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The clinical challenges of akathisia
James B. Lohr,1,2*† Carolyn A. Eidt,1,2 Areej Abdulrazzaq Alfaraj,1 and
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Akathisia is one of the most vexing problems in neuropsychiatry. Although it is one of the most common side effects of
antipsychotic medications, it is often difficult to describe by patients, and is difficult to diagnose and treat by
practitioners. Akathisia is usually grouped with extrapyramidal movement disorders (ie, movement disorders that
originate outside the pyramidal or corticospinal tracts and generally involve the basal ganglia). Yet, it can present as a
purely subjective clinical complaint, without overt movement abnormalities. It has been subtyped into acute, subacute,
chronic, tardive, withdrawal-related, and “pseudo” forms, although the distinction betweenmany of these is unclear. It
is therefore not surprising that akathisia is generally either underdiagnosed or misdiagnosed, which is a serious
problem because it can lead to such adverse outcomes as poor adherence to medications, exacerbation of psychiatric
symptoms, and, in some cases, aggression, violence, and suicide. In this article, we will attempt to address some of the
confusion surrounding the condition, its relationship to other disorders, and differential diagnosis, as well as treatment
alternatives.
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History and Phenomenology

“Akathisie” was originally coined by the Czechoslovakian
neuropsychiatrist Ladislav Hascovec shortly after the
turn of the 20th century,1–3 probably in 1901. He created
the term in Czech from the Greek α (not) + κάθιςω (to be
made to sit down) — ie, inability to sit. Hascovec con-
sidered akathisia (as the term later came to be spelled) to
be primarily a movement disorder (but one with a more
psychiatric etiology, such as a hysterical or conversion
disorder), and only 1 of the 2 patients he initially
described appeared to have the characteristic accompa-
nying subjective discomfort and “need to move” that we
now associate with the condition. In 1923, akathisia was
described in patients with post-encephalitic parkinson-
ism by Paul Robert Bing and Jean-Athanase Sicard, but
again it was considered more of a psychiatric condition.3

After the discovery that antipsychotic medications
frequently caused the disorder in the 1950s, it was later
grouped with other movement problems that commonly
occur with antipsychotics, including parkinsonism and
dystonia, all of which came to be referred to as
extrapyramidal side effects (EPSE) or extrapyramidal
signs (EPS).3

Although the term “akathisia” is often pronounced as
rhyming with dyskinesia (and sometimes even spelled
akathesia),4 it derives from very different Greek roots
(there is no “kinesis” or movement in the etymology of
akathisia) and is more correctly spelled “akathisia,” and
pronounced æ.kə.ˈθɪ.si.ə (using International Phonetic
Alphabet symbols, where “ɪ” is pronounced as in “kit” or
“bin” and “i” is pronounced as in “glorious”).

Akathisia straddles the boundary between being a
symptom (ie, a subjective problem described by the
patient) and a sign (an objective problem observed by the
clinician). The subjective component can exist indepen-
dently of the objective component, particularly when the
condition is mild. The opposite, if there is an objective
component but no subjective discomfort, has been called
pseudoakathisia—a troublesome concept discussed below.

The subjective discomfort of akathisia is often
extraordinarily difficult for the patient to describe, to

* Address for correspondence: James B. Lohr, Department of
Psychiatry, University of California, San Diego, 9500 Gilman Drive, La
Jolla, CA 92093, USA. (Email: jlohr@ucsd.edu)

†We would like to thank Dr. Stephen Stahl and the staff of the
Neuroscience Education Institute for their assistance in preparing this
article.
This activity is supported by an unrestricted educational grant from

Vanda Pharmaceuticals Inc.

CNS Spectrums (2015), 20, 4–14. © Cambridge University Press 2015
doi:10.1017/S1092852915000838

CME REVIEW ARTICLE

https://doi.org/10.1017/S1092852915000838 Published online by Cambridge University Press

mailto:jlohr@ucsd.edu
https://doi.org/10.1017/S1092852915000838


some extent because there are few subjective states to
which it can be compared. Hence, patients often use
terms such as “anxiety” or “itching,” even though these
do not really capture the essence of the condition. In
addition, since many clinicians have never experienced it,
there is often a lack of common ground in communicating
the problem. Characteristic descriptions that two of us
(JBL andMAS) have heard over the years include, “It feels
like my legs are on fire inside,” “It makes me want to run
around the room or leap out of my bed,” “It’s like a deep
itching and tingling inside my bones and moving around
relieves it a little,” “It’s sort of like that feeling you get
after your leg falls asleep and then wakes up, but it doesn’t
go away,” and “I want to jump out of my skin.” The
severity of subjective discomfort ranges from “mildly
annoying” (and easily relieved by moving a limb or
shifting position) to “absolutely intolerable,” which is
associated with extreme dysphoria and a sense of
“impending doom.” The most severe cases have been
linked to suicidal ideation, aggression, and violence.5–9

Akathisia is an important cause of poor medication
adherence.10–12 The presence of akathisia also exacerbates
any psychiatric symptoms present,12–16 often leading
clinicians to increase inappropriately the offending
agents, such as selective serotonin reuptake inhibitors
(SSRIs) or antipsychotics.

The objective sign of akathisia is a movement
disorder. When mild to moderate in severity, the lower
extremities are predominantly involved, usually from
hips to ankles, and the movements take the form of
shifting positions while standing, and rocking or moving
the feet around while sitting. The predilection to affect
primarily the lower extremities is often helpful in
differentiating akathisia from other antipsychotic-
induced side effects that tend to affect other body regions
(described more below). With increasing severity,
however, akathisia can involve the entire body, resulting
in near incessant writhing and rocking movements
often accompanied by jumping around, running, and
occasionally flinging oneself out of a chair or a bed.17

Although we have never personally seen a case of
akathisia that did not affect the lower extremities to
some degree, there are reports of akathisia occurring
primarily in other body regions (such as suboccipital
muscles)18 or in strange distributions, such a hemi-
akathisia (affecting only one side of the body).19 Strange
or unusual distributions of either subjective or objective
components of akathisia should increase concern that
there may be another process present influencing the
clinical presentation, such as an infarction or abscess.19

Although commonly considered a type of movement
disorder or EPS, in fact akathisia should be considered
more a sensorimotor disorder because of the powerful
sensory component, which is a defining characteristic of
the condition. In fact, the sensory component may be the

primary problem, with motor signs being secondary to
the restlessness and need to move.

