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Abstract

Parkinson’s disease  (PD) is known to have associated nonmotor manifestations including psychiatric symptoms such as depression and 
psychosis. Catatonia has been reported extremely rarely in patients of PD. The case described here is a rare example of catatonia in a patient 
with PD with psychosis. Treatment with electroconvulsive therapy (ECT) brought improvement in symptoms of both PD and catatonia. ECT 
appears to be an effective treatment option in patients of PD, especially with psychiatric manifestations.
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Introduction

Parkinson’s disease  (PD) is a neurological disorder due 
to degeneration of dopaminergic neurons in substantia 
nigra, manifesting as rigidity, bradykinesia, and tremors.[1] 
Nonmotor manifestations of PD include a range of symptoms 
such as autonomic dysfunction, cardiovascular instability, 
urinary dysfunction, gastrointestinal dysfunction, rapid 
eye movement sleep behavior disorder, and psychiatric 
symptoms. Most common psychiatric symptoms reported 
are depression, anxiety, apathy, and impulsivity. Psychotic 
symptoms in such patients are most commonly seen due 
to antiparkinsonian medications.[2] Catatonia, however, is 
a rare phenomenon in patients with PD. It is a disorder of 
psychomotor disturbance, characterized by stupor, catalepsy, 
waxy flexibility, mutism, negativism, agitation, and stereotypy. 

It is defined by the presence of three or more above‑mentioned 
features, associated with mental disorder or due to medical 
condition.[3] So far, only three cases of catatonia with PD 
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have been described [Table 1].[4‑6] Here, we describe a case 
of a patient with PD with psychosis who developed catatonia 
during inpatient care and responded to electroconvulsive 
therapy (ECT).

Case Report

A   55‑year‑old male  farmer from a rural background with 
no family history of medical or psychiatric illness had 
presented to a physician with complaints of insidious onset, 
progressive course of illness of 3 years’ duration, characterized 
by left‑sided pill rolling tremors, generalized rigidity, and 
slowness in movements. He was diagnosed of Idiopathic PD 
and was started on a combination of levodopa–carbidopa 
300  mg/day which was increased to 600  mg/day over a 
period of 1 year. He was also on pramipexole 2 mg/day and 
trihexyphenidyl (THP) 8 mg/day at the time of presentation. He 
was noted to have psychotic symptoms for the past 1 month, 
characterized by persecutory delusion, hallucinatory behavior, 
and agitation. The patient was admitted for the management of 
both motor symptoms of PD and psychotic symptoms. After 
onset of psychotic symptoms, he was taking treatment of PD 
irregularly. Neurological examination revealed unilateral 
tremors and generalized rigidity. He was started on quetiapine 
100 mg/day and increased till 300 mg/day for the management 
of psychotic symptoms and the rest of the medications were 
continued at the same doses. Two days following admission, 
he was noted to refuse food, water, and medicines and was 
actively resisting any attempts to feed him. On examination, 
he also had mutism, negativism, rigidity, and withdrawal 
with Bush–Francis Catatonia Rating Scale  (BFCRS) score 
of 13. A diagnosis of catatonia was made in the absence of 
fever and elevated white blood cell count. A trial of injection 
lorazepam 2 mg was given following which he started to talk 
and respond, though the rigidity and tremors persisted. In 
view of catatonia, other psychotic symptoms, and prominent 
symptoms of PD, ECT was considered as a treatment option 
because ECT is often a lifesaving treatment in catatonia and 
helps in the treatment of PD also. After taking informed consent 
and necessary investigations for administering anesthesia, 
modified bitemporal ECT was given on alternate days. He 
started to show improvement in food intake and speech output 
after the 2nd  ECT. There was also a reduction of tremors, 
rigidity, and psychotic symptoms following ECT. The patient 

continued to show further improvement till the 4th  ECT. 
After spacing out 5th and 6th ECTs, there was no worsening 
of symptoms of catatonia, and ECT was stopped. At the end 
of the 6th ECT, BFCRS score was 2 and there was complete 
relief in symptoms of psychosis and PD. The dose of THP 
was subsequently reduced to 4  mg/day. He was continued 
on 600  mg of levodopa–carbidopa combination, 2  mg of 
pramipexole, and 400 mg of quetiapine. He is under regular 
follow‑up and doing well for the last 6 months.

