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“In his neurological unit at the Hôpital de
la Salpétrière, the neurologist Jean-Martin
Charcot studied many patients who today
would likely be considered to have
psychogenic movement disorders.
Collectively diagnosed primarily under the
designation hysteria, these patients had a
variety of focal neurologic signs…”

Hallett et al. eds, 2006

“On his neurological unit at the
Salpétrière Hospital in Paris, the
neurologist Jean-Martin Charcot studied
many patients who today would likely be
considered to have functional movement
disorders. Collectively diagnosed
primarily under the designation hysteria,
these patients had a variety of neurologic
signs…”
Hallett et al. eds, 2016

Psychogenic parkinsonism
•
•
•
•
•
•

12/14 pts presented with tremor
Absence of silent period between rest and posture
(‘re-emergence’)
Rigidity featured voluntary resistance
Slowness lacking decrement
Spontaneous remissions and placebo effect
In 1 patient: “possibility that prominent psychogenic
features may be superimposed on organic parkinsonism
in some patients”

Lang et al. Arch Neurol. 1995;52(8):802-810

Psychogenic parkinsonism
•

•

•
•
•

concordance between independent clinical,
electrophysiological, and [123I]-FP-CIT SPECT scan
explorations in 9 suspected psychogenic PD patients
3 patients ‘pure’ psychogenic parkinsonism (PP)
6 with “a form of combined psychogenic parkinsonism
and Parkinson's disease (PP + PD)”
characteristics of psychogenic tremor in 5 of 7 patients
with tremor
1 patient with PD showing a negative DATscan (SWEDD)
over time finally re-considered as PP
Illustrates diagnostic difficulty and terminological issues

Benaderette et al. Movement Disorders 2016

“Patients who are diagnosed with a neurological disease
may have additional symptoms that are considered to be
unexplained by that disease and, instead, are best
characterised as functional (psychogenic) symptoms.”
Stone J, Carson A, Duncan R, et al. Which neurological diseases are
most likely to be associated with “symptoms unexplained by
organic disease.” J Neurol 2012;259:33–38.

J Neurol (2012) 259:33–38
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Table 1 Frequency of physical and psychological symptoms in patients with a neurological disease diagnosis according to how much their
symptoms were rated as ‘‘explained by disease’’
Neurological disease diagnosis
but rated as having symptoms
‘‘not at all explained’’ or ‘‘somewhat
explained’’ by disease

Neurological disease diagnosis
but rated as having symptoms
‘‘completely explained’’ or
‘‘largely explained’’ by disease

Significance
(t test)

95% confidence
interval for
difference
between means

Number of patients

293

2174

–

–

Age (years, mean)

46.9

48.7

NS (p = 0.08)

–

Emotional symptoms—HADS (mean)
Anxiety (HADS score)

7.9

6.4

p \ 0.0001

0.99–2.12

Depression (HADS score)

5.8

4.8

p \ 0.0005

0.50–1.56

Physical symptom count from PHQ (mean)

