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Abstract
Tremor is a common complaint and a frequently observed entity in neurology clinics. Given the various generation sites and the
anatomical substrates which can give rise to tremor, the diagnosis of tremor syndrome and its localisation requires a good history
taking and a prudent examination approach. This review focusses on the ‘clinical pearls’ for diagnosis of various tremor syndromes
and their possible aetiological correlates.
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Introduction

Tremor, the most common neurological disorder1 is defined
as a rhythmic involuntary movement produced by either
alternating or synchronous contractions of reciprocally
innervated antagonistic muscles of one or several regions
of the body2. The key feature of tremor is its rhythmicity,
which is not easy to identify because, despite a fixed
frequency, the variable amplitude may give an erroneous
impression of variable frequency. Evaluation of tremor
requires a comprehensive history and neurological
examination. In this review, clinical methods for evaluating
various tremor syndromes are discussed.

Classification of tremor

Tremor can be classified based on frequency, amplitude,
and body part affected. However, clinically, the most
important classification is phenomenological classification
into rest and action tremor3 (Fig. 1). Rest tremor is said to
be present when the body part is not voluntarily activated,
which may require complete support of body part against
gravity. Action tremor is said to occur when it occurs in a
body part that is voluntarily activated – whether in
maintaining posture (Postural Tremor) or in performing an
activity (Kinetic Tremor). Kinetic tremor is further subdivided
depending on the range of movement – simple kinetic
tremor when tremor is same throughout the movement
and intention tremor when tremor markedly increases in
terminal portions of the movement.

Approach to a patient with tremor

According to a 2018 classification proposed by the
International Parkinson and Movement Disorder Society3,

there are 3 important questions that need to be answered in
a patient being evaluated for tremor: is it really tremor, what
the tremor syndrome is (Axis 1) and what is the aetiology of
tremor syndrome. First and foremost it is important to
determine the age of onset of tremor [infancy (birth to 2
years); childhood (3 - 12 years); adolescence (13 - 20 years);
early adulthood (21 -  45 years); middle adulthood (46 - 60
years); and late adulthood (> 60 years)], the time course of
onset and evolution of symptoms over time with respect to
body parts involved and activation conditions, any associated
medical conditions or drugs that could exacerbate or
precipitate tremor, family history of any movement disorder
and presence of any accompanying neurological deficits
including but not limited to slowness, stiffness and pulling
sensations or pain that may indicate a combined tremor
syndrome. The clinician should enquire about activation
conditions of tremor, and open-ended questions like ‘‘What
type of tremor do you have?’’ may not always be helpful. It
may be more prudent to ask specific questions like, whether
the tremor occurs at rest as while lying down with arms
relaxed, while walking or while sitting with arms supported
(indicating tremor in a resting position); or whether tremor
occurs while maintaining posture (e.g., while holding things
such as glasses, laser pointer, mobile, etc.) or whether it
occurs while performing some action (indicating kinetic
tremor) such as writing, pouring liquids in cups. One should
also determine, whether tremor occurs immediately on
holding a thing or occurs after some time (indicating re –
emergent tremor). It is also essential to note whether tremor
occurs in a specific position or while performing a specific
action. One should also ask whether the patient is aware or
unaware of the tremor because some patients with essential
tremor may be unaware of neck tremor. Finally, clinician
should determine how much the activities of daily living are
affected, because of tremor. Tremor should be differentiated
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Fig. 1: Approach to tremor.

Fig. 2: Approach to combined tremor syndromes.

from other movement disorders such as chorea, myoclonus and dystonia4 (Table I).
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Table I: Differentiating features of different movement disorders43.
Characteristics Tremor Chorea Dystonia Myoclonus

Jerky character – + – + (Jerky irregular “tremor” is usually a
manifestation of myoclonus)

Rhythmicity Rhythmicity is the hallmark – – – Rhythmicity is a feature of segmental myoclonus

Patterned + – + – Segmental myoclonus-patterned

Sustained character – – + –

Flowy nature – + – –

Paroxysmal/continual/continuous* Continuous Continual Dystonic movements-continual Arrythmic myoclonus-continual

Dystonic postures-continuous Rhythmic myoclonus-continuous

Suppressibility** + ++++ ++ –

*Continual-over and over again, continuous-occurs without stopping.