Potential Subtypes

Akathisia has been divided into several subcategories,
mainly in relation to drug-induced forms of the condi-
tion. The differences between these subtypes are
generally based on the time course of the condition,
because the actual clinical presentations (save for
pseudoakathisia) are indistinguishable from one another.

∙ Acute, subacute, and chronic akathisia:20,21

Akathisia usually occurs within a few days to weeks of
initiating an antipsychotic medication or increasing
the dose. During the initial weeks, it is considered
acute, and later it is considered subacute or chronic.
Akathisia may develop within days and maintain
severity at that level over time, or it may gradually
increase or decrease in severity over time. When
increasing in severity, the subjective and objective
components become more pronounced and spread to
other body regions. Chronic akathisia simply refers to
akathisia that has been present a long time, usually
several months or more, and is a different concept
from tardive akathisia, described below.

∙ Withdrawal akathisia:22 This condition, indistin-
guishable phenomenologically from acute akathisia,
occurs upon dosage decrease or withdrawal of
antipsychotic agents. Withdrawal akathisia usually
appears within about 2 weeks of discontinuation, and
disappears within about 6 weeks. If it lasts longer,
then it probably represents tardive akathisia, as
described below.

∙ Tardive akathisia:23,24 Again, tardive akathisia is
indistinguishable in clinical appearance from acute
akathisia, but its time of onset and course resembles
those of tardive dyskinesia. In other words, it
(1) occurs late in the course of treatment with
antipsychotics (usually after 3 months or more),
(2) may emerge initially after antipsychotic disconti-
nuation or dosage reduction, (3) can often be reduced
in severity by increasing the antipsychotic dosage, and
(4) may persist from months to years, even in the
absence of drug—all of which are hallmarks of tardive
syndromes in general.

∙ Pseudoakathisia:25,26 This was a term invented to
describe a condition in which there are the objective
signs of akathisia without the subjective component.
Because akathisia occurs commonly in patients with
psychiatric disorders such as schizophrenia, it is not
clear if pseudoakathisia should actually be considered
a “pseudo” form of the disorder, because many
patients experience discomfort that they are unable
to understand or express clearly. Thus, we, like
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others,21 are skeptical about the existence of pseudoa-
kathisia as a true subtype of akathisia, as opposed to
one where other factors may simply reduce or alter the
subjective complaints.

∙ Bing–Sicard akathisia:27 This is a term that has been
used to describe the occurrence of akathisia in
parkinsonian disorders such as Parkinson’s disease (PD)
and post-encephalitic parkinsonism, discussed below.

Etiology and Epidemiology

Although most commonly considered a side effect of
antipsychotic medications, akathisia was described long
before the advent of these drugs, and can still occur in
other conditions:

Antipsychotic-induced akathisia

Akathisia is commonly observed after treatment with
first-generation antipsychotic medications with reports
of prevalence in the range of 8–76% of treated patients,
making it arguably the most common side effect of these
medications. This is quite a large range in prevalence,
with differences in reports probably due in part to some
of the recognition factors described below, and also to
differences in age, dosage, and timing of assessment.
Although it is commonly thought that akathisia is not a
significant problem with second-generation (“atypical”)
antipsychotic medications, this is not true. The reported
prevalence of akathisia with second-generation drugs has
varied widely, but it is often quite high, although in
general lower than first-generation drugs.28,29 There has
also been a lot of variability of reported prevalence rates
across agents, with aripiprazole (23–42%)30–32 and
risperidone (7–50%)33 being among the highest and
olanzapine (3–16%), quetiapine (2–13%), and iloperi-
done (appears to be very low, 0%?)34–38 being among the
lowest. Clozapine is interesting, as the prototypical
second-generation agent, with some reports of very low
incidence and prevalence39 and other reports where the
prevalence was quite high (15–31%),40 and the incidence
was not different from first-generation antipsychotics
(39% vs 45%).41 At this time it appears that quetiapine33

and iloperidone35,36 may be associated with the lowest
rates of akathisia, but further studies are warranted.
Anti-dopaminergic anti-emetics (such as prochlorpera-
zine and metaclopramide), as well as dopamine-depleting
agents (reserpine and tetrabenazine, which impede
reuptake of dopamine into presynaptic vesicles), have
also been reported to commonly cause akathisia.42,43

Antidepressant-induced akathisia

There is growing awareness that akathisia can occur
during treatment with antidepressant drugs, of which
SSRIs have received the most reports of an

association,44–52 with relatively fewer reports of tricyclic
antidepressants (TCAs)53,54 or monoamine oxidase
inhibitors (MAOIs).54

Other drug-induced akathisia

There have also been reports of akathisia with the
antibiotic azithromycin,55 with calcium channel block-
ers,56 lithium,56 and with drugs often used for recrea-
tional purposes such as gamma-hydroxybutyrate (GHB),
methamphetamine, 3,4-methylenedioxymethamphetamine
(MDMA, ecstasy), and cocaine.57

Akathisia in parkinsonian conditions

Akathisia has been described in conjunction with a
variety of Parkinson-related disorders including PD
itself,58 as well as post-encephalitic parkinsonism,
cortico-basal degeneration (CBD), and multiple system
atrophy (MSA). There is a complex relationship between
the use of L-DOPA and akathisia, with some reports
suggesting that its occurrence may relate to time-of-
dosing or to “off” effects, and other reports finding no
clear association.

Spontaneous akathisia

Akathisia has been reported to occur in untreated
schizophrenia59 where it has also been termed
“spontaneous akathisia.”

Risk Factors for Drug-Induced Akathisia

Although acute antipsychotic-induced akathisia is often
thought of in conjunction with schizophrenia, it appears
that patients with mood disorders, particularly bipolar
disorder, may actually be at higher risk.60–62 Other risk
factors may include higher dose or rapid dose increase,63

traumatic brain injury,64,65 cancer,43 and possibly iron
deficiency.66,67 There is no clear evidence of risk
associated with age, gender, or ethnic background.56,68

Chronic or tardive akathisia may be associated with
advanced age and female gender, just as is tardive
dyskinesia.21

