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Why isYour Patient Slowing Down?
Clinical Clues to the Parkinsonisms

The most common movement disorder pre-
senting to a GP is familial or essential

tremor.1 This condition is not associated with
slowness. The next most common movement
disorder is parkinsonism. It is important to
try to establish as early as possible if the
patient’s slowness is due to a systemic med-
ical problem, Parkinson’s disease or some
other neurodegenerative parkinsonism
(Parkinson’s “plus”),2 as the prognosis can
vary in a major way.

The first steps

There are many non-parkinsonian conditions
that can slow us down.2 Wilson’s disease,
hypothyroidism, the psychomotor retardation
seen with depression and normal pressure
hydrocephalus with it’s associated memory
impairment and urinary dysfunction are the
first group to rule out, as all are very treatable.
If the examination confirms bradykinesia

(slow rapid alternating movements with loss
of amplitude and/or rhythm over time) and
either resting tremor or increased tone (cog-
wheel rigidity) then this is parkinsonism.3

The abnormal tone may only be felt with dis-
traction (e.g., tapping the opposite hand)
early in the illness.
Always consider the other parkinsonisms.4

Drug-induced parkinsonism

The most common cause of parkinsonism is the
side-effects of medications (Table 1).5 Overall,
drug-induced Parkinson’s (DIP) is more symmet-
ric and affects arm swing earlier. The tremor is of
slower frequency and often has an action compo-
nent.
Slowly-stopping the offending medication

lessons the risk of neuroleptic malignant syn-
drome. Improvement can take months.
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Meet Jack

Jack, 68, found himself lying on the ground
after he followed through with his five iron on
the sixteenth hole during a game of golf.

This was the third time he had fallen in the last
2 months.

Friends, who often have to ask him to repeat
himself, were wondering why he seemed to be
aging so quickly.

His son is convinced he has Parkinson’s
disease.

For more on Jack, turn to page 55.

The most common cause
of parkinsonism is the

side-effects of medication.
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Parkinson’s disease

After DIP, Parkinson’s disease is by far the most
common cause of parkinsonism. The key fea-
tures are asymmetric bradykinesia, rest tremor
and cogwheel rigidity, in the absence of early
eye movement abnormalities, autonomic dys-
function, falls or dementia.2

Jack presented with falling, suggesting he
did not have typical Parkinson’s disease.

Parkinson’s “plus”

Although the pathology in Parkinson’s disease
does affect anatomy outside the substantia
nigra (SN), other parkinsonisms are associated
with more severe involvement in sites outside
the SN:
• Progressive supranuclear palsy (PSP),
• multiple system atrophy (MSA),
• cortical basal ganglionic degeneration
(CBGD) and

• dementia with lewy bodies (DLB).
In these conditions, dopaminergic treatment is

insufficient to produce significant long-term
benefit in mobility leading to a more rapid
onset of disability and mortality.
There are historical and physical exam

clues (Table 2) that raise the suspicion of atyp-
ical parkinsonisms.4

The earlier the diagnosis is established,
the earlier an accurate prognosis can be pro-
vided and appropriate resources put into
place.

PSP

PSP6 is associated with falls within the first
year of parkinsonism (usually symmetric).
Expect an exaggerated facial expression with a
wide open eye appearance, unlike the typical
flat facial expression of Parkinson’s disease.
Neck extension is not uncommon, but tremor is.
Loss of quick downward eye movements, when
testing opticokinetic nystagmus, helps confirm
this diagnosis. Eventually, all eye movements
become restricted.
Tone increase is first identified in the neck

and proximal limbs and later distally. Dystonia

Table 1

Types of drugs that can cause parkinsonism4

Classic neuroleptics Haloperidol, perphenazine oral, chlorpromazine

Atypical neuroleptics Risperidone, olanzapine

Dopamine reuptake blockers Tetrabenazine, reserpine

GI dopamine blockers Metoclopramide oral

Calcium channel blockers Flunarizine, verapamil, amlodipine

Selective serotonin reuptake inhibitors Fluoxetine

Tricyclics Amitriptyline, imipramine

Anticonvulsants Diphenylhydantoin, carbamazepine,
valproic acid

Monoamine oxidase inhibitors Phenelzine

Benzodiazepines Diazepam, clonazepam, bromazepam

Additional drugs: Trazodone, buspirone, lithium, amphetamines, cocaine, meperidine, amiodarone, histamine-2 blockers, histamine-1 blockers
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occurs more often than in Parkinson’s disease.
Pharyngeal coordination problems occur

early and affect speech and swallowing.

