Pathomechanics of Stance
Clinical Concepts for Analysis
KAY CERNY
This paper presents some basic biomechanical considerations that can form a
basis for analysis of stance deviations. The floor reaction forces and their effects
on the lower extremity are reviewed as a basis for understanding the pathomechanics of stance. Pathomechanics includes the unwanted motions that tend to
be created by the floor reaction forces in the absence of critical muscle activity.
Compensatory postures that a patient may assume to prevent these unwanted
motions and compensatory postures that a patient may assume at one joint
because of abnormal positioning at another joint are discussed. Finally, the
influence of joint posture from one phase of gait to another is explained.
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The observational gait analysis techniques introduced by the physical therapy and pathokinesiology departments
at Rancho Los Amigos Hospital have
made clinical gait analysis more objective than in the past. By emphasizing
observational skills, therapists have
learned to identify critical events in the
gait cycle and any deviations of these
events.1 After accurate identification of
gait deviations, the therapist must determine the causes of the deviations to
determine treatment effectively. Attempting to eliminate a deviation without determining its cause may lead to
inadequate and ineffective patient care.
For example, quadriceps femoris muscle
strengthening or application of a knee
orthosis would be inappropriate treatment for a patient whose knee flexion
posture in stance is due to weakness of
the soleus muscle.
Stance deviations may be caused by
motor control deficit, deformity, or sensory deficit; compensations for these
problems; compensation for pain that
results in an antalgic posture; or compensation for postures occurring at other
joints.
This paper will present 1) a review of
the floor reaction forces and their effects
on the lower extremity in stance as a
basis for understanding the remainder
of the text, 2) the unwanted motions
created by the floor reaction forces in
the absence of critical muscle activity
and the subsequent compensatory postures that a patient may assume to prevent these unwanted motions, 3) the
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compensatory postures that a patient
may assume at a joint because of a
position at another joint, and 4) the
influence of posture from one phase of
gait to the next. I have not intended to
include every possible cause of stance
deviations but to include some biomechanical considerations that can form
an elementary basis for analysis of
stance for patients of any etiology. Some
content is my opinion based on these
biomechanical considerations. When
content has been supported by the literature, I have cited references.
USE OF FLOOR REACTION
FORCES
Understanding the biomechanics of
maintaining stability of body parts is
fundamental to interpreting the causes
of gait deviations occurring in stance.
The floor reaction forces are the principal external forces that render a joint
either inherently stable or unstable.2 If
unstable, muscle action is necessary to
counteract an external floor reaction
force.
Conventionally, many physical therapists analyzing gait deviations use
alignment of the body's center of gravity
over the foot to explain stance stability.3
This application of the laws of gravity,
although useful, is in error. The walking
individual's center of gravity lies outside
of the base of support during loading
and unloading of his weight to the stance
limb. Only during the single-limb support periods of mid-stance and early
terminal stance should the center of
gravity truly lie over the base of support.2,4, 5 In addition to the center of
gravity's position, the floor reaction

forces account for the effect of acceleration of the center of gravity and the
inertia of its movement.2 Use of the
position of the floor reaction force vectors (FRFVs) in relationship to the joints
of the stance limb rather than the center
of gravity's relationship to the joints or
foot gives the clinician more accurate
information regarding stance stability.
Floor reaction forces are vertical, medial-lateral, and fore-aft. The vertical
and fore-aft forces are important for motion in the sagittal plane, and the vertical
and medial-lateral forces are important
for motion in the frontal plane. For each
plane, the two forces may be combined
into a single force. This resultant force
depicts the total floor reaction forces
acting in the plane. Visualization of
these forces is accomplished by the use
of vectors drawn over the figure of a
walking subject (Fig. 1).
Afloorreaction force is equal in magnitude and opposite in direction to the
force that the body applies to the floor
through the foot. Its relationship to a
joint determines what motion tends to
occur at that joint because of external
forces.2 The greater the perpendicular
distance of a FRFV from a joint's axis,
its lever arm, and the greater the length
of the vector, its magnitude, the greater
is the FRFV's tendency to produce rotation at the joint, its moment or torque.
A resultant FRFV depicts the combined
floor reaction forces and can be used to
compute the total floor reaction torque
for each plane (Fig. 2).
Recently, investigators have been able
to display instantaneously the resultant
FRFVs superimposed on an image of
the walking subject without using tedious mathematical hand calculations.2,6
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In late mid-stance at normal velocity,
the vector shifts behind the hip and anterior to the knee (Fig. 5).2,5 This shift
is partially dependent on the momentum achieved by the contralateral swing
limb.1 The hip and knee joints are,
therefore, stable in extension. At the
ankle, the vector shifts anteriorly, creating a dorsiflexion moment. The triceps surae muscle becomes active, stabilizes the ankle, and allows smooth progression of the body over the plantigrade
foot1,7

