statistical
Package for Social Science (SPSS) software, version 17
for Windows.

Results
Coactivation of knee and ankle extensors
In both tasks tested, increased levels of coactivation
were found in stroke participants compared to control
participants. Figure 2 presents the EMG activity of knee
and ankle extensors (rectified and expressed in μV) dur-
ing one trial of the knee extension task and of the plan-
tarflexion task, in a control participant and a stroke
participant (#5 in Table 1). For the knee extension task,
the EMG activity of Sol (expressed as a % of its maximal
EMG) during maximal activations of VL and RF reached
29% (Figure 2A) and 27% (Figure 2B) respectively in the
control participant and 49% (Figure 2E) and 69% (Figure
2F) in the stroke participant. For the plantarflexion task,
the EMG activity of VL during maximal activations of
Sol and GL reached 2% (Figure 2C) and 3% (Figure 2D)
respectively in the control participant and 77% (Figure
2G) and 81% (Figure 2H) in the stroke participant.
Figure 3 shows the mean levels of coactivation of Sol

and GL (expressed as a % of their maximal EMG) dur-
ing maximal activations of VL and of RF, for the knee
extension task in all participants. Coactivations of Sol
observed in the stroke group were higher (P < 0.05)
than in the control group (A). In one stroke participant
with severely impaired coordination (#2 in Table 1),
coactivation of Sol reached 104% during the knee exten-
sion task and was thus similar to the maximal voluntary
activation of Sol during the plantarflexion task. Coacti-
vations of GL observed in the stroke group were also
higher (P < 0.05) than in the control group (B). More-
over, when levels of coactivation were compared
between monoarticular and biarticular muscles, the
mean level of coactivation of Sol (i.e. monoarticular)
was higher than the coactivation of GL (i.e. biarticular)
during maximal activation of quadriceps in both groups
(P < 0.05). Maximal torque generated during the knee
extension task in the stroke group (mean ± SD; 111 ±
33 Nm) was lower (P < 0.001) than in the control group
(192 ± 54 Nm).
Figure 4 shows mean levels of EMG coactivation of

VL and RF (expressed as a % of their maximal EMG)
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Figure 3 Group comparisons of the coactivation of ankle
extensors during the knee extension task in 13 stroke and 10
healthy participants. Mean levels of coactivation of soleus (A) and
gastrocnemius lateralis (B) (expressed as a % of their maximal EMG)
during the maximal activation of vastus lateralis (at VL max) and
rectus femoris (at RF max) for the knee extension task. Vertical bars
= 1 SEM. Asterisks represent significant differences between the
stroke group (black bars) and the control group (white bars) (* p ≤

0.05; ** p ≤ 0.01).

Figure 4 Group comparisons of the coactivation of knee
extensors during the plantarflexion task in 13 stroke and 10
healthy participants. Mean levels of coactivation of vastus lateralis
(A) and rectus femoris (B) (expressed as a % of their maximal EMG)
during the maximal activation of soleus (at Sol max) and
gastrocnemius lateralis (at GL max) for the plantarflexion task.
Vertical bars = 1 SEM. Asterisks represent significant differences
between the stroke group (black bars) and the control group (white
bars) (* p ≤ 0.05; ** p ≤ 0.01).

Figure 5 Effects of femoral nerve stimulation on soleus
voluntary activity in two stroke participants and a control
participant. Traces of averaged rectified soleus EMG activities of ten
trials are presented on the paretic sides of stroke participants with
moderately (A) and slightly (B) impaired coordination and on the
right leg of a control participant (C). For each participant, traces are
plotted against the latency presented from 20 ms to 80 ms after
femoral nerve stimulation (lower scale), and from 0 to 48 ms after
the zero central delay (upper scale). Arrows indicate the zero central
delay, which is the expected time of arrival of the fastest femoral
nerve Ia volley at the motoneurone level of soleus. Horizontal lines
represent the mean amplitude of the unconditioned EMG activity
before femoral nerve stimulation (baseline EMG level). The early
facilitation was assessed within the time window from 0 to 6 ms
after zero central delay. Asterisks represent significant modulations
of soleus voluntary EMG within the four time windows of analysis
from 0 to 6 ms, 12 to 24 ms, 24 to 36 ms and 36 to 48 ms after the
zero central delay (* p ≤ 0.05; ** p ≤ 0.01; *** p ≤ 0.001).
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during maximal activations of Sol and GL, for the plan-
tarflexion task in all participants. Coactivations of both
VL (A) and RF (B) in the stroke group were higher (P <
0.001) than in the control group. In one stroke partici-
pant with severely impaired coordination (#12 in Table
1), coactivation of VL reached 135% during the plantar-
flexion task and was thus higher than the maximal
voluntary activation of VL during the knee extension
task. Moreover, when levels of coactivation were com-
pared between monoarticular and biarticular muscles,
the mean level of coactivation of VL (i.e. monoarticular)
was higher than the coactivation of RF (i.e. biarticular)
during maximal activation of Sol in both groups (P <
0.05). Maximal torque generated during the plantarflex-
ion task in the stroke group (mean ± SD; 64 ± 26 Nm)
was lower (p < 0.001) than in the control group (125 ±
22 Nm).

Heteronymous modulation across participants
An increase in the early facilitation and a decrease in
the later inhibition of soleus voluntary EMG induced by
femoral nerve stimulation was observed in stroke parti-
cipants. Figure 5 shows the heteronymous modulation
in stroke participants with moderately affected (# 3 in
Table 1) and slightly affected coordination (# 11 in
Table 1) and in a control participant. Within the time
window from 0 to 6 ms after zero central delay, the
facilitation observed in the moderately impaired stroke
participant (mean ± SEM; 327 ± 66% of Sol uncondi-
tioned EMG surface) was higher (P < 0.05) than the
facilitation in the slightly affected participant (155 ±
17%) and than in the control participant (117 ± 35%). In
the next time window from 12 to 24 ms, the facilitative
modulation observed in the moderately impaired partici-
pant (increase of 40 ± 21% of Sol EMG) was different (P
< 0.05) from the inhibitions observed in the slightly
impaired individual (decrease of 45 ± 7%) and in the
control participant (decrease of 60 ± 7%). Within the
next two time windows from 24 to 36 ms and from 36
to 48 ms, the inhibitions in the moderately affected
stroke participant (decrease of 3 ± 9% and 18 ± 8% of
Sol EMG, respectively) were lower (P < 0.05) than the
inhibitions in the slightly affected stroke participant (32
± 20% and 28 ± 29%, respectively) and than in the con-
trol participant (52 ± 8% and 37 ± 7%, respectively).
Across all of the participants, a significant facilitation
(Scheffe’s method; P < 0.05) was observed from 0 to 6
ms after zero central delay in four out of ten control
participants and in nine out of thirteen of those with
stroke. Within the next three time windows, a signifi-
cant heteronymous inhibition was observed in all of the
control participants but was absent in four out of thir-
teen of those with stroke.

