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While Alexander technique (AT) teachers have been reported to stand
up by shifting weight gradually as they incline the trunk forward,
healthy untrained (HU) adults appear unable to rise in this way. This
study examines the hypothesis that HU have difficulty rising
smoothly, and that this difficulty relates to reported differences in
postural stiffness between groups. A wide range of movement dura-
tions (1–8 s) and anteroposterior foot placements were studied under
the instruction to rise at a uniform rate. Before seat-off (SO) there
were clear and profound performance differences between groups,
particularly for slower movements, that could not be explained by
strength differences. For each movement duration, HU used approx-
imately twice the forward center-of-mass (CoM) velocity and vertical
feet-loading rate as AT. For slow movements, HU violated task
instruction by abruptly speeding up and rapidly shifting weight just
before SO. In contrast, AT shifted weight gradually while smoothly
advancing the CoM, achieving a more anterior CoM at SO. A
neuromechanical model revealed a mechanism whereby stiffness
affects standing up by exacerbating a conflict between postural and
balance constraints. Thus activating leg extensors to take body weight
hinders forward CoM progression toward the feet. HU’s abrupt weight
shift can be explained by reliance on momentum to stretch stiff leg
extensors. AT’s smooth rises can be explained by heightened dynamic
tone control that reduces leg extensor resistance and improves force
transmission across the trunk. Our results suggest postural control
shapes movement coordination through a dynamic “postural frame”
that affects the resistive behavior of the body.

posture; movement; balance; muscle tone; sit-to-stand; Alexander
technique

DIFFICULTY PERFORMING whole body movements can occur at all
levels of ability. For instance, a skilled dancer might struggle
to perform an arabesque, while an older individual might
struggle to rise from a chair. These are very different tasks, but
they have something fundamental in common. Any action
involving the whole body requires solving simultaneously
component motor tasks, namely 1) executing the movement
plan, 2) keeping the body’s mass balanced above the base of
support, and 3) preventing postural collapse against gravity
(Hess 1943; Massion 1992). It is possible that action difficul-
ties arise from the orchestration of these component tasks. This
could happen when the solution to one component interferes
with performance of another. In the case of rising from a chair,
a possible manifestation of such interference is the “sit-back”
failure sometimes experienced by healthy elderly people (Riley

et al. 1997). Of course, these failures could simply stem from
insufficient strength (Brown et al. 1995; Moxley Scarborough
et al. 1999), flexibility (Fleckenstein et al. 1988; Gleim and
McHugh 1997) or practice (Mouchnino et al. 1992). However,
the sit-to-stand (STS) movement does not require substantial
flexibility, and elderly adults certainly do not lack practice.
While strength is a contributing factor (Corrigan and Bohannon
2001; Lord et al. 2002; Moxley Scarborough et al. 1999;
Schenkman et al. 1996), it cannot account fully for their
difficulty as those affected are generally strong enough to
perform the task (Ploutz-Snyder et al. 2002; Schultz et al.
1992; Yoshioka et al. 2007). A clue comes from the observa-
tion that healthy elderly adults exhibit counterproductive
movement features, such as leaving the chair with their body
mass further backward and under-foot pressure further forward
than young adults (Mourey et al. 2000; Schultz et al. 1992),
both of which exacerbate performance difficulty. Paradoxical
motor features such as these are compatible with motor inter-
ference effects. The STS action, therefore, might be a good
paradigm for investigating mechanisms of interference be-
tween the component motor tasks of movement, balance and
posture.

In theory, anti-gravity postural support has considerable
potential to interfere with movement because it requires muscle
activity that is spatially complex, dynamic and ever-present
(Gurfinkel et al. 2006), which could act to obstruct motion. A
prediction emerging from this hypothesis is that differences in
postural control between individuals should lead to differences
in the interference effect and consequently in performance of
whole body actions such as STS. A relevant observation is that
postural support, when active during stance, was found to have
substantially different properties in a group of subjects trained
to a high level in the Alexander technique (AT) compared with
an untrained but otherwise healthy group (Cacciatore et al.
2011a). In essence, the AT group had lower, or more adaptive,
hip-joint and axial postural stiffness, as revealed by reduced
resistance to externally applied slow mechanical perturbations.
Furthermore, in a separate study, the two groups were found to
perform the STS action differently (Cacciatore et al. 2011b).
When the participants were instructed to rise from a chair at a
self-selected speed, but to perform the movement as smoothly
as possible without using momentum, the two groups chose
similar movement durations, but the AT group achieved a
much smoother rise. These two studies, therefore, provide
some initial support for the hypothesis that the neuromuscular
system for posture interferes with movement. However, it is
necessary to rule out other reasonable explanations. For exam-
ple, the healthy subjects may simply have misunderstood the
instructions or been given insufficient feedback about their
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movements to modify their STS performance appropriately.
Another objection is that, because the STS movement was
performed at a self-selected speed, participants may have used
their habitual movement pattern, thus merely reflecting differ-
ences between a trained and an untrained habit. It is also
possible that the force distribution between leg joints was
somehow different between the two groups, allowing for a
smoother execution by the AT group.

In the present study we explore these alternative explana-
tions by measuring the whole body kinematics and kinetics in
AT teachers and healthy untrained (HU) adults attempting to
rise smoothly from a chair under strict temporal and postural
constraints. We carefully controlled the position of the body
and the feet with respect to the seat edge to minimize biome-
chanical differences between the groups, and joint moments
were calculated to check for any differences in force distribu-
tion between joints. Set movement durations ranging from 1 to
8 s were targeted, with feedback of actual movement duration
being given after each trial. The rationale is that the necessity
to execute unnaturally slow movements (8-s duration) should
eliminate any misunderstanding of the instruction to rise from
the chair smoothly without using momentum, and reduce any
tendency to resort to habitual movement patterns. If the previ-
ously observed performance difference between these two
groups were due to such factors, we would expect the differ-
ence to get smaller, or even disappear, with increasingly slower
movements. As an additional manipulation, the movements
were performed with the feet in three standardized anteropos-
terior positions, making the task more difficult the further
forward the feet. Again, we would expect the increase in task
difficulty to affect the performance of the two groups equally
for all movement speeds. Contrasting predictions arise from
the alternative hypothesis, which is that jerky movement
arises from interference between motor systems, making it
mechanically necessary to generate momentum to rise from
the chair. Then, the slower the movement and further
forward the feet, the greater will be the need to inject extra
momentum, hence the greater will be the difference in
performance between the two groups.

METHODS

Ethical Approval

This study was approved by the UCL Research Ethics Committee
and was in accordance with the Declaration of Helsinki. All subjects
provided written, informed consent.

