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Diagnostic significance of TMS-MEP in subacute combined degeneration
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[Abstract] Objective To investigate the evaluation effect of transcranial magnetic stimulation motor evoked potential(TMS-
MEP) in early lesion of spinal lateral cord of subacute combined degeneration (SCD) of spinal cord. Methods A total of 20 patients
with SCD in the Tianjin Municipal Third Central Hospital form January 2010 to January 2014 were selected as the SCD group, con-
temporaneous 14 cases of suspected SCD were selected as the suspected diagnosis group, and 21 healthy people as the control
group. All the selected subjects were examined by TMS-MEP, and the differences of MEP cortical latency and central motor conduc-
tion time (CMCT) were compared among the SCD group,suspected diagnosis group and control group. Results Inl4 cases of the
suspected SCD group,10 cases had abnormal MEP, the abnormal rate was 71. 4 %. In the SCD diagnosis group, the cortical latency
of MEP in upper limb was (24. 49 == 1. 87) ms, CMCT was (12. 08 = 1. 43) ms; the cortical latency of MEP in lower limb was
(33.81%2.09)ms,CMCT was (19. 887+ 1. 89)ms,which were significantly extended compared with the control group(P<C0. 05).
In the suspected diagnosis group,the cortical latency of MEP in upper limb was (24. 05+ 1. 94) ms,CMCT was (11. 6841.71)
ms; the cortical latency of MEP in lower limb was (33. 0042, 52) ms,CMCT was (19. 36 £2. 06) ms,which were also significantly
extended compared with the control group(P<C0. 05). Conclusion TMS-MEP abnormalities in SCD patients without clinical signs
of spinal cord involvement can occur, TMS-MEP can find the spinal cord subclinical lesions and provides the evidence of early py-
ramidal tract damage in SCD.
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