Recognition and Differential Diagnosis

Under-recognition and misdiagnosis of akathisia

These are very significant clinical problems12,15,69–72

because they contribute to profound suffering of
patients, both directly—from the signs and symptoms of
akathisia itself—and indirectly, because of secondary
effects on medication adherence by patients as well
as inappropriate medication dosing by clinicians.
When Hirose70 reviewed the literature on under-
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recognition, he divided the factors contributing to
poor recognition and treatment into “patient” and
“clinician” components. The patient factors included
(1) mild severity of akathisia, (2) lack of apparent motor
restlessness, (3) no voluntary expression of inner
restlessness, (4) no clear communication of inner
restlessness, (5) restlessness in body parts other than
the legs, (6) atypical expressions of inner restlessness,
(7) other prominent psychiatric symptoms, and
(8) absence of other extrapyramidal signs. The clinician
factors included (1) emphasis on objective restlessness,
(2) failure to consider akathisia during antipsychotic
therapy, (3) failure to fully implement anti-akathisia
treatments in ambiguous cases, and (4) strict adherence
to research diagnostic criteria.70

Differential diagnosis

There are several conditions that are commonly confused
with akathisia:

Anxiety

Anxiety can be extremely difficult to distinguish from
akathisia. Subjectively, patients with anxiety are less
likely to complain about a need to move, or about how
movement reduces the severity of their discomfort.
Objectively, anxiety is associated with a greater degree
of autonomic arousal, and observable excesses in move-
ment usually manifest in upper extremity and facial
fidgetiness, which is less common in akathisia.

Agitation with medical conditions

Agitation can occur in a variety of medical conditions,
such as hyperthyroidism, sedative (including alcohol) or
opiate withdrawal, AIDS, respiratory alkalosis, pre-
eclampsia and eclampsia, meningitis, septicemia, pul-
monary edema, and hyponatremia. These diagnoses can
usually be made by their individual clinical features, and
the agitation that accompanies them does not have a
preferential lower extremity involvement, feeling of a
need to move, or relief with movement.

Psychomotor agitation

This type of agitation is considered to be part of the
primary presentation of a mental disorder, such as
depression, bipolar disorder, schizophrenia, or post-
traumatic stress disorder (PTSD), but it is not clear if
“psychomotor agitation” relates to the same underlying
mechanism in these different disorders. Unlike anxiety,
which is a symptom, agitation is a sign, and hence a
clinically observable entity, and the two may or may not
be associated. Akathisia is often described as a type of
agitation, but can usually be differentiated by the specific

movement-impelling aspect of the subjective discomfort
and the preferential involvement of the lower extremities
when mild or moderate in severity.

Tics and Tourette disorder16,73

The tics of Tourette disorder are divided into motor and
phonic types, with motor tics typically appearing as rapid
movements of eyes, lips, shoulders, fingers, and other
areas, and phonic tics typically involving coughs, grunts,
whistles, and animal noises. Although tics can involve
the lower extremities, they are much more common in
the face and upper extremities. Tics are often complex in
nature, consisting of connected strings of separate motor
and phonic tics. Some tic disorders, particularly Tourette
disorder, are associated with a sensory disturbance that
precedes the actual tic, sometimes called “a premonition”
or “an itch,” which builds in intensity until it is relieved
when the tic occurs. Thus, Tourette disorder is also a
sensorimotor disorder, like akathisia. The upper torso
distribution and the presence of phonic tics are
distinguishing features from akathisia. Many patients
with Tourette disorder may develop akathisia because of
treatment with dopamine blocking drugs, which can
serve to worsen the tics.74 Patients who have both tics
and akathisia can readily tell the difference in the
subjective experience, as tics are not experienced as
restlessness, but rather as a buildup of an uncomfortable
feeling in a specific body part that culminates in a motor
or phonic tic. There is also a tardive form of Tourette
disorder that follows the course of tardive dyskinesia and
is usually seen accompanying the more typical signs of
tardive dyskinesia.75,76

For the remaining discussion of the differential
diagnosis of antipsychotic-induced movement disorders,
we have prepared Figure 1, which illustrates the relative
preferred somatic region involved in mild to moderate
cases of antipsychotic-induced akathisia, tardive dyski-
nesia, dystonia, and parkinsonian tremor. This differen-
tial distribution is often extremely helpful in making a
diagnosis.

Antipsychotic-induced tardive dyskinesia (TD)77–82

Because akathisia frequently occurs secondary to treat-
ment with antipsychotic drugs, it is important to
distinguish it from other antipsychotic-induced move-
ment disorders. Perhaps the most commonly confused
disorder is TD, which occurs late in the course of
treatment and with which tardive akathisia is often
associated. TD can be differentiated from acute akathisia
on the basis of the timing of the appearance (late vs
early), the nature of the movements, as well as the
preferred somatic distribution of the movements
(see Figure 1). TD consists of writhing athetoid or
choreo-athetoid movements predominantly of the

AKATHISIA − CLINICAL CHALLENGES 7

https://doi.org/10.1017/S1092852915000838 Published online by Cambridge University Press

https://doi.org/10.1017/S1092852915000838


lower face and distal extremities (although it can
involve the trunk, and the pharynx and diaphragm
when severe). When the legs are involved, the movements
are usually more pronounced in the toes than the more
proximal muscles.

Antipsychotic-induced dystonia77–81

Acute antipsychotic-induced dystonias (also called dys-
tonic reactions) occur very soon, within 24-48 hours,
after initiating or increasing antipsychotic dosing. There
is also a tardive form, which shares the timing character-
istics with TD (described earlier in the tardive akathisia
section). Dystonias tend to involve the eyes (oculogyric
crises), the tongue, the neck (torticollis), the shoulders,
and trunk (see Figure 1).

Antipsychotic-induced parkinsonian tremor77–81

Although when assessed carefully, parkinsonian tremor
can involve virtually all body regions to some extent, it is
usually most clinically obvious in the hands and wrists
when at rest (see Figure 1), where it assumes a pill-
rolling characteristic consisting of alternating contrac-
tions of agonist and antagonist muscles in a very
rhythmic rate of 4–7 cycles/second.

Akathisia vs Restless Legs Syndrome (RLS)

We are considering RLS separately from the other
differential diagnostic entities because it is not clear
whether akathisia and RLS truly represent different
disorders. To see how difficult it can be to distinguish

Akathisia
Tardive

Dyskinesia

Parkinsonian
Tremor

Acute
Dystonia

Relative prevalence of body region involvement of different 
antipsychotic-induced EPS, when they are present with mild to 
moderate severity. It can be seen that the preferred regional 

distribution can be of use in differentiating akathisia from other  
antipsychotic-induced conditions.

FIGURE 1. Relative prevalence of body region involvement of different antipsychotic-induced EPS, when they are present with mild to moderate severity. It can
be seen that the preferred regional distribution can be of use in differentiating akathisia from other antipsychotic-induced conditions.