Heteronymous modulation across groups
Figure 6 shows the mean heteronymous modulation
observed in the stroke and control groups. Within the
time window from 0 to 6 ms after the zero central
delay, the early facilitation observed in the stroke group
(mean ± SEM; 340 ± 62%) was greater (P < 0.01) than
in the control group (98 ± 34%). The modulations
observed within the next two time windows in the
stroke group (facilitation of 82 ± 38% and 5 ± 13% of
Sol EMG, respectively) were different (P < 0.01) from
the inhibitions observed in the control group (decrease
of 41 ± 15% and 55 ± 5% of Sol EMG, respectively).
Within the last time window, the inhibition observed in
the stroke group (decrease of 27 ± 10%) was not signifi-
cantly different from the inhibition observed in the con-
trol group (decrease of 46 ± 8%).

Figure 6 Group comparisons of the effects of femoral nerve
stimulation on soleus voluntary EMG activity in 13 stroke and
10 healthy participants. Mean modulations of soleus voluntary
EMG activity induced by femoral nerve stimulation for the stroke
group (black bars) and the control group (white bars) (expressed as
a % of soleus unconditioned EMG surface). Modulations are
presented within the four time windows of analysis from 0 to 6 ms,
12 to 24 ms, 24 to 36 ms and 36 to 48 ms after the zero central
delay. Positive values (i.e. above zero on the ordinate) denote
facilitation and negative values denote inhibition. Vertical bars = 1
SEM. Asterisks represent significant difference in modulation
between the control and the stroke participants (* p ≤ 0.05; ** p ≤

0.01; *** p ≤ 0.001).
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Correlations between coactivations and heteronymous
modulations
Table 2 presents for both groups, the correlations
between the coactivations observed during both maxi-
mal isometric voluntary contraction tasks and the het-
eronymous modulation of soleus within the first two
time windows of analysis. In stroke participants only,
the coactivation levels of Sol and GL at VLmax during
the knee extension task were both correlated with the
modulations within the first two time windows of analy-
sis. No correlations were found between coactivation
levels during the plantarflexion task and levels of het-
eronymous modulation in either stroke or control parti-
cipants. Moreover, no correlations were found between
coactivation levels and the last two time windows of
analysis of the heteronymous modulation (24-36 ms and
36-48 ms).

Correlations with clinical measures
The level of coordination of the paretic leg (LEMO-
COT) was correlated with comfortable gait speed (r =
0.56; P = 0.048) and level of motor recovery (CMSA) (r
= 0.73; P = 0.005), and tended to correlate with degree
of spasticity (CSI) (r = -0.55; P = 0.052). Table 3 shows
the correlations between clinical scores and coactivation
levels in stroke participants. For the knee extension task,
GL coactivations were inversely correlated with coordi-
nation score (LEMOCOT), level of motor recovery
(CMSA) and self-selected comfortable gait speed, and
positively correlated with degree of spasticity (CSI). Sol
coactivations were not correlated with any of the clinical
measures, except for the coactivation of Sol at RFmax,
which was inversely correlated with comfortable gait
speed. For the plantarflexion task, the amounts of coac-
tivation of VL and RF were all inversely correlated with
the coordination score. However, only the coactivations
of RF were significantly correlated with level of motor
recovery and degree of spasticity.

Discussion
Coactivation of leg extensors after stroke
The present study shows, in stroke individuals, an
increased coactivation of knee and ankle extensors of
the paretic leg during ankle and knee extensions, respec-
tively. Only a few studies have quantified abnormal
coactivations of leg extensors in stroke patients. An
abnormal increased coactivation of knee and hip exten-
sors has been found in standing position during maxi-
mal isometric extensions of the paretic knee and hip
[39]. Stroke patients also demonstrated abnormal tor-
ques coupling between hip adduction and knee exten-
sion during submaximal isometric contractions while
standing with the leg positioned as the toe-off position
of gait [40].
One should point out that the effects of crosstalk

could have influenced the levels of coactivation observed
in the present study. However, these effects should be
similar in stroke and control participants and thus can-
not explain the difference in coactivation between the
two groups. Moreover, we compared activity in a proxi-
mal (vastus lateralis or rectus femoris) muscle versus a
distal (soleus or gastrocnemius) limb muscle considered
to be relatively far apart and recorded with the smallest
interelectrode distance possible. This makes crosstalk
less probable than comparing muscles that are close
together in the same limb segment such as antagonist
muscles.
Our results showed coactivation levels of gastrocne-

mius lateralis in the paretic leg that were twice the
levels found in healthy control subjects during knee
extension. Similarly, coactivations in vastus lateralis
were five times the levels found in control subjects dur-
ing plantarflexion. These results concur with another
study in which abnormal coactivations of gastrocnemius
and rectus femoris were found during maximal knee
extension and ankle extension after stroke, but in stand-
ing position [14].