Subjects

Healthy adults. A total of 10 HU adult subjects aged 28–65 were
studied (4 men, 6 women). Volunteers had no medical conditions
affecting daily activities or history of lower limb surgery and could
rise from a chair without difficulty or pain. HU had a mean age of 44.0 �
12.0 yr, mass of 74.3 � 10.4 kg and height of 171.5 � 8.1 cm.

AT teachers. Ten teachers who had completed a 1,600-h course
certified by the Society of Teachers of the Alexander Technique
participated in this study. AT teachers and HU adults were individu-
ally matched in sex and age (within 5 yr) and approximately matched
in height and body mass. The mean age, height and weight of AT was
44.9 � 10.7 yr, 69.9 � 9.9 kg and 174.0 � 10.7 cm, respectively.

Experimental Protocol

Setup. Participants were seated on a custom-built height-adjustable
stool instrumented with a force plate seat (model 9286A, Kistler
Instrumente, Winterthur, Switzerland) with each foot resting on a
floor mounted force plate (model 9281B, left leg; model 9287, right
leg). The bias of all force plates was reset following each trial to
minimize drift. The chair was adjusted to 106% of the height from the
floor to fibular tuberosity. Subjects sat with their greater trochanter �5
cm from the forward chair edge to minimize thigh contact and enable
calculation of the hip moment prior to seat-off (SO). Three foot
positions were used, with the shank at 20, 10 and 0° relative to vertical
(Fig. 1). The feet were placed at width of 40% of floor to greater
trochanter height.

Task. Subjects were asked to stand up at four different speeds, with
the total movement duration of 1, 2, 4 and 8 s (Fig. 1A). They
performed two trials of each of the 12 conditions (4 speeds � 3 foot
positions). To increase accuracy for performing these different move-
ment durations, visual feedback was presented after the trial, depicting
the instructed and actual movement times on a circular dial. Trial
order was blocked by movement time but randomized across foot
positions, so that posttrial feedback could be applied to the subsequent
trial. This time-feedback was computed using an inertial sensor
(XSENS, MTx) and LabVIEW (National Instruments, Austin, TX), as
the duration from when the trunk inclined forward 10° at movement
start (relative to the initial seated position) to when it again crossed
this value after SO, during the extension phase. Subjects were asked to
rise from the chair at a constant, uniform speed. Subjects clasped their
hands together loosely in front of their trunk and were instructed not
to use their arms to aid the movement. Prior to data collection, all
participants practiced chair rises at each speed until they could
accurately achieve the desired movement duration.

Data collection. A CODA motion capture system (6 � Cx1 units,
Charnwood dynamics, Rothley, UK) was used to capture, at 100 Hz,
the three-dimensional (3D) positions of 52 infrared emitting diodes
(IREDs) and kinetic data. IREDS were mounted to enable bilateral
tracking of limb segments (both feet, shanks, thighs, upper arms,
forearms) and axial segments (pelvis, 3 trunk segments, head). With
the exception of the upper arms, rigid clusters of four noncollinear
IREDs were securely affixed to each body segment.

Kinetic Model

Raw kinematic and kinetic data were processed using Visual3D
version 4 software (C-Motion, Germantown, MD) to obtain a 15-
segment model of the body for each subject. In preexperiment cali-
bration trials, a digitizing pointer was used to identify the location of
various anatomical landmarks. Additionally, participants traced cir-
cles �30 cm in diameter with each foot and had their leg passively
flexed and extended at the knee over a 40° range while seated to
enable estimation of functional hip joint center and knee flexion-
extension axes (Schwartz and Rozumalski 2005). The anatomical
landmarks and functional joints were used to define segment fixed 3D
local coordinate systems (LCS) tracked by the marker clusters (e.g.,
Cappozzo et al. 1995). The upper arm segments were defined and
tracked using virtual points constructed at the shoulder and elbow as
subject-specific offsets from the upper back and trunk LCS. Seg-
ments’ mass, moments of inertia, and center of mass (CoM) were
determined from regression models (Dempster 1955; Hanavan 1964)
and used to compute whole body CoM position. Force plate data,
segment kinematics, and segment inertial properties were used to
perform 3D inverse dynamics for the computation of flexion-exten-
sion joint moments in segment coordinates about the mediolateral axis
of the proximal segment. For computing offline movement duration a
single combined trunk segment was defined from the acromions
(subject-specific offsets from the upper back LCS) and hip joint
centers (subject-specific offsets from the pelvis LCS).
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Data Analysis

Data analysis was performed in MATLAB (The Mathworks,
Natick, MA) version R2009a. Quantities were computed for indi-
vidual trials and averaged across repetitions within a subject.

Movement duration. We quantified the total movement duration by
computing an offline measure, Tmov, that was more accurate than that
used for posttrial feedback. Tmov was computed as the duration
between when the combined trunk segment inclined 3° from the initial
seated position to when the vertical mid-acromion height exceeded
98% of its maximal value (Fig. 1B).

Weight shift. Weight shift was quantified by its rise time, the
maximal rate of loading and maximal leg extensor moments (Fig. 1B).
The weight-shift rise time, Tws, was computed between when the
combined feet vertical force (Fz) was last below 50% body weight
(BW) until it first exceeded 98% BW, which was defined as SO. The
last half of weight shift was chosen because it was highly stereo-
typed and reflected behavior related to the critical moment of
lift-off. The maximal rate of combined-foot vertical loading, Fz

'

max, was calculated by low-pass filtering Fz, (15 Hz, bidirectional
4th-order Butterworth) and taking the maximum of the derivative
before SO. Maximal hip and knee extensor moments were calcu-

lated as the maximum of the bilateral averages for each joint
normalized by a subject’s BW.

CoM velocity. Forward movement was quantified by CoM ve-
locity in the anterior-posterior direction, VCoM, as calculated by
Visual3D.

Bipedal balance. Bipedal balance at lift-off was assessed by the
anterior/posterior distance between the whole body CoM and com-
bined-foot center of pressure (CoP) averaged over a 50-ms interval
centered around SO as: XCoM-CoP � CoM � CoP. Positive values
indicate the CoM was anterior to the CoP at SO.