8 J. B. LOHR ET AL.

https://doi.org/10.1017/S1092852915000838 Published online by Cambridge University Press

https://doi.org/10.1017/S1092852915000838


from akathisia, let us examine Ekbom’s original
description83:

The paresthesia is felt in the lower legs (not the
feet). It is never experienced superficially in the
skin, but deep down in the calf or sometimes
the shin. The patient has difficulty in finding the
right words to describe it. It is a crawling sensa-
tion, irritating and enervating. As a rule it is not a
question of real pain.... I have asked the patients
whether it is experienced as a kind of anxiety, but
they all said no. But all agreed that it was some-
thing very unpleasant.... The sensations disappear
or lessen when the legs are moved about, but they
soon return. (p 198)

RLS has more alternative names than most other
medical disorders, being also known as Ekbom syndrome,
Wittmaack–Ekbom syndrome, Willis–Ekbom disease,
anxietas tibiarum, and anxietas tibialis. Ekbom
himself originally called the disorder asthenia crurum
paresthetica, highlighting the uncomfortable paresthesias
in the lower extremities. RLS appears to be quite common
and may affect 3–9% of the population, being more
common in women, with advanced age, and with iron
deficiency.84 The critical features of RLS are (1) a desire to
move the extremities usually associated with some
definable discomfort, (2) motor restlessness, (3) worsen-
ing of symptoms at rest with at least temporary relief by
activity, and (4) worsening of symptoms later in the day or
at night. As can be seen, apart from criterion 4, there is
essentially no definitional difference between akathisia
and RLS. This association with night-time and sleep is the
essential clinical difference between RLS and akathisia,
and was noted by Ekbom:83

The paresthesia is mostly felt during the night,
generally within an hour after retiral (in one case
not until the early morning, however).... The
patients cannot sleep, but are forced to lie and
move their legs and continually change their
position, to sit on the edge of the bed and kick, or
to walk about on the floor. It is quite impossible to
stay in bed. The paresthesia may keep on the whole
night, according to the patients at least, but they
often disappear in the early morning.... During the
day, the paresthesiae are either entirely absent or
are of mild degree, coming on when the legs are
kept still, especially in the evenings, e.g., at the
theatre or cinema, or if the patients take a nap to
try to make up for their lost night sleep. (p 198)

The relationship between akathisia and RLS often
receives very little attention in discussions of the
differential diagnosis of either of these conditions, which
is surprising considering the large degree of clinical
overlap between them. Part of the reason for this may be

related to the different heritage of these concepts, with
RLS studies coming more from the neurological and sleep
literature, and akathisia from the psychiatric and psycho-
pharmacological literature. An example of the diagnostic
confusion is seen with PD, for example, where in some
instances the restlessness is referred to as RLS,85–89 and in
others, akathisia,90,91 but it is unclear if there is a real
distinction present. For example, it is very confusing
diagnostically when investigators report the occurrence of
akathisia at nighttime92 and RLS during the day.93

It has been suggested that RLS can be distinguished from
akathisia in that RLS occurs more commonly at night, is
associated with greater sleep disturbance, is marked by
myoclonus when severe, is exacerbated by lying down
(akathisia may be somewhat relieved by lying down in some
patients), and is experiencedmore as paresthesias (akathisia
may be experienced more as restlessness).94 However, none
of these distinctions forms a firm basis for differentiating
the conditions, and in fact RLS and akathisia may actually
be closely related disorders, if not in fact variants of the
same underlying pathophysiology. One distinguishing
feature usually not addressed is that the two conditions
may have different treatment responses. Although both have
been described as responding to benzodiazepines, the use of
dopamine agonists such as l-DOPA and opiates is standard
treatments for RLS, but rarely if ever used for akathisia,
whereas anticholinergic drugs and beta-adrenergic blockers
are often used for akathisia (though the evidence is
inconsistent; see below), but they are rarely used for RLS.
These differences may not so much relate to differences in
the underlying conditions, however, as to the fact that
akathisia commonly occurs in individuals with psychiatric
disorders, where the use of dopaminergic agonists may
exacerbate manic or psychotic symptoms,95 and the use of
opiates is usually avoided because of abuse potential.

We should also mention periodic limb movement
disorder (PLMD), which is also known as periodic leg
movements of sleep (PLMS), which is a condition that
clinically overlaps and is frequently associated with RLS.
In fact, it has been considered to be simply a milder form
of RLS (in which only the sleep component occurs) by
some investigators. However, because RLS and PLMD
can occur independently of one another, and there are
differences in the sleep architecture between RLS and
PLMD, they may actually represent different conditions.96

In any case, PLMD is different from akathisia in that it
occurs during sleep, whereas akathisia is a condition of
wakefulness.

Pathophysiology

The pathophysiology of akathisia is unknown. Because
akathisia is so commonly observed in the context of
treatment with first-generation antipsychotic medications
and in parkinsonian states, it is reasonable to assume that
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dopamine blockademay be involved in its genesis, but this
is not certain. More than 30 years ago, Marsden and
Jenner95 suggested that akathisia may be cause by a
blockade of mesocortical dopaminergic pathways, which
is still a viable but unproven hypothesis.

Stahl and Loonen97 have suggested another mechan-
ism for akathisia, in which a generalized reduction in
dopamine in the brain (such as is seen with antipsycho-
tics and PD) may trigger compensatory mechanisms,
particularly in the form of increased noradrenergic
activity from the locus ceruleus. Because these adrener-
gic fibers innervate the shell portion of the nucleus
accumbens to a greater extent than the core portion, a
mismatch may occur resulting in dysphoric feelings and
semipurposeful movements. This would also help
explain the possible utility of beta-blocking drugs and
the fact that akathisia is not seen in everyone when
treated with first-generation antipsychotic drugs, which
powerfully block dopamine receptors.

It is possible that mechanistic clues for akathisia can
be found in studies of RLS. In the case of RLS, it has been
suggested that dopamine reduction in the substantia
nigra or in the dopamine A11 neurons (which originate
in the hypothalamus and terminate in the spinal cord)
may be involved. Recently, however, it has been observed
that domperidone, which is a dopamine receptor
antagonist that does not cross the blood–brain barrier,
can cause a worsening of RLS in PD, suggesting that
peripheral dopaminergic factors may be involved.98

Because of the previously mentioned similarity of RLS
and akathisia, these possible mechanisms may be worth
studying in akathisia as well.