Table 2 Correlation coefficients (Pearson) between heteronymous modulations of Sol produced by femoral nerve
stimulation and levels of coactivation in static tasks

Group Modulations Levels of coactivation

Time windows
(ms after ZCD)

Knee extension task Plantarflexion task

Sol GL VL RF

at VLmax at RFmax at VLmax at RFmax at Solmax at GLmax at Solmax at GLmax

Stroke (0-6) 0.59* 0.46 0.59* 0.52 -0.07 -0.05 0.19 0.22

(12-24) 0.56* 0.48 0.55* 0.41 0.15 0.16 0.30 0.35

Control (0-6) -0.28 -0.38 -0.17 -0.03 0.08 0.05 -0.06 -0.11

(12-24) -0.05 -0.16 -0.04 -0.02 -0.18 -0.19 -0.14 -0.16

Sol: Soleus; GL: Gastrocnemius Lateralis; VL: Vastus Lateralis; RF: Rectus Femoris; ZCD: Zero Central Delay; Significant correlations are in bold characters; *p ≤ 0.05
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Our study also points out that, in some stroke indivi-
duals with severely impaired coordination, the activation
of a muscle can be greater during its synergistic coacti-
vation with other muscles than during its activation
while attempting to produce maximal torque in a speci-
fic direction at which that muscle is normally preferen-
tially activated. One should consider that the present
study did not assess the ability of participants to pro-
duce isolated muscle activation. Participants were
allowed to choose whatever strategy they want, includ-
ing to produce coactivations, in order to perform the
tasks. This allows us to assess which muscles would be
preferentially recruited during these tasks. It should also
be noted that the positioning and support provided dur-
ing the two tasks could have favoured abnormal muscle
recruitments and coactivations in both groups. Our
results correspond with those of Neckel et al., (2006)
showing that, for leg extension in stroke subjects, the
secondary torque generated during the maximal volun-
tary contraction at another joint can be greater than the
maximal voluntary torque generated at that joint. This
concept of a greater recruitment of a muscle group dur-
ing its synergistic coactivation than while attempting to
specifically recruit it has been used in clinical rehabilita-
tion in the Brunnstrom and proprioceptive neuromuscu-
lar facilitation approaches of stroke [41,42].
The mechanisms underlying these abnormal coactiva-

tions are not well understood. Weakness, changes in
supraspinal influences and dysfunction of spinal path-
ways have been suggested as possible mechanisms con-
tributing to the development of synergistic coactivations
after stroke [10]. There is no consensus on the relation
between coactivations and weakness. On the one hand,
it has been proposed that coactivations are adaptive
compensations of the paretic limb, in which there is an
unequal distribution of weakness across joints and mus-
cles [10]. On the other hand, some evidence suggests
that coactivations may contribute to weakness rather
than be caused by a lack of strength of the paretic leg
[39,43]. It has been shown that increased cocontractions

of antagonists during ankle flexion and ankle extension
contribute to the joint torque deficits in those directions
in the paretic leg [14]. In the present study, cocontrac-
tions of agonist-antagonist pairs may have reduced the
net maximal torques produced at the paretic leg and
thus could have contributed to the weakness found in
stroke participants. Changes in supraspinal influences
after stroke can affect the ability to selectively activate
muscles and thus may contribute to abnormal patterns
of muscle activation. It has been suggested that an
enlargement of the cortical areas activated during volun-
tary tasks may participate in the abnormal synergistic
recruitment [10,44,45]. Moreover, our results point out
that changes in the propriospinal circuits could affect
these coactivations.

Changes in heteronymous modulation after stroke
An increase in early heteronymous facilitation and a
decrease in later inhibition of soleus voluntary EMG
after femoral nerve stimulation were observed in the
paretic leg of stroke individuals. Early heteronymous
facilitation and later inhibition are thought to be
mediated by intersegmental group Ia afferent excitation
and recurrent inhibition from femoral nerve to soleus
motoneurones, respectively [37,38,46-48]. Several spinal
mechanisms may contribute to modifications in het-
eronymous modulation after stroke. Among the defi-
cient mechanisms reported in hemiparesis, a reduction
in presynaptic inhibition of group Ia terminals [17] and
a decrease of post-activation depression [49], an increase
of group I and II intersegmental excitatory influences
[20,21] and changes in recurrent inhibition [50] could
potentially increase the heteronymous facilitation and
decrease the later inhibition.

Correlations between coactivations and heteronymous
modulation
Increased coactivation of plantarflexors during the knee
extension task was correlated with the enhanced het-
eronymous facilitation in the paretic leg. This suggests

Table 3 Correlation coefficients (Spearman) between coactivation levels of knee and ankle extensors and clinical
measures in stroke participants

Clinical tests Levels of coactivation

Knee extension task Plantarflexion task

Sol GL VL RF

at VLmax at RFmax at VLmax at RFmax at Solmax at GLmax at Solmax at GLmax

LEMOCOT -0.15 -0.20 -0.76** -0.75** -0.58* -0.55* -0.72** -0.55*

CMSAFoot -0.33 -0.19 -0.75** -0.73** -0.42 -0.38 -0.66* -0.69**

CSI 0.54 0.52 0.75** 0.68* 0.45 0.43 0.73** 0.87**

Gait speed -0.47 -0.56* -0.64* -0.70** -0.21 -0.20 -0.40 -0.43

Sol : Soleus; GL: Gastrocnemius Lateralis; VL: Vastus Lateralis; RF: Rectus Femoris; LEMOCOT: Lower Extremity Motor Coordination Test; CMSA: Chedoke-McMaster
Stroke Assessment at the foot; CSI: Composite Spasticity Index; GaitSpeed : Comfortable walking speed; Significant correlations are in bold characters; *p ≤ 0.05;**
p ≤ 0.01
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that changes of transmission in intersegmental pathways
linking quadriceps to soleus could participate in the
abnormal coactivation of ankle extensors when knee
extensors are voluntarily activated. One can hypothesize
that, in severely affected stroke patients, contractions of
knee extensors at high levels produce an overall facilita-
tive intersegmental influence on plantarflexors via short
propriospinal pathways, leading to their abnormal coac-
tivation. Conversely, no correlation was found between
the increased coactivation of knee extensors during the
plantarflexion task and the heteronymous modulation
that we studied. This absence of correlation during plan-
tarflexion strengthens the hypothesis that the interseg-
mental pathway that we stimulated is a propriospinal
pathway specifically linking quadriceps afferents and
soleus motoneurones. This also suggests that the
increased coactivation of knee extensors during plantar-
flexion may involve other spinal pathways than those
tested in the present study. These other pathways may
modulate the activity of knee extensors by transmitting
the influences from ankle extensors. Such intersegmen-
tal pathways do exist in humans, in whom quadriceps
motoneurones receive both excitatory and inhibitory
influences of group Ia afferents and recurrent inhibition
from soleus, respectively [18,51].

