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INTRODUCTION

Infestation delusion (ID) is a rare psychiatric con-
dition in which the patient has the conviction of being
infested without any medical/microbiological evidence
(Davis et al. 2016, Flann et al. 2010, De Berardis et al.
2013, Fowler et al. 2019).

In ID, misinterpretation of normal cutaneous sense-
tions usually occurs, for which the patient develops
delusional interpretations (Davis et al. 2016). ID can be
differentiated in primary, arising spontaneously, or se-
condary to medical or psychiatric disorders (Fowler et
al. 2019). Despite the lack of descriptions, the associa-
tion of psychosis in Parkinson's disease (PD) is not
uncommon, as it can arise spontaneously, in elderly
patients, in dementia or related with antiparkinsonian
medications, especially at high doses (Davis et al.
2016, Flann et al. 2010).

In primary ID, antipsychotics are the baseline of
treatment, while in secondary ID, management requires
treatment of the underlying condition, and commonly
adjunctive use of antipsychotics (Flann et al. 2010). The
treatment dilemma in drug-induced ID is that withdrawal
of antiparkinsonian medication relieves the psychotic
side-effects but worsens the movement disorder, and
antipsychotics have the potential to block striatal dopa-
mine receptors. Eliminating other triggering factors
should be the first step, and then discontinuation/ reduc-
tion of antiparkinsonian medication is required, choosing
a drug with a low psychosis-inducing profile and the
greatest antiparkinsonian activity. If insufficient or if
motor symptoms get worse, an atypical antipsychotic is
recommended (Davis et al. 2016, Flann et al. 2010).

Clozapine is the only recommended, however, que-
tiapine is often tried first, due to better tolerability. Both
have the least extrapyramidal side effects (Davis et al.
2016, Kolle et al. 2010).

We intend to acknowledge readers to psychotic
symptoms in PD and to emphasize the management
strategies in patients refractory to first-line therapy.

CASE REPORT

We report the case of a 63-year-old patient with
history of depression and idiopathic PD, 4 years since
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the diagnosis, and treated with levodopa 300 mg/day.
One year after PD diagnosis, and right after the intro-
duction of pramipexole, she developed symptoms of ID.
Pramipexole was than suspended and olanzapine 7.5 mg
was started. Three months later, due to maintenance of
symptoms, a switch to quetiapine was attempted, with
marginal improvement and full relapse thereafter. Two
years after, with symptoms persistence, she started
feeling snake movements in her abdomen, accompanied
by anhedonia and clinophilia.

She was admitted to a psychiatric ward. On exami-
nation, she had mild bradykinesia, hypomimia, decree-
sed blinking, predominantly left-sided resting tremor
and rigidity. Depressive mood, hypophonic speech, slow
thinking, delusional ideas of infestation with mystical
ideas; perceptual distortion of normal skin pigmen-
tations; delusional interpretations and somatic/tactile
hallucinations, generalized pain and sting with signifi-
cant emotional impact, and passive thoughts of death
and partial insight. Laboratory evaluation and brain
computed tomography showed no abnormalities.

Firstly, quetiapine was titrated up to 650 mg id and
due to reported cases of success, therapy with loraze-
pam was also associated. Rivastigmine was introduced
as well and titrated to 13.3 mg/24h. Due to treatment
resistance, a switch was conducted from quetiapine to
300 mg/day clozapine. Without any symptom remission,
levodopa reduction was tried, unsuccessfully, and with
worsening motor function. Given the pharmacological
resistance, she started Electroconvulsive Therapy (ECT).
After 9 treatments, there was almost complete remission
of psychotic and affective symptoms. There were
improvements at the motor level and the patient herself
recognized a return to premorbid functioning. She main-
tained an outpatient follow-up schedule of ECT and the
remaining therapeutics already in place.

DISCUSSION

The pathophysiology of ID is unknown. A decree-
sed striatal dopamine transporter functioning leading
to increased extracellular levels and hyperactivity of
dopamine systems, may be its neurobiological back-
ground. It has been reported arising during treatment
with dopamine agonists or substances influencing
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dopamine transporter. In situations of dopamine dys-
regulation like PD, normal stimuli may be perceived
with aberrant intensity.

Reported cases of ID in PD, occurred secondarily to
pergolide, pramipexole, trihexyphenidyl, armodafinil
and introduction/titration of ropinirole (Flann et al.
2010). In most cases, complete resolution is obtained
with discontinuation of such drug and dose reduction is
ineffective (Flann et al. 2010). For persistent ID, treat-
ment include benzodiazepine trial (Davis et al. 2016)
and even cholinesterase inhibitors, that have mild effect
on psychosis features of PD (Zahodne & Fernandez
2008, Panchal & Ondo 2018).

In this case, the onset of psychotic symptoms oc-
curred during the clinical phase of PD, after exposure to
pramipexole. The patient presented with delusional ideas
of infestation, delusional interpretations and tactile-soma-
tic hallucinations, with significant emotional impact. After
pramipexole withdrawal, there was maintenance and
posterior worsening of symptoms. She was diagnosed
with ID in the context of an organic psychosis related to
PD, and a secondary major depressive disorder relapse.

Given the pharmacological resistance and symptom
severity the patient started treatment with ECT. As far as
we know ECT has never been described in patients with
ID associated with PD, however good results were
achieved in each of these conditions alone.

In PD psychosis treated with ECT, patients showed
improvement in motor and psychotic symptoms without
important adverse effects (Zahodne & Fernandez 2008,
Calderon-Fajardo et al. 2015, Nishioka et al. 2014),
such as our patient.

CONCLUSION

Treatment of ID in the context of PD usually in-
cludes the elimination of triggering factors, disconti-
nuation/reduction of antiparkinsonian medication and
the use of atypical antipsychotics. With this work, we
intend to reinforce the idea that in refractory cases of
ID in the context of PD, ECT seems to be an effective
option, with no major adverse effects, and with good
results in association with clozapine (Factor et al.
1995).
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