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ABS TRACT
Our aim was to describe a patient with psychogenic movement disorder   (PMD)
who presented with tremor dominant involuntary movements, as well as to
emphasize the clinical features important for establishing a correct diagnosis. A
48-year-old man presented to our outpatient neurology clinic with gait and
speech disturbance. He had jerky, tremor-like involuntary movements occurring
during gait, voluntary movements and/or at rest. The involuntary movements of
the patient, who benefited from risperidone treatment and supportive interviews,
substantially disappeared. Since PMDs are complex disorders,  a multidisciplinary
approach with  cooperation of neurologistand psychiatrist is needed for proper
diagnoses and treatment. (Arc hi ves of Neu ropsy chi atry 2012; 49: 235-237)
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ÖZET 
Bu yazıda, baskın tremor kliniği ile karşımıza çıkan bir psikojenik hareket
bozukluğu (PHB) olgusunun tartışılması ve doğru tanı koymamıza yardımcı
olacak klinik ipuçlarının vurgulanması amaçlanmıştır.  Kırk sekiz yaşında erkek
hasta yürüyüş ve konuşma bozukluğu ile nöroloji polikliniğimize başvurdu.
Yürüyüş, istemli hareket ve dinlenme sırasında ortaya çıkabilen sıçrayıcı, tremor
benzeri istemsiz hareketleri mevcuttu. İzlem sürecinde hastada yapay bozukluk
tanısı düşünüldü ve PHB olarak değerlendirildi. Risperidon tedavisi ve
destekleyici görüşmelerden anlamlı yarar gören hastanın istemsiz
hareketlerinin kaybolduğu görüldü. PHB kompleks bir bozukluktur. Doğru tanı
koyarak uygun tedaviyi belirlemek için nöroloji ve psikiyatri uzmanlarının sıkı
işbirliği ile birlikte, multidisipliner bir yaklaşım ve sık izlem gereklidir.
(Nöropsikiyatri Arşivi 2012; 49: 235-237)
Anah tar ke li me ler: İstemsiz hareketler, yürüyüş bozukluğu, yapay bozukluk,
pskojenik hareket bozukluğu.

Çıkar çatışması: Yazarlar bu makale ile ilgili olarak herhangi bir çıkar çatışması
bildirmemişlerdir.

DOI: 10.4274/Npa.y          6011

Introduction

Psychogenic movement disorders (PMDs) can be described as
disorders due to somatoform, factitious disorders, and malingering
(all of which may be impossible to differentiate) after excluding
organic diseases. PMDs are classified in accordance with the
organic phenomenon which they most closely resembled (tremor,
dystonia, seizures, etc.) (1). 

PMDs are estimated to account for 2 to 3% of patients in
movement disorder clinics and the reported prevalence of PMDs in
the general neurological population ranges between 1 and 9% (2,3). 

PMDs often present with complex movements of various
phenomenology, affecting different body regions. Symptoms can

mimic the full spectrum of organic abnormal involuntary
movements, affect gait and speech, or present as bizarre
undifferentiated movements (4). Unlike epilepsy in which EEG can
assist in the diagnosis of pseudo seizures, PMDs can usually only
be approached from a clinical standpoint (5).

The clinical features of patients with PMDs described in
previous studies are used as guide to the diagnosis, and they include
abrupt onset, cessation of movement with distraction, multiple
somatizations, selective disabilities, lack of response to typical
pharmacological treatments, placebo response, spontaneous
remissions and occurrence of previous psychogenic illness (6). 

Previously, case reports or series of cases specifically dealing
with tremor, dystonia, myoclonus, parkinsonism, and tics have
been reported (7). 
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Our aim was to describe a PMD patient with a tremor dominant
phenomenology and to emphasize the  clinical features important
for establishing a correct diagnosis.

Case 

A 48-year-old man presented to our outpatient neurology clinic
with gait and speech disturbance that had begun 2 months ago. He
was suffering from jerky and tremor-like involuntary movements
which could occur during gait, voluntary movements and/or at rest.
There was no pain. He had a history of L-dopa treatment which
aggravated his complaints.  He had no history of any other drug
use. His wife and one of his children had epilepsy, while the other
child had bronchial asthma. He was unemployed and willing to get
retired as a disabled veteran. 