Relations between spinal changes and motor deficits
This is the first time, to our knowledge, that changes in
intersegmental pathways regulating the activity of moto-
neurones of muscles acting at different joints have been
related to the impairment of selective muscular activa-
tion after stroke. An abnormal increase in the interseg-
mental facilitation of quadriceps activity by group I and
group II afferents from common peroneal nerve was
found at rest and during gait in stroke patients, but was
not correlated to motor deficits [20-22]. Some evidence
suggests that intersegmental pathways may have a rele-
vant functional role. These pathways, which are modu-
lated during voluntary contractions [52,53] and
according to postural tasks [37], are thought to assist
bipedal stance and gait [18,37,51]. Intersegmental path-
ways are under the regulation of descending and periph-
eral influences [54]. Changes in supraspinal influences
consecutive to stroke may affect the regulation of these
pathways [55] and contribute to the establishment of
abnormal muscle activation patterns described in hemi-
paresis [56].

Functional considerations
Coactivation of plantarflexors during the knee extension
task was correlated with self-selected gait speed in
stroke individuals. The higher was the coactivation, the
slower the gait speed. This is a new finding; it suggests
that the inappropriate coactivation of leg extensors, as

revealed in static conditions in the present study, may
impede the accomplishment of a dynamic task such as
gait. Knee and ankle extensors are both anti-gravity
muscles that have a usual out-of-phase reciprocal activa-
tion during gait with quadriceps and calf muscles reach-
ing their peak activation at the beginning and at the end
of the stance phase, respectively [5,6]. Premature activa-
tion of ankle extensors as the limb is loaded is the
expression of an abnormal coactivation of these muscles
at the early stance phase in the paretic side of stroke
patients [3,4]. This coactivation has often been reported
in the paretic leg [57,58], and is thought to be a major
component of gait disorders after stroke [7]. Our results
suggest that the malfunction of intersegmental influ-
ences of quadriceps afferents projecting to soleus moto-
neurones may participate in this premature activation of
ankle extensors during peak activation of quadriceps at
the early stance phase of hemiparetic gait.
Another finding of this study was the lower coactiva-

tion of biarticular muscles compared to the coactivation
of monoarticular muscles in both sitting tasks on the
Biodex, in healthy and stroke participants. This may
reveal a differential control over mono- and biarticular
muscles in this particular type of motor task, which
requires torques to be produced in a specific direction
at a single joint. Descending controls may favor the
inhibition of biarticular muscles in these specific tasks
since their activation would produce unwanted torques
in other joints and thus reduce biomechanical efficacy.
Furthermore, clinical measures were more correlated

with the levels of coactivation of biarticular muscles
than those of monoarticular muscles, in both motor
tasks assessed. The lower was the motor function, the
higher the level of coactivation of biarticular leg muscles
in stroke participants. This suggests the importance of
the control of biarticular muscles in leg function.
Impairment of the specific control of biarticular muscles
after stroke could contribute to motor deficits in hemi-
paresis, particularly in coordination of the lower limb.
Several motor control studies have underlined the speci-
fic role of biarticular muscles in force orientation and
energy distribution across joints in the lower limb
[59,60]. This control may be impaired in hemiparesis as
suggested by an alteration of the normal phasic modula-
tion of the activity of biarticular muscles at the paretic
leg during a pedaling task [61].
Only changes in the intersegmental modulation from

quadriceps to soleus (a monoarticular muscle) have
been explored in the present study. However, changes in
intersegmental modulation of biarticular muscles in the
paretic leg have not been investigated. When consider-
ing the strong relationship between the coactivation of
biarticular muscles and motor function found in our
study, changes in spinal modulation of these muscles
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might be strongly related with motor function of the
paretic leg. Such modulation involving spinal pathways
liking quadriceps to gastrocnemius does exist in humans
[18,51]. Future studies should particularly explore
whether changes in pathways projecting from and to
biarticular muscles and from distal to proximal limb
segment are related with motor function of the paretic
leg.

Conclusion
There is an abnormal coactivation of knee and ankle
extensors during maximal static contractions of the
paretic leg of stroke patients with coordination deficits.
Alterations of intersegmental pathways linking quadri-
ceps to soleus are specifically correlated with the
increased coactivation of ankle extensors during the
knee extension task. Thus, these propriospinal pathways
may participate in abnormal coactivations of ankle
extensors while knee extensors are voluntarily activated
in the paretic leg. Coactivations of biarticular muscles
during static tasks directed at a single joint appear to be
more related to motor deficits after stroke, and thus
may have more functional impacts than coactivations of
monoarticular muscles. Future studies should investigate
the role of these and other intersegmental pathways in
the motor deficits observed during dynamic conditions
such as gait after stroke and in other central nervous
system lesions.

Acknowledgements
The authors are grateful to the participants for their collaboration and wish
to express their gratitude to M. Goyette and D. Marineau for their technical
assistance. Joseph-Omer Dyer was supported by a bursary from the Fonds
de Recherche en Santé du Québec (FRSQ). Eric Maupas was supported by a
bursary from IPSEN-SOFMER and REPAR. Sibele de Andrade Melo was
supported by the CRIR. Daniel Bourbonnais and Robert Forget were
supported by the FRSQ.

Author details
1Centre de recherche interdisciplinaire en réadaptation du Montréal
métropolitain, Institut de réadaptation Gingras-Lindsay de Montréal, 6300
avenue Darlington, Montréal, H3S 2J4, Canada. 2École de réadaptation,
Faculté de médecine, Université de Montréal, C.P. 6128, Succursale Centre-
Ville, Montréal, H3C 3J7, Canada. 3Centre Mutualiste de Rééducation
Fonctionnelle, Laboratoire de Physiologie de la Posture et du Mouvement,
Centre Universitaire JF Champollion, Place de Verdun, Albi, 81012, France.
4Université Paul Sabatier, Toulouse III, Route de Narbonne, Toulouse, 31062,
France.

Authors’ contributions
JOD prepared subjects, carried out the experiments, collected and analyzed
the data, and drafted the manuscript. EM prepared subjects, carried out the
experiments and collected the data. SAM analyzed the data and helped
draft the manuscript. DB designed the experiments and helped draft the
manuscript. RF designed the experiments, analyzed the data and helped
draft the manuscript. All authors read, edited, and approved the final
manuscript.

Declaration of competing interests
The authors declare that they have no competing interests.

