Clinical approach to patient with gait disturbance
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Sequential action of human gait derives from the interplay among a wide variety of physical systems including neurologic and mus-
culoskeletal as well as cardiopulmonary apparatus, although it might look simple. Spinal central pattern generator produces auto-
matic and repetitive steps, which is modulated and supported by the central locomotor and visual-vestibular system, respectively. A
couple of tracts from the brain stem toward each spinal level contribute to operating proper muscle tone of axial muscles, and the
whole cognitive system is responsible for designing action in dynamic and unfamiliar circumstances. A proportion of gait disturbance
constantly increases in elderly people, which results in a high risk of falling and impaired activities of daily living. Thorough neuro-
logic examination in conjunction with experience of all different abnormal gait patterns is a key step to reach an accurate diagnosis.
This article serves the way to approach in patients with gait trouble and diverse abnormal gait patterns we may face in the clinical

practice.
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Figure 1. Phases of normal gait.
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Table 1. Clinical parameters for the examination of gait

Primary observation
Sitting unaided

Complex tests
Tandem gait and stance

Standing up Romberg's test
Posture Walking backwards
Stance (base) Walking slow and fast
Gait initiation Running

Walking (smooth, stiff, insecure,
asymmetry, limping)

Step length Hopping on one foot

Speed Dual task maneuver

Arm swing Blind gait

Freezing

On turning

Postural reflex (pull or push test)

Sitting down

Toe and heel gait

2] 9] x]8}od(spinal central pattern generator) 3= 5

Y2 255 BUo] AF B3 (automatic walking) ©| 7}
Sl aeh A Rels 439 %
motion control)dl] ¢J&] FHE W=d] ¥H<=7] (brain
stem) 9] o)) 3 (pedunculopontine nucleus) <
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- Antalgic and coxalgic gait:
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- Steppage gait:
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- Cautious gait:
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- Hemiparetic gait:
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- Spastic paraparetic gait:
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- Ataxia (cerebellar and sensory):
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- Dystonic gait:
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- Thalamic astasia:
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- Functional gait:
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