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Abstract

Objective: To investigate the protein level of myosin heavy chain subtype in skeletal muscle of spasmodic par-
alytic rats

Method: Fifty Sprague-Dawley rats aged 5 days were randomly divided into sham operation group and model
group, with 25 rats in each group. After the modeling, when the rats were 20 days, HE staining was used
to observe the pathological damage at the pyramidal tract. Western blotting was used to detect the expression
of MHC- [ and MHC-1IIb proteins in the paralyzed flounder muscle and gastrocnemius muscle.

Result: Compared with the sham group, the rats in the model group suffered from lateral limb flexion
spasm, slow walking and claudication. The expression of MHC- I protein was significantly higher in the model
group than in the sham group (0.24+0.11) (P<0.001). MHC- I protein expression in the model group was sig-
nificantly higher than that in the sham group (2.34+0.26) (P<0.001). The expression of MHC- I b protein in
the soleus muscle of the model group (0.34+0.16) was significantly lower than that of the sham group (0.77+
0.21) (P<0.001). The expression of MHC- 1l b protein in the model group was significantly lower than that in
the sham group (0.78+0.22) (P<0.001).

Conclusion: Skeletal muscle myosin heavy chain subtype MHC- [ protein was highly expressed and MHC- 1l b

protein was lowly expressed in rats with spastic paralysis.
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