**Magnitude of suppressibility- No. of ‘+’ denotes the magnitude of suppressibility, highest suppressibility being for stereotypies (++++++) followed by
tics and akathisia (+++++).

tremor with movement, and any exacerbation of tremor as
the limb approaches the target (intention tremor) and the
relative severity of postural and kinetic component.
Attempts should be made to distinguish dysmetria
(overshoot or undershoot) from intention tremor. Finally,
one should look for any cranial tremors: head (i.e., neck)
(while seated and while lying), jaw (with mouth closed and
then while open), face, chin, tongue, and voice (during
sustained phonation)8. To test for isometric tremor, ask the
patient to push against a wall, flex the wrist against a table,
or make a fist. To determine task specific tremor, patient
can be asked to perform the particular task that provokes
tremor, such as writing. At the end of a neurological
evaluation, the clinician should be able to formulate the
type of tremor syndrome – isolated (when tremor is the
only neurologic manifestation), or combined (when other
systemic or neurologic signs co-exist with the tremor); and
rest, postural, kinetic or a combination of the three. The
next step would be to determine the aetiology, which will
depend on the neurological examination and targeted
investigations. Brief clinical features of isolated and
combined tremor syndromes are discussed.

Isolated Tremor Syndromes: Isolated tremor syndromes
include essential tremor, focal tremors, task and position
specific tremors, and orthostatic tremors.

Essential tremor: It is the most common cause of an
isolated tremor syndrome. ET is a heterogenous disorder
and there is considerable variability in the character of the
tremor, activation conditions and association with other
neurologic deficits. ET has a bimodal peak of onset, most
commonly occurring in late life (> 60 years), but early onset
before the age of 40 years with slow progression over
several years is also seen9. The cardinal feature of essential
tremor is action tremor (postural > kinetic tremor) which
may be observed during a variety of activities on neurologic

Examination of tremor: Examine the patient with his or
her arms relaxed, ideally on the arms of a chair or on patient’s
lap, half pronated completely supported against gravity5.
Since rest tremor may be intermittent, it may not be
apparent immediately in all patients and even severe
tremor may temporarily disappear. Certain provocative
manoeuvres may be used to make a rest tremor apparent:
walking, counting backwards from 100 loudly, motor tasks
with contralateral hand or foot, and stroop test6. It has been
seen that maximum effect of these provocative tests may
be seen at about 2 - 3 minutes, so wait for a few minutes
before concluding absence of rest tremor. Tremor
examination under provocation can potentially distinguish
between an overflow of postural tremor into the resting
condition and real resting tremor. One should also note
across which joints movements are occurring and in what
directions. Next, to examine postural tremor, ask the patient
to sit with arms stretched out in front and fingers open. Ask
the patient to close his or her eyes and count backward
again. One should observe latency of onset of tremor after
attaining the posture (to look for re-emergent tremor) and
any subtle posturing or spooning of the fingers (tendency
during arm extension to flex the wrist and hyperextend the
metacarpophalangeal and phalangeal joints) that may be
indicative of dystonic tremor. Next the patient is asked to
hold the arms in different positions (to look for positional
variability and position specificity) – in a wing position with
the hands facing inward, but not touching each other, arms
abducted at the shoulder and bent at the elbows, arms in
the same position but with the forearms pronated or
supinated), arms outstretched in a karate-chop position, or
any other position in which the patient has noticed
tremulousness7. For kinetic tremor, patient should be asked
to do the finger-nose-finger test, draw spirals, vertical and
horizontal lines, write a sentence, pour water between cups,
or drink from a cup7. One should look for any dampening of
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examination (extending arms, spiral drawing, pouring water
between two cups, finger-nose-finger maneuver). The
tremor usually starts bilaterally but may start unilaterally in
about 20% of cases. When it starts unilaterally, it progresses
to involve the other limb in 2 - 3 years but some amount of
asymmetry (about 30%) may persist and in 5% of patients
the tremor is markedly asymmetric or unilateral10. Classically
the tremor is absent on rest, but immediately appears as
soon as arms are held outstretched. On movement, tremor
may decrease, but again reappears as the target is reached
(terminal tremor). This is different from intention tremor, in
which tremor oscillations increase steadily before arriving
at the target rather than at the termination of goal-directed
activity. About 50% of patients with ET have intention tremor
which is not limited to arms and can be seen in neck11 as
well as lower limbs12,13, but clinically visible cerebellar
symptoms are generally unusual. The postural tremor may
be out of phase in the limbs, which accounts for the
observation that functionality may improve when two hands
are used, rather than one hand (e.g., while holding a cup)7.
The tremor has greatest amplitude at the wrist joint, rather
than more proximal or distal joints, and generally involves
wrist flexion-extension rather than rotation/supination12. The
tremor of ET is regularly recurrent and directionally
symmetrical which can be easily observed on spiral drawings
and this helps in differentiating from dystonic tremor12,14.
Generally, there is no rest tremor, but in 10 - 15% of
advanced cases, there may be rest tremor15 which is most
probably because the patient is not able to completely relax
the limb16. Differentiating from rest tremor of PD may be
difficult in these advanced cases but differentiating points
in favour of essential tremor are: absence of pill rolling
tremor, absence of re-emergent tremor, absence of signs
of bradykinesia and rigidity and absence of dampening of
tremor on movement. Although head (34%), lower limbs
(20%), voice (12%), face and trunk (5%) may be involved,
arm tremor in ET is always be more severe than tremor
elsewhere17. Patients with ET may have a dominant family
history of tremor. There may be some improvement with
alcohol, but this feature is neither sensitive nor specific5.
Diagnosis of ET requires absence of other neurological signs,
such as dystonia, ataxia, or parkinsonism (Table II). Tremor
with the characteristics of ET and additional neurological
signs of uncertain significance such as impaired tandem
gait, questionable dystonic posturing, memory impairment,
or other mild neurologic signs, including rest tremor of
unknown significance that do not suffice to make an
additional syndrome classification or diagnosis, is now
referred to as ET plus3.