Statistics

Statistical significance was determined using a three-way mixed
design ANOVA (speed � foot position � group) using SPSS version
19.001. A Huynh-Felt correction was made for comparisons where
Mauchly’s Test indicated a violation of sphericity (at P � 0.05). We
chose � � 0.01 for the significance level to minimize false positives
from multiple comparisons. Correlations between variables were com-
puted using linear correlation (Pearson’s coefficient) and principal
component analysis. All reported errors are SD, unless otherwise
noted.
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Fig. 1. Experimental setup. A: subjects stood up from a standardized position with the chair at 106% of fibular tuberosity (Fib Tub) height, feet width at 40%
of greater trochanter (GT) stance height and the GT positioned �5 cm from the front chair edge. Three anterior-posterior foot positions were used and given
by 20°, 10° and 0° of shank orientation relative to vertical. Subjects aimed to perform the movement at a uniform speed that was directed to make the total
movement last 1, 2, 4 or 8 s. Immediately following each trial, a biofeedback display indicated the actual (black arrow) vs. instructed (gray arrow) movement
durations. To prevent interfering with the task, feedback was not given during the trial. B: quantification of movement time (Tmov) and weight shift. Sit-to-stand
(STS) Tmov was calculated from the onset of trunk (Trk) lean to when the acromion (Acrom) reached a vertical threshold. Weight shift was quantified by the
maximal derivative �Fz

' max) and the duration of the final 50% of weight shift (Tws). Fz, vertical force; tstart, start time; tSO, seat-off time; tend, end time.
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RESULTS

Subjects were able to vary their Tmov to match approxi-
mately the instructed times (1.54 � 0.30, 2.36 � 0.29, 4.32 �
0.58 and 8.15 � 1.59 s, for 1-, 2-, 4- and 8-s conditions,
respectively). This resulted in a main effect of speed on Tmov
[speed: F(1.43,25.7) � 483.5, P � 0.001], but there were no
significant effects of group, foot position or any interactions
(P � 0.01). Despite this similarity, there were clear and
profound differences in the performance of the two groups.
These differences were apparent during the first half of the
movement up to the point of SO and were most evident for the
slower movements. [See Supplemental Material for videos of
an 8-s chair rise from the midfoot position (HA subject, video
1; AT teacher, video 2); The online version of this article
contains supplemental data.] Videos show the inverse 3D
model from a single trial for each subject; blue arrows indicate
feet and seat contact forces. In general, the AT group per-
formed the movements smoothly with simultaneous feet-load-
ing and forward flexion. In contrast, the movements of the HU
group were jerkier with complex feet-loading patterns and a
greater reliance on forward CoM momentum (rather than CoM
position) to solve the balance problem.

Weight Shift

For all movement conditions HU had a shorter duration,
more rapid increase in feet force compared with AT (Fig. 2A).
As shown in Fig. 2B, the Fz rise time, Tws, was relatively
shorter in HU than AT across conditions [group: F(1,18) �
21.0, P � 0.001; see also Table 1]. This rise time was generally
longer for slower instructed movement speeds [speed:
F(1.23,22.1) � 54.6, P � 0.001]. However, HU did not
prolong Tws much for slower conditions (range 0.1–0.4 s)

compared with AT (range 0.2–1.9 s) [group � speed:
F(1.23,22.1) � 14.7, P � 0.001], which is consistent with this
group’s biphasic, gradual-then-abrupt feet-loading for slow
movements.

The Fz
= max, which occurred on average shortly before SO

in both groups (HU: �0.08 � 0.03 s; AT: �0.09 � 0.06 s),
was roughly twice that for HU than AT across conditions [Fig.
2C; group: F(1,18) � 13.3, P � 0.002]. In general, feet-
loading rate slowed for slower instructed durations [speed:
F(1.49,26.8) � 56.2, P � 0.001]; however, the large inter-
group difference in Fz

= max meant that HU had a higher
maximum loading rate for 8-s trials (332.3 � 161.4% BW/s)
than AT did for 2 s (287.5 � 116.7% BW/s). Fz

= max was
affected by foot placement, being greater for anterior foot
positions when the CoM had to travel further forward [foot
position: F(1.68,30.1) � 11.4, P � 0.001].

CoM Motion

For faster, 1- to 2-s chair rises, both groups displayed a
marked increase in forward VCoM just prior to SO (Fig. 3A).
For the slowest movements, the AT group maintained an
almost constant VCoM from the start to SO, whereas HU
seemed compelled to increase it abruptly just before SO. This
indicates that, despite the experimenter’s repeated emphasis,
HU were not able to comply with the instruction to stand up at
a uniform speed. Subjects were generally aware of and ac-
knowledged this inability. In general, the maximal VCoM
closely preceded SO (by 0.11 � 0.03 s for HU and 0.36 � 24
s for AT) and also preceded Fz

= max. However, HU had a much
higher (�2�) VCoM than AT across all conditions [Fig. 3B;
group: F(1,17) � 543.3, P � 0.001]. As expected, maximal
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VCoM decreased for slower movements [speed: F(1.54,26.3) �
170.72, P � 0.001].

For both groups, the maximal VCoM was larger for more
anterior foot positions [foot position: F(1.4,23.8) � 54.5, P �
0.001], indicating that the speed increase prior to SO was
related to the balance constraint. Foot position affected maxi-
mum VCoM more for HU than AT [group � foot position:
F(1.4,23.8) � 6.95, P � 0.008], suggesting that the latter
group was better able to resolve the balance constraint (see
below) without resorting to the use of exaggerated forward
momentum of the body.

Achieving Bipedal Balance

The difference in the way the two groups solved the balance
problem is illustrated in Fig. 4, which shows the relationship
between the CoM, CoP and heel positions. To maintain balance
and avoid fall-back, either the CoM position must be forward
of the CoP at SO, or the CoM must have sufficient velocity
such that the body’s forward momentum will take the CoM
over the feet a short time later (Pai and Patton 1997). Consis-
tent with this, both groups had relatively more positive XCoM-CoP

values (more anterior CoM with respect to CoP at SO) for
slower movement speeds [Fig. 4B; speed: F(1.57,26.7) �
120.8; P � 0.001]. Across all conditions, however, AT teach-
ers’ XCoM-CoP was more positive by several centimeters [group:
F(1,17) � 13.3; P � 0.002], and this forward CoM position is
consistent with their lower forward velocity. Notably, for 4-
and 8-s conditions, AT had positive values of XCoM-CoP (CoM
anterior to CoP at SO), so this group did not require any
forward velocity to maintain balance. In contrast, HU’s CoM
was behind the CoP at SO for all conditions, thus requiring
forward momentum to achieve dynamic stability over the feet.

As expected, positioning the feet anteriorly made XCoM-CoP
less positive, as the CoM had further to travel to reach the feet
[foot position: F(1.34,22.8) � 35.4; P � 0.001]. However, AT
were less affected by foot placement than HU [group � foot
position: F(1.34,22.8) � 9.97; P � 0.002], indicating they
were more capable of moving the CoM forward throughout
weight shift than HU. In general, AT’s forward CoM can be
attributed to upper body segments (Fig. 4C), which is consis-
tent with greater hip joint flexion at SO.

Maximal Leg Extensor Moments

From these results, it appears that the HU group was unable
to achieve the slow continuous movements displayed by the
AT group. One reason for this could be that the AT perfor-
mance, particularly for the slow movements that were the most
challenging, required greater strength. However, as shown in
Fig. 5, joint moments were lower for slower speeds [speed: hip,
F(1.59,28.54) � 13.01, P � 0.001; knee, F(1.45,26.15) �
35.43, P � 0.001], suggesting that slower movements required
less rather than more strength. Moreover, there were no
significant group differences or interactions involving
group, suggesting that AT performance did not require
greater strength overall.