On physical examination, the patient appeared uncomfortable
and experienced excessive sweating during the episodes. He was
conscious with intact cranial nerves. His muscle strength was
normal with preserved deep tendon reflexes. There were no
pathological reflexes.  Sensorial system examination was normal.
He had rapid, rhythmical jerking and tremor-like movements in his
arms and legs which appeared when the patient became excited,
and wanted to show his complaints during the examination. These
movements stopped when he was distracted. His gait disturbance
was due to bizarre, tremor-like shaking episodes which were
exaggerated by effort. Brain magnetic resonance imaging and
electroencephalography were normal. Laboratory findings
including standard blood tests, i.e. complete blood count,
biochemistry panel, thyroid and parathyroid function tests, liver
and kidney function tests were normal. Wilson’s disease was
excluded because of the normal laboratory values; serum
ceruloplasmin level was 32 mg /dl (normal range=26-63 mg/dl), 24
hour-urine copper was 22 µg/24 hour and ophthalmological
assessment revealed no Kayser-Fleischer ring. Thus, the patient
was considered to have PMD. In order to confirm our possible
diagnosis, a psychiatric assessment was demanded. 

His psychiatric consultation revealed depressed mood, anxiety,
anhedonia irritability, impulsivity, insomnia, anger and sexual
dysfunction. He had depressive thoughts, and viscosity in
interpersonal relations. Major depression was diagnosed according
to DSM-IV-TR via clinical interview (8). Psychiatric follow-up was
required for the differential diagnosis of factitious disorder.

Pharmacotherapy for major depression was started with
duloxetine 30 to 60 mg/day for depression and risperidone 1 mg/day
for impulsivity and anger. Follow-up visits were arranged at every 2
weeks at our outpatient psychiatry and neurology clinics. The
antidepressant treatment was stopped  due to occurrence of side
effects such as dry mouth and gastrointestinal irritability. During
the follow-up visits, supportive interviews were applied for 3
months every 2 weeks. Significant benefit from risperidone
treatment for anger and impulsivity was recorded at the third
interview. There was a moderate improvement in clinical global
impressions (CGI) scale (9) and the involuntary movements
substantially disappeared. In the first evaluation, the patient was

considered to be  “severely ill”, but after the third interview, he
became and remained as  "moderately ill" according to CGI scale.

The patient is still being followed up in the psychiatric out-
patient unit. The supportive interviews held once a month and
risperidone treatment were continued. Regarding these neurological
and psychiatric evaluations, the patient was diagnosed as having
depressive and factitious disorder, which was considered as PMD.

Discussion

The term "PMDs" can be defined as movement disorders due to
underlying psychiatric disease without any organic, structural or
neurochemical etiology. While they present with uncommon,
bizarre, complex movements and can mimic the the full spectrum
of organic movement disorders, the diagnosis and treatment of
PMDs is a great challenge for clinicians. They can affect various
body regions interfering gait and/or speech leading to a
misdiagnose of movement disorders with organic etiology.

Similar to our case, hyperkinetic movements such as tremor
and dystonia, as well as disorders of gait and speech are most
common, whereas hypokinesia such as psychogenic parkinsonism
is rare. Careful examination will reveal that the phenomenology is
not congruent with an organic etiology. Other findings suggesting
psychogenicity are deliberate slowness of movement, different
phenomenology and distractibility. Abnormal gait is frequently
encountered in PMDs, including near falling with exaggerated
effort, as observed in our patient.  Moreover, psychogenic gait
disorders are typically characterized by exaggerated effort and
slowness, bizarre postures, convulsive shaking episodes, sudden
knee buckling (10).

PMDs are often accompanied by other psychogenic
neurological symptoms, such as false weakness or sensory
findings, or by excessive pain and tenderness. As in our case, the
most common psychiatric illnesses associated with PMDs are
depression, factitious disorder, conversion reactions, and anxiety
disorders (11). Patiets with PMDs fall into psychiatric
classifications such as somatoform disorders including conversion
and somatization. However, somatization has various symptoms of
wide range and is a more chronic disease. These features help the
clinicians to differentiate it from conversion. Our patient did not
have a range of somatic symptoms, so we excluded the
somatization. In conversion disorders, symptoms are involuntary,
not apparently under any conscious control. But in this case,
during the supportive interviews, we observed that his movements
and speech defect disappeared during an empathic situation and
he asked for a disability pension. As reported, factitious disorders
are associated with symptoms that are intentionally produced with
the purpose of achieving some psychological gain, whereas
malingering is intentional symptom production for material
(financial, etc.) gain (12). The patient’s wife and son had the
diagnoses of epilepsy and the family had serious financial
problems. We considered that he consciously simulated the
symptoms wandering from place to place (malingerer), so that we
excluded the diagnoses of conversion disorder and supposed that
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the co-morbid diagnosis was factitious disorder. We started
pharmacological therapy to treat underlying depression, frequent
office visits were applied for factitious disorders and supportive
therapy was performed (13).

Since PMDs are complex disorders,  a multidisciplinary
approach with cooperation of neurologist and psychiatrist is
necessary  to assure proper diagnoses and treatment. 
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