Received: 5 October 2010 Accepted: 2 August 2011
Published: 2 August 2011

References
1. Brunnstrom S: Motor testing procedures in hemiplegia: based on

sequential recovery stages. Phys Ther 1966, 46:357-375.
2. Pinzur MS, Sherman R, DiMonte-Levine P, Trimble J: Gait changes in adult

onset hemiplegia. Am J Phys Med 1987, 66:228-237.
3. Perry J: Determinants of muscle function in the spastic lower extremity.

Clin Orthop Relat Res 1993, 10-26.
4. Shiavi R, Bugle HJ, Limbird T: Electromyographic gait assessment, Part 2:

Preliminary assessment of hemiparetic synergy patterns. J Rehabil Res
Dev 1987, 24:24-30.

5. Brandell BR: Functional roles of the calf and vastus muscles in
locomotion. Am J Phys Med 1977, 56:59-74.

6. Sutherland DH, Cooper L, Daniel D: The role of the ankle plantar flexors
in normal walking. J Bone Joint Surg Am 1980, 62:354-363.

7. Yelnik A, Albert T, Bonan I, Laffont I: A clinical guide to assess the role of
lower limb extensor overactivity in hemiplegic gait disorders. Stroke
1999, 30:580-585.

8. Little JW, Micklesen P, Umlauf R, Britell C: Lower extremity manifestations
of spasticity in chronic spinal cord injury. Am J Phys Med Rehabil 1989,
68:32-36.

9. Milner-Brown HS, Penn RD: Pathophysiological mechanisms in cerebral
palsy. J Neurol Neurosurg Psychiatry 1979, 42:606-618.

10. Dewald JP, Beer RF: Abnormal joint torque patterns in the paretic upper
limb of subjects with hemiparesis. Muscle Nerve 2001, 24:273-283.

11. Thelen DD, Riewald SA, Asakawa DS, Sanger TD, Delp SL: Abnormal
coupling of knee and hip moments during maximal exertions in persons
with cerebral palsy. Muscle Nerve 2003, 27:486-493.

12. Hwang IS, Tung LC, Yang JF, Chen YC, Yeh CY, Wang CH:
Electromyographic analyses of global synkinesis in the paretic upper
limb after stroke. Phys Ther 2005, 85:755-765.

13. Rose J, Martin JG, Torburn L, Rinsky LA, Gamble JG: Electromyographic
differentiation of diplegic cerebral palsy from idiopathic toe walking:
involuntary coactivation of the quadriceps and gastrocnemius. J Pediatr
Orthop 1999, 19:677-682.

14. Neckel N, Pelliccio M, Nichols D, Hidler J: Quantification of functional
weakness and abnormal synergy patterns in the lower limb of
individuals with chronic stroke. J Neuroengineering Rehabil 2006, 3:17.

15. Panizza M, Balbi P, Russo G, Nilsson J: H-reflex recovery curve and
reciprocal inhibition of H-reflex of the upper limbs in patients with
spasticity secondary to stroke. Am J Phys Med Rehabil 1995, 74:357-363.

16. Crone C, Johnsen LL, Biering-Sorensen F, Nielsen JB: Appearance of
reciprocal facilitation of ankle extensors from ankle flexors in patients
with stroke or spinal cord injury. Brain 2003, 126:495-507.

17. Okuma Y, Lee RG: Reciprocal inhibition in hemiplegia: correlation with
clinical features and recovery. Can J Neurol Sci 1996, 23:15-23.

18. Meunier S, Pierrot-Deseilligny E, Simonetta M: Pattern of monosynaptic
heteronymous Ia connections in the human lower limb. Exp Brain Res
1993, 96:534-544.

19. Mazevet D, Meunier S, Pradat-Diehl P, Marchand-Pauvert V, Pierrot-
Deseilligny E: Changes in propriospinally mediated excitation of upper
limb motoneurons in stroke patients. Brain 2003, 126:988-1000.

20. Marque P, Simonetta-Moreau M, Maupas E, Roques CF: Facilitation of
transmission in heteronymous group II pathways in spastic hemiplegic
patients. J Neurol Neurosurg Psychiatry 2001, 70:36-42.

21. Maupas E, Marque P, Roques CF, Simonetta-Moreau M: Modulation of the
transmission in group II heteronymous pathways by tizanidine in spastic
hemiplegic patients. J Neurol Neurosurg Psychiatry 2004, 75:130-135.

22. Achache V, Mazevet D, Iglesias C, Lackmy A, Nielsen JB, Katz R, Marchand-
Pauvert V: Enhanced spinal excitation from ankle flexors to knee
extensors during walking in stroke patients. Clin Neurophysiol 2010,
121:930-938.

23. Dyer JO, Maupas E, de Andrade Melo S, Bourbonnais D, Fleury J, Forget R:
Transmission in heteronymous spinal pathways is modified after stroke
and related to motor incoordination. PLoS ONE 2009, 4:e4123.

24. Dyer JO, Maupas E, De Andrade Melo S, Bourbonnais D, Forget R: Changes
in modulation of soleus voluntary and reflex activities by femoral nerve
stimulation are related to motor deficits in hemiparesis. Proceedings of

Dyer et al. Journal of NeuroEngineering and Rehabilitation 2011, 8:41
http://www.jneuroengrehab.com/content/8/1/41

Page 12 of 13



the VIIth Progress in Motor Control International Conference: 23-26 July 2009;
Marseille, France: PMC7 proceedings; 2009 .

25. Dyer JO, Maupas E, de Andrade Melo S, Bourbonnais D, Forget R:
Abnormal coactivation of knee and ankle extensors is related to
transmission changes in spinal pathways and clinical scores of motor
function in chronic hemiparesis after stroke. In Proceedings of the 19th
International Conference of the International Society for Posture and Gait
Research (ISPGR) 21-25 June 2009; Bologna, Italy. Edited by: Chiari L, Nardone
A. ISPGR proceedings; 2009:69-70.

26. Desrosiers J, Rochette A, Corriveau H: Validation of a new lower-extremity
motor coordination test. Arch Phys Med Rehabil 2005, 86:993-998.

27. Gowland C, Stratford P, Ward M, Moreland J, Torresin W, Van Hullenaar S,
Sanford J, Barreca S, Vanspall B, Plews N: Measuring physical impairment
and disability with the Chedoke-McMaster Stroke Assessment. Stroke
1993, 24:58-63.