Relation Between Balance, VCoM and Fz Loading Rate

A strong interrelationship was present between Fz
' max,

VCoM at SO and XCoM-CoP (Fig. 6). Principal component anal-
ysis yielded that a single component (0.975 � VCoM at SO,
0.944 � Fz

= max, �0.952 � XCoM-CoP) accounted for 91.5% of
the variance in these variables. The pairwise correlations were
given by r � 0.886 between VCoM and Fz

= max, �0.909
between VCoM and XCoM-CoP, and �0.823 between Fz

= max and
XCoM-CoP. All pairwise correlations were significant at P �
0.001 level. This strong relationship suggests a single unitary
phenomenon underlies the variation in these variables across
speeds, foot position and groups.

DISCUSSION

Difficulty Standing Up Slowly and Smoothly

The results show that young HU adults have more difficulty
than the cohort of AT teachers when attempting to stand up
smoothly from a seated position. HU began by slowly leaning
the upper body forward, but just before SO they abruptly sped
up followed by a rapid loading of their feet. In contrast, AT
showed a gradual, prolonged weight shift to the feet and with
only relatively small increases in velocity and feet force around
SO. Similar features were observed in a previous study on AT
rising at a self-selected speed (Cacciatore et al. 2011b). HU
were aware of their jerky, discontinuous movement and com-
mented on their inability to stand up smoothly for slow rises.

Table 1. Statistical significance for weight-shift variables, CoM velocity, CoM-CoP distance, and maximal leg joint moments

Tmov Tws Fz
= max Vcom Maximum XCoM-CoP

Hip Moment
Maximum

Knee Moment
Maximum

Group F(1,18) � 6.42 F(1,18) � 21.0 F(1,18) � 13.3 F(1,17) � 32.0 F(1,17) � 13.3 F(1,18) � 0.22 F(1,18) � 0.40
P � 0.02 P � 0.001† P � 0.002* P � 0.001† P � 0.002* P � 0.65 P � 0.84

Speed F(1.43,25.7) � 483.5 F(1.23,22.1) � 54.6 F(1.49,26.8) � 56.2 F(1.54,26.3) � 170.7 F(1.6,26.7) � 120.8 F(1.59,28.5) � 13.01 F(1.45,26.2) � 35.43
P � 0.001† P � 0.001† P � 0.001† P � 0.001† P � 0.001† P � 0.001† P � 0.001†

Foot F(2,36) � 3.82 F(2,36) � 0.56 F(1.68,30.1) � 11.4 F(1.4,23.8) � 54.5 F(1.34,22.8) � 35.4 F(1.5,26.6) � 102.4 F(1.45,26.04) � 5.29
P � 0.03 P � 0.57 P � 0.001† P � 0.001† P � 0.001† P � 0.001† P � 0.019

Group �
speed

F(1.43,25.7) � 2.68 F(1.23,22.1) � 27.6 F(1.49,26.7) � 2.18 F(1.54,26.3) � 0.93 F(1.57,26.7) � 0.54 F(1.59,28.54) � 4.50 F(1.45,26.2) � 1.17
P � 0.10 P � 0.001† P � 0.14 P � 0.39 P � 0.55 P � 0.03 P � 0.31

Group �
foot

F(2,36) � 3.59 F(2,36) � 3.26 F(1.68,30.1) � 3.75 F(1.4,23.8) � 6.95 F(1.34,22.8) � 9.97 F(1.48,26.6) � 0.041 F(1.45,26.04) � 0.41
P � 0.04 P � 0.052 P � 0.04 P � 0.008* P � 0.002* P � 0.92 P � 0.61

Speed �
foot

F(2.7,49.7) � 0.48 F(2.7,50) � 0.33 F(4.31,77.5) � 2.11 F(6,102) � 1.21 F(4.98,84.6) � 0.53 F(4.03,72.45) � 3.55 F(4.61,82.88) � 3.30
P � 0.68 P � 0.79 P � 0.083 P � 0.31 P � 0.75 P � 0.01* P � 0.011*

Group �
speed �
foot

F(2.76,49.7) � 2.23 F(2.7,50) � 1.20 F(4.31,77.5) � 0.81 F(6,102) � 0.835 F(4.98,84.6) � 1.00 F(4.03,72.45) � 0.73 F(4.61,82.88) � 0.30
P � 0.10 P � 0.32 P � 0.53 P � 0.55 P � 0.43 P � 0.58 P � 0.90

Tmov, movement time; Tws, weight-shift rise time; Fz
= max, maximal rate of combined-foot vertical loading; Vcom, CoM velocity; XCoM-CoP, center of mass

(CoM) minus center of pressure (CoP). *P � 0.01. †P � 0.001.
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AT were more capable, but still they reported it challenging to
rise smoothly for the slowest movements with the most for-
ward feet position. It is important to emphasize that HUs in the
present study understood the task requirements and were con-
sistently encouraged to move smoothly, but in general were
unable to comply. Furthermore, the contrast between groups
was most prominent for the unnaturally slow movements that
took up to 8 s to execute. This argues against the jerkiness of
HU being due either to a misunderstanding of task instructions
to stand up smoothly or to habitual movement patterns. The
inability to rise smoothly was not related to strength differ-
ences or to differences in force distribution between joints. The
maximal leg extensor moments were nearly identical between
groups, and the slower, more challenging, conditions had the
lowest hip and knee extensor moments (see also Pai and
Rogers 1990; Yoshioka et al. 2009). This suggests the limita-
tion was in the central nervous system’s control of the action.

This difficulty rising slowly and smoothly has not been
reported previously for HU, presumably because prior studies
did not investigate chair rises from feet forward positions that
were sufficiently slow. For some studies the “slow” condition
did not exceed 2 s (Doorenbosch et al. 1994; Gross et al. 1998;
Mourey et al. 2000). For others, the instruction to stand up “as
slowly as possible” resulted in movement durations of only 2.5
s (Pai and Rogers 1990) or 3–4 s (Kotake et al. 1993). One
report did consider very slow movements of up to 7 s (Yosh-
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ioka et al. 2007) by artificially slowing the kinematics of faster
rises (�2 s) using computer simulation. However, this method
assumes STS coordination is invariant with movement speed,
which is not supported by our data.

Constraints of Balance and Posture

The two quantities we used for assessing jerkiness of per-
formance were forward VCoM and rate of change of vertical feet

force �Fz
' max). They were correlated with each other as well as

with the horizontal distance between the CoM and the position
of the CoP under the feet at SO. The relationship was such that
the further back the CoM was relative to the CoP, the higher
the VCoM and Fz

' max. While both groups showed a similar
relationship, HU were shifted toward backwards mass posi-
tions, higher CoM velocities and faster weight shift.

