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Peripheral nerve conduction in advanced-stage amyotrophic lateral sclerosis patients undergoing mechanical

ventilation
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[Abstract] Objective To study the characteristics of peripheral nerve conduction (PNC) in advanced-stage amyotrophic
lateral sclerosis (ALS) patients undergoing mechanical ventilation. Methods The sensory conduction velocity (SCV), motor
conduction velocity (MCV), distal motor latency (DML) and amplitude of compound muscle action potential (CMAP) were
determined in three ALS patients undergoing mechanical ventilation. The clinical data and PNC characteristics of the patients
were analyzed. Results The 12 motor nerves were abnormal in all the three patients, including absence of responsive wave
(66.7%,8/12) , decreased amplitude of CMAP(33. 3% ,4/12), prolongation of DML(16. 7% ,2/12) and reduction of MCV
(16.7%,2/12). The CMAP amplitude of patients gradually decreased with the progression of disease, and finally led to adverse
reactions. The SCV and amplitude of sensory nerve action potential were normal in all the three patients. Conclusion ALS
patients undergoing mechanical ventilation may have severely damaged motor nerve conduction, and their sensory nerve is
generally not affected, with the specific reason remains to be further studied.
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Tab 1 Clinical information of 3 ALS patients

Item Case 1 Case 2 Case 3
Gender Male Male Female
Disease course ¢/month 26 78 25
Onset age(year) 75 68 88
Onset site Lower limb Upper limb  Bulb
ALSFRS(score) 0 0 0
Segement number of spontaneous 4 4 4

potential

Motor conduction abnormal rate 4/4 4/4 4/4
Sensory conduction abnormal rate 0/3 0/3 0/3
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Tab 2 Motor nerve conduction changes during different periods in 3 patients

Case 1

Case 2 Case 3

Ttems

Median nerve Ulnar nerve

Median nerve

Ulnar nerve Median nerve Ulnar nerve

MCV v/(m s~ 1)

Time 1 51.2 52.8
Time 2 33.8 No response
Time 3

CMAP distal amplitude V/mV
Time 1 4.1 10. 3
Time 2 0.2 No response
Time 3

DML ¢/ms
Time 1 3.5 3.3
Time 2 5.1 No response
Time 3

No response

No response

No response

48. 8 42.9 54.1 52.9
No response 57.1 57.8
No response No response
3.2 2.3 3.5 6.3
No response 1.4 3.3
No response No response
4.4 3.2 3.8 3.2
No response 3.9 3.4

No response No response

MCV . Motor conduction velocity; CMAP: Compound muscle action potential; DML Distal motor latency. Time 1: At admission to hospital;

Time 2. After undergoing mechanical ventilation; Time 3: The lastest examination(only conducted in case 3)
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