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Abstract 
 
Tardive dyskinesia is a drug emergent 

side effect associated with long-term expo-
sure to neuroleptics. Risperidone has lesser 
propensity to cause tardive movements. A 
67-year-old male presented with tardive 
symptoms. He had oromasticatory and limb 
movements. He was started on 2 mg of 
risperidone for agitation and behavioral dis-
turbance 4 years ago. He also developed 
cognitive decline over the years. Clinician 
must be aware of the possibility of tardive 
movements with risperidone and the need 
for frequent evaluation of cognitive func-
tion in any elderly male. 

 
 

Introduction 
 
Tardive dyskinesia (TD) is a broad term 

that includes choreiform, myoclonic and 
athetoid movements. These movements 
make their appearance only late in the course 
of antipsychotic treatment. The commonest 
site is around the mouth and tongue. The 
tongue protrudes, twists along with chewing 
and twisting like movements. Nearly 10-20 
percentage of the patients given antipsy-
chotics for more than a year can develop tar-
dive dyskinesias and the incidence is very 
high in the elderly group.1 Previous studies 
by Correll and Schenk proved that preva-
lence of tardive dyskinesia was higher in 
patients using first generation rather than 
second generation antipsychotics.2 

Incidence of TD in patients over the age 
of 45 years has been reported as 15-30% 
after 1 year of treatment with a prevalence 
rate of up to 50-60%.3 The pathophysiology 
behind these movements are the dopamine-
receptor super sensitivity hypothesis which 
posits that prolonged dopamine-receptor 
blockade results in increased sensitivity of 
post-synaptic receptors.4 Tardive movements 
can result in intolerable pain, disability, 

depression and suicide. Even milder move-
ments can result in significant depression for 
the individual, hence, requires immediate 
attention.4 A previous study has showed an 
annual incidence 2.6% of emergent persist-
ent tardive dyskinesia in the elderly patients 
with dementia on risperidone. Whereas the 
incidence with conventional antipsychotics 
was found to be around 25%.5 

 
 

Case Report 
 
A 67-year-old male got admitted in the 

Intensive Care Unit with elevated blood 
sugar levels and was diagnosed as a case of 
diabetic ketoacidosis. His family members 
reported the physician that he was already 
on antipsychotics and hence a psychiatry 
call over was given. On detailed psychi-
atric history taking, it was revealed that he 
had restlessness, wandering behavior at 
night, sleep initiation difficulties four 
years ago which was gradual in onset and 
progressive in nature. He was started on 
tablet risperidone 2 mg and tri-
hexyphenidyl 2 mg by a psychiatrist. After 
a span of one month, the family members 
noted that he had adequate sleep and his 
wandering episodes reduced. He continued 
to take risperidone, but he slowly started to 
have forgetfulness and way finding diffi-
culty. He would not be able to recognize 
the family members, would not remember 
the dates, month and year. His language 
skills also deteriorated, and he would be 
keeping on repeating the same words again 
and again. At times he would also utter 
meaningless words. He also had difficul-
ties in forming a meaningful sentence or 
phrase. His communication with the fami-
ly members also gradually reduced. He did 
not have any abnormal movements, incon-
tinence or aggressive behavior. At times he 
would be keeping on talking to himself. He 
was not on a regular follow up with the 
psychiatrist. But on all his consultations he 
was advised to continue the tablet risperi-
done and trihexyphenidyl. 

His last psychiatric consultation was 
before six months for his worsening aggres-
sive behavior and wandering. His risperi-
done dose was increased to 4mg. Four weeks 
after the increase in dosage, his family mem-
bers noted that he started to have repeated 
head nodding like movements and had twist-
ing movements of his hands and legs. While 
he was walking, it appeared as if he was 
dancing. He had tremulousness in both 
hands. He would be rotating his head while 
talking. His speech also became very slurred. 
All those symptoms were very much dis-
abling for him. But neurologist or psychia-

trist consultation was not sought as the fami-
ly members attributed all these symptoms to 
be a part of his ongoing mental issues. 

His appetite began to decrease. He was 
a known case of diabetes mellitus on oral 
hypoglycemic drugs. One day prior to 
admission, he became unresponsive, so he 
was brought to the hospital. On admission, 
his blood sugar levels were found to be 388 
mg/dL. All other investigations like com-
plete blood count, liver function tests, thy-
roid function tests, urine routine examina-
tion, serum electrolytes were found to be 
normal. His renal function tests were found 
to be deranged. His blood urea was 67 and 
serum creatinine was 1.3. This was proba-
bly due to dehydration. He was found to be 
negative for viral markers like hepatitis B 
and C. Brain imaging (CT scan) showed 
atrophic changes and periventricular 
ischemic changes (Figure 1). 
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On examination, it was noted that he 
had lip smacking movements, tongue pro-
trusion on talking and orofacial movements. 
He was not oriented to time, place and per-

son. He had irrelevant talk. The following 
scales were administered: i) abnormal 
involuntary movements scale (AIMS)-29; 
ii) confusion assessment method for inten-

sive care unit 7 delirium severity scale-
score 7. 