This same relationship of the FRFV
to the joints of the lower extremity remains constant in terminal stance and
necessitates continued use of the triceps
surae muscle (Fig. 6).7 At the end of
terminal stance, the vector shifts behind
the knee and causes a knee flexion moment. The knee rapidly flexes. As unloading occurs in preswing, the magnitude of the force vector diminishes considerably.2,6 The relationship of the vector to the joints continues as in late
terminal stance (Fig. 7).
Frontal Plane

A. VERTICAL REACTION FORCE VECTOR
B. FORE REACTION FORCE VECTOR
C. RESULTANT REACTION FORCE VECTOR

Fig. 1. Resultant floor reaction force vector
(FRFV) In the sagittal plane.

Figures for the normal resultant FRFVs
included here are estimated from the
work of Boccardi et al2 and Perry et al.6
The lengths of the vectors have been
drawn to show relative magnitudes. No
precise scale is intended. Figures for the
resultant FRFVs in pathological stance
are conceptual and based on the literature as cited or on my experience.

TORQUE (MOMENT) AT ANKLE = A×B
A

Lever arm for ankle dorsiflexion.

B

Magnitude of floor reaction force (arbitrary units)

Fig. 2. Method to calculate the floor reaction torque at the ankle, using the magnitude
of the resultant FRFV and its lever arm.

NORMAL RESULTANT FLOOR
REACTION FORCE VECTORS
Sagittal Plane
At initial contact, the FRFV normally
lies anterior to the hip and knee and
posterior to the ankle (Fig. 3).2,6 The
hip, therefore, tends to flex, the knee is
stable in extension, and the ankle tends
to plantarflex.These tendencies are not
large because the vector's magnitude is
small at initial contact.
As body weight shifts to the limb during loading response, the vector shifts
behind the knee and causes a flexor
moment and the tendency for the knee
to flex (Fig. 4). In normal gait, EMG
output of the hip and knee extensors is
greatest in this phase7 and emphasizes
the magnitude of the floor reaction moment, which tends to cause hip and knee
flexion.2 The relationship of the FRFV
posterior to the ankle causes a plantar
flexion moment. The pretibial muscles
contract and control the plantar flexion
to about 15 degrees.1, 2, 7
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In the frontal plane, the FRFV lies
lateral to the hip and knee at initial
contact and produces a small moment
of hip abduction and genu valgum (Fig.
8).2 At the subtalar joint, the vector is
neutral and therefore has no effect.
As the body weight advances onto the
limb in loading response and in midstance, the vector shifts medially to the
hip and knee and lateral to the subtalar
joint (Fig. 9). This alignment results in
moments of valgus (eversion) at the
foot, varus at the knee, and adduction
at the hip. Valgus is a normal occurrence
at the foot,7 and the knee varus is opposed by ligamentous support. At the
hip, action of the hip abductors maintains lateral hip stability.1, 2, 7
In terminal stance, the FRFV shifts
somewhat laterally and decreases its medial moments at the hip and knee (Fig.
10). At the foot, the vector shifts medially to the subtalar joint and produces a
varus (inversion) moment. Foot varus
occurs as the heel rises.7
In preswing, the FRFV lies neutral to
the foot and knee and lateral to the hip
(Fig. 11). The vector, therefore, creates
a small abductor moment at the hip.
Hip adductor muscles may become active at this time.7
PATHOLOGICAL POSITIONING
OF RESULTANT FLOOR
REACTION FORCE VECTOR

INITIAL CONTACT
Fig. 3. Normal resultant FRFV at initial contact: Vertical and sagittal forces.

