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Table 1. Clinical diagnosis and motor status at the onset of stroke and during magnetic stimulation exmination of 12

stroke patients

Time {months)

Case Age Sex elapsed since  Hemiparetic Lesion motor status
{yrs} stroke site inital UE/LE recover UE/LE
I 61 M 44 Left basal f7f G/G
ganglia H.
2 56 M 6 Right basal f/p G/G
ganglia L.
3 42 M 8 Left putamen H. p/p G/G
4 57 M 42 Right thalamus H. P/P G-N/G
3 54 M 2 Right basal f/f G/G
ganlia H.
6 58 M 72 Right basal f/p G/G
gankia H.
7 59 F 1 Left corona P-F/P-F G/G
radiata 1.
8 71 M 4 Right corona L. p/f F-G/F-G
radiata
] 37 M 2 Right basal ganglia
and corona p/p G/F
radiata I.
10 60 M 17 Left corona P-F/P-F G-N/G-N
radiata I.
il 45 M 2 Left putamen H. f/F G-N/G-N
12 57 M 36 Left basal 754 G-N/G-N
ganglia I

motor status UE/LE: upper extremity/Lower extremity,

H: hemorrhage, I:infarction.

f: flaceid, p: poor,  F: Fair, G: Good, N: Normal.
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Table 2. Latency of CMAP recorded at normal and affected FDI, EDB from Magnetic brain stimulation

Case aff FDI (ms) nor FDI (ms) aff EDB (ms) nor EDB (ms)
i 244 22.0 41.6 38.0
2 25,2 22.8 — 43.2
3 24.0 20.0 35.6 33.6
4 28.4 23.8 50.0 46.6
5 22.2 21.6 41.2 35.6
6 22.4 21.6 448 36.8
7 23.6 20.4 — 39.6
8 22.4 21.6 45.6 42.0
9 26.8 22.8 60.0 38.0
10 21.0 21.0 30.0 30.0
11 23.0 23.0 39.6 39.6
12 19.6 19.6 32.0 32.0
afl; affected nor: Normal FDI (first dorsal interosseus muscle)

EDB (extensor disitorum brevis)

Table 3. Amplitude of CMAP recorded at normal and affected FDI, EDB from Magnetic brain stimulation

Case aff FDI {mv) nor FDI (mv) aff EDB (mv} nor EDB (mv)
1 0.48 0.39 0.10 0.34
2 0.10 2.04 — 0.18
3 0.44 3.26 0.24 0.12
4 2.90¢ 4.10 1.30 1.84
5 3.20 2.00 0.16 0.44
6 7.8¢ 6.80 0.80 3.50
7 1.60¢ 8.10 - 3.20
8 0.68 6.44 0.80 2.08
9 0.88 5.48 0.30 0.88
10 2.14 7.80 0.21 0.21
11 5.70 10.90 1.45 2.08
12 0.10 0.87 0.64 1.06
aff: affected nor: Normal
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Table 4. Data Analysis for the Latency of CMAP recorded at affected and normal FDI, EDB from Magnetic brain

stimulation

No aff EDI

nor FDI

aff EDB nor EDB

12 meanxSD 93.5%92.5 (ms)
paired
t value 2.97

p value 0.013

21.7+1.% (ms)

42.0+8.6 {ms) 37.9%4.8 (ms)

2.44
0.07

9%  mean=*SD 24,34 2.2 {ms)
paired
value 3.41

p value 0.009

21.9% 1.2 (ms)

45.5% 7.5 (ms) 39.3% 4.1 (ms)

2.85
0.049

* data after case 10, 11, and 12 excluded.

Table 5. Data Analysis for the Amplitude of CMAP recorded at affected and normal FDI, EDB from Magnetic brain

stimulation
aff EDI nor FDI - aff EDB nor EDB
mean +SD 2.171+2.42 (mv) 4.85+3.27 (mv) 0.60+0.46 (v} 1.33%=1.19 (tnv)
paired
tvalue 3.33 2.46
p value 0.007 0.036
aff: affected nor: Normal
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Magnetic Stimulation of Short Latency Cortical Pathway in

Recovery Stage of Unilateral Subcortical Stroke

Baii-Jia Yang, Wang-Lin Su, Dah-Sen Wei

SMagnetic stimulation applied to the scalp over
the normal motor cortex caused short latency re-
sponse of contralateral limb muscles. 12 patients
with unilateral subcortical stroke for the first time
were selected. They had hemiparesis and good mo-
tor recovery up o individual finger movements, al-
though mild weakness and clumsiness of affected
limbs were still complainted of. Of the twelve pa-
tients (eleven men and one woman) the mean age
were 54.819.3 years. Lesion sites included basal
ganglia, thalamus and corona radiata, with six hem-
orrhage and six infarction. Time since stroke onset
to magnetic stimultation were 19.7423.3 months.
Motor conduction latencies from cortex to bilateral
first dorsal interossei and extensor digitorum bre-
vis were recorded.

The latency of normal short latency response

over the unaffected motor cortex were 21.7+1.3 msec

in FDI and 39.7+4.8 msec in EDB. Stimulation of
the affected cortex showed significantly delayed
motor conduction latencies than unaffected side in
FDI (23.5£2.5 msec) and EDB (42.0£8.6 msec). The
amplitude of cortical motor action potential in most
cases of the affected limbs were smaller but seme
are larger than normal.

In conclusion, the short latency response can
be found in the stroke patients with motor recovery
to individual movement stage. That infered the cor-
relation between fine motor control and short la-
tency cortical pathway. The latency delay of short
latency response and amplitude decrease in CMAP
might explain the mild clumsiness and weakness of
patients. The mechanism of CMAP amplitude over-
shooting in some affected side needs further inves-

tigation.

Department of Rehabilitation Mackay Memorial Hospital
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