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Advances in pathogenesis and management of muscle spasticity following spinal cord injury

WEI Binxing, LI Qizhe reviewing , Y AN Haijian, LI Qing checking
(Department of Emergency Medicine , Affiliated Hospital of Guizhou Medical University , Guiyang 550004, Guizhou,
China)

[Abstract] Spinal cord injury (SCI) often leads to a long-term sequelae, namely muscle spasticity, which is characterized by
abnormally high muscle tone and severe impairment of voluntary movement, and these symptoms are usually lifelong. The occurrence of
muscle spasm is closely related to the reduction of synaptic inhibition and the overexcitation of spinal reflex. The downregulation of cer-
tain key proteins after SCI, and targeted therapy of these proteins has been proven to be effective in alleviating muscle spasticity symp-
toms. Recently, cell transplantation has become one of the research hotspots in the treatment of muscle spasm after SCI. This approach
helps to reduce the excitability of motor neurons by reconstructing synaptic inhibition circuits and enhancing neural inhibition , thereby
alleviating spasticity. At present, the management of post-SCI muscle spasticity is still limited. In order to better understand the specif-
ic pathogenesis of post-SCI muscle spasticity, this article reviews the occurrence, development and management prospects of post-SCI
muscle spasticity.
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B, B 7 AR E B fE % K (AMPA receporter, AMPAR)
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SCI#IA, | T 5-HT & 4t 18 1 % K 9= 6 4 A 8 R &
Fo P 1B ph 2 T KBRS, AT RUE A A e
TR AR B LA R ZE B A ot R LR (V) X
R pHZ TR, N BR AN SE B M SR T R IE R
By ZE % B 10 B, SCL B VR ZE K 4 B MN
Fr S He % LAT M 2 70 0 R 45 AT 1R ARAR B9 RS
=R R E T EATF E A T MN
GRBIE BEFTREFLHEFZAY , XENGREL
Bt BB AR L SCLE K — HLE BB AR, % 5
MN 2% % Ao 47 ] K o 46 T, % 5 MN X &5 By PIC &
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HEMEZENP AT ERE, T ORIE A
% 75 1) (intrathecal baclofen therapy , ITB ) , % 3T ,
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(DRG # 4 70 ) 5 7t B 2148t 8 88 K B9 b % &
A7, B B R IR VT g T R M R A R
BT MR E W T 6 R Gt B G R R 1E 4 F H
R 3 2% 4 M A 2 3 0B B O T P MIN By 0% &
Ve, SCIAL E 2 B 4 K T % % 1 Al oy 3F ZfE ,
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FH # 2 41 W7 K (selective peripheral neurotomy, SPN) |
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