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A study on stroke patient’s characteristics and damage
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Dept. of physical therapy, Dae won Technical college
— ABSTRACT —

We have made a survey of 40 patients in the university -hospitals and oriental medical
centers in Seoul from Sep. 1. 1997 to Mar. 1. 1998 We sampled 25 of them and the result
shows that there were 12 MCA damaged patients(48%), 5 SAH(20%), 5 ACA(20%), 2 PCA
(8%). 1 PCOA(4%). The number of MCA patients were the most.

1. As the cause of each disease, 4 of the 12 MCA damaged patients(33.35%) have
infarction and cerebral hemorrhage, 2 of 5 SAH patients(d40%) have cerebral hemorrhage
and head injury. 3 ACA damaged patients have cerebral hemorrhage. 11 of 25 brain
bloodvessel damaged patients(44%) were hemorrhage patients.

2. Rt. hemiparesis was the main symptom of 6 of 12 MCA damaged patients(50%) and 3
of 5 SAH patients(60%), and the main symptom of 3 of 5 ACA patients(60%) was Lt.
hemiparesis. The main symptom of 13 of 25 brain bloodvessel damaged patients(52%) was
Lt. hemiparesis 11 of them(44%) Rt. hemiparesis, and 1 of them{(8.3%) Quadriplegia.

3. Language was the most well preserved function. 12 MCA damaged patients could
understand language.

4. Retraction of shoulder girdle, among U/E flexor synergy. was the most frequent
element because 9 of 12 MCA damaged patients had it.
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Among U/E flexor synergy, 5 SAH patient’s most frequent synergy was Elbow flexion
because all of them had it.

All of 5 ACA damaged patients have shoulder girdle elevation. shoulder joint.
hyperextension, abduction, and external rotation among U/E flexor synergy.

5. 7 of 12 MCA damaged patients(58.3%) were stereognosis handicapped patients, 3 of 5
SAH patients(60%) have handicap of position sense. light touch. and temperature, 3 of 5
ACA patients(60%) have position handicap.

13 of brain bloodvessel damaged patients(52%) have light touch handicap.

6. 8 of MCA damaged patients(66.7%) have facial palsy, 4 of SAH damaged patients(80%)
have memory and action decline, and 3 of ACA damaged patients(60%) have action decline
and facial palsy.

The problem of Hemiplegia is very extensive from muscle weakness,
atrophy, or deformation to psychical problems. Therefore physical therapists
should have sufficient interest in psychological handicap as well as physical
handicap as they deal with adult hemiplegia.
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ACA 1(20%) 1(20%) 3(60%) 5(100%)
PCA 1(50%) 1(50%) 2(100%)
SAH 1(20%) 1(20%) 1(20%) 2(40%) 5(100%)
PCOA 1(100%) 1(100%)
A 1(4%) 1(4%) 4(16%) 4(16%) 13(52%) 2(8%) 25(100%)
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MCA 2(16.7%) | 1(8.3%) |4(33.35%)4(33.35%)} 1(8.3%)
ACA 2(40%) 3(60%) 5(100%)
PCA 2(100%) 2(100%)
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PCOA 1(100%) 1(100%)
) 3(12%) 1(4%) 6(24%) 11(44%) 1{(4%) 3(12%) 25(100%)
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MCA 5(41.7%) 6(50%) 1(8.3%) 12(100%)
ACA 3(60%) 2(40%) 5(100%)
PCA 2{100%) 2{100%)
SAH 2(40%) 3(60%) 5(100%)
PCOA 1(160%) 1(100%)
Al 13%(52%) 11{44%) 1(8.3%) 25(100%)

MCA £4¢ d& #x4 12%9F 63(50%)
o] Rt hemiparesis2 7l4 & ¥]&&

A,

(5) o1l

(B 6)AOIY Ol viE

A#nE How ACASRA 5%9% 39(60%)2
X Lt. hemiparesis®& 2o}z st}
SAH#A 5% % 33 (60%)% whitriAl