PHQ-15

Neurological symptoms

4.0

3.4

p \ 0.0005

0.23–0.92

Pain symptoms

2.0

1.5

p \ 0.0001

0.29–0.62

Gastrointestinal symptoms

1.0

0.7

p \ 0.0001

0.12–0.38

Chest symptoms

0.9

0.6

p \ 0.0001

0.16–0.41

Neurological symptoms: paralysis or weakness, double or blurred vision, difficulty swallowing, difficulty speaking, lack of co-ordination,
dizziness, fainting spells, memory or concentration, loss of sensation, loss of vision, loss of hearing, seizure or fit; Pain symptoms: stomach pain,
back pain, pain in arms, legs joints, headaches, chest pain; Chest symptoms: heart pounding or racing, shortness of breath; Gastrointestinal
symptoms: constipation, nausea or gas. Headache, chest pain and stomach pain were counted in two categories
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Objective: Somatization is prevalent in primary care and is associated with substantial functional
impairment and
a
TABLE
6. Comparison
PHQ-15 With
Other Somatization
Screening
Measures
healthcare
utilization.
However, of
instruments
for identifying
and monitoring
somatic
symptoms are few in number
and not widely used. Therefore, we examined the validity of a brief measure of the severity of somatic symptoms.
Othmer and
Methods: The Patient Health Questionnaire (PHQ) is a self-administered version of the PRIME-MD diagnostic
Characteristic
PHQ-15
WHO SSD
SCL-12
Swartz et al.
DeSouza
instrument for common mental disorders. The PHQ-15 comprises 15 somatic symptoms from the PHQ,
each
symptom scored from 0 (“not bothered at all”) to 2 (“bothered a lot”). The PHQ-15 was administered to 6000 patients
No. of symptoms in eight general internal medicine
15
12
11
7
and family practice
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clinics. Outcomes
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and clinic visits, and symptom-related difficulty. Results: As PHQ-15 somatic symptom severity increased,
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anxiety (7–9,
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X
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sion and anxiety, somatizationXresults in more healthGas or indigestion
DSM-IV ! Diagnostic and Statistical⁄2Manual of Men- X
care utilization and greater clinician frustration (6,
Sleeping trouble
X
X
tal Disorders, fourth edition; PHQ-9 ! Patient Health
14 –17). Although somatization is often comorbid with
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X
X
Questionnaire depressive symptom severity scale;
depression and/or anxiety (just as depression and anxMenstrualPHQ-15
problems! Patient Health Questionnaire
X
X
somatic
iety frequently coexist), a third
Diarrhea symptom
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X
X or more of patients
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Short-Form
have somatization alone (8, 10 –12, 18). The imporSexual pain/problems
X
X
General Health Survey.
Vomiting
X
X
tance of recognizing and evaluating
somatization has
Numbness or tingling
X
X
been heightened
by recent evidence of the effectiveWeakness
X treatment strategies
X
ness of specific
(19 –21).
INTRODUCTION
Lump in throat
X
X
Measures to identify and monitor somatic symp1⁄2
Nausea Somatic symptoms account for more
X
toms are important if researchers are to study somatithan half of all
Heavy-outpatient
or light-headedness
X
zation and clinicians are to evaluate and manage it.
encounters (1), and at least one third of
Dry mouth
X
Unlike depressive symptom measures, measures to asthese somatic symptoms are medically unexplained
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sess somatic Xsymptoms are less well established. Lim(2– 6). Somatization is the association of medically
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measures (11, 22–25) include one
unexplained somatic symptoms with psychological
Feeling sickly
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Xa
inquire about lifetime as well as current symptoms,

at least 10% to 15% of primary care patients (7–11).
predominant focus on identifying DSM-IV somatizaIndeed, somatization together with depression and
WHO-SSD ! World Health Organization Schedule for Somatoform Disorders screener; SCL-12 Hopkins Symptom Checklist somatization
tion disorder (which accounts for only a small proporanxiety constitute the three most common psychiatric
scale; Swartz et al. (24) and Othmer and DeSouza (25) represent 11-item and 7-item screeners, respectively, for somatization disorder.
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(8,
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item for the scale; “X” indicates that a symptom close in type to that in the table is represented on the scale.
medical patient populations, and an assessment of
health-related quality of life remains considerable
symptom counts alone rather than both the severity
even after controlling for comorbid depression and
a

All neurologists are familiar with “functional”
(“psychogenic”) movement disorders, but what about
functional symptoms in neurological diseases and more
specifically in movement disorders?
Implications for diagnosis?
Clinical practice and evaluation of treatment result?
Outcome of clinical trials?
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Somatic symptom disorder
“somatische symptoomstoornis”
“formerly known as a somatoform disorder is any mental
disorder which manifests as physical symptoms that suggest
illness or injury, but which cannot be explained fully by a
general medical condition or by the direct effect of a
substance, and are not attributable to another mental
disorder (e.g., panic disorder)”

Factitious Disorder
“is a condition in which a person, without a
malingering motive, acts as if they have an illness
by deliberately producing, feigning, or exaggerating
symptoms, purely to attain (for themselves or for
another) a patient's role”

(1720 – 1797)

internal incentive is assuming the ‘sick role’, with an absence of
external incentives altogether
primary aim is to obtain sympathy, nurturance, and attention
accompanying the sick role
Factitious disorder and malingering cannot be diagnosed in the
same patient
diagnosis of factitious disorder depends on the absence of any other
psychiatric disorder

While they are both listed in the DSM-V, factitious disorder is
considered a mental disorder, while malingering is not

Malingering
Malingering is defined as the intentional production of false
or grossly exaggerated physical or psychological symptoms
in order to gain some external incentive
Supportive are…
(1) an individual is presenting with symptoms within a
medicolegal context
(2) there are marked discrepancies between the person’s
subjective account of stress/disability and objective findings
(3) the individual is uncooperative during evaluation or noncompliant with the prescribed treatment regimen
(4) there is a presence of Antisocial Personality Disorder
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Psychological factors affecting other medical
conditions (PFAOMC)
•
•
•
•

Nonadherence to treatment
Irritability
Demoralization
Psychological factors affecting medical conditions
Regression
Anxiety
Depression
Anger
Denial