Part of this relationship can be explained by the constraint of
balance, which requires that the body’s CoM ultimately
reaches a position directly above the feet. If the CoM is behind
the feet (or more strictly behind the CoP) at the point of SO,
then balance can only be achieved by the body having suffi-
cient forward momentum to propel it over the feet dynamically
(Mourey et al. 2000; Pai and Patton 1997). The further back the
body is at SO, the greater its forward velocity must be. From
this explanation it seems that HU’s higher VCoM could simply
have been due to their more posterior CoM position at SO.
However, this does not explain why they did not come further
forward and satisfy the task instructions. Their posterior posi-
tion did not seem to be due to structural restrictions, as they did
not approach normative maximal range of motion [HU hip
flexion at SO � 98.9 � 14.8°, 8-s feet forward condition;
typical adult range of motion � �120°, (e.g., Roach and Miles
1991)].

The other part of the relationship can be explained by the
constraint of posture, which requires that the body does not
collapse under its own weight. The legs must take the body’s
weight as it lifts from the chair, requiring forceful leg extension
moments to prevent collapse. However, the need for extension
moments conflicts with the need to flex the leg joints to bring
the CoM over the feet to balance. HU appeared to solve the
conflict by delaying the extension moments as long as possible
so as not to interfere with generation of forward momentum.
This left little time for Fz to reach BW before the body left the
seat, thus causing a high Fz.

' However, this does not explain
why HU were unable to continue flexing their legs while
simultaneously generating extensor moments in the same way
as AT.
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Fig. 6. Interrelation between weight shift, VCoM and
bipedal balance. Each subject’s condition averages
for Fz

' max, VCoM at SO and CoM-center-of-pressure
(CoP) distance at SO. Red dots with white center
indicate data from HU, and green dots with white
center indicate AT. Smaller solid dots mark the pro-
jection of data onto the horizontal plane. For each
group, data for the slowest conditions are toward the
front lower right and fastest conditions are in the rear
upper left. The majority of variance across condition
and group (91.5%) is described by a single principle
component revealing a strong relationship between
these three variables. However, AT data are shifted
along this component toward a further forward CoM,
slower VCoM and lower Fz

' max relative to HU.
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The Role of Stiffness

Can differences in postural stiffness between the groups
(Cacciatore et al. 2011a) provide a single explanation both for
why HU were unable to bring their CoM far enough forward
and why HU activated extensor muscles later in the action, and
thereby explain HU’s jerkiness when rising from a chair? To
answer this, we constructed an eight-segment sagittal-plane
neuromechanical model of the body to simulate STS. Upper
body moments were passively generated by springs and damp-
ers. Leg joints had both active and passive components. Im-
portantly, activity-dependent stiffness was implemented for the
hip and knee so that each joint’s stiffness was proportional to
its active torque. Thus hip and knee stiffness increased during
weight shift as these extensor moments increased (Granata et
al. 2002; Weiss et al. 1988; Zhang et al. 1998). Variation in
co-contraction was simulated by changing the coefficient be-
tween torque and stiffness.

First, the model was made to stand up successfully from a
seated position using physiologically realistic parameter values
and anthropometrics (see APPENDIX for model details). Driving
the hip and knee active torque profiles with a ramp-shaped time
course of activation caused the model to rise in a reasonable
fashion. Next, the activity-dependent stiffness of individual
joints was varied to examine its effect. The model’s success in
rising was observed by the CoM-CoP trajectories, as move-

ment failures occurred due to the vertical projection of the
whole body CoM not reaching the CoP position. This caused
the body to fall backwards as the legs were extended.

The results from a typical set of simulations are shown in
Fig. 7. The model stood up successfully with realistic values of
activity-dependent stiffness for the hip and knee joints (Fig.
7A). However, the movement failed with relatively small
increases in this stiffness of only 5% for either the hip joint
(Fig. 7B) or the knee joint (Fig. 7C). This demonstrates that
increases in active stiffness of the leg joints can act to prevent
the CoM from travelling sufficiently far forward, thus causing
a failure to satisfy balance requirements.

The stiffness of the trunk may also play a role in the STS
action. It was notable that AT displayed very low spinal
bending around SO compared with HU, a phenomenon that has
been observed previously (Cacciatore et al. 2011b; Johnson et
al. 2010; Tully et al. 2005). We simulated differences in trunk
stiffness in our model by changing an overall scaling factor,
without altering the relative stiffness of the three trunk and
neck “joints.” As shown in Fig. 7D, change in passive trunk
stiffness did indeed influence the STS action, but the results
were not simple. The action could be made to fail by decreas-
ing the trunk stiffness as well as by increasing it. This aspect of
the model requires further investigation, possibly by incorpo-
rating active elements and varying the relative stiffness along
the trunk. Nonetheless, it serves our present purpose of illus-
trating that trunk stiffness contributes to the overall perfor-
mance.
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CoM (blue trace) moved anteriorly, crossing the heel (cyan trace) and under-
foot CoP (red trace). This forward motion was driven by gravity acting to
incline the upper body, which also flexed the hip, knee and ankle (the latter two
joints flexed from the forward translation of the femur as the pelvis tilted).
Active hip and knee extensor torques weighted the feet and extended the legs.
Active ankle torque moved the CoP backwards then forwards to approximate
that measured experimentally. Note that CoM motion was not due to active hip
flexion. Active hip flexor torque was not observed experimentally for 2- to 8-s
durations, so it was not included in the model. B: the effect of hip stiffness on
CoM motion. Dashed line shows the CoM trajectory for the “default” simu-
lation in A. Solid blue lines show the result of simulations where hip stiffness
was increased by a factor of 1.05–1.25. All increases caused “sit-back” failures
as the CoM failed to reach the CoP. Note that, because the hip stiffness was
activity dependent, the restriction is analogous to difficulty stretching active
hip extensors. C: the effect of increased knee stiffness (1.05–1.25� default) on
CoM trajectory. Knee stiffness restricted forward body motion by reducing
thigh, shank and pelvis motion. As in the previous panel, this restriction
represents difficulty driving eccentric contractions of the legs during weight
shift. D: the effect of trunk stiffness on CoM motion. The passive stiffness of
all trunk joints was scaled by between 0.02 and 2� the default value. Both high
and low trunk stiffness acted to hinder CoM motion. This complex dependency
likely resulted from altered force transmission and trunk kinematics. E: the
effect of momentum on stiff model behavior. A “stiff” model was created by
increasing hip (activity-dependent stiffness 1.5� default), knee (activity-
dependent stiffness 1.25� default) and trunk stiffness (passive value 2�
default). This caused a prominent sit-back failure as the CoM failed to reach
the CoP. By delaying weight shift (i.e., activating hip and knee torques 0.09
and 0.13 s later, respectively), the same stiff model could be made to
successfully rise. The delay increased forward trunk momentum, which over-
came the higher leg stiffness during weight shift and caused the CoM to reach
the CoP. As the minimal delays that enabled forward balance were used, the
“stiff with momentum” trace represents the lower bound for weight-shift delay
and VCoM (slope) for the stiff model to successfully stand. Note that the
disparity between stiff and default model joint stiffness (e.g., 1.5�) underes-
timated that measured between HU and AT (Cacciatore et al. 2011a).
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The final step was to investigate whether these stiffness-
related failures of the model could be remedied by delaying the
onset of weight shift. To test this, the active hip and knee
stiffness and passive trunk stiffness were all increased together,
using values that on their own caused a STS failure (Fig. 7E).
Not surprisingly, these stiffness values caused the model to fail
when using the activation times for Fig. 7A. However, delaying
the onset of hip and knee extensor activation profiles led to a
higher VCoM and allowed the stiff model to stand successfully.
Thus a need to compensate for greater stiffness, notably, 80%
greater in HU than AT for the hip (Cacciatore et al. 2011a), can
explain HU’s delay in weight shift and reliance on higher
velocity.

