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Tardive dyskinesia (TD): 
a hyperkinetic movement disorder resulting from long-term 
use of dopamine receptor-blocking agents (DRAs)
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FDA-approved treatments recommended 
by the APA for patients with moderate 
to severe or disabling TD, associated 
with antipsychotic therapy:c,d,17,21,22

VMAT2 inhibitors can be administered without 
requirement for DRA withdrawal21,22

AIMS, Abnormal Involuntary Movement Scale; APA, American Psychiatric Association; FDA, Food and Drug Administration; VMAT2, vesicular monoamine transporter 2
aIn 2016 data. bCurrent treatment strategies; cStrength of guideline statement and supporting evidence = 1B; 1 indicates confidence that the benefits of the intervention clearly outweigh harms (recommendation); B indicates 
moderate confidence that the evidence reflects the true e�ect; dDeutetrabenazine is contraindicated in patients with hepatic impairment, and those taking reserpine, monoamine oxidase inhibitors, tetrabenazine or 
valbenazine. Use in pregnancy may cause fetal harm (based on animal data). Please consult full prescribing information before use.

6Withdrawal of DRAs often does not resolve TD19 5

Can lead to a relapse of 
the underlying condition19

Dose should be tapered slowly 
if withdrawal is necessary19

Can exacerbate or 
trigger onset of TD19 

TD typically emerges after long-term exposure to DRAs1–31

Including:1

• Typical and atypical 
antipsychotics for 
psychiatric conditions

• Certain drugs used to 
treat gastrointestinal 
conditions

 of continuous
use2,3
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TD can a�ect the face, mouth, tongue, trunk and extremities9,103

Classically presents 
as oral-buccal-lingual 
movements but can 
a�ect any part of 
the body9,10

Shoulder 
shrugging

Jerky limb 
movements

Symptoms can include:9,10

Wiggling, twisting, 
or tapping of the 
hands and feet

Changes 
in gait

Di�culty breathing, 
swallowing, or 

speaking

Rapid eye 
blinking

All patients receiving DRAs are at risk for TD5,62

AtypicalbTypicalb

Prevalence is higher among:5

• Patients using typical vs atypical antipsychotics
• Typical-treated vs typical-naïve patients using 

atypical antipsychotics

~2%
spontaneous remission rate20 

Di�erential diagnosis of TD can be challenging14,184

Key Steps

Resulting from:4

• Long-term blockade of D2 receptors in 
the nigrostriatal dopamine pathway 

  D2 receptor upregulation
  Net striatal output of 

  “Go” in motor pathways

Movements can:
• Range from mild to severe10.11

• Worsen with stress, anxiety 
or di�erent activities10,11

• Cause embarrassment and 
social withdrawal12,13 

• Negatively impact daily 
functioning12,13 

• A�ect patient’s quality of 
life regardless of severity12

In the United States, 
TD a�ects 

>500,000 
patientsa,6

Risk factors include:7

• Older age
• Diagnosis of schizophrenia
• Higher antipsychotic dose
• History of extrapyramidal symptoms 

or other movement disorders

30.0% 20.7%

Atypical + no prior 
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1 in 4 (25.3%) 
patients on antipsychotics 

develop TD2
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Di�erential diagnosis

Diagnosis according to DSM-5TM,3

• DRA use for at least a few months
• Involuntary athetoid and choreiform movements lasting >4–8 weeks

• Symptoms are easily mistaken for 
other movement disorders14,15

Screening of all patients using DRAs at every clinical encounter16,17

• Assessment with a structured instrument, such as AIMS16–18

• Misdiagnosis may lead to improper 
treatment, e.g. anticholinergic 
treatments (benztropine) for 
drug-induced Parkinsonism can 
exacerbate TD

Rabbit syndrome
Drug-induced Parkinsonism
Lithium-induced tremor
Spontaneous dyskinesia
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• Most patients with serious psychiatric 
conditions are exposed to a broad variety 
of antipsychotics during their lifetime5

• Rising antipsychotic drug use is 
exposing more patients to the risk 
of developing TD6,8

Tongue 
protrusion