Primary and secondary morbid gain
Subconscious psychological motivators when presenting with
symptoms
If these motivators are recognized by the patient, and especially if
symptoms are fabricated or exaggerated for personal gain, then called
malingering
Primary morbid gain produces positive internal motivations but
induces stress
Secondary morbid gain is an external motivator. In the context of a
person with a significant mental or psychiatric disability, this effect is
sometimes called secondary handicap
Tertiary morbid gain, a less well-studied process, is when a third party
such as a relative or friend is motivated to gain sympathy or other
benefits from the illness of the victim

Psychodynamic theory
•
•
•
•

•

Internal unresolved conflicts, emotions and wishes
wanting to become conscious
Emotional conflict shifts attention towards functional
symptoms
Primary gain is immediate relief from consequence of
illness, shame, anger
Secondary gain is more conscious external motivator,
where you have to act upon and creates e.g. gain of
compassion from others, sick leave, …
Tertiary gain is the benefit the caregivers obtain from
caring for the sick person

Case description
•
•
•
•
•
•
•

Female 66 yrs
2011 resting tremor right hand
Hypokinesia and rigidity right upper extremity
DAT scan shows deficit left putamen
Nausea and hypotension due to pramipexole
Levodopa marginally reduces tremor
Trihexyphenidil caused hypotension and flushing

•

•
•
•
•
•

Diagnosis of Parkinson’s disease confirmed multiple
times by clinical examination, DATscan and response to
therapy
Inconsistencies in neurologic examination evident
Beneficial effect of distraction
Beneficial effect of entrainment
Extremely concerned caregiver, retired pharmacist
Patient was also active in pharmacy, though not trained
a such

Diagnosis:
“Parkinson’s disease with psychological factors affecting…”
In broad category of “somatic symptom and related
disorders”

Cohort study on somatoform disorders in
Parkinson disease and dementia with
Lewy bodies
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“We found that PD patients with functional features were on higher dopaminergic
medication dosages, had more dyskinesia, exhibited greater depression and anxiety
symptoms, and required more attention by clinicians than age-matched, gender-matched
and disease duration-matched PD patients without functional complications. “
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Pathophysiology
•
•

•
•
•
•

Most patients developed their FMD on the same side as
physical deficit
Underlying pathological process in PD predisposes
patients to an abnormal “attention-full” mode of
movement
Abnormal self-directed attention is also likely to enhance
perception of normal physiological sensations
Predisposing personality traits
Additional cognitive/affective factors
Role of caregiver

Attachment theory & Influence on chronic illness
•
•
•
•
•

Attachment theory is able to predict either the
vulnerability or resilience to stressful life events
Is developed in infancy through interaction with
caregiver, and persists through adulthood
motivational system involved in the dynamics of the
coping process
Attachment hyperactivation as a secondary strategy to
satisfy care need of an anxiously-attached adult
Insecure about availability and supportiveness of
spouse, doubt about self-worth, seeking assurance
Bowlby, 1988; Feeney & Collins, 2001; Mikulincer & Shaver, 2007; Butzer & Campbell, 2008; Schmidt, 2002

Attachment style & chronic diseases
•

•
•
•

Relationship among attachment, affect regulation and
coping has rarely been investigated within the context of
coping with chronic disease
Predict the subjective emotional and physical health
status
Observed by adult attachment interview (AAPR coding
system) and coping interview (Bernese Coping Modes)
Disease characteristics also influencing observed
attachment style

Schmidt et al. Journal of Psychosomatic Research 53 (2002) 763–773

Trust behavior in Parkinson’s disease
•
•
•

•

•

Trust is a fundamental prerequisite for various kinds of
relationships in both private and public life
Patient-physician relationship and therapy adherence
Psychological state comprising the intention to accept
vulnerability based on positive expectations about the
actions of another party
Risk perception, a precondition for trust, substantially
regulated in the amygdala, insular cortex and other parts
of the limbic system
Process of ‘mentalizing’ related paracingulate and
medial prefrontal cortex

Javor et al. BMC Neurol. 2015; 15: 126

Trust behavior in Parkinson’s disease

TRUST

RISK

Data show reduced trust and increased risk behavior
Javor et al. BMC Neurol. 2015; 15: 126

Conclusions
•
•
•
•
•
•
•

Functional neurological symptoms more frequent in PD
Terminology important to avoid miscomprehension,
overtreatment and stigma
Clear implications for diagnosis, assessment of disease
severity and treatment
Shift from habitual to goal-directed motor control provides
an explanation for the vulnerability of patients with PD
Altered position in the world due to mobility and movement
symptoms
Fundamentally reshapes relationships and introduces shifts
in role patterns influencing sickness behavior
Attachment style theory to be further explored