Assessment

Currently, akathisia is a diagnosis made purely by clinical
observation and patient report, as there is no confirma-
tory blood test, imaging assessment, or neurophysiolo-
gical study available. The most commonly used tool
for assessment is the Barnes Akathisia Rating Scale
(BARS),99 which is a 4-item scale in which the subjective
and objective components of the condition are rated
separately, then combined. Each item is rated on a
4-point scale (0 to 3). There is 1 item that assesses
objective signs, 2 subjective items that assess awareness
and distress related to restlessness, and a global clinical
assessment (see the Appendix).

When assessing the severity of akathisia, it can be
quite helpful to observe patients when they do not know
they are being evaluated, such as when sitting in the
waiting area. This is because many individuals can exert a
great deal of suppressive control on the motor aspects
of the condition, especially when it is only of mild
to moderate severity, causing a falsely low estimate of
its severity.

Treatment

It is unfortunate that the actual evidence base for
treatments of akathisia is very small, and many of the
recommendations are based on clinician experience,
case reports, and reports from studies of drugs where
akathisia was not a primary concern. Nevertheless, the
absence of strong evidence does not mean we should not
try to address and treat the situation to the greatest
possible extent. In our opinion, first and foremost, the
cause of the akathisia should be identified and initial
treatment aimed at that cause. Since the majority of
patients with akathisia probably developed it secondary
to psychotropic medications, the initial recommendation
is, if possible, to reduce or switch medications. In
patients on first-generation drugs, an attempt should be
made to switch to second-generation agents that appear
to cause less akathisia, including quetiapine and iloper-
idone. Also, if iron deficiency is present, then correcting
this may be of some benefit. It should be remembered
that occasionally, withdrawal akathisia can occur, so one
should not judge the effectiveness of a dosage reduction
or a medication switch for up to 6 weeks or more, as
the akathisia may show a temporary exacerbation. If the
akathisia worsens but does not disappear, then tardive
akathisia may be present, and the general treatment
guidelines follow those of acute akathisia below, with the
exception that, when severe, tardive akathisia can be
suppressed with a reinstitution of the offending agent at
the previous dose.

After these maneuvers, if the akathisia is still present,
it may be very difficult to treat. A host of different
medications has been reported to be useful, but without
much corroboration or evidence. These include antic-
holinergic drugs (such as biperiden, trihexyphenidyl,
and benztropine),100–102 beta-blockers (such as
propranolol and metoprolol),103 and serotonin 5-HT2A
antagonists (such as mianserin, mirtazapine, and
cyproheptadine).104 There have also been reports
of success with vitamin B6, n-acetylcysteine,105 and
tetrabenazine,106,107 although tetrabenazine is also
reported to cause akathisia. Benzodiazepines have
proven useful, but do not appear to relieve the akathisia
as much as any associated anxiety.104 Interestingly, two
of the most commonly used treatments for akathisia,
anticholinergic agents and beta-blockers, have both been
reported to have poor evidence of efficacy in Cochrane
reviews.100,101,103

By and large, after adjusting any offending agents (or
treating any underlying conditions), there is little in the
way of incontrovertible evidence for any therapeutic
approach, and the treatment of akathisia becomes
largely empirical, with many of the more severely
affected patients ending up on double- and triple-drug
regimens involving combinations of anticholinergic,
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beta-blocking, and serotonin blocking drugs, along
with benzodiazepines. Occasionally, clonidine has been
recommended, and there is a report of tardive akathisia
responding to clonidine.24 Rarely, dopamine agonists
such as bromocriptine and amantadine have been
tried.90 Finally, piracetam,108 buspirone,90 and opiates90

have been suggested to be of benefit in case reports of
more serious akathisia.

Summary

Akathisia is a complex, confusing, and under-recognized
problem that causes considerable suffering. It is
extremely important for the clinician to be alert to its
presence, as addressing akathisia in terms of alterations
of current medication regimens can do much to relieve
discomfort and to improve patient adherence, thereby
reducing psychiatric and medical morbidity.

Disclosures

The authors do not have anything to disclose.

REFERENCES :

1. Berrios GE. Lad Haskovec and akathisia: an introduction.
Hist Psychiatry. 1995; 6(22): 243–245.

2. Mohr P, Volavka J. Ladislav Haskovec and akathisia: 100th
anniversary. Br J Psychiatry. 2002; 181(6): 537.

3. Sachdev P. The development of the concept of akathisia: a
historical overview. Schizophr Res. 1995; 16(1): 33–45.

4. Baden EY, Prodany K,Wiener SW, Hoffman RS. Diphenhydramine
in the treatment of akathesia induced by prochlorperazine. J Emerg
Med. 2005; 28(3): 347–348.

5. Keckich WA. Neuroleptics: violence as a manifestation of
akathisia. JAMA. 1978; 240(20): 2185.

6. Leong GB, Silva JA. Neuroleptic-induced akathisia and violence:
a review. J Forensic Sci. 2003; 48(1): 187–189.

7. Seemuller F, Lewitzka U, Bauer M, et al. The relationship of
akathisia with treatment emergent suicidality among patients with
first-episode schizophrenia treated with haloperidol or
risperidone. Pharmacopsychiatry. 2012; 45(7): 292–296.

8. Hansen L. A critical review of akathisia, and its possible
association with suicidal behaviour.Hum Psychopharmacol. 2001;
16(7): 495–505.

9. Galynker II, Nazarian D. Akathisia as violence. J Clin Psychiatry.
1997; 58(1): 31–32.

10. Lipinski JF Jr, Mallya G, Zimmerman P, Pope HG Jr. Fluoxetine-
induced akathisia: clinical and theoretical implications. J Clin
Psychiatry. 1989; 50(9): 339–342.

11. Raskin DE. Akathisia: a side effect to be remembered.
Am J Psychiatry. 1972; 129(3): 345–347.

12. Van Putten T. The many faces of akathisia. Compr Psychiatry.
1975; 16(1): 43–47.

13. Duncan EJ, Adler LA, Stephanides M, Sanfilipo M, Angrist B.
Akathisia and exacerbation of psychopathology: a preliminary report.
Clin Neuropharmacol. 2000; 23(3): 169–173.

14. Nair CJ, Josiassen RC, Abraham G, Stanilla JK, Tracy JI, Simpson
GM. Does akathisia influence psychopathology in psychotic patients
treated with clozapine? Biol Psychiatry. 1999; 45(10): 1376–1383.

15. Peitl MV, Proloscic J, Blazevic-Zelic S, Skarpa-Usmiani I, Peitl V.
Symptoms of agitated depression and/or akathisia. Psychiatr
Danub. 2011; 23(1): 108–110.