28. Levin MF, Hui-Chan C: Are H and stretch reflexes in hemiparesis
reproducible and correlated with spasticity? J Neurol 1993, 240:63-71.

29. Levin MF, Feldman AG: The role of stretch reflex threshold regulation in
normal and impaired motor control. Brain Res 1994, 657:23-30.

30. Green J, Forster A, Young J: Reliability of gait speed measured by a timed
walking test in patients one year after stroke. Clin Rehabil 2002,
16:306-314.

31. Evans MD, Goldie PA, Hill KD: Systematic and random error in repeated
measurements of temporal and distance parameters of gait after stroke.
Arch Phys Med Rehabil 1997, 78:725-729.

32. Thorstensson A, Grimby G, Karlsson J: Force-velocity relations and fiber
composition in human knee extensor muscles. J Appl Physiol 1976,
40:12-16.

33. Murray MP, Baldwin JM, Gardner GM, Sepic SB, Downs WJ: Maximum
isometric knee flexor and extensor muscle contractions: normal patterns
of torque versus time. Phys Ther 1977, 57:637-643.

34. Sale D, Quinlan J, Marsh E, McComas AJ, Belanger AY: Influence of joint
position on ankle plantarflexion in humans. J Appl Physiol 1982,
52:1636-1642.

35. Hald RD, Bottjen EJ: Effect of Visual Feedback on Maximal and
Submaximal lsokinetic Test Measurements of Normal Quadriceps and
Hamstrings. J Orthop Sports Phys Ther 1987, 9:86-93.

36. McNair PJ, Depledge J, Brettkelly M, Stanley SN: Verbal encouragement:
effects on maximum effort voluntary muscle action. Br J Sports Med 1996,
30:243-245.

37. Barbeau H, Marchand-Pauvert V, Meunier S, Nicolas G, Pierrot-Deseilligny E:
Posture-related changes in heteronymous recurrent inhibition from
quadriceps to ankle muscles in humans. Exp Brain Res 2000, 130:345-361.

38. Meunier S, Penicaud A, Pierrot-Deseilligny E, Rossi A: Monosynaptic Ia
excitation and recurrent inhibition from quadriceps to ankle flexors and
extensors in man. J Physiol 1990, 423:661-675.

39. Hidler JM, Carroll M, Federovich EH: Strength and coordination in the
paretic leg of individuals following acute stroke. IEEE Trans Neural Syst
Rehabil Eng 2007, 15:526-534.

40. Cruz TH, Dhaher YY: Evidence of abnormal lower-limb torque coupling
after stroke: an isometric study. Stroke 2008, 39:139-147.

41. Brunnström S: Movement therapy in hemiplegia: a neurophysiological
approach Harper and Row; 1970.

42. Knott M, Voss DE: Proprioceptive Neuromuscular Facilitation Harper and Row,
New York; 1968.

43. Engardt M, Knutsson E, Jonsson M, Sternhag M: Dynamic muscle strength
training in stroke patients: effects on knee extension torque,
electromyographic activity, and motor function. Arch Phys Med Rehabil
1995, 76:419-425.

44. Cao Y, Vikingstad EM, Huttenlocher PR, Towle VL, Levin DN: Functional
magnetic resonance studies of the reorganization of the human hand
sensorimotor area after unilateral brain injury in the perinatal period.
Proc Natl Acad Sci USA 1994, 91:9612-9616.

45. Chollet F, DiPiero V, Wise RJ, Brooks DJ, Dolan RJ, Frackowiak RS: The
functional anatomy of motor recovery after stroke in humans: a study
with positron emission tomography. Ann Neurol 1991, 29:63-71.

46. Bergmans J, Delwaide PJ, Gadea-Ciria M: Short-latency effects of low-
threshold muscular afferent fibers on different motoneuronal pools of
the lower limb in man. Exp Neurol 1978, 60:380-385.

47. Hultborn H, Meunier S, Morin C, Pierrot-Deseilligny E: Assessing changes in
presynaptic inhibition of I a fibres: a study in man and the cat. J Physiol
1987, 389:729-756.

48. Meunier S, Mogyoros I, Kiernan MC, Burke D: Effects of femoral nerve
stimulation on the electromyogram and reflex excitability of tibialis
anterior and soleus. Muscle Nerve 1996, 19:1110-1115.

49. Lamy JC, Wargon I, Mazevet D, Ghanim Z, Pradat-Diehl P, Katz R: Impaired
efficacy of spinal presynaptic mechanisms in spastic stroke patients.
Brain 2009, 132:734-748.

50. Simon ES: Changes in spinal recurrent inhibition in patients during the
immediate post-stroke period. Neurorehabil Neural Repair 1996, 10:35-42.

51. Meunier S, Pierrot-Deseilligny E, Simonetta-Moreau M: Pattern of
heteronymous recurrent inhibition in the human lower limb. Exp Brain
Res 1994, 102:149-159.

52. Hultborn H, Meunier S, Pierrot-Deseilligny E, Shindo M: Changes in
polysynaptic Ia excitation to quadriceps motoneurones during voluntary
contraction in man. Exp Brain Res 1986, 63:436-438.

53. Hultborn H, Meunier S, Pierrot-Deseilligny E, Shindo M: Changes in
presynaptic inhibition of Ia fibres at the onset of voluntary contraction
in man. J Physiol 1987, 389:757-772.

54. Pierrot-Deseilligny E, Marchand-Pauvert V: A cervical propriospinal system
in man. Adv Exp Med Biol 2002, 508:273-279.

55. Stinear JW, Byblow WD: The contribution of cervical propriospinal
premotoneurons in recovering hemiparetic stroke patients. J Clin
Neurophysiol 2004, 21:426-434.

56. Bourbonnais D, Vanden Noven S, Pelletier R: Incoordination in patients
with hemiparesis. Can J Public Health 1992, 83(Suppl 2):S58-63.

57. Hirschberg GG, Nathanson M: Electromyographic recording of muscular
activity in normal and spastic gaits. Arch Phys Med Rehabil 1952,
33:217-225.

58. Peat M, Dubo HI, Winter DA, Quanbury AO, Steinke T, Grahame R:
Electromyographic temporal analysis of gait: hemiplegic locomotion.
Arch Phys Med Rehabil 1976, 57:421-425.

