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A Clinical Study of Aphasia ; Types and Prognosis

Kyoung Gyu Choi

Department of Internal Medicine, College of Medicine, Ewha Womans University

Aphasia is a language disorder due to damage of the language center in the dominant hemis-

phere.

I studied 42 patients whose main neurologic symptom was aphasia. In 42 aphasia patients,
motor aphasia appeared in 13 pts(30.9% ), sensory aphasia in 11 pts(26.1% ), conduction aphasia
in 5 pts(11.9% ), anomic aphasia in 4 pts(9.5% ), global aphasia in 4 pts(9.5%), transcortical
motor aphasia in 3 pts(7.4% ), transcortical sensory aphasia in 2 pts(4.7%).

The most common associated pathologic condition was hypertension(85.7%) and the others
were hypertriglyceridemia(42.9% ), cardiac arrythmia(38.1% ), transient ischemic attack(14.5
%), seizure(9.5%) and hypotension(7.4% ).

The most common combined neurologic symptom was motor hemiparesis(26.22% ), and the

others were dysphagia, sensory hemianesthesia, ocular motor disturbance, agraphia, alexia, acacu-

lia, finger agnosia and apraxia.

The anomic aphasia and transcortical aphasia had best prognosis and the global aphasia had

worst prognosis.
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Table 1. Age incidence of aphasic patients in 42 cases.

Age Case(%)

~40 o)
41~50 4( 95)
51~60 16(38.0)
61~70 18(42.9)
71~80 3( 74)
81~ 1( 2.2)
Total 42(100)

Table 2. Veriable aphsia types in 42 patients

Types of aphasia Case(%)
Motor aphasia(Broca’s aphasia) 13(30.9)
Sensory aphasia(Wernicke’s aphasia)  11(26.1)
Conduction aphasia 5(11.9)
Anomic aphasia 4( 9.5)
Global aphasia 4( 95)
Transcortical motor aphasia 3( 74)
Transcortical sensory aphasia 20 4.7

Total 42(100)
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Table 3. Associated disorders and conditions in 42
aphasic patients

Associated disorders or conditions Case( %)
Hypertension 36(85.7)
Hypertriglyceridemia 18(42.9)
Cardiac arrythmia 16(38.1)
Diabetes mellitus 8(19.0)
Transient ischemic attack 6(14.5)
Seizure 4( 95)
Hypotension 3( 74)

Table 4. Combined neurologic signs in 42
aphasic patients

Neurologic signs Case( %)
Motor hemiparesis 11(26.2)
Dysphasia 5(11.9)
Hemisensory disorder 4( 9.5)
Ocular motor disturbance 4( 95)
Agraphia 4( 9.5)
Alexia 3( 74
Acalculia 3( 74)
Finger agnosia 2( 4.7)
Apraxia 2 470

Table 5. Prognosis of variable types of aphasia in
42 patients

) Prognosis
Type of aphasia Case -
good fair  poor

Motor aphasia 13 2 6 5
Sensory aphasia 11 4 6 1
Conduction aphasia 5 3 1 1
Anomic aphasia 4 4

Global aphasia 4 4
Transcortical motor aphasia 3 3

Transcortical sensory aphasia 2 1 1

285 % (acalculia), 4 3% (apraxia), 714 A (fi-
nger agnosia) 5° AATHTable 4).
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