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25%~30% after an average of 1 year’s cumulative exposure to neuroleptic medication.
Prevalence also varies depending on setting, with Tardive Dyskinesia tending to be
more common among inpatients {especially chronically institutionalized individu-
als). Variations in reported prevalence may be due to a lack of consistency in the def-
iniion of caseness, neuroleptic prescribing practices, study design, and the
demographics of the population being studied.

There is no obvious gender difference in the susceptlbﬂlty to Tardive Dyskinesia,
although the risk may be somewhat greater in postimenopausal women. Greater cu-
mulative amounts of typical neuroleptics and early development of extrapyramidal
side effects are two of the most consistent risk factors for Tardive Dyskinesia. Mood
Disorders (especially Major Depressive Disorder), neurological conditions, and Alco-
hol Dependence have also been found to be risk factors'in some groups of individu-
als. There is growing evidence that the newer atypical neuroleptics are associated
with a much lower incidence of Tardive Dyskinesia than the typical neuroleptics.

Onset may occur at any age and is almost always insidious. The signs are typically
minimal to mild at onset and escape notice except by a keen observer. In a majority
of cases, Tardive Dyskinesia is mild and is primarily a cosmetic problem. In severe
cases, however, it may be associated with general medical complications {e.g., ulcers
in cheeks and tongue; loss of teeth; macroglossia; difficulty in walking, swallowing,
or breathing; muffled speech; weight loss; depression; and suicidal ideation). If the in-
dividual with Tardive Dyskinesia remains off neurcleptic medication, the dyskinesia
remits within 3 months in one-third of the cases and remits by 12-18 months in more
than 50% of cases, although these percentages are lower in older persons. When indi-
viduals receiving neuroleptic medication are assessed periodically, Tardive Dyskine-
sia is found to be stable over time in about one-half, to worsen in one-quarter, and to
improve in the rest. Younger individuals generally tend to improve more readily; in
older individuals there is a greater likelihood that Tardive Dyskinesia may become
more severe or more generalized with continued neuroleptic use. When neuroleptic
medications are discontinued, it is estimated that 5%-40% of all cases remit and be-
tween 50% and 90% of mild cases remit.

Differential Diagnosis

Dyskinesia that emerges during neuroleptic withdrawal may remit with continued
withdrawal from neuroleptic medication. If the dyskinesia persists for at least 4 weeks,
a diagnosis of Tardive Dyskinesia may be warranted. Neuroleptic-Induced Tardive
Dyskinesia must be distinguished from other causes of orofacial and body dyskine-
sia. These conditions include Huntington’s disease; Wilson's disease; Sydenham’s
(rheumatic) chorea; systemic lupus erythematosus; thyrotoxicosis; heavy metal poi-
soning; ill-fitting dentures; dyskinesia due to other medications such as L-dopa,
bromocriptine, or amantadine; and spontaneous dyskinesias. Factors that may be
helpful in making the distinction are evidence that the symptoms preceded the expo-
sure to the neuroleptic medication or that other focal neurological signs are present.
It should be noted that other movement disorders may coexist with Neuroleptic-
Induced Tardive Dyskinesia. Because spontaneous dyskinesia can occur in more than
5% of individuals and is also more common in elderly persons, it may be difficult to
prove that neuroleptic medications produced Tardive Dyskinesia in a given individ-
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ual. Neuroleptic-Induced Tardive Dyskinesia must be distinguished from symptoms
that are due to a neuroleptic-induced acute movement disorder (e.g., Neuroleptic-
Induced Acute Dystonia or Neuroleptic-Induced Acute Akathisia). Neuroleptic-
Induced Acute Dystonia develops within 7 days and Neuroleptic-Induced Acute
Akathisia develops within 4 weeks of initiating or increasing the dose of a neuroleptic
medication {or reducing the dose of a medication used to treat acute extrapyramidal
symptoms). Neuroleptic-Induced Tardive Dyskinesia, on the other hand, develops
~ during exposure to {(or withdrawal from} neuroleptic medication in individuals with
a history of neuroleptic use for at least 3 months {or 1 month in middle-age and eld-
- erly persons). '

Research criteria for
333.82 Neuroleptic-Induced Tardive Dyskinesia

A. Involuntary movements of the tongue, jaw, trunk, or extremities have developed in
association with the use of neuroleptic medication.

B. The involuntary movements are present over a period of at least 4 weeks and occur
in any of the following patterns:

(1) choreiform movements (i.e., rapid, jerky, nonrepetitive)
(2) athetoid movements (i.e., slow, sinuous, continual)
(3} rhythmic movements (i.e., sterectypies}

C. The signs or symptoms in Criteria A and B develop during exposure to a neuroleptic
medication or within 4 weeks of withdrawal from an oral (or within 8 weeks of with-
drawal from a depot} neuroleptic medication.

D. There has been exposure to neuroleptic medication for at least 3 months (1 month if
age 860 years or older).

E. The symptoms are not due to a neurological or general medical condition (e.g., Hun-
tington’s disease, Sydenham’s chorea, spontaneous dyskinesia, hyperthyroidism, Wil-
son's disease), ill-fitting dentures, or exposure to other medications that cause acute
reversible dyskinesia {e.g., L-dopa, bromocriptine). Evidence that the symptoms are
due to one of these etiologies might include the following: the symptoms precede
the exposure to the neuroleptic medication or unexplained focal neurological signs
are present.

F. The symptoms are not better accounted for by a neuroleptic-induced acute move-
ment disorder {e.g., Neuroleptic-induced Acute Dystonia, Neuroleptic-induced Acute
Akathisia). .
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