16. Lohr JB, Wisniewski AA. Movement disorders: a neuropsychiatric
approach. New York: Guildford Press; 1987.

17. Lohr JB, Browning JA. Movement disorders in neuropsychiatry.
Curr Opin Psychiatry. 1996; 9(1): 85–88.

18. Hirose S. Restlessness in suboccipital muscles as a manifestation
of akathisia. Psychiatry Clin Neurosci. 2001; 55(1): 81–82.

19. Yamashita H, Horiguchi J, Mizuno S, Kuramoto Y, Yamawaki S,
Inami Y. A case of neuroleptic-induced unilateral akathisia with
periodic limb movements in the opposite side during sleep.
Psychiatry Clin Neurosci. 1999; 53(2): 291–293.

20. Bratti IM, Kane JM, Marder SR. Chronic restlessness with
antipsychotics. Am J Psychiatry. 2007; 164(11): 1648–1654.

21. Sachdev P. The epidemiology of drug-induced akathisia: Part II.
Chronic, tardive, and withdrawal akathisias. Schizophr Bull. 1995;
21(3): 451–461.

22. Lang AE. Withdrawal akathisia: case reports and a proposed
classification of chronic akathisia.MovDisord. 1994;9(2): 188–192.

23. Bhidayasiri R, Boonyawairoj S. Spectrum of tardive syndromes:
clinical recognition and management. Postgrad Med J. 2011;
87(1024): 132–141.

24. Nishikawa T, Koga I, Uchida Y, Tanaka M. Treatment of tardive
akathisia with clonidine. Kurume Med J. 1990; 37(3): 185–187.

25. Munetz MR, Cornes CL. Akathisia, pseudoakathisia and tardive
dyskinesia: clinical examples. Compr Psychiatry. 1982; 23(4):
345–352.

26. Stubbs JH, Halstead SM. Pseudoakathisia: a review and two case
reports. Compr Psychiatry. 2000; 41(1): 70–72.

27. Bing R. Textbook of Nervous Diseases. St. Louis, MO: C.V. Mosby;
1939.

28. Kumar R, Sachdev PS. Akathisia and second-generation
antipsychotic drugs. Curr Opin Psychiatry. 2009; 22(3): 293–299.

29. Kane JM, Fleischhacker WW, Hansen L, Perlis R, Pikalov A 3rd,
Assuncao-Talbott S. Akathisia: an updated review focusing on
second-generation antipsychotics. J Clin Psychiatry. 2009; 70(5):
627–643.

30. Kemp DE, Gilmer WS, Fleck J, Straus JL, Dago PL, Karaffa M.
Aripiprazole augmentation in treatment-resistant bipolar
depression: early response and development of akathisia. Prog
Neuropsychopharmacol Biol Psychiatry. 2007; 31(2): 574–577.

31. Saddichha S, Kumar R, Babu GN, Chandra P. Aripiprazole
associated with acute dystonia, akathisia, and parkinsonism in a
single patient. J Clin Pharmacol. 2012; 52(9): 1448–1449.

32. Spielmans GI, Berman MI, Linardatos E, Rosenlicht NZ, Perry A,
Tsai AC. Adjunctive atypical antipsychotic treatment for major
depressive disorder: a meta-analysis of depression, quality of life,
and safety outcomes. PLoS Med. 2013; 10(3): e1001403.

33. Oh GH, Yu J-C, Choi K-S, Joo E-J, Jeong S-H. Simultaneous
comparison of efficacy and tolerability of second-generation
antipsychotics in schizophrenia: mixed-treatment comparison
analysis based on head-to-head trial data. Psychiatry Investig.
2015; 12(1): 46–54.

34. Stahl SM. Role of alpha1 adrenergic antagonism in the mechanism
of action of iloperidone: reducing extrapyramidal symptoms. CNS
Spectr. 2013; 18(6): 285–288.

35. Citrome L. Iloperidone: a clinical overview. J Clin Psychiatry.
2011; 72(Suppl 1): 19–23.

36. Dargani NV, Malhotra AK. Safety profile of iloperidone in the
treatment of schizophrenia. Expert Opin Drug Saf. 2014; 13(2):
241–246.

37. Tarazi FI, Stahl SM. Iloperidone, asenapine and lurasidone: a
primer on their current status. Expert Opin Pharmacother. 2012;
13(13): 1911–1922.

AKATHISIA − CLINICAL CHALLENGES 11

https://doi.org/10.1017/S1092852915000838 Published online by Cambridge University Press

https://doi.org/10.1017/S1092852915000838


38. Caccia S, Pasina L, Nobili A. New atypical antipsychotics for
schizophrenia: iloperidone. Drug Des Devel Ther. 2010; 4: 33–48.

39. Grover S, Sahoo S. Clozapine induced akathisia: a case report and
review of the evidence. Indian J Pharmacol. 2015; 47(2): 234–235.

40. Schneider C, Corrigall R, Hayes D, Kyriakopoulos M, Frangou S.
Systematic review of the efficacy and tolerability of clozapine in the
treatment of youth with early onset schizophrenia. Eur Psychiatry.
2014; 29(1): 1–10.

41. Cohen BM, Keck PE, Satlin A, Cole JO. Prevalence and severity of
akathisia in patients on clozapine. Biol Psychiatry. 1991; 29(12):
1215–1219.

42. Wright MT. Antiemetics, akathisia, and pregnancy. Psychosomatics.
2007; 48(6): 461–466.

43. Kawanishi C, Onishi H, Kato D, et al. Unexpectedly high
prevalence of akathisia in cancer patients. Palliat Support Care.
2007; 5(4): 351–354.

44. Adler LA, Angrist BM. Paroxetine and akathisia. Biol Psychiatry.
1995; 37(5): 336–337.

45. Baldassano CF, Truman CJ, Nierenberg A, Ghaemi SN, Sachs GS.
Akathisia: a review and case report following paroxetine treatment.
Compr Psychiatry. 1996; 37(2): 122–124.

46. Bonnet-Brilhault F, Thibaut F, Leprieur A, Petit M. A case of
paroxetine-induced akathisia and a review of SSRI-induced
akathisia. Eur Psychiatry. 1998; 13(2): 109–111.

47. Grover S, Valaparla VL. Venlafaxine induced akathisia: a case report.
Indian J Pharmacol. 2014; 46(6): 660–661.

48. Hawthorne JM, Caley CF. Extrapyramidal reactions associated
with serotonergic antidepressants. Ann Pharmacother. 2015;
49(10): 1136–1152.