Enhanced Physiological Tremor: All normal people have
a very low-amplitude, high-frequency physiologic tremor
of approximately 10 to 12 Hertz (Hz) with a much lesser
amplitude that sometimes get enhanced because of

numerous factors such as fatigue and anxiety – Enhanced
Physiological Tremor. It can be demonstrated by holding a
piece of paper on the outstretched hand when shaking of
the paper may be obvious even though tremor is not grossly
visible or by using a laser pointer on a distant screen. Some
medications and medical problems can also cause EPT18.
The main differential is essential tremor (Table III) and
treatment is mainly reassurance because it is usually not
symptomatic except in fine motor tasks requiring extreme
precision (e.g., microsurgery, jewellery making).

Table II: Diagnostic criteria of essential tremor3.

1. Isolated tremor syndrome of bilateral upper limb action tremor.
2. At least 3 years’ duration.
3. With or without tremor in other locations (e.g., head, voice, or lower limbs).
4. Absence of other neurological signs, such as dystonia, ataxia, or
parkinsonism.

Table III: Clinical cues for differentiation of essential
tremor and enhanced physiological tremor7.
Features Essential tremor Enhanced physiological

tremor

Frequency of postural and Lower (5 - 10 hz) Higher (8 - 12 hz)
kinetic component

Amplitude of tremor Higher Lower

Intentional component May be prominent Absent
of tremor (although needs to be

differentiated from
terminal tremor)

Body regions involved May have involvement of Head tremor not a part
voice, limb and head of spectrum

Isolated focal tremors: Patients with isolated focal tremor,
without accompanying dystonia, pose a diagnostic
challenge of whether the tremor is part of an incomplete
phenomenology of dystonia (so-called “formes frustes”) or
similar in pathophysiology to ET.

Head tremor is a common focal tremor, that can be seen in
the context of ET, cervical dystonia and cerebellar disorders.
Isolated head tremor is not likely to be ET, because it has
been observed that head tremor in ET is often seen in the
presence of arm tremor19 and is more common in women20.
Moreover, tremor may precede the onset of dystonic
postural abnormalities and may remain isolated for extended
periods and even for the whole disease course making it a
form fruste of cervical dystonia rather than ET. Head tremor
in cervical dystonia more often persists when a patient lies
down, whereas in ET head tremor usually dampens on lying
down21.

Isolated Voice Tremor: Voice tremor can be seen in PD,
ET, ataxic dysarthria, and spasmodic dysphonia. Patients with
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visible and/or audible tremor of the vocal apparatus and no
signs of dystonia in the vocal apparatus and no tremor,
dystonia, or other neurological signs elsewhere are
considered to have isolated voice tremor (also labelled as
essential voice tremor). Whether this is part of the clinical
spectrum of ET22 or a form fruste of dystonia is still debated23.
Voice tremor of spasmodic dysphonia is often associated
with voice breaks or strangulated speech in contrast to
essential tremor.