Discussion

Catatonia is fairly common in background of psychotic and 
mood disorders, but in patients of PD, it is a rare manifestation. 
In one such study, it was found that 9.45% of indoor patients 
of severe mental disorders  (psychosis, bipolar disorder, 
and depression) had catatonia.[7] The mechanism behind 
catatonia is poorly understood. However, abnormalities 
in gamma‑aminobutyric acid  (GABA)‑ergic system have 
been implicated in catatonia, especially the involvement of 
GABA‑A receptors. Response to lorazepam has further added 
to the evidence for the same. Further studies have also noted 
that there may be a secondary involvement of glutamatergic 
system, based on the response to amantadine in those whose 
symptoms were refractory to lorazepam. Severe blockade in 
dopamine has also been proposed.[8]

Till date, only three cases have been reported where 
a   patient  diagnosed with PD presented with catatonia and 
treated with ECT [Table 1].[4‑6] In the first case, the patient 
developed catatonia after withdrawal of antiparkinsonian 
medications due to the development of psychotic symptoms. 
ECT was initiated and she showed a good response to the 
same.[4] In the second case, the patient developed catatonia after 
altering the dose of anti‑PD medication due to the development 
of psychotic symptoms which were thought to be drug induced. 
Since there was a partial improvement in symptoms after 
increasing the dose of levodopa, ECT was started to which 
the patient responded well.[5] Third case report discusses about 
a   patient   with PD who developed psychosis followed by 
recurrent episodes of catatonia who showed short‑lived, but 
marked response to administration of lorazepam. Hence, she 
was started on ECT to which she responded well, but continued 
to exhibit residual catatonic symptoms. However, her food 

Table 1: Clinical profile of cases of Parkinson’s disease with catatonia and response to electroconvulsive therapy

Author, year Age, sex Diagnosis Medications ECT sessions Response
Suzuki et al., 2006[4] 62 years, 

female
PD with psychosis 
and catatonia

Levodopa–carbidopa 600 mg/day, 
cabergoline 4 mg/day, selegiline 10 
mg/day, and zonisamide 100 mg/day

12 Improvement in 
symptoms of PD, 
psychosis, and catatonia

Kamigaichi et al., 2009[5] 75 years, 
female

PD with psychosis 
and catatonia

Levodopa‑carbidopa 400 mg/
day, pramipexole 3 mg/day, and 
entacapone 700 mg/day

2 Improvement in 
symptoms of PD, 
psychosis, and catatonia

Poyraz et al., 2016[6] 80 years, 
female

PD with psychosis 
and recurrent 
catatonia

Levodopa/benserazide 800/200 mg/
day, memantine 20 mg/day, and 
pramipexol 4 mg/day

6 Residual symptoms of 
catatonia persisted

PD=Parkinson’s disease, ECT=Electroconvulsive therapy
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intake had improved, and with addition of amantadine along 
with PD medications, the patient showed marked improvement 
and was discharged.[6]

In index case and all the three cases discussed above, patients 
of PD developed catatonia after onset of psychotic symptoms. 
Hence, it is difficult to judge whether catatonia manifested 
due to psychosis or due to underlying PD. A trial of lorazepam 
was not effective and hence ECT was considered for   the 
present case. ECT was effective and he continued to maintain 
the response. ECT is a well‑established treatment modality 
for catatonia. It is often a lifesaving procedure. Response to 
ECT in patients with catatonia is generally good, with nearly 
85% response rate. Patients show a rapid response with only 
a few sessions. However, it is less responsive if catatonia is 
of organic origin, requiring exploration of other treatment 
options.[9]

There are several cases where ECT has been found to be useful 
in patients with PD, though the exact mechanism is not clearly 
understood. It is hypothesized that ECT improves dopaminergic 
transmission and hence alleviates motor symptoms of PD.[10] 
There are several case reports and series where ECT has been 
shown to be efficacious in the management of both motor 
and psychiatric symptoms of PD.[10,11] However, ECT is not 
regularly used probably because of lack of knowledge of the 
same. In the index case, the patient showed improvement in 
both catatonic symptoms and motor symptoms of PD. Hence, 
ECT can be considered as a safe treatment option in patients 
with PD and comorbid psychiatric illness.
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Abstract

Saccadic intrusions such as opsoclonus and ocular flutter are often due to a paraneoplastic or a parainfectious condition. Toxins/drugs 
may rarely cause them. Herein, we report a rare case of ocular flutter/opsoclonus due to phencyclidine (PCP) toxicity. Our patient is 
a 21‑year‑old male who presented with a 3‑day history of headache, generalized ill health, and aggressive behavior. He was admitted 
with reduced level of consciousness following generalized seizures. He had features of sympathetic overactivity with ocular flutter and 
opsoclonus. Urine toxicology was positive for PCP. Despite supportive care, he succumbed to complications of rhabdomyolysis. Several 
drugs including cocaine, phenytoin, lithium, and amitriptyline are known to cause ocular flutter/opsoclonus rarely. It is poorly described 
with PCP. This case highlights PCP as a rare cause of toxin‑induced saccadic intrusions and attempts to postulate its pathogenesis. 
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