49. Koliscak LP, Makela EH. Selective serotonin reuptake inhibitor-
induced akathisia. J Am Pharm Assoc (2003). 2009; 49(2):
e28–e36; quiz e37–28.

50. Lambert MT, Trutia C, Petty F. Extrapyramidal adverse effects
associated with sertraline. Prog Neuropsychopharmacol Biol
Psychiatry. 1998; 22(5): 741–748.

51. Lane RM. SSRI-Induced extrapyramidal side-effects and akathisia:
implications for treatment. J Psychopharmacol. 1998; 12(2): 192–214.

52. Olivera AA. A case of paroxetine-induced akathisia. Biol
Psychiatry. 1996; 39(10): 910.

53. Vandel P, Bonin B, Leveque E, Sechter D, Bizouard P.
Tricyclic antidepressant-induced extrapyramidal side effects.
Eur Neuropsychopharmacol. 1997; 7(3): 207–212.

54. Gill HS, DeVane CL, Risch SC. Extrapyramidal symptoms
associated with cyclic antidepressant treatment: a review of the
literature and consolidating hypotheses. J Clin Psychopharmacol.
1997; 17(5): 377–389.

55. Riesselman A, El-Mallakh RS. Akathisia with azithromycin.
Ann Pharmacother. 2015; 49(5): 609.

56. Sachdev P. The epidemiology of drug-induced akathisia: Part I.
Acute akathisia. Schizophr Bull. 1995; 21(3): 431–449.

57. Asser A, Taba P. Psychostimulants and movement disorders.
Front Neurol. 2015; 6: 75.

58. Stacy M. Nonmotor symptoms in Parkinson’s disease. Int J
Neurosci. 2011; 121(Suppl 2): 9–17.

59. Pappa S, Dazzan P. Spontaneous movement disorders in
antipsychotic-naive patients with first-episode psychoses: a
systematic review. Psychol Med. 2009; 39(7): 1065–1076.

60. Brüne M. The incidence of akathisia in bipolar affective disorder
treated with neuroleptics—a preliminary report. J Affect Disord.
1999; 53(2): 175–177.

61. De Fruyt J, Deschepper E, Audenaert K, et al. Second generation
antipsychotics in the treatment of bipolar depression: a systematic
review andmeta-analysis. J Psychopharmacol. 2012; 26(5): 603–617.

62. Kane JM, Barnes TR, Correll CU, et al. Evaluation of akathisia in
patients with schizophrenia, schizoaffective disorder, or bipolar I

disorder: a post hoc analysis of pooled data from short- and
long-term aripiprazole trials. J Psychopharmacol. 2010; 24(7):
1019–1029.

63. Miller CH, Hummer M, Oberbauer H, Kurzthaler I, DeCol C,
Fleischhacker WW. Risk factors for the development of neuroleptic
induced akathisia. Eur Neuropsychopharmacol. 1997; 7(1): 51–55.

64. Nordström P, Michaëlsson K, Gustafson Y, Nordström A.
Traumatic brain injury and young onset dementia: a nationwide
cohort study. Ann Neurol. 2014; 75(3): 374–381.

65. Stewart JT. Akathisia following traumatic brain injury: treatment
with bromocriptine. J Neurol Neurosurg Psychiatry. 1989; 52(10):
1200–1201.

66. Brown K, Glen S, White T. Low serum iron status and akathisia.
Lancet. 1987; 329(8544): 1234–1236.

67. Krieger J, Schroeder C. Iron, brain and restless legs syndrome.
Sleep Med Rev. 2001; 5(4): 277–286.

68. Chong SA, Mythily, Remington G. Clinical characteristics and
associated factors in antipsychotic-induced akathisia of Asian
patients with schizophrenia. Schizophr Res. 2003; 59(1): 67–71.

69. Akagi H, Kumar TM. Lesson of the week: akathisia: overlooked
at a cost. BMJ. 2002; 324(7352): 1506–1507.

70. Hirose S. The causes of underdiagnosing akathisia. Schizophr Bull.
2003; 29(3): 547–558.

71. Stahl SM. Akathisia and tardive dyskinesia: changing concepts.
Arch Gen Psychiatry. 1985; 42(9): 915–917.

72. Weiden PJ, Mann JJ, Haas G, Mattson M, Frances A. Clinical
nonrecognition of neuroleptic-induced movement disorders: a
cautionary study. Am J Psychiatry. 1987; 144(9): 1148–1153.

73. Madruga-Garrido M, Mir P. Tics and other stereotyped movements
as side effects of pharmacological treatment. In Davide M, Andrea
EC eds International Review of Neurobiology. Vol 112. London:
Academic Press; 2013: 481–494.

74. Weiden P, Bruun R. Worsening of Tourette’s disorder due to
neuroleptic-induced akathisia. Am J Psychiatry. 1987; 144(4):
504–505.

75. Fountoulakis KN, Samara M, Siapera M, Iacovides A. Tardive
Tourette-like syndrome: a systematic review. Int Clin
Psychopharmacol. 2011; 26(5): 237–242.

76. Stahl SM. Tardive Tourette syndrome in an autistic patient after
long-term neuroleptic administration. Am J Psychiatry. 1980;
137(10): 1267–1269.

77. Burkhard PR. Acute and subacute drug-inducedmovement disorders.
Parkinsonism Relat Disord. 2014; 20(Suppl 1): S108–S112.

78. Dayalu P, Chou KL. Antipsychotic-induced extrapyramidal
symptoms and their management. Expert Opin Pharmacother.
2008; 9(9): 1451–1462.

79. Mihanovic M, Bodor D, Kezic S, Restek-Petrovic B, Silic A.
Differential diagnosis of psychotropic side effects and symptoms
and signs of psychiatric disorders. Psychiatr Danub. 2009; 21(4):
570–574.

80. Rodnitzky RL. Drug-induced movement disorders.
Clin Neuropharmacol. 2002; 25(3): 142–152.

81. Sachdev PS. Neuroleptic-induced movement disorders: an
overview. Psychiatr Clin North Am. 2005; 28(1): 255–274.

82. Kahn EM, Munetz MR, Davies MA, Schulz SC. Akathisia:
Clinical phenomenology and relationship to tardive dyskinesia.
Compr Psychiatry. 1992; 33(4): 233–236.