59. Jacobs R, van Ingen Schenau GJ: Intermuscular coordination in a sprint
push-off. J Biomech 1992, 25:953-965.

60. Zajac FE: Muscle coordination of movement: a perspective. J Biomech
1993, 26(Suppl 1):109-124.

61. Schindler-Ivens S, Brown DA, Brooke JD: Direction-dependent phasing of
locomotor muscle activity is altered post-stroke. J Neurophysiol 2004,
92:2207-2216.

doi:10.1186/1743-0003-8-41
Cite this article as: Dyer et al.: Abnormal coactivation of knee and ankle
extensors is related to changes in heteronymous spinal pathways after
stroke. Journal of NeuroEngineering and Rehabilitation 2011 8:41.

Submit your next manuscript to BioMed Central
and take full advantage of: 

• Convenient online submission

• Thorough peer review

• No space constraints or color figure charges

• Immediate publication on acceptance

• Inclusion in PubMed, CAS, Scopus and Google Scholar

• Research which is freely available for redistribution

Submit your manuscript at 
www.biomedcentral.com/submit

Dyer et al. Journal of NeuroEngineering and Rehabilitation 2011, 8:41
http://www.jneuroengrehab.com/content/8/1/41

Page 13 of 13


	Abstract
	Background
	Methods
	Results
	Conclusion

	Background
	Methods
	Participants
	Clinical assessment
	Assessment of the coactivation
	Experimental set-up and instrumentation
	Experimental protocol for coactivation assessment
	Data analysis for coactivation assessment

	Electrophysiological evaluation of the heteronymous modulation
	Experimental set-up and instrumentation
	Experimental protocol for evaluation of the modulation
	Data analysis for evaluation of the modulation

	Statistical analysis

	Results
	Coactivation of knee and ankle extensors
	Heteronymous modulation across participants
	Heteronymous modulation across groups
	Correlations between coactivations and heteronymous modulations
	Correlations with clinical measures

	Discussion
	Coactivation of leg extensors after stroke
	Changes in heteronymous modulation after stroke
	Correlations between coactivations and heteronymous modulation
	Relations between spinal changes and motor deficits
	Functional considerations

	Conclusion
	Acknowledgements
	Author details
	Authors' contributions
	Competing interests
	References


<<
  /ASCII85EncodePages false
  /AllowTransparency false
  /AutoPositionEPSFiles true
  /AutoRotatePages /None
  /Binding /Left
  /CalGrayProfile (Dot Gain 20%)
  /CalRGBProfile (sRGB IEC61966-2.1)
  /CalCMYKProfile (U.S. Web Coated \050SWOP\051 v2)
  /sRGBProfile (sRGB IEC61966-2.1)
  /CannotEmbedFontPolicy /Error
  /CompatibilityLevel 1.4
  /CompressObjects /Tags
  /CompressPages true
  /ConvertImagesToIndexed true
  /PassThroughJPEGImages true
  /CreateJobTicket false
  /DefaultRenderingIntent /Default
  /DetectBlends true
  /DetectCurves 0.0000
  /ColorConversionStrategy /CMYK
  /DoThumbnails false
  /EmbedAllFonts true
  /EmbedOpenType false
  /ParseICCProfilesInComments true
  /EmbedJobOptions true
  /DSCReportingLevel 0
  /EmitDSCWarnings false
  /EndPage -1
  /ImageMemory 1048576
  /LockDistillerParams false
  /MaxSubsetPct 100
  /Optimize true
  /OPM 1
  /ParseDSCComments true
  /ParseDSCCommentsForDocInfo true
  /PreserveCopyPage true
  /PreserveDICMYKValues true
  /PreserveEPSInfo true
  /PreserveFlatness true
  /PreserveHalftoneInfo false
  /PreserveOPIComments true
  /PreserveOverprintSettings true
  /StartPage 1
  /SubsetFonts true
  /TransferFunctionInfo /Apply
  /UCRandBGInfo /Preserve
  /UsePrologue false
  /ColorSettingsFile ()
  /AlwaysEmbed [ true
  ]
  /NeverEmbed [ true
  ]
  /AntiAliasColorImages false
  /CropColorImages true
  /ColorImageMinResolution 300
  /ColorImageMinResolutionPolicy /OK
  /DownsampleColorImages true
  /ColorImageDownsampleType /Bicubic
  /ColorImageResolution 300
  /ColorImageDepth -1
  /ColorImageMinDownsampleDepth 1
  /ColorImageDownsampleThreshold 1.50000
  /EncodeColorImages true
  /ColorImageFilter /DCTEncode
  /AutoFilterColorImages true
  /ColorImageAutoFilterStrategy /JPEG
  /ColorACSImageDict <<
    /QFactor 0.15
    /HSamples [1 1 1 1] /VSamples [1 1 1 1]
  >>
  /ColorImageDict <<
    /QFactor 0.15
    /HSamples [1 1 1 1] /VSamples [1 1 1 1]
  >>
  /JPEG2000ColorACSImageDict <<
    /TileWidth 256
    /TileHeight 256
    /Quality 30
  >>
  /JPEG2000ColorImageDict <<
    /TileWidth 256
    /TileHeight 256
    /Quality 30
  >>
  /AntiAliasGrayImages false
  /CropGrayImages true
  /GrayImageMinResolution 300
  /GrayImageMinResolutionPolicy /OK
  /DownsampleGrayImages true
  /GrayImageDownsampleType /Bicubic
  /GrayImageResolution 300
  /GrayImageDepth -1
  /GrayImageMinDownsampleDepth 2
  /GrayImageDownsampleThreshold 1.50000
  /EncodeGrayImages true
  /GrayImageFilter /DCTEncode
  /AutoFilterGrayImages true
  /GrayImageAutoFilterStrategy /JPEG
  /GrayACSImageDict <<
    /QFactor 0.15
    /HSamples [1 1 1 1] /VSamples [1 1 1 1]
  >>
  /GrayImageDict <<
    /QFactor 0.15
    /HSamples [1 1 1 1] /VSamples [1 1 1 1]
  >>
  /JPEG2000GrayACSImageDict <<
    /TileWidth 256
    /TileHeight 256
    /Quality 30
  >>
  /JPEG2000GrayImageDict <<
    /TileWidth 256
    /TileHeight 256
    /Quality 30
  >>
  /AntiAliasMonoImages false
  /CropMonoImages true
  /MonoImageMinResolution 1200
  /MonoImageMinResolutionPolicy /OK
  /DownsampleMonoImages true
  /MonoImageDownsampleType /Bicubic
  /MonoImageResolution 1200
  /MonoImageDepth -1
  /MonoImageDownsampleThreshold 1.50000
  /EncodeMonoImages true
  /MonoImageFilter /CCITTFaxEncode
  /MonoImageDict <<
    /K -1
  >>
  /AllowPSXObjects false
  /CheckCompliance [
    /None
  ]
  /PDFX1aCheck false
  /PDFX3Check false
  /PDFXCompliantPDFOnly false
  /PDFXNoTrimBoxError true
  /PDFXTrimBoxToMediaBoxOffset [
    0.00000
    0.00000
    0.00000
    0.00000
  ]
  /PDFXSetBleedBoxToMediaBox true
  /PDFXBleedBoxToTrimBoxOffset [
    0.00000
    0.00000
    0.00000
    0.00000
  ]
  /PDFXOutputIntentProfile ()
  /PDFXOutputConditionIdentifier ()
  /PDFXOutputCondition ()
  /PDFXRegistryName ()
  /PDFXTrapped /False