O, R R TR L R TR R RS
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PCOA 1(100%) 1(100%) 1(100%) 1(100%)
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P MCA ACA PCA SAH PCOA Al
shoulder | Elevaction |7(58.3%) | 5(100%) | 2(100%) | 2(40%) 16(64%)
girdle |povraction | 9(75%) | 4(80%) | 2(100%) | 3(60%) 18(72%)
U/E hyperextension | 1(8.3%) | 5(100%) | 2(100%) | 1(20%) | 1(100%) | 10(40%)
flexor | SPOUIGCT abduction | 1(8-3%) | 5(100%) | 2(100%) | 3(60%) 11(44%)
synergy ext.rotation | 1(8.3%) | 5(100%) | 2(100%) | 4(80%) | 1(100%) | 13(52%)
elbow jt. | flexion 6(50%) 2(40%) | 2(100%) | 5(100%) | 1(100%) | 16(64%)
forearm |supination |4(33.4%) | 3(60%) | 2(100%) | 1(20%) 10(40%)
U/E shoulder jt. | pectoralis major | 3(25%) 2(40%) 5(20%)
extensor |elbow jt. |extension 1(20%) 1(20%) | 1(100%) | 3(12%)
SYRCTEY It orearm | pronation |2(16.7%)| 2(40%) 2(40%) 6(24%)
flexion 2(16.7%) | 2(40%) 2(40%) 6(24%)
hip joint | abduction [2(16.7%)| 3(60%) 1(20%) 6(24%)
fll:aif)r ext.rotation | 3(25%) | 5(100%) | 1(50%) | 2(40%) 9(36%)
synergy knee jt. |flexion 3(25%) | 2(40%) 2(40%) | 1(100%) | 8(32%)
ankle jt. dorsiflexion 5(100%) | 1(50%) 2(40%) | 1(100%) | 8(32%)
Inversion |4(33.4%) [ 5(100%) | 1(50%) 9(36%)
extension [2(16.7%)| 2(40%) 2(40%) 6(24%)
hip joint |abduction [2(16.7%)| 2(40%) 2(40%) 5(20%)
exti/fsor Int.rotation | 2(16.7%) | 3(60%) 1(50%) 3(60%) 9(36%)
synergy knee jt. |extension 3(25%) 3(60%) | 2(100%) | 2(40%) 15(60%)
ankle jt plantarflexion | 8(66.7%) | 3(60%) | 2(100%) | 2(40%) 15(60%)
Inversion 6(50%) | 3(60%) | 1(50%) | 3(60%) 13(52%)
Flaccid 2(16.7%) 2(8%)

MCA &% 98 84 129% synergy® E flexor synergy% elbow Jt. flexion®]
vehd #2171 109(83.3%)010 2 synergy®  5B(100%) 2 7HF Zgteas el
VeRllA] &3 flacciddl &3te 471 29 (16. ACA 84 59 2% synergy® Yehion =
7%)°19k. % synergyFE 69745An 1F T YEhd synergye U/E flexor synergy%
22 Mx=E Yelll= synergye U/E flexor shoulder girdle elevation, shoulder Jt.
synergy%s shoulder girdle retraction®] 9% hyperextension, abduction, external
ojv} veht b3 At i® ERNT rotation® 7P ZAge4=T ey

SAH #2 5% 25 synergyg® YEHHS
8 0% B2 9Eg YeEd synergye U/
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(7) Sensory Zoff.

(E 8) sensory ZHojf

SR

e w MCA ACA PCA SAH PCOA A
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Propriceptor 4(33.3%) 1(20%) 2(100%) 2(40%) 9(36%)
Position Sense | 5(41.7%) | 3(60%) | 1(50%) | 3(60%) 12(48%)
light touch 6(50%) | 2(40%) | 20100%) | 3(60%) | 1(100%) | 13(52%)
Pressure 3(25%) 2(40%) 2(100%) 2€40%) 1(100%) 9(36%)
Stereognosis 7(58.3%) 1(20%) 1(50%) 2(40%) 10(40%)
Temperature | 1(8.3%) | 1(20%) 3(60%) 5(20%)
Dematographia | 5(41.7%) 5(20%)
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