83. Ekbom KA. Asthenia crurum paraesthetica («irritable legs»).
Acta Med Scand. 1944; 118(1–3): 197–209.

84. Trenkwalder C, Paulus W, Walters AS. The restless legs syndrome.
Lancet Neurol. 2005; 4(8): 465–475.

85. Angelini M, Negrotti A, Marchesi E, Bonavina G, Calzetti S.
A study of the prevalence of restless legs syndrome in previously
untreated Parkinson’s disease patients: absence of co-morbid
association. J Neurol Sci. 2011; 310(1–2): 286–288.

12 J. B. LOHR ET AL.

https://doi.org/10.1017/S1092852915000838 Published online by Cambridge University Press

https://doi.org/10.1017/S1092852915000838


86. Bhalsing K, Suresh K, Muthane UB, Pal PK. Prevalence and profile
of restless legs syndrome in Parkinson’s disease and other
neurodegenerative disorders: a case-control study. Parkinsonism
Relat Disord. 2013; 19(4): 426–430.

87. Möller JC, Unger M, Stiasny-Kolster K, Oertel WH. Restless legs
syndrome (RLS) and Parkinson’s disease (PD)—related
disorders or different entities? J Neurol Sci. 2010; 289(1–2):
135–137.

88. Nomura T, Inoue Y, Nakashima K. Clinical characteristics of
restless legs syndrome in patients with Parkinson’s disease.
J Neurol Sci. 2006; 250(1–2): 39–44.

89. Rijsman RM, Schoolderman LF, Rundervoort RS, Louter M.
Restless legs syndrome in Parkinson’s disease. Parkinsonism Relat
Disord. 2014; 20(Suppl 1): S5–S9.

90. Blaisdell GD. Akathisia: a comprehensive review and treatment
summary. Pharmacopsychiatry. 1994; 27(4): 139–146.

91. Poewe W, Hogl B. Akathisia, restless legs and periodic limb
movements in sleep in Parkinson’s disease. Neurology. 2004;
63(8 Suppl 3): S12–S16.

92. Linazasoro G, Massó JFM, Suárez JA. Nocturnal akathisia in
Parkinson’s disease: treatment with clozapine. Mov Disord. 1993;
8(2): 171–174.

93. Takahashi M, Ikeda J, Tomida T, Hirata K, Hattori N, Inoue Y.
Daytime symptoms of restless legs syndrome—clinical
characteristics and rotigotine effectiveness. Sleep Med. 2015;
16(7): 871–876.

94. Walters AS, Hening W, Rubinstein M, Chokroverty S. A clinical
and polysomnographic comparison of neuroleptic-induced
akathisia and the idiopathic restless legs syndrome. Sleep. 1991;
14(4): 339–345.

95. Marsden CD, Jenner P. The pathophysiology of extrapyramidal side-
effects of neuroleptic drugs. Psychol Med. 1980; 10(1): 55–72.

96. Eisensehr I, Ehrenberg BL, Noachtar S. Different sleep
characteristics in restless legs syndrome and periodic limb
movement disorder. Sleep Med. 2003; 4(2): 147–152.

97. Stahl SM, Loonen AJ. The mechanism of drug-induced akathisia.
CNS Spectr. 2011; 16(1): 7–10.

98. Rios Romenets S, Dauvilliers Y, Cochen De Cock V, et al. Restless
legs syndrome outside the blood–brain barrier—exacerbation by
domperidone in Parkinson’s disease. Parkinsonism Relat Disord.
2013; 19(1): 92–94.

99. Barnes TRE. The Barnes Akathisia Rating Scale–Revisited.
J Psychopharmacol. 2003; 17(4): 365–370.

100. Lima AR, Weiser KV, Bacaltchuk J, Barnes TR. Anticholinergics
for neuroleptic-induced acute akathisia. Cochrane Database Syst
Rev. 2004; ■(1): CD003727.

101. Rathbone J, Soares-Weiser K. Anticholinergics for neuroleptic-
induced acute akathisia. Cochrane Database Syst Rev. 2006; ■(4):
CD003727.

102. Baskak B, Atbasoglu EC, Ozguven HD, Saka MC, Gogus AK. The
effectiveness of intramuscular biperiden in acute akathisia: a
double-blind, randomized, placebo-controlled study. J Clin
Psychopharmacol. 2007; 27(3): 289–294.

103. Lima AR, Bacalcthuk J, Barnes TR, Soares-Weiser K. Central
action beta-blockers versus placebo for neuroleptic-induced acute
akathisia. Cochrane Database Syst Rev. 2004; ■(4): CD001946.

104. Poyurovsky M. Acute antipsychotic-induced akathisia revisited.
Br J Psychiatry. 2010; 196(2): 89–91.

105. Berk M, Copolov D, Dean O, et al. N-acetyl cysteine as a glutathione
precursor for schizophrenia—a double-blind, randomized, placebo-
controlled trial. Biol Psychiatry. 2008; 64(5): 361–368.

106. Guay DRP. Tetrabenazine, a monoamine-depleting drug used in
the treatment of hyperkinetic movement disorders. Am J Geriatr
Pharmacother. 2010; 8(4): 331–373.

107. Jankovic J, Clarence-Smith K. Tetrabenazine for the treatment of
chorea and other hyperkinetic movement disorders. Expert Rev
Neurother. 2011; 11(11): 1509–1523.

108. Fehr C, Dahmen N, Klawe C, Eicke M, Szegedi A. Piracetam in the
treatment of tardive dyskinesia and akathisia: a case report. J Clin
Psychopharmacol. 2001; 21(2): 248–249.

AKATHISIA − CLINICAL CHALLENGES 13

https://doi.org/10.1017/S1092852915000838 Published online by Cambridge University Press

https://doi.org/10.1017/S1092852915000838


Appendix:

Name:________________________________________               Date:__________________ 

Barnes Akathisia Rating Scale (BARS)

Instructions: Patient should be observed while they are seated, and then standing while engaged in neutral 
conversation (for a minimum of two minutes in each position). Symptoms observed in other situations, for
example while engaged in activity on the ward, may also be rated. Subsequently, the subjective phenomena
should be elicited by direct questioning.

Objective

Normal, occasional fidgety movements of the limbs
1 Presence of characteristic restless movements: shuffling or tramping movements of the legs/feet, or

swinging of one leg while sitting, and/or rocking from foot to foot or “walking on the spot” when standing,
but movements present for less than half the time observed

2 Observed phenomena, as described in (1) above, which are present for at least half the observation
period

3 Patient is constantly engaged in characteristic restless movements, and/or has the inability to remain
seated or standing without walking or pacing, during