When weakness of a stabilizing stance
muscle occurs, the floor reaction force
is unopposed and stance stability may
be lost. Stance muscle weakness, therefore, tends to cause unwanted motions.
Primary weaknesses, however, are often
compensated for by the patient who has
adequate sensation and motor control.
Through joint positioning, the patient
may be able to move the FRFV to renPHYSICAL THERAPY
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LOADING RESPONSE

MIDSTANCE

Fig. 4. Normal resultant FRFV at loading
response: Vertical and sagittal forces.

Fig. 5. Normal resultant FRFV at midstance: Vertical and sagittal forces.

TERMINAL STANCE
Fig. 6. Normal resultant FRFV at terminal
stance: Vertical and sagittal forces.

der the joint stable. Positioning at one
joint may necessitate other joint positioning to keep the body in upright
alignment. Finally, because gait is not a
static but a dynamic event, joint postures in one phase of gait tend to influence postures in the following phase.
UNWANTED MOTIONS
CREATED BY WEAKNESS AND
COMPENSATORY POSTURES
ASSUMED
Sagittal Plane
Initial contact and loading response.
Weakness of the pretibial muscles causes
the foot to advance rapidly to the floor
in loading response because the plantar
flexion moment of the floor reaction
force is unopposed. To avoid this plantar flexion moment, the patient may
contact the ground with the foot flat
while the FRFV passes neutral or anterior to the ankle; this action eliminates
the plantar flexion moment (Fig. 12).
If the quadriceps femoris muscle is
weak, the knee tends to flex excessively
in loading response. To avoid this uncontrolled flexion of the knee, the patient may contact the ground with a flat
plantar flexed foot (Fig. 12). As I have
stated, floor contact with the foot flat
moves the FRFV anteriorly. As a consequence, the FRFV's moment causing
knee flexion will be diminished, as the
FRFV remains anterior to the knee. The
Volume 64 / Number 12, December 1984

PRESWING
Fig. 7. Normal resultant FRFV at preswing:
Vertical and sagittal forces.

patient may also lean the trunk forward
to align the FRFV anterior to the knee
(Fig. 13).8-11 In either case, the normal
loading response of knee flexion of 15
degrees will not occur. An undercut or
cushion heel is another compensation
designed to aid a patient with knee instability by moving the FRFV anteriorly
(Fig. 14).12
Hip extensor weakness would allow
the hip to fall into flexion. If the limb is
stable on the floor, the pelvis will drop
into a symphysis-down posture.13,14 To

INITIAL CONTACT
Fig. 8. Normal resultant FRFV at initial contact: Vertical and frontal forces.

prevent instability inflexion,the patient
may position the FRFV posterior to the
hip joint by leaning the trunk backwards
(Fig. 15).13,15
Mid-stance and terminal stance. If a
patient has a weak triceps surae muscle,
advancement of the FRFV anterior to
the ankle in mid-stance and terminal
stance will tend to cause uncontrolled
tibial advancement into excessive dor1853

Preswing. In preswing, the FRFV diminishes considerably in magnitude.2
The limb is being unloaded, and very
little muscle activity is necessary for stability.1 Weakness would not tend to produce any unwanted motions.

Frontal Plane

LOADING RESPONSE
AND
MID-STANCE
Fig. 9. Normal resultant FRFV at loading
response and mid-stance: Vertical and frontal
forces.

TERMINAL STANCE
Fig. 10. Normal resultant FRFV at terminal
stance: Vertical and frontal forces.