MSA

Multiple system atrophy (MSA)7 has
replaced the terms; Shy Drager syndrome,
striatonigral degeneration and olivoponto-
cerebellar degeneration. If Parkinsonian fea-
tures predominate, the term MSA Type P is
used. MSA Type C denotes prominent cere-
bellar involvement. Both are associated with
autonomic dysfunction.
These syndromes can be identified earlier

if patients are asked about impotence and
bladder dysfunction. BP measurement, both
lying down and standing, often shows a sig-
nificant postural drop.
Pyramidal tract involvement (hyperreflex-

ia, spasticity and Babinski responses) can
also be seen.
Laryngeal stridor is not common, but

when seen, is very characteristic.

CBGD

CBGD often presents with a persistently uni-
lateral (longer than the typical one-to-two
years in Parkinson’s disease) parkinsonism.
Apraxia, alien hand syndrome (the hand
behaves as if it “has a mind of its own”)8 and
a coarse, jerky tremulousness with action, is
not uncommon along with stimulus sensitive
myoclonus on the face or hand. Dementia is
now recognized as a common feature.

PARKINOSISMS

Take-home message
1. It becomes important to maintain a high index

of suspicion of these “parkinsonisms” due to
their much worse prognosis

2. The sooner identified, the sooner an
appropriate medical care plan and future life
planning can begin

3. The many and changing challenges of these
syndromes are best managed with the
assistance of an interdisciplinary movement
disorder clinic

Jack’s case cont’d...

On examination, Jack had an accentuation of
forehead wrinkles and looked surprised.

He had a marked increase in the tone of his
neck, which was held in a slight degree of
extension.

He was unable to perform quick downward eye
movements.

His speech was not clear and there was no
tremor.

He had extremity bradykinesia and rigidity
without spasticity.

When his postural stability was checked with a
pull test, he took 4 steps backward before
regaining his balance.

Jack has progressive supranuclear palsy (PSP).

The key features are parkinsonism with early
falls, failure of vertical saccades and lack of
tremor.

Dr. Hobson is an Assistant Professor
and Co-Director of the Movement
Disorder Program at the University of
Manitoba, Department of Medicine,
Section of Neurology. He is also the
Director of the Movement Disorder
Clinic at the Deer Lodge Centre,
Winnipeg, Manitoba.

Slowly stopping the
offending medication

lessons the risk of
neuroleptic malignant
syndrome.



DLB
There is increasing evidence that DLB likely falls
into a Parkinson’s disease-dementia spectrum and
may not be a separate disorder. The usual criteria
for diagnosis relies on the presence of fluctuating
memory impairment within the first year of the
parkinsonian signs.9 Hallucinations, prior to or

with low-doses of dopaminergic medication are
typical and, like the memory impairment, occur
much earlier than in Parkinson’s disease.

For references, please contact us at cme@sta.ca
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Table 2

Historical and physical clues to the diagnosis of “Parkinson Plus” syndromes

Diagnosis History Physical

PSP • Falls within 1st year of symptoms • Symmetric Parkinson signs

• Early dysarthria and dysphagia • “Reptilian” surprised stare

• Infrequent complaint of tremor • Poor down gaze

• Change in speech and swallowing • Neck extension

• Poor response to medication • Neck and limb rigidity

• Dystonia

MSA-P • Postural dizziness • Symmetric Parkinson signs

• Impotence • Early neck flexion

• Incontinence • Postural BP drop

• Poor response to medication • Pyramidal signs

MSA-C • As above symptoms for MSA-P • As above plus cerebellar signs

with ataxic symptoms • Parkinsonian signs may be subtle
early on

CBGD • Asymmetric symptoms • Asymmetric Parkinson signs

• Apraxia • Asymmetric grasp and grope reflex

• Alien hand syndrome • Stimulus sensitive myoclonus

• Dementia • Jerky action tremor

• Apraxia • Dystonia

• Poor response to medication

DLB • Fluctuating cognitive function • Symmetric Parkinson signs

• Memory loss • Memory loss

• Hallucinations on low doses of

medication

• Poor response to medication

PSP: Progressive supranuclear palsy MSA: Multiple system atrophy CBGD: Cortical basal ganglionic degeneration DLB: Dementia with lewy bodies