Jaw tremor: Jaw tremor is a recognised feature of PD (often
seen at rest), ET (often seen when the mouth is held open
or during speech); hereditary geniospasm; neuroleptic
treatment and in normal situations, such as shivering. In all
these conditions, jaw tremor is associated with tremor or
other abnormal involuntary movements affecting additional
body parts, and the tremor frequency usually does not
exceed 12 Hz24. A high-frequency idiopathic isolated jaw
tremor of 14 -16 Hz has also been described25. It has been
speculated that it could be a focal variant of primary
orthostatic tremor affecting the masseter muscles26.

Palatal Tremor: Essential palatal tremor presents with the
symptom of an ear click, mostly attributed to rhythmic
contraction of the tensor veli palatini characterised by
rhythmic movement of the roof of soft palate at 0.5 to 5 hz.
It is not associated with any other neurological abnormality
and disappears in sleep which differentiates it from
symptomatic palatal tremor27.

Rabbit Syndrome: This was first described by Villeneuve28

and is used to describe orofacial movement like that of a
rabbit eating and is often associated with a popping sound.
It classically occurs after long-term use (months to years) of
dopamine receptor blocking agents and imipramine,
citalopram, paroxetine, methylphenidate, and phenol
intoxication. There are fine rhythmic movements (5 Hz) at
rest involving only the vertical axis of the oral, perinasal and
masticatory muscles29. It is essential to differentiate rabbit
syndrome from tardive dyskinesia because unlike tradive
dyskinesia, rabbit syndrome usually shows improvement
with anticholinergic agents. Differentiating points favoring
rabbit syndrome include: absence of tongue involvement,
restriction of lip movements in the vertical plane (in contrast
to chewing and lip smacking in tradive dyskinesia), and
suppressibility.

Position and Task Specific Tremors: Isolated task and
position specific tremors are usually focal and occur during
a specific task or posture. Isolated task and position specific
tremors can be confused with similar syndromes that occur
in combination with other neurological signs, such as
dystonia (e.g., writer’s cramp with dystonic tremor) and
parkinsonism (e.g., young-onset PD with dystonia). The most
common entity that presents as task specific tremor is

writing tremor (previously also called primary writing
tremor). It is characterised by prominent pronation/
supination wrist movements that occurs predominantly or
exclusively during writing without accompanying dystonia.
There may be associated mild postural and terminal kinetic
tremor. the frequency of primary writing tremor is like that
seen in patients with essential tremor (i.e., 4 hz to 8 hz) and
it is relieved by ethanol consumption in 30% to 50% of
cases. Writing tremor has been variably classified as an
independent entity, an ET variant, a focal dystonia, or an
overlap between ET and dystonia30. Positional tremors arise
only when a tremor is brought on during specific positioning
of the involved body part and need to be differentiated
from postural tremor, wherein a tremor is elicited in any
posture, though it may be more prominent in one posture.

Orthostatic Tremor (OT) syndrome is a rare tremor disorder
of the legs and trunk that occurs on standing and dissipates
with walking or sitting down31. On standing, OT increases
in a crescendo fashion over seconds to minutes to the point
that the patient cannot continue to stand and must either
sit or walk. Patients tend to stand with a wide base, but can
walk with a narrow base, tend to avoid standing in queues
because of OT. Primary OT has a very high frequency and it
may not be visible by naked eye but can be heard with a
stethoscope with a sound resembling a distant helicopter
during auscultation (helicopter sign)32. Diagnosis needs
confirmation with EMG recordings that reveal a 13 - 18 Hz
tremor33. If there are additional signs of dementia,
parkinsonism or ataxia it should be labelled as primary
orthostatic tremor plus34. On the other hand some patients
may have a slower orthostatic tremor; often in association
with other neurological signs, and have been labeled as
slow orthostatic tremor, tremor in orthostatism, and pseudo-
orthostatic tremor35. Pseudo orthostatic tremor has a
frequency of 4 - 6 Hz, may be assymetrical and is seen in
conditions such as Parkinson’s disease, Lewy body dementia
and SCA3.