The primary instability resulting from
muscle weakness occurs at the hip. During most of stance, the FRFV produces
an adduction moment at the hip. In a
patient with hip abductor weakness, a
contralateral pelvic drop tends to occur.20 To compensate, the patient may
lean his trunk to the stance limb.17 This
places the FRFV lateral to the hip and
maintains hip stability (Fig. 17).
The varus moment at the knee is opposed by ligamentous forces. If a patient
has a kneeflexionposture causing slack
in these ligaments or if he has inadequate ligaments, a varus knee posture
tends to occur. The valgus knee posture
that often occurs in patients with rheumatoid arthritis21 may be due to lateral
shifts in the FRFV, which these patients
tend to display.22,23

POSTURES COMPENSATORY
TO OTHER ABNORMAL
POSTURES

PRESWING
Fig. 11. Normal resultant FRFV at preswing: Vertical and frontal forces.

Fig. 12. Resultant FRFV with foot flat at
initial contact to eliminate the plantar flexion
moment.

siflexion.16-18 To prevent this, the patient may keep his ankle in plantar flexion with his foot flat on thefloor.18This
posture will tend to align the FRFY
behind the ankle and eliminate the need
for calf control (Fig. 16). The patient
walks with a "step to" gait.
The hip and knee are stable in the
sagittal plane during mid-stance and ter-

minal stance. If velocity is decreased or
if loading-response flexion is not restrained to 15 degrees at the knee and
30 degrees at the hip, the floor reaction
force may cause hip and knee flexion.19
The same compensations for an unstable hip and knee that were used at initial
contact and loading response may therefore be used here (Figs. 12-14).
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I will now consider the influence of
one joint's posture on that of the other
joints. Just as a primary scoliotic curve
may eventually produce a compensatory curve in the opposite direction to
form a balanced scoliosis, primary gait
postures may necessitate compensatory
postures at other joints to maintain an
upright position and stability. These
compensatory postures seem to be most
critical when velocity is decreased and
momentum cannot aid stability. For
ease of interpretation, the postures discussed are assumed to occur during single limb support when the center of
gravity is truly over the base of support.

Plantar Flexion
The posture of plantarflexionmay be
compensated for by heel rise. Heel rise
allows advancement of the tibia over the
foot. No other joint compensations are
necessary. A plantar flexed ankle with
the foot flat, however, causes the tibia
to incline posteriorly.9,24 The FRFV is
aligned posterior to the ankle and the
PHYSICAL THERAPY
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Fig. 13. Resultant FRFV with trunk forward
lean at initial contact to eliminate the knee
flexion moment.

Fig. 14. Resultant FRFV at initial contact
with an undercut heel to eliminate the plantar
flexion moment.

Fig. 15. Resultant FRFV with trunk backward lean at initial contact to eliminate the
hip flexion moment.

tibia may not advance forward (Fig.
18a).25 Necessary compensatory postures to maintain the body upright are
knee hyperextension16,24,25 in Figure
18b or trunk forward lean in Figure
18C.10,

16,25

Knee Hyperextension
A primary position of knee
hyperextension (Fig. 19a) may be
compensated for by ankle plantar
flexion in combination with hip
hyperextension (Fig. 19b) or by
backward trunk lean (Fig. 19c).10
Trunk Forward Lean
A primary deviation of trunk forward
lean (Fig. 20a) is compensated by ankle
plantar flexion (Fig. 20b) or less likely
by knee flexion (Fig. 20c). As can now
be appreciated, plantar flexion and knee
hyperextension (Figs. 18b, 19b) and
plantar flexion and trunk forward lean
(Figs. 18c, 20b) are interrelated postures.
If a patient displays one of these individual postures, its pair is likely to occur.
Ankle Dorsiflexion or Knee
Flexion
Ankle dorsiflexion and hip and knee
flexion as well as dorsiflexion and trunk
backward lean are related in the same
manner as ankle plantar flexion, knee
hyperextension, and trunk forward lean.
Excessive dorsiflexion with the foot flat
places the FRFV anterior to the ankle
and causes the tibia and body to advance
Volume 64 / Number 12, December 1984

Fig. 16. Resultant FRFV with plantar flexion in single limb support to eliminate the
dorsiflexion moment.

forward (Fig. 21 a).16 To compensate, the
hip and knee flex9 (Fig. 21b), or the
trunk leans backwards (Fig. 21c).10 Following this same reasoning, one can determine that a posture of kneeflexionis
compensated by ankle dorsiflexion and
hipflexion(Fig. 21b). If the knee flexion
is severe, dorsiflexion range may not be
adequate to maintain body alignment
over the foot. To further compensate,
the heel rises (Fig. 22).17