A diagnosis of delirium not induced by 
alcohol or other psychoactive substances 

Case Report

Figure 1. Brain imaging (CT scan) showing atrophic changes and periventricular ischemic changes.
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was made in accordance with the 
International Classification of Diseases 
tenth edition (ICD-10). He was started on 
normal saline and insulin infusion for his 
altered blood glucose levels. His risperi-
done and trihexyphenidyl combination were 
stopped. He was started on tablet olanzap-
ine 5 mg, vitamin E capsules 400 mg per 
day in divided doses, tablet clonazepam 1 
mg at night for sleep and tablet baclofen 10 
mg at night. After five days, he became ori-
ented to time, place and person. Irrelevant 
talk reduced. Mini mental status examina-
tion was administered. His score was 20. 
According to ICD-10 criteria, a diagnosis of 
dementia in Alzheimer’s disease was made. 
The movements were diagnosed as medica-
tion induced movement disorder tardive 
dyskinesia as per the Diagnostic and 
Statistical Manual - Fifth Edition (DSM-5). 
He was started with tablet donepezil 2.5 mg 
along with the already prescribed medica-
tions for tardive dyskinesia. Tablet baclofen 
dose alone increased to 20 mg at discharge. 
A telephonic phone call was made after 15 
days of discharge. The family members 
reported that movements were under con-
trol, there was no disorientation. Also, irrel-
evant talk reduced. Family members were 
psycho educated about the need for regular 
follow ups and the role of medications in 
controlling the symptoms. 

Discussion 

Persons with diabetes mellitus are at 
higher risk for developing to tardive dyski-
nesia. Our patient had uncontrolled diabetes 
mellitus running for many years. This might 
be a major contributory factor for the devel-
opment of his abnormal movements.1 
Among antipsychotics, risperidone has 10-
20 times less risk for precipitating tardive 
dyskinesia.1 But our patient developed dys-
kinetic movements with tablet risperidone. 
Previous research have highlighted an inter-
esting point that ventricular enlargement on 
Computerized Tomography (CT) scan was 
found to be a risk factor.1 Our patient’s CT 
scan reports showed enlarged ventricles and 
diffuse cerebral atrophy in accordance with 
the previous study results. 

Gama amino butyric acid (GABA) 
hypothesis suggests that antipsychotics 
induced destruction of the GABA pathway 
resulted in TD.6 Hence GABA analogues 
like clonazepam is effective in the treatment 
of TD. Thaker et al. suggested that clon-
azepam and vitamin E could be used as a 
free radical scavenging agent in the treat-
ment.7 Our patient was treated with the 
same. Anticholinergic drugs worsen TD 

generally and improvement in TD severity 
ratings have been noted in up to 60% of 
patients withdrawn from anticholinergic 
agents.4 Baclofen was found to be effective 
in our patient. Clinical trials have suggested 
that gingko biloba in doses up to 240 mg is 
effective in controlling the tardive move-
ments.6 Gingko biloba was initiated in our 
patient in view of the abnormal movements 
as well as for the underlying cognitive 
decline. Risk factors highlighted by previ-
ous studies which were found in our patient 
were being elderly, long term exposure to 
antipsychotic agents, diabetes mellitus and 
cognitive disturbances.8 Few recommenda-
tions by Thakur et al. for early detection are 
that critical, objective indications to be fol-
lowed for prescribing antipsychotics.9 

During our patient’s first psychiatric con-
sultation 4 years back, he was started on 
tablet risperidone for his abnormal behav-
iors.9 Long term use of antipsychotic agents 
to be avoided especially in the elderly 
group,9 but tablet risperidone was continued 
for years together in our patient. Regular 
screening and specific assessments to be 
done for early tardive dyskinesia.9 Since the 
patient was on irregular follow up, this 
could have been missed.  

Many previous studies have highlighted 
the role of risperidone in ameliorating the 
tardive movements. One study proved that 
risperidone 6 mg/day was found to be effec-
tive in controlling the tardive movements 
rather than stopping the antipsychotics.10 

Previous studies suggests that risperidone 
has antidyskinetic properties in the dose 
range of 6-16 mg/day particularly in bucco-
linguo-masticatory syndrome,11 but our 
patient developed abnormal movements at a 
dose of 4 mg. A randomized controlled trial 
showed that risperidone significantly 
reduced the tardive movements in a 12 week 
trial. Mean reduction of AIMS score was 5.5 
with risperidone and was 1.1 with placebo.12 
Though many previous studies have high-
lighted the anti-dyskinetic properties of 
risperidone, our patient developed abnormal 
movements with risperidone only and is a 
fascinating point about this case report. 