Isolated Rest Tremor: There is a group of patients with
asymmetric rest and postural tremor, mostly resembling a
somewhat irregular parkinson tremor, but often do not have
other signs of parkinsonism and may show normal
dopaminergic striatal innervation measured with
Fluorodopa-PET. Various terms have been used for this
group of patients - scans without evidence of a
dopaminergic deficit’ (SWEDDs), Benign Tremulous
Parkinson’s Disease, monosymptomatic tremor at rest and
isolated rest tremor. Its exact aetiology is not yet clear. It
has been seen that almost 15% of patients who present
with an asymmetric rest tremor resembling PD have a
normal dopamine transporter scan36 and of these only 8 -
13% converted to have an abnormal scan up to 5 years
later37. Others developed clinical features of advanced
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Table IV: Clinical cues for differentiation of essential tremor, dystonic tremor and parkinsonian tremor44.
Clinical features Essential tremor Dystonic tremor Parkinsonian tremor

Anatomy Hands > head > voice > others Head >hands>others Hands > others

Wrist tremor > metacarpal joint tremor Metacarpal joint tremor > wrist tremor

At wrist, flexion extension > rotational At wrist, rotational > flexion extension

Symmetry  Largely symmetrical, gross asymmetry (5%) Asymmetrical Asymmetrical

Activation Posture > kinetic > rest Posture > kinetic > rest Rest > posture

Tremor suppression at movement onset No Rare Most cases

Mental concentration Tremor increases Variable Tremor decreases

Writing Tremor increases Variable Tremor decreases

Walking Tremor decreases Variable Tremor increases

Sensory trick None Most cases None

Presence of null point* None Most cases None

Alcohol intake Supresses Rarely Rarely

Treatment Beta blockers, primidone, dbs, botulinum toxin Botulinum toxin, dbs Levodopa, dbs

*Relief of tremor occurs by allowing the abnormal dystonic posture to develop without resistance.

accompanied by other neurological signs such as
parkinsonism, dystonia and cerebellar features. The
aetiology of combined tremors is exhaustive. The common
combined tremor syndromes are discussed.

Tremor combined with parkinsonism: Tremor combined
with parkinsonism (bradykinesia and rigidity) is typically a
4- to 7-Hz rest tremor of the hand (“pill-rolling” tremor),
lower limb, jaw, tongue, or foot. This is called classic
parkinsonian tremor. It is noteworthy that other types of
tremor may coexist in patients with parkinsonism, such as
postural or kinetic tremor with the same (type 1) or different
frequency (type 2) as the rest tremor1. Besides bradykinesia,
other features that point to PD as the cause of tremor are:
cessation or marked dampening of tremor on voluntary
movement and its re-emergence on cessation of activity
and maintenance of posture. Rest tremor and bradykinesia/
rigidity in PD may progress independently and with
advancing disease, increasing rigidity of the limbs may
obscure the tremor. The tremor-dominant PD may be
associated with earlier age at onset, less cognitive decline,
and slower progression than the type of PD that is
dominated by postural instability and gait difficulty (PIGD)39.
Rest tremor is uncommon in other parkinsonian conditions
such as MSA, corticobasal degeneration, and PSP and a
postural, kinetic, dystonic or intention tremor may be more
common.

Dystonic Tremor syndromes
These syndromes have a combination of tremor and
dystonia as the leading neurological signs. When tremor
occurs in a body part that is dystonic – it is referred to as

disease by the final third of their disease course and were
then indistinguishable from classical Parkinson’s disease. As
a result, this is a heterogenous group of patients that may
have different clinical outcomes including but not limited
to: dystonic tremor, early PD, essential tremor plus, PD with
striatal dopaminergic deficiency without nigral degeneration,
Holmes tremor or atypical parkinsonism. There are certain
important caveats, that the clinician must keep in mind while
evaluating a patient with isolated rest tremor. First,
bradykinesia is the sine qua non for parkinsonism and it
requires progressive decline in amplitude and velocity of
movements (motor decrement). Slowness of initiation of
movement or reduced amplitude of movements without
motor decrement may be seen in dystonia or pyramidal
slowness and this can be one of the reason for patients with
dystonic tremor being diagnosed as PD with normal DAT
scans. Secondly, although Unified Parkinson’s disease rating
scale requires to test rapid alternating movements for 10
movements, this may not be enough to rule out bradykinesia
in patients presenting with rest tremor. Ideally the patient
should be asked to do 64 movements for 15 - 30 seconds
before commenting on the absence of bradykinesia38. Finally,
even if the clinician believes that tremor is isolated, dopamine
transporter imaging should be done to exclude a parkinsonian
condition, given that some early tremor-dominant PD
patients (monosymptomatic tremor at rest) may exhibit no
appreciable bradykinesia or rigidity early in the disease. It is
best to label these patients as isolated rest tremor and terms
such as SWEDDs and Benign Tremulous Parkinson’s Disease
should be avoided.