Fig. 17. FRFV with trunk lateral lean toward
the stance limb to eliminate the hip adduction
moment in single limb support.

dosis to keep the trunk upright (Fig.
23)13,14

Heel Rise
Hip Flexion
A hip-flexed posture may be compensated for by knee flexion and resulting
dorsiflexion (Fig. 21b).14 The more common position of hip flexion, symphysis
down, is compensated by a lumbar lor-

Heel rise in terminal stance occurs
during single limb support. To have a
normal heel rise during single limb support, the ankle is held at neutral as body
weight advances forward of the foot (Fig.
6).1 If the heel does not rise, then either
1855

sion or trunk forward lean occur (Figs.
18b,c).

Trunk Backward Lean
A posture of trunk backward lean requires dorsiflexion of the ankle to maintain balance (Fig. 21c).26 Thus, for the
paraplegic to be able to maintain hip
stability by trunk backward lean, his
knee-ankle-foot orthoses must allow his
ankles to dorsiflex.

Varus and Valgus

Fig. 18. Plantar flexion posture with foot flat in single limb support; A) no compensation, B)
compensation by knee hyperextension, and, C) compensation by trunk forward lean.

Abnormal alignment in the frontal
plane also produces compensatory postures. Because of the alignment of the
subtalar joint, internal rotation of the
tibia produces foot valgus and external
rotation produces foot varus. Foot varus
and valgus postures produce the corresponding rotation of the tibia.27,28
Knee varus and valgus will tend, respectively, to produce hip abduction
and adduction and a tendency to foot
valgus and varus if the foot remains flat
(Fig. 24).29 An abducted hip posture necessitates trunk lateral lean to the same
side, and adduction of the hip necessitates trunk lateral lean to the opposite
side (Fig. 25).13

Combination of Weakness,
Compensatory Posturing, and
Secondary Compensatory
Posture
Now that the effects of weakness, the
compensatory postures for that weakness, and the compensatory postures
that may occur at joints because of abnormal posturing of another joint have
been considered, an example combining
these concepts is appropriate. A patient
with quadriceps femoris muscle weakness must align his FRFV anterior to his
knee to maintain knee stability. To do
this, he may lean his trunk forward. This
trunk forward lean then necessitates a
compensatory posture of plantar flexion
or knee hyperextension for him to maintain an upright alignment (Figs. 18b, c).
Fig. 19. Knee hyperextension posture in single limb support; A) no compensation, B) compensation by ankle plantar flexion, and C) compensation by trunk backward lean.

the ankle is positioned in excessive dorsiflexion or the body weight has not
advanced forward.11 If the patient is in
excessive dorsiflexion, then a compensatory posture of knee flexion occurs
(Fig. 21b) or the patient falls onto the
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opposite limb (Fig. 21a) and decreases
stride length and single-limb support
time.11 If body weight is not advanced,
the ankle is most likely positioned in
slight plantar flexion (Fig. 18a). Compensatory postures of knee hyperexten-

INFLUENCE OF POSTURE
FROM PHASE TO PHASE
Terminal Swing—Initial Contact
Walking is a dynamic activity. Events
in one phase of gait necessarily affect
events in subsequent phases. Terminal
swing postures affect the methods of
floor contact in initial contact. The neu-
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Fig. 22. Heel rise in single limb support
because of knee flexion posture with inadequate dorsiflexion.
Fig. 20. Trunk forward-lean posture in single limb support; A) no compensation, B) compensation by ankle plantar flexion, and C) compensation by knee flexion.

Fig. 23. Hip flexion posture with symphysis
down compensated by lumbar lordosis.