Implications for Neural Control of Posture

The reason why stiffness greatly affected the model behavior
stems from the need to continue moving the body mass forward
as the feet are weighted by leg extensor moments. For this to
happen, positive work has to be performed on the active hip
and knee extensor muscles to stretch them as they generate
force. This can come from upper body momentum or from
gravitational forces acting on the upper body. In the absence of
substantial upper body momentum, as required by very slow
and smooth rises, gravity becomes the major player. However,
there are two requirements for trunk gravitational forces to
overcome the active leg extensor activity to flex the hip and
knee joints. First, to transmit gravitational force across the
trunk to the hip joint, the trunk must be sufficiently stiff to
prevent it from yielding under the gravitational bending mo-
ment, which increases with trunk incline. Second, the stiffness
of leg joints must be sufficiently low for the gravitational
torque to exceed the torque produced by the resistive forces in
active leg extensor muscles. Note that this resistive torque is
not necessarily the same as the net extensor torque of the joint.
For example, co-contraction of antagonist muscles can increase
the mechanical resistance to stretch of extensors without alter-
ing the net extensor torque.

We, therefore, suggest that neural processes that affect
stiffness are critical to performance of STS. But what neural
processes affect stiffness? Differences in joint stiffness affect-
ing STS could simply result from the patterns of co-contraction
that are programmed together with all the other muscle activity
required to stand up from a seated position, i.e., the phasic
motor plan. However, if such a phasic control process were the
source of stiffness, one might expect subjects to readily modify
their motor plan and STS performance through practice. Yet
HU appeared unable to alter their behavior across numerous
experimental trials. An alternative hypothesis is that stiffness
results from a separate neural process that coexists and inter-
acts with the process issuing phasic bursts of muscle activity.
This is an idea that is more in keeping with the observations
that AT and HU exhibit different patterns of stiffness when
simply standing without phasic movements (Cacciatore et al.
2011a). It is also consistent with the observation that HU tends
to use higher levels of postural stiffness than necessary (Di
Giulio et al. 2013). Such stiffness could be caused by processes
that directly regulate joint stiffness (Kearney et al. 1997;
Ludvig et al. 2007) or joint configuration (Di Giulio et al.
2013), which are distinct from movement control (Burdet et al.
2001; Franklin et al. 2003). Moreover, these processes are both

involved with the ongoing, tonic maintenance of body posture
in the face of external forces, which we refer to as postural
tone.

How might postural tone interact with movement and ac-
count for differences in STS coordination between HU and
AT? Throughout the STS movement, postural tone must sup-
port the mass of the upper body and prevent it from collapsing
against gravity. As the axial musculature is highly complex and
redundant, this postural support can be achieved in different
ways, with differing spatial distributions (Claus et al. 2009;
O’Sullivan et al. 2006) and different dynamic control (Caccia-
tore et al. 2011a; Gurfinkel et al. 2006). The specific way this
support is achieved creates a stiffness distribution across the
body or “postural frame.” This may not be localized to the
portion of the body being supported, but could extend to more
distal regions through intersegmental interactions (Caronni and
Cavallari 2009; Franzen et al. 2011; Gurfinkel et al. 1995).
Thus, HU’s difficulty could be due to their heightened leg
stiffness caused by poor postural control. Alternatively or
additionally, poor postural control could lead to a slack spine
with insufficient stiffness to transfer gravitational force to
stretch leg extensors. On the other hand, it is possible that AT’s
facility for smooth, near steady-state movement coordination is
due to their ability to dynamically modulate the postural frame.
The results of this study, that stiffness observed in a postural
context can account for movement difficulty, suggest that for
healthy adults the specific way antigravity support is regulated
can act to interfere with the overall coordination of an every-
day, functional movement. In the case of STS, resistance
within a subcomponent task, moving the CoM forward, can
plausibly affect the whole movement by altering the ability to
satisfy a global balance constraint.

Implications for Movement Coordination

Poor postural regulation has the capacity to affect movement
profoundly. Here we have presented evidence from rising from
a chair, but other movements have similar mechanical con-
flicts. For example, stair climbing requires flexing leg joints to
move the CoM over the foot while generating large extensor
moments to rise up. Eccentric contractions are necessary for
many everyday movements, such as gait, squatting, lunging,
sitting down in a chair, etc. This potential interference may be
exacerbated in the elderly. For example, when rising from a
chair, the elderly have a CoM position that is even more
posterior at SO (Mourey et al. 2000), which can cause “sit-
back” failures and lead to functional disability (Riley et al.
1997). While their difficulty has been attributed to fear of
falling (Mourey et al. 2000) or low strength (Bernardi et al.
2004; Schenkman et al. 1996), it may stem from a poor ability
to drive eccentric contractions due to excessive stiffness. If this
is the case, perhaps training programs should not address
strength or teach greater momentum (Schlicht et al. 2001;
Schot et al. 2003), but instead address postural control to
reduce its interference with movement, leading to more effi-
cient coordination.

APPENDIX

Model Description

The neuro-mechanical forward model was constructed in Sim-
Mechanics and Simulink R2013b (The Mathworks, Natick, MA)

727INTERFERENCE OF POSTURE ON MOVEMENT

J Neurophysiol • doi:10.1152/jn.00617.2013 • www.jn.org

on A
ugust 8, 2014

D
ow

nloaded from
 



using second-generation block elements. A sagittal-plane model of the
body was constructed from eight segments that were all rectangular,
except for an elliptical head. Segmental dimensions and masses are
given in Table A1 and reflected the anthropometrics used in Visual 3D
for a typical subject (METHODS).

