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Evidence Based Therapies for Aphasia following Stroke

Seung Don Yoo, M.D., Ph.D.
Department of Physical Medicine and Rebabilitation, Kyung Hee University Postgraduate College of Medicine

Aphasia is defined as “the loss of ability to communicate orally, through signs, or in writing, or the
inability to understand such communications; the loss of language usage ability.” Aphasia is present
in 21~38% of acute stroke patients and is associated with high morbidity, mortality and expenditure.
The evidence based challenges was described that occurred when carrying out systematic reviews of
language therapy for aphasia following stroke. Language therapy in treating aphasia is efficacious when
provided intensely for the first 3 months. There is strong evidence that computer-based aphasia therapy
results in improved language skills. Constraint induced language therapy can result in improved language
function and everyday communication in chronic aphasics. Treatment with rTMS may be associated
with improved naming performance in patients with non-fluent, chronic aphasia. But, further investigation
is required. Several placebo-controlled trials suggest that piracetam is effective in recovery from aphasia
when started soon after the stroke. Drugs acting on catecholamine systems (d-amphetamine) have shown
varying degrees of efficacy when combined with language therapy. Data from single-case studies, case
series and an open-label study suggest that donepezil may have beneficial effects on chronic poststroke
aphasia. Preliminary evidence suggests that donepezil is well tolerated and its efficacy is maintained
in the long term. Significant language and communication gains have been demonstrated following the
use of memantine in conjunction with constraint-induced language therapy. (Brain & NeuroRehabilitation
2010; 3: 27-33)
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Table 1. Efficacy of Aphasia Therapy Following Stroke
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Study PEDro score N Intensity of therapy Result
Lincoln et al. 1994 6 327 2, 1-hour sessions per week for 34 weeks -
Wertz et al. 1986 6 121 8 to 10 hours a week for 12 weeks +
Hartman 1987 6 60 2 times a week for 6 months —
David et al. 1982 5 155 30 hours over 15 to 20 weeks —
Shewan et al. 1984 5 100 3, 1-hour session a week for 1 year +
Marshall et al. 1989 5 121 8 to 10 hours a week for 12 weeks +
Prins et al. 1989 5 32 2 sessions a week for 5 months —
Meikle et al. 1979 4 31 Minimum 3 and maximum 5 sessions/week for 45 minutes —
Brindley et al. 1989 4 10 5 hours over 5 days a week for 12 weeks +
Hinckley & Carr 2005 No score 13 25 hours/week vs. 4 hours/week —
Bakheit et al. 2007 8 97 4 hrs/week vs. 2 hrs/week (over 12 weeks) —
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Table 2. Constraint Induced Therapy for Aphasia
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Study Methods

Treatment schedule

Outcome

Mabher et al.,
2006 (CILT)

11 patients were assigned to receive either
CILT or PACE (promoting aphasic com-
municative effectiveness) therapy. PACE
participants were encouraged to communi-
cate using any or all modalities available to
them (gesturing, writing etc.) whereas CILT
participants were restricting to verbal pro-
duction only.

28 patients with chronic aphasia (>12
months post onset following stroke) parti-
cipated in intensive speech and language
therapy. Training techniques included intense
use of language together with restraint of
non-verbal methods of communication.

27 patients with chronic aphasia were assigned
to receive either constraint induced therapy
(CIAT, n=12) or constraint induced therapy
“plus” (CIATplus, n=15).

Meinzer et al.,
2004 (CILT)

Meinzer et al.,
2005 (CILT)

Pulvermuller et al., 17 patients with language impairment due to
2001 (CILT and a single stroke affecting the left middle
Intensity), RCT  cerebral artery with no severe perceptual or

cognitive deficits were randomized to either
treatment or control groups.

All participants
3-hr sessions
4 sessions/wk
2 wks; 24 hr

treatment session
length 3~5 wks

There was a higher incidence of severe apraxia of

speech impairment in the PACE group. Both
groups demonstrated significant change on the
WAB AQ over the course of therapy (p=0.004).
subjective analysis revealed qualitative differences
in favor of the CILT group.

All participants 3  Following training, performance increased on the
hr/day for 10
days; 2 wks; 30 hr

Aachen Aphasia Test (AAT) (p<0.0001) and
TokenTest (p<<0.0001). 25/28 patients improved
on at least one AAT subtest.

All participants 3  Participants in both training groups demonstrated
hr/day for 10
days; 2 wks; 30 hr

significant improvements on the AAT and all
subtests (p<0.0001 & p<0.001 respectively)
Communication effectiveness, assessed by patient
relatives, was significantly improved for both
groups. Relatives of patients in the CIATplus
group reported further improvements at the 6-
month follow-up.

CIAT group Patients in the CI group demonstrated significant
3 hr/day for 10 improvement on 3 of the 4 components of
days; 2 wks Aachen Aphasia Test scores while patients in the
Conventional control group did not demonstrated significant

improvement. Patients in the CI group had
significantly higher Communicative Activity Log
scores of communication of everyday life
compared to patients in the control group.
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Fig. 1. Decrease of MEG delta dipole density (DDD) in perilesional areas in a representative patient before (left panel) and after (right
panel) intensive language training. The center panel shows the lesion (MRI).
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