Combined Tremor Syndromes: Combined tremor
syndromes include syndromes in which tremor is
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dystonic tremor, e.g., head tremor seen in cervical dystonia
or segmental tremulous dystonia affecting the head and
upper limbs. Tremor in dystonia manifests during posture
or voluntary movements (action tremor), even though
some dystonic patients may have tremor at rest. It is
frequently unilateral,in patients with bilateral tremor it is
often asymmetric and may be jerky rather than rhythmic7.
Dystonic tremor may be relieved by sensory tricks (geste
antagoniste); allowing the abnormal dystonic posture to
develop without resistance (“null point”) and is worsened
by an attempt to maintain certain postures, which may
account for the position sensitivity of dystonic tremor. If
dystonia and tremor are found in different body parts, this
is called tremor associated with dystonia3, for example
tremor in upper limbs in a patient with cervical dystonia.
There is an additional group of patients, who have an
asymmetric jerky tremor that has features of dystonic
tremor mentioned above, but do not have any signs of
dystonia anywhere in body. This group of patients may
develop dystonia later and probably represent a form
fruste of dystonia. Till such time, they develop signs of
overt dystonia, it is best to label them as Indeterminate
Tremor, thereby avoiding misclassification as ET or
premature classification as dystonic tremor. Dystonic
tremor may be primary dystonic tremors for example
cervical dystonic tremor and hand tremor in primary
writer’s cramp, genetic [for example anoctamin 3 (ANO3)]
or secondary to Parkinsonism, Wilson disease,
Neurodegeneration with brain iron accumulation or other
neurodegenerative conditions.

A pictorial differentiation from ET is shown in Fig. 3. The
clinical pointers to help differentiate ET, PD and Dystonic

tremors are summarised in Table IV.

Intention tremor syndromes
Intention tremor syndromes consist of intention tremor at
< 5 Hz, with or without other localising signs usually
signifying a lesion in the cerebellothalamic pathway.
Intention tremor is characterised by usually side-to-side
movements perpendicular to the line of travel,
predominantly proximal more than distal and amplitude of
oscillations increases toward the end of movement4. Tremor
needs to be differentiated from irregular movements that
occur in the line of the travel which are due to dysmetria.
Cerebellar intention tremor usually is of low frequency,
around 2 - 4 Hz40.

Holmes Tremor
Holmes tremor is generally a unilateral tremor that has three
components: rest, postural and kinetic intention tremor with
the relative severity generally being such that kinetic tremor
is greater than postural tremor, which is greater than rest
tremor. There is both a proximal and distal component and
the frequency is usually < 5 Hz41. Patients may have other
neurologic signs including mild dystonia, oculomotor
abnormalities, hemiparesis or ataxia. Common causes
include cerebrovascular accident and multiple sclerosis,
with a possible delay of 2 weeks to 2 years42 in tremor
onset and the occurrence of lesions. The anatomical
localization is in the brainstem in the vicinity of red nucleus
causing disruption of both nigrostriatal dopaminergic and
cerebellothalamic systems causing the combination of a
parkinsonian rest tremor and a cerebellar intention tremor.

Fig. 2: Spiral drawings in Dystonic tremor and essential tremor (A) Dystonic Tremor: The axis of tremor is variable and in essential tremor. (B) The axis
remains the same throughout of the spiral.
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Functional Tremor
Functional tremor is often present at rest, on posture and
during action, something that is unusual in organic tremor
other than seen in Holmes Tremor. Onset is usually abrupt
with maximal disability at onset followed by a static or
fluctuating course. The key features in differentiating
functional tremor from organic tremor are: entrainment
(ability of the examiner to alter the rhythm of the patient’s
tremor by having it match the rhythm of a tremor the
examiner produces); exacerbation of tremor on weight
loading; pause in tremor with a ballistic movement;
distractibility and suggestibility4.

An algorithm for clinical evaluation of tremors is depicted
in Figs. 1 and 2.

Conclusion
Although tremor is the most common movement disorder,
its diagnosis is often challenging. The approach to tremor
involves a history and careful neurologic examination,
focused on the nuances of clinical phenomenology and
careful examination of associated findings such as
bradykinesia, dystonia and ataxia. There is significant overlap
between the common tremor syndromes and the exact
nosology of various syndromes such as isolated rest tremor
and tremor associated with dystonia is still not clear. If the
phenomenology of tremor syndrome is not clear, it is best
to label it as Indeterminate Tremor and keep the patient in
observation.
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