


Appendix 7

Primary Speech Impairments
Speech problems are generally assigned to
three major categories:*

Articulatory inaccuracy:
imprecision of consonants, vowel distortions,
irregular articulatory breakdown

Prosodic excess:
slow speech rate, excessive and equalised

stress, phoneme prolongation

Phonatory-prosodic insufficiency:
harsh voice quality, monopitch,
monoloudness.

Treatment focuses mainly on the prosodic
difficulties. Problems with segmental
articulation are difficult to address, as it

is affected more by discoordination than
reduced range of articulatory movement.

In addition, articulatory breakdown is often
irregular and no particular phoneme groups
can be addressed in treatment.

In establishing appropriate treatment aims

for prosody, it is important to identify which
symptoms are due to the cerebellar pathology
and which are secondary to other problems,
such as poor posture affecting speech and
breathing.

Prominent treatment targets should include:
® Adequate respiratory support

® Optimum voice quality without vocal

misuse

® Optimum rate of speech for intelligibility
and naturalness
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® Strategic pause placement to aid
respiratory support and intelligibility

® Awareness of and improved control over

* stress production
* pitch variation

¢ loudness variation

In addition, an assessment of environmental
factors affecting communication should be
carried out. Measures known to maximise the
exchange of information between patients
and their conversational partners include:

® reducing background noise
® ensuring eye-contact and good lighting

® providing the listener with additional cues,
such as highlighting topic change

® educating listeners about the nature
of the patient’s speech problem and
how they might best be helped during

communication

Treatment techniques for the above
therapeutic aims are not distinct to ataxia and
can be sourced from a range of publications
on the treatment of dysarthria (such as
Yorkston et al. 1998).>3

If the patient’s speech production has
deteriorated to the degree that verbal
communication has become difficult,
supplementation with or full use of alternative
and augmentative communication (AAC) aids
(pen and paper, alphabet board, in severe
cases electronic tools such as the Lightwriter)
can be considered.
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There is evidence that early
treatment helps to maintain
functional communication

in patients with degenerative
disorders. It is therefore
important to refer patients to
SLT as early as possible, even
when they are not yet showing

signs of speech deterioration.

Secondary Problems

The above mentioned speech impairments
can result in a number of secondary
symptoms, particularly in pragmatic areas.
Such problems are seen in many patients with
speech difficulties and are not restricted to
ataxia. They can include a general withdrawal
from communication, characterised by

a reduction in the amount and variety

of contributions made to conversations.
Turntaking behaviour is also frequently
affected if the patient has difficulties initiating

speech. In addition, communication can be
negatively affected by listener attitudes or
inappropriate strategies to aid conversation,
such as completing utterances for the patient.
Such problems are best addressed jointly with
the patient and carer(s).

One should also be aware that depression

is known to affect cognitive and language
performance and linguistic functioning should
therefore be assessed if the patient presents
with a background of clinical depression.

If language problems are present, either

due to depression or general cognitive
decline, treatment will generally focus on
environmental issues such as carer education.
This will include raising awareness about the
types of problems experienced by the patient,
eg whether they have problems following
long and complex statements or difficulties
finding the right word. Strategies can be
proposed that aid communication, such

as breaking information down into smaller
chunks. Direct work with the patient would
also generally focus on raising awareness

of their own difficulties and how do deal
with these, such as asking for clarification
more often, or using circumlocution when

experiencing word-finding problems.
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