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— Abstract -

Changes of Compound Muscle Action Potential Parameters
in the Distal Segment after Sciatic Nerve Section in the Rat

Hyun-Yoon Ko, M.D., Byung Kyu Park, M.D., Jae Heung Park, M.D.,
Yong Beom Shin, M.D., Si Chul Jo, M.D.

Department of Rehabilitation Medicine, Pusan National University College of Medicine

Objectives: To evaluate changes of the parameters of compound muscle action potential (CMAP) in
distal segment after section of the rat sciatic nerve.

Methods: Under anesthesia and aseptic conditions, one side of the sciatic nerves of twenty rats at the
level of the ischial tuberosity were sectioned. Active stimulating wire electrode was placed at 1cm distal
to the proximal end of the distal segment. Recording electrodes were mounted at the soleus subcutaneous-
ly. All cables of the stimulating and recording electrodes were exposed. Recordings of CMAP of the sci-
atic nerve from soleus were obtained at 4-hour intervals until conduction absence completely.

Results: Mean time of complete absence of CMAP in the distal segment after section of the sciatic nerve
was 70.0 hours. The amplitude and total area of CMAP had fallen slowly until 12~16 hours after section,
thereafter the changes were more rapid. The latency had maintanied 1.0+0.1 msec for 24 hours. The
duration of CMAP had being increased to 5.1+0.7 msec after 16 hours but thereafter more rapidly
changed to 10.0 0.9 msec.

Conclusion: The amplitude and total area of CMAP changed earlier after 12~16 hours, with rapid
changes were followed to complete absence of the conduction.
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Fig. 2. Time sequence of the distal latency in the distal segment
after section of the sciatic nerve. Gradual prolongation of

the distal latency is seen.
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Fig. 4. Temporal changes of total area of the compound muscle

action potential after section of the sciatic nerve in the
distal segment. Rapid decrease of the area after 12 hours

after injury is noted.
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Fig. 3. Temporal changes of amplitude of the compound muscle
action potential after section of the sciatic nerve in the
distal segment. Rapid decrease of the amplitude after 12

hours after injury is noted.
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Fig. 5. Temporal changes of duration of the compound muscle

i

action potential after section of the sciatic nerve in the
distal segment. Gradual increase of duration of the com-

pound muscle action potential is seen.
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