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Abstract

Movement Dstunction in Spastic Hemiparesis: A Problem
of Spasticity or Muscular Weakness?

‘ Kim Jong-man, Ph.D., P.T.
Dept. of Physical Therapy, Division of Health, Seonam University

Ahn Duck-hyun, Ph.D., P.T.

Dept. of Rehabilitation Technology, Korea Nazarene University

In most of the medical literature that discusses the common problem of movement
in patients with cerebral lesions. This critical problem is ascribed to a mechanism
involving uninhibited neural activity. The goals of neurological physical therapy are
focus on reduce of muscle hypertonicity, facilitates muscle activities, and improve of
performance in living environment.

A variety of studies suggest that spasticity is a dlstmct problem and separate from
_the muscle weakness. It has becorne increasingly recognized that the major functional
deficits following brain damage are largely due to negative features such as muscle
weakness and loss of performance rather than spasticity. Adequate recruitment of
prime mover, not release was able to carry out the movement tasks well. The
strengthening exercise of spastic limbs on changes in muscle properties and
performance skill, the repeated motor practice has been identified as cruc1a1 for motor
recovery.

This "article support the concept that strengthening is an appropriate intervention to
improve the quality of physical function in patients with central nervous system
lesions. Further studies and therapeutic  approaches should be efforts at improving
motor neuron recfuitment in agonist rather than reducing activity in antagonists while
retraining muscle ‘strengthening.

‘Key Wordsl Movement dysfunction; Spasticity; Muscular weakness; Thixotropy
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5 ZAYol A A Kellermayer 5,
1997), (294). Ele|¥l9] PEVK(proline, glumate,
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