  /CreateJDFFile false
  /Description <<

    /BGR <>
    /CHS <FEFF4f7f75288fd94e9b8bbe5b9a521b5efa7684002000410064006f006200650020005000440046002065876863900275284e8e9ad88d2891cf76845370524d53705237300260a853ef4ee54f7f75280020004100630072006f0062006100740020548c002000410064006f00620065002000520065006100640065007200200035002e003000204ee553ca66f49ad87248672c676562535f00521b5efa768400200050004400460020658768633002>
    /CHT <FEFF4f7f752890194e9b8a2d7f6e5efa7acb7684002000410064006f006200650020005000440046002065874ef69069752865bc9ad854c18cea76845370524d5370523786557406300260a853ef4ee54f7f75280020004100630072006f0062006100740020548c002000410064006f00620065002000520065006100640065007200200035002e003000204ee553ca66f49ad87248672c4f86958b555f5df25efa7acb76840020005000440046002065874ef63002>
    /CZE <>
    /DAN <>
    /DEU <>
    /ESP <>
    /ETI <>
    /FRA <>
    /GRE <>

    /HRV (Za stvaranje Adobe PDF dokumenata najpogodnijih za visokokvalitetni ispis prije tiskanja koristite ove postavke.  Stvoreni PDF dokumenti mogu se otvoriti Acrobat i Adobe Reader 5.0 i kasnijim verzijama.)
    /HUN <>
    /ITA <>
    /JPN <FEFF9ad854c18cea306a30d730ea30d730ec30b951fa529b7528002000410064006f0062006500200050004400460020658766f8306e4f5c6210306b4f7f75283057307e305930023053306e8a2d5b9a30674f5c62103055308c305f0020005000440046002030d530a130a430eb306f3001004100630072006f0062006100740020304a30883073002000410064006f00620065002000520065006100640065007200200035002e003000204ee5964d3067958b304f30533068304c3067304d307e305930023053306e8a2d5b9a306b306f30d530a930f330c8306e57cb30818fbc307f304c5fc59808306730593002>
    /KOR <FEFFc7740020c124c815c7440020c0acc6a9d558c5ec0020ace0d488c9c80020c2dcd5d80020c778c1c4c5d00020ac00c7a50020c801d569d55c002000410064006f0062006500200050004400460020bb38c11cb97c0020c791c131d569b2c8b2e4002e0020c774b807ac8c0020c791c131b41c00200050004400460020bb38c11cb2940020004100630072006f0062006100740020bc0f002000410064006f00620065002000520065006100640065007200200035002e00300020c774c0c1c5d0c11c0020c5f40020c2180020c788c2b5b2c8b2e4002e>
    /LTH <>
    /LVI <>
    /NLD (Gebruik deze instellingen om Adobe PDF-documenten te maken die zijn geoptimaliseerd voor prepress-afdrukken van hoge kwaliteit. De gemaakte PDF-documenten kunnen worden geopend met Acrobat en Adobe Reader 5.0 en hoger.)
    /NOR <>
    /POL <>
    /PTB <>
    /RUM <>
    /RUS <>
    /SKY <>
    /SLV <>
    /SUO <>
    /SVE <>
    /TUR <>
    /UKR <>
    /ENU (Use these settings to create Adobe PDF documents best suited for high-quality prepress printing.  Created PDF documents can be opened with Acrobat and Adobe Reader 5.0 and later.)
  >>
  /Namespace [
    (Adobe)
    (Common)
    (1.0)
  ]
  /OtherNamespaces [
    <<
      /AsReaderSpreads false
      /CropImagesToFrames true
      /ErrorControl /WarnAndContinue
      /FlattenerIgnoreSpreadOverrides false
      /IncludeGuidesGrids false
      /IncludeNonPrinting false
      /IncludeSlug false
      /Namespace [
        (Adobe)
        (InDesign)
        (4.0)
      ]
      /OmitPlacedBitmaps false
      /OmitPlacedEPS false
      /OmitPlacedPDF false
      /SimulateOverprint /Legacy
    >>
    <<
      /AddBleedMarks false
      /AddColorBars false
      /AddCropMarks false
      /AddPageInfo false
      /AddRegMarks false
      /ConvertColors /ConvertToCMYK
      /DestinationProfileName ()
      /DestinationProfileSelector /DocumentCMYK
      /Downsample16BitImages true
      /FlattenerPreset <<
        /PresetSelector /MediumResolution
      >>
      /FormElements false
      /GenerateStructure false
      /IncludeBookmarks false
      /IncludeHyperlinks false
      /IncludeInteractive false
      /IncludeLayers false
      /IncludeProfiles false
      /MultimediaHandling /UseObjectSettings
      /Namespace [
        (Adobe)
        (CreativeSuite)
        (2.0)
      ]
      /PDFXOutputIntentProfileSelector /DocumentCMYK
      /PreserveEditing true
      /UntaggedCMYKHandling /LeaveUntagged
      /UntaggedRGBHandling /UseDocumentProfile
      /UseDocumentBleed false
    >>
  ]
>> setdistillerparams
<<
  /HWResolution [2400 2400]
  /PageSize [612.000 792.000]
>> setpagedevice