Research suggests that psychotic fea-
tures are associated with prodromal or mild 
cognitive impairment stage of the neurode-
generative spectrum of diseases.13 Gerritsen 
et al. highlighted the role of challenging 
behaviors in the diagnosis of psychosis in 
patients with dementia. A specifier called 
agitation is included in the modified Jeste 
and Finkel criteria for diagnosing psychosis 
in major and mild neurocognitive disorders. 
Agitation is when there is evidence, from 
history or examination, of prominent agita-
tion with or without physical or verbal 
aggression.14 In our patient, the initial pre-

senting symptom was a prominent agitation 
with a sleep disturbance which masked the 
underlying ongoing cognitive decline. 
Motoric cognitive risk syndrome states that 
slow gait and cognitive complaints can 
serve as a predictor for the ongoing cogni-
tive decline.15 But in our case the abnormal 
movements masking the gait hampered the 
recognition of the underlying cognitive 
decline. This is an important finding of our 
report and highlights the need for frequent 
assessment of cognitive functions in any 
elderly patient presenting with psychosis or 
agitation. 

Conclusions 

Tardive dyskinesia resolves sponta-
neously in most of the cases. Reintroduction 
of higher doses of neuroleptics to reverse 
the movements has to be avoided. This 
might result only in temporary relief but 
returns the original pathogenesis and wors-
ens the ultimate disability. I would under-
line the importance of a more frequent fol-
low-up in comorbid subjects treated with 
antipsychotics. 

References 

  1. Henderson M, Millers JDC.
Movements disorders in organic psychi-
atry a textbook of neuropsychiatry.
Fourth Edition. West Sussex: Wiley-
Blackwell Publishers; 2009. pp.747-8.

2. Correll CU, Schenk EM. Tardive dyski-
nesia and new antipsychotics. Curr
Opin Psychiat 2008:21:151-6.

3. Jeste DV. Tardive dyskinesia in older
patients. J Clin Psychiat 2000:61:27-32.

 4. Caroff SN. Overcoming barriers to
effective management of tardive dyski-
nesia. Neuropsychiatr Dis Treat 2019;
15:785-94.

5. Jeste DV, Okamoto A, Napolitano J, et
al. Low incidence of persistent tardive
dyskinesia in elderly patients with
dementia treated with risperidone. Am J
Psychiat 2000;157:1150-5.

6. Goldberg RJ. Tardive dyskinesia in eld-
erly patients: an update. J Am Med Dir
Assoc 2003;4:S33-42.

7. Aquino CCH, Lang AE. Parkinsonism.
Relat Disord 2014;S113-7.

 8. Jankelowitz SK. Treatment of neu-
rolept-induced tardive dyskinesia.
Neuropsychiatr Dis Treat 2013;9:
1371-80.

 9. Thaker GK, Nguyen JA, et al.
Clonazepam treatment of tardive : a

Case Report

Non
-co

mmerc
ial

 us
e o

nly



[Geriatric Care 2022; 8:10818] [page 55]

practical GABA mimetic strategy. Am J 
Psychiatry 1990;147:445-51. 

10. Bai YM, Yu SC, Lin CC. Risperidone
for severe tardive dyskinesia: a 12-week 
randomized, double-blind, placebo-
controlled study. J Clin Psychiat 2003;
64:1342-8.

11. Kumar S, Malone DM. Risperidone
implicated in the onset of tardive dyski-
nesia in a young woman. Postgrad Med
J 2000;76:316-7.

12. Tandon R. Risperidone improves severe
tardive dyskinesia in people with schiz-
ophrenia. Evid Based Ment Health
2004;7:83.

13 Ismail Z, Creese B, Aarsland D, et al. 
Psychosis in Alzheimer disease - 
mechanisms, genetics and therapeutic 
opportunities. Nat Rev Neurol 2022; 
18:131-44. 

14. Cummings J, Pinto L, Cruz M, et al.
Criteria for psychosis in major and mild

neurocognitive disorders: International 
Psychogeriatric Association (IPA) 
Consensus Clinical and Research 
Definition. Am J Geriatr Psychiatry 
2020;28:1256-69. 

15. Meiner Z, Ayers E, Verghese J. Motoric
cognitive risk syndrome: a risk factor
for cognitive impairment and dementia
in different populations. Ann Geriatr
Med Res 2020;24:3-14.

Case Report

Non
-co

mmerc
ial

 us
e o

nly