Fig. 21. Excessive dorsiflexion posture in single limb support; A) no compensation, B)
compensation by hip and knee flexion, and C) compensation by trunk backward lean.

tral ankle and extended knee provide
for heel contact (Fig. 3).1 If the ankle is
plantarflexedgreater than 30 degrees or
if the knee is flexed greater than 30
degrees or if a combination of plantar
flexion and knee flexion achieve greater
than 30 degrees, initial contact will be
with the foot flat or with the forefoot
(Fig. 26).
Volume 64 / Number 12, December 1984

Initial Contact—Loading
Response
In the same manner, the method of
floor contact influences loading response. If initial contact is made with
the foot flat or with the forefoot, the
ankle plantar flexion moment will tend
to be decreased and the FRFY will tend
to remain anterior to the knee in loading

Fig. 24. Knee varus (A) and valgus (B) in
single limb support showing compensatory
hip abduction and adduction, respectively.
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response (Fig. 12).8,9 Loading response
knee flexion will not occur. If a patient
is unable to plantar flex because of an
orthosis with an ankle joint downstop,
loading-response plantar flexion is lost,
and the tibia will advance rapidly forward as the foot falls to the floor.9 The
forward motion of the tibia increases the
knee flexion moment, and the patient
tends to flex excessively at the knee (Fig.
27).

Loading Response—Mid-Stance
and Terminal Stance
Fig. 25. Hip adduction (A) and abduction
(B) postures in single limb support with resulting trunk lateral lean to opposite and
stance sides, respectively.

Mid-stance occurs with contralateral
swing when the patient perceives that
his limb is stable. His method of floor
contact and loading response may be
chosen as above to assure mid-stance
and terminal stance stability. If the patient is unstable in mid-stance, singlelimb support time will be decreased and
the FRFV may not advance forward in
terminal stance.16 If the vector does not
advance to the forefoot, heel rise may
not occur (Fig. 18a). If the patient's
ankle advances into excessive dorsiflexion in mid-stance, the heel may also
tend to stay on the floor in terminal
stance (Fig. 21a).

Terminal Stance—Preswing

Fig. 26. Combination of ankle plantar flexion and knee flexion postures producing initial
contact with forefoot.

Preswing knee flexion occurs as the
limb is unloaded after heel rise. If advancement of body weight is diminished
or if the heel does not rise in terminal
stance, the resultant posture tends to
keep the FRFV anterior to the knee (Fig.
21a). The knee, therefore, does not passively flex to 35 degrees in preswing.11

Preswing—Initial Swing

Fig. 27. Effect of loss of plantar flexion in
loading response: A) posture at initial contact
and B) resultant posture in loading response.
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Finally, preswing postures affect the
motions that occur in initial swing. The
knee flexes 25 degrees in initial swing
from the preswing posture of 35 degrees
to the initial swing posture of approximately 60 degrees.1 This knee flexion
ensures toe clearance in initial swing.1
Lack of preswing knee flexion necessitates excessive knee flexion in initial
swing11 or compensatory motions at
other joints to achievefloorclearance.25
Methods of compensation that may be
used include pelvic hiking, circumduction, trunk lateral lean toward the stance
limb, vaulting, or a combination of any
of these motions (Fig. 28).

Fig. 28. Compensations used in ipsilateral
swing phase for inadequate preswing knee
flexion.

CONCLUSION
In this analysis of stance-phase deviations, I considered the effects of one
weakness or one posture on stance stability. Analysis of gait of the patient with
multiple weaknesses or deformities or
both is obviously more complex. Furthermore, some patients may not have
the proprioceptive awareness to perform
the compensations mentioned. Others
may be affected by compulsory patterns
of motion that limit their ability to compensate. These deficits must also be considered in analysis of stance deviations.
The concepts presented here, however,
can be used as an elementary basis for
analysis. Clinicians should consider the
mechanical factors that may affect their
patients with neurological deficits and
consider the possible abnormal neurological influences when they analyze
their patients' gaits.
REFERENCES
1. Normal and Pathological Gait Syllabus. Downey, CA, Professional Staff Association of Rancho Los Amigos Hospital Inc, 1981
2. Boccardi S, Pedotti A, Rodano R, et al: Evaluation of muscular moments at the lower limb
joints by an on-line processing of kinematic
data and ground reaction. J Biomech 14:3545,1981
3. Norkin C, Levangie P: Joint Structure and
Function: A Comprehensive Analysis. Philadelphia, PA, FA Davis Co, 1983
4. Murray MP, Seireg AH, Scholz RC: Center of
gravity, center of pressure and supportive
forces during human activities. J Appl Physiol
23:831-838,1967

