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degree of the motor unit were investigated. The maximum stress zone of the motor unit is located on the lateral com—

bination and rob while the maximum stress zone of the spine is located on the interface between the upper lower

endplate and the intervertebral disc. The maximum strain of the motor unit is located on the lumbar spine and the

distribution is associated with that of stress. The application of CBT doesn’ t change the distribution characteristic of

strain and stress of TT. Besides CBT has a positive meaning for controlling the displacement and deformation of the

motor unit and make the motor unit more stable. Therefore the clinical performance of the CBT is better. Similar—

ly the introduction of cage has the same effect.
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A comparison of study of olfactory dysfunction in

Parkinson’ s disease patients and multiple system atrophy patients
Li Bin' Jiang Dan' Wang Xun®
( 'Dept of Neurology Anhui No.?2 Provincial Peoples Hospital Hefei 230032;
*Dept of Neurology The Second Affiliated Hospital of Anhui Medical University Hefei 230061)

Abstract To comprehend the manifestation and characteristic of olfactory dysfunction in idiopathic Parkinsons dis—
ease( PD) patients and multiple system atrophy( MSA) patients and to explore the differences of olfactory dysfunc—
tion between them. To explore the value of olfactory detection test in detecting the olfactory function and the clinical
significance for differential diagnosis of PD and MSA. 46 patients with PD and 23 patients with MSA were selected
as experiment groups. 40 healthy people were selected as control group. All the patients and the control group were
detected the odor threshold test and odor identification test. There was significant difference between the groups of
PD and the controls in the odor threshold test and odor identification test ( P <0.01) . There was significant differ—
ence between the groups of PD and MSA in the odor threshold test and odor identification test ( P <0. 01) . There
was no correlation between the results of odor threshold test and odor identification test and the duration of disease
or the serious degree of the disease( P >0.05) . Most of PD patients have olfactory dysfunction. There was signifi—
cant difference between the groups of PD and MSA in olfaction. Olfactory function detection was helpful for early i-
dentification of PD and MSA.
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