Intersegmental joints were implemented in the model by revolute
(pin) joints that connected the mid-edges of adjacent segments. The
thigh segment was connected to the pelvis with a vertical offset of 11
cm so the hip joint was above the chair in the initial seated position.
Chair height and foot position were adjusted so the simulation started
with the model body configuration in the experimental middle foot
position. Chair-pelvis contact forces were generated in Simscape. The
foot segment was fixed rigidly to the floor, and ankle torque was
constrained to ensure the CoP remained within the foot boundary.

Upper body joint moments were generated passively by springs and
dampers. Stiffness values for the default condition (Fig. 7A) were 5,
10, 15 and 25 Nm/° for the neck, upper back, mid-back and low-back
joints, respectively. The corresponding viscosities were 0.1, 0.2, 0.3
and 0.5 Nm·s/°. Lower body moments consisted of both passive and
active components. Hip, knee and ankle joints had a fixed viscosity of
0.05 Nm/°. Hip and knee joints had a stiffness that varied their active
joint torque. For the knee, the default value (i.e., Fig. 7A) was set at
0.05°�1 based on Granata et al. (2002) and Zhang et al. (1998). We
were unable to find published experimental values for the hip, which
was set at 0.02°�1. Ankle joint stiffness was not included in the
model, as there were no eccentric ankle contractions in either HU or
AT before SO, and, therefore, ankle stiffness would not impede
forward CoM motion before lift-off.

The simulation began with the upper body inclined several degrees
so that gravity acted to lean the trunk forward and drive leg joint
flexion. Because the hip joint was located above the point of chair
contact (due to its 11-cm vertical offset), pelvis inclination caused the
femur to translate forward and induce both knee and ankle joint
flexion. Simple delayed ramp-shaped activation profiles were suffi-
cient to make the model rise successfully from the chair. For the
default condition, the active hip torque was given by the following:
delay � 0.12 s, slope � 35.5 Nm/s and saturation � 90 Nm. Likewise,
the active knee torque was given by the following: delay � 0.07 s,
slope � 25 Nm/s and saturation � 40 Nm. While such simple torque
profiles were not able to precisely match the time course of increasing
hip and knee gravitational torques, and thus achieve very slow 8-s
chair rises, they were sufficient to explore the effect of joint stiffness
on coordination. Ankle torque was controlled to approximate that
measured experimentally in both AT and HU: a flexor torque of 20
Nm between 0.5 and 1.75 s, followed by an extensor torque of 42 Nm.

ACKNOWLEDGMENTS

We thank Dan Voyce for expert technical assistance and Dr. Patrick
Johnson for critical discussion.

GRANTS

This study was supported by Medical Research Council (G0802073) and
Wellcome Trust (084870/Z/08/Z).

DISCLOSURES

No conflicts of interest, financial or otherwise, are declared by the author(s).

AUTHOR CONTRIBUTIONS

Author contributions: T.W.C., O.S.M., A.P., and B.L.D. conception and
design of research; T.W.C. and A.P. performed experiments; T.W.C., O.S.M.,
and B.L.D. analyzed data; T.W.C., O.S.M., and B.L.D. interpreted results of
experiments; T.W.C. and B.L.D. prepared figures; T.W.C. and B.L.D. drafted
manuscript; T.W.C., O.S.M., A.P., and B.L.D. edited and revised manuscript;
T.W.C., O.S.M., A.P., and B.L.D. approved final version of manuscript.

REFERENCES

Bernardi M, Rosponi A, Castellano V, Rodio A, Traballesi M, Delussu AS,
Marchetti M. Determinants of sit-to-stand capability in the motor impaired
elderly. J Electromyogr Kinesiol 14: 401–410, 2004.

Brown M, Sinacore DR, Host HH. The relationship of strength to function in
the older adult. J Gerontol A Biol Sci Med Sci 50, Spec No: 55–59, 1995.

Burdet E, Osu R, Franklin DW, Milner TE, Kawato M. The central nervous
system stabilizes unstable dynamics by learning optimal impedance. Nature
414: 446–449, 2001.

Cacciatore TW, Gurfinkel VS, Horak FB, Cordo PJ, Ames KE. Increased
dynamic regulation of postural tone through Alexander Technique training.
Hum Mov Sci 30: 74–89, 2011a.

Cacciatore TW, Gurfinkel VS, Horak FB, Day BL. Prolonged weight-shift
and altered spinal coordination during sit-to-stand in practitioners of the
Alexander Technique. Gait Posture 34: 496–501, 2011b.

Cappozzo A, Catani F, Croce UD, Leardini A. Position and orientation in
space of bones during movement: anatomical frame definition and determi-
nation. Clin Biomech (Bristol, Avon) 10: 171–178, 1995.

Caronni A, Cavallari P. Anticipatory postural adjustments stabilise the whole
upper-limb prior to a gentle index finger tap. Exp Brain Res 194: 59–66,
2009.

Claus AP, Hides JA, Moseley GL, Hodges PW. Different ways to balance
the spine: subtle changes in sagittal spinal curves affect regional muscle
activity. Spine 34: E208–214, 2009.

Corrigan D, Bohannon RW. Relationship between knee extension force and
stand-up performance in community-dwelling elderly women. Arch Phys
Med Rehabil 82: 1666–1672, 2001.

Dempster WT. Space Requirements of the Seated Operator (WADC Technical
Report 55–159). Wright-Patterson Air Force Base, OH: Wright Air Devel-
opment Center, 1955.

Di Giulio I, Baltzopoulos V, Maganaris CN, Loram ID. Human standing:
does the control strategy preprogram a rigid knee? J Appl Physiol (1985)
114: 1717–1729, 2013.

Doorenbosch CA, Harlaar J, Roebroeck ME, Lankhorst GJ. Two strate-
gies of transferring from sit-to-stand; the activation of monoarticular and
biarticular muscles. J Biomech 27: 1299–1307, 1994.

Fleckenstein SJ, Kirby RL, MacLeod DA. Effect of limited knee-flexion
range on peak hip moments of force while transferring from sitting to
standing. J Biomech 21: 915–918, 1988.

Franklin DW, Burdet E, Osu R, Kawato M, Milner TE. Functional
significance of stiffness in adaptation of multijoint arm movements to stable
and unstable dynamics. Exp Brain Res 151: 145–157, 2003.

Franzen E, Gurfinkel VS, Wright WG, Cordo PJ, Horak FB. Haptic touch
reduces sway by increasing axial tone. Neuroscience 174: 216–223, 2011.

Gleim GW, McHugh MP. Flexibility and its effects on sports injury and
performance. Sports Med 24: 289–299, 1997.

