Complex Movement Disorders Related to Structural Lesions
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Movement disorders can occur as secondary to structural lesion by wide range of neurological disease, especially cerebrovascular dis-
ease, neoplastic disease, demyelinating disease, and infection. Movement disorders by structural lesion of the brain can manifest hy-
pokinetic (parkinsonism) or hyperkinetic phenomenology (chorea, ballism, dystonia, tremor and myoclonus). Structural lesion causing
movement disorders are mainly basal ganglia, thalamus, brain stem, and cerebellum otherwise, lesions of cortex, spinal cord, and
peripheral nerve can also provoke movement disorders. Movement disorders in cerebrovascular disease are reported 1 to 4 % of
stroke and chorea is most common type. Typical movement disorders by specific lesions of brain are worthwhile to be well informed
such as Holmes tremor by midbrain lesion, palatal tremor by olivary peudohypertrophy, cerebellar tremor, hemichorea or hemiballism
by subthalamic nucleus lesion, and parkinsonism by lesion of substantia nigra or striatum.
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2 Qo= APH(thalamus), A~(cerebellum), =7Hbrain stem),
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a" 12 71AH ] AR 7eH dAuALd ol deF
WAL B 7 ABBAE =23 g Aol 71A
dle] 32+ 3] d(cortex)H FH-H A (striatum), 323
(globus pallidus)2] pars externa (GPe), A48 (subthalamic
nucleus, STN), RFA|2FO 2 7] #]3] o] mpx|up Z=1¢] a3y
9] pars interna (GP)E A Ao QAT of= t}A]
Az A4d=EE e o]t (motor cortico-striato-pallido-
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GPig} A TE-X(Substantia nigra pars reticulata, SNr)
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Figure 1. The functional anatomy of basal
ganglia.

Ho

2% F 7P &3 FEls FeS(chorea)olt},” TR
© 2+ dystonia®} tremor’} W=7} =}, Iy HdH
Agke] Wl wt RE FEjo] old-sFo] of W
S otk F1Aele] MEFe A1 £ eEdlel 9l
W oolt}, ¥ A HA HEF F ol ol WAt
E HIEE oF 14%e] BIBIY ol HMEF F oldes
e Teleke AP A7) gl A & £ alAlont ]
o) k. WAIEA) 2w A SRR A9}
s WS A gRlebA] KallA o

o £EFL HEF F ZhHom

(0]

O
bl

N

N
O Hop et

ol

oy

i fosg oo
%0,
o
o
K Ao
N
N

WE, o

03"’;,'
ol
-
N
-
QL
D)
rﬂ

T gt} ole] HegE ofy] 7R 7)o AAH
53] HEFT F A& AA9 B gAY
A7 B Wt 8 7o = AAETHrans-

synaptic neuronal degeneration, inflammatory change,

o
ol
U
N

Lol

O
-

=

oxidative stress, ephaptic transmission, remyelinisation, cen-
tral synaptic reorganization, denervation supersensitivity,
and neuroplasticity, denervation supersensitivity and neu-
roplasticity, dendritic supersensiivity, and changing pat-

tern of synaptic activity ).
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