PHYSICAL THERAPY

PRACTICE
5. Harrington IJ: Static and dynamic loading patterns in knee joints with deformities. J Bone
Joint Surg [Am] 65:247-259,1983
6. Annual Reports of Progress. Downey, CA,
Ranchos Los Amigos Hospital Engineering
Center, Feb 1979—Jan 1980
7. Inman VT, Ralston HJ, Todd F: Human Walking. Baltimore, MD, Williams & Wilkins, 1981
8. Matsuo T, Wada H: Stabilizing operation for
paralyzed lower limb due to poliomyelitis. Japanese Orthopaedic Association Journal
50:275-285,1976
9. Lehmann JF, Ko MJ, deLateur BJ: Knee moments: Origin in normal ambulation and their
modification by double-stopped ankle-foot orthoses. Arch Phys Med Rehabil 63:345-351,
1982
10. Simon SR, Deutsch SD, Nuzzo RM, et al: Genu
recurvatum in spastic cerebral palsy. J Bone
Joint Surg [Am] 60:882-894,1978
11. Marshall RN, Myers DB, Palmer DG: Disturbance of gait due to rheumatoid disease. J
Rheumatol 7:617-623,1980
12. Lehmann JF: Biomechanics of ankle-foot orthoses: Prescription and design. Arch Phys
Med Rehabil 60:198-207,1979

Volume 64 / Number 12, December 1984

13. Tepperman PS: The Hip Joint: A Manual of
Clinical Biomechanics and Pathomechanics.
Toronto, Ontario, Canada, H Charles Enterprises, 1981
14. Gore DR, Murray MP, Sepic SB, et al: Walking
patterns of men with unilateral hip fusion. J
Bone Joint Surg [Am] 57:759-765,1975
15. Sutherland DH, Olshen R, Cooper L, et al: The
pathomechanics of gait in Duchenne Muscular
Dystrophy. Dev Med Child Neurol 23:3-22,
1981
16. Sutherland DH, Cooper L, Daniel D: The role
of the ankle plantar flexors in normal walking.
J Bone Joint Surg [Am] 62:254-263,1980
17. Perry J: Kinesiology of lower extremity bracing.
Clin Orthop 102:18-31,1974
18. Waters RL, Perry J, Garland DE: Surgical correction of gait abnormalities following stroke.
Clin Orthop 131:54-63,1978
19. Sutherland DH, Cooper L: The pathomechanics of progressive crouch gait in spastic diplegia. Orthop Clin North Am 9:143-154,1978
20. Marks M, Hirschberg GG: Analysis of the hemiplegic gait. Ann NY Acad Sci 74:59-77,19581959

21. Gyory AN, Chao EY, Stauffer RN: Functional
evaluation of normal and pathologic knees during gait. Arch Phys Med Rehabil 57:571-577,
1976
22. Harrington IJ: A bioengineering analysis of
force actions at the knee in normal and pathological gait. Biomedical Engineering 11:167172,1976
23. Stauffer RN, Chao EY, Gyory AN: Biomechanical gait analysis of the diseased knee joint.
Clin Orthop 126:246-255,1977
24. Perry J: Structural insufficiency: I. Pathomechanics. Phys Ther 47:848-852,1967
25. Brunnstrom S: Recording gait patterns of adult
hemiplegic patients. Phys Ther 44:11 -18,1964
26. Edberg E: Paralytic dysfunction: IV. Bracing for
patients with traumatic paraplegia. Phys Ther
47:818-823,1967
27. Wright DG, Desai SM, Henderson WH: Action
of the subtalar and ankle joint complex during
the stance phase of walking. J Bone Joint Surg
[Am] 46:361-382,1964
28. Inman VT: The Joints of the Ankle. Baltimore,
MD, Williams & Wilkins, 1976
29. Freeman MAR (ed): Arthritis of the Knee. New
York, NY, Springer-Verlag New York Inc, 1980

1859