Granata KP, Wilson SE, Padua DA. Gender differences in active musculo-
skeletal stiffness. I. Quantification in controlled measurements of knee joint
dynamics. J Electromyogr Kinesiol 12: 119–126, 2002.

Gross MM, Stevenson PJ, Charette SL, Pyka G, Marcus R. Effect of
muscle strength and movement speed on the biomechanics of rising from a
chair in healthy elderly and young women. Gait Posture 8: 175–185, 1998.

Gurfinkel V, Cacciatore TW, Cordo P, Horak F, Nutt J, Skoss R. Postural
muscle tone in the body axis of healthy humans. J Neurophysiol 96:
2678–2687, 2006.

Gurfinkel VS, Ivanenko YP, Levik YS. The influence of head rotation on
human upright posture during balanced bilateral vibration. Neuroreport 7:
137–140, 1995.

Hanavan E. A Mathematical Model for the Human Body (Technical Report).
Wright-Patterson Air Force Base, OH: Wright Air Development Center,
1964.

Table A1. Inertial properties of model segments

Length, cm Thickness, cm Mass, kg

Head/neck 26 15 4.8
Top trunk 10 8 9.8
Middle trunk 25 10 14.8
Bottom trunk 8 12 12.3
Pelvis 14 11 8.4
Thigh 43 10 11.8
Shank 40 8 7.6
Foot 22 6 1.7

728 INTERFERENCE OF POSTURE ON MOVEMENT

J Neurophysiol • doi:10.1152/jn.00617.2013 • www.jn.org

on A
ugust 8, 2014

D
ow

nloaded from
 



Hess WR. Teleokinetische und ereismatische Kraftesysteme in der Biomo-
torik. Helv Physiol Pharmacol Acta 1: C62–C63 1943.

Johnson MB, Cacciatore TW, Hamill J, Van Emmerik RE. Multi-segmen-
tal torso coordination during the transition from sitting to standing. Clin
Biomech (Bristol, Avon) 25: 199–205, 2010.

Kearney RE, Stein RB, Parameswaran L. Identification of intrinsic and
reflex contributions to human ankle stiffness dynamics. IEEE Trans Biomed
Eng 44: 493–504, 1997.

Kotake T, Dohi N, Kajiwara T, Sumi N, Koyama Y, Miura T. An analysis
of sit-to-stand movements. Arch Phys Med Rehabil 74: 1095–1099, 1993.

Lord SR, Murray SM, Chapman K, Munro B, Tiedemann A. Sit-to-stand
performance depends on sensation, speed, balance, and psychological status
in addition to strength in older people. J Gerontol A Biol Sci Med Sci 57:
M539–M543, 2002.

Ludvig D, Cathers I, Kearney RE. Voluntary modulation of human stretch
reflexes. Exp Brain Res 183: 201–213, 2007.

Massion J. Movement, posture and equilibrium: interaction and coordination.
Prog Neurobiol 38: 35–56, 1992.

Mouchnino L, Aurenty R, Massion J, Pedotti A. Coordination between
equilibrium and head-trunk orientation during leg movement: a new strategy
build up by training. J Neurophysiol 67: 1587–1598, 1992.

Mourey F, Grishin A, d’Athis P, Pozzo T, Stapley P. Standing up from a
chair as a dynamic equilibrium task: a comparison between young and
elderly subjects. J Gerontol A Biol Sci Med Sci 55: B425–B431, 2000.

Moxley Scarborough D, Krebs DE, Harris BA. Quadriceps muscle strength
and dynamic stability in elderly persons. Gait Posture 10: 10–20, 1999.

O’Sullivan PB, Dankaerts W, Burnett AF, Farrell GT, Jefford E, Naylor
CS, O’Sullivan KJ. Effect of different upright sitting postures on spinal-
pelvic curvature and trunk muscle activation in a pain-free population. Spine
31: E707–E712, 2006.

Pai YC, Patton J. Center of mass velocity-position predictions for balance
control. J Biomech 30: 347–354, 1997.

Pai YC, Rogers MW. Control of body mass transfer as a function of speed of
ascent in sit-to-stand. Med Sci Sports Exerc 22: 378–384, 1990.

Ploutz-Snyder LL, Manini T, Ploutz-Snyder RJ, Wolf DA. Functionally
relevant thresholds of quadriceps femoris strength. J Gerontol A Biol Sci
Med Sci 57: B144–B152, 2002.

Riley PO, Krebs DE, Popat RA. Biomechanical analysis of failed sit-to-
stand. IEEE Trans Rehabil Eng 5: 353–359, 1997.

Roach KE, Miles TP. Normal hip and knee active range of motion: the
relationship to age. Phys Ther 71: 656–665, 1991.

Schenkman M, Hughes MA, Samsa G, Studenski S. The relative importance
of strength and balance in chair rise by functionally impaired older individ-
uals. J Am Geriatr Soc 44: 1441–1446, 1996.

Schlicht J, Camaione DN, Owen SV. Effect of intense strength training on
standing balance, walking speed, and sit-to-stand performance in older
adults. J Gerontol A Biol Sci Med Sci 56: M281–M286, 2001.

Schot PK, Knutzen KM, Poole SM, Mrotek LA. Sit-to-stand performance of
older adults following strength training. Res Q Exerc Sport 74: 1–8, 2003.

Schultz AB, Alexander NB, Ashton-Miller JA. Biomechanical analyses of
rising from a chair. J Biomech 25: 1383–1391, 1992.

Schwartz MH, Rozumalski A. A new method for estimating joint parameters
from motion data. J Biomech 38: 107–116, 2005.

Tully EA, Fotoohabadi MR, Galea MP. Sagittal spine and lower limb
movement during sit-to-stand in healthy young subjects. Gait Posture 22:
338–345, 2005.

Weiss PL, Hunter IW, Kearney RE. Human ankle joint stiffness over the full
range of muscle activation levels. J Biomech 21: 539–544, 1988.

Yoshioka S, Nagano A, Hay DC, Fukashiro S. Biomechanical analysis of the
relation between movement time and joint moment development during a
sit-to-stand task. Biomed Eng Online 8: 27, 2009.

Yoshioka S, Nagano A, Himeno R, Fukashiro S. Computation of the
kinematics and the minimum peak joint moments of sit-to-stand movements.
Biomed Eng Online 6: 26, 2007.

Zhang LQ, Nuber G, Butler J, Bowen M, Rymer WZ. In vivo human knee
joint dynamic properties as functions of muscle contraction and joint
position. J Biomech 31: 71–76, 1998.

729INTERFERENCE OF POSTURE ON MOVEMENT

J Neurophysiol • doi:10.1152/jn.00617.2013 • www.jn.org

on A
ugust 8, 2014

D
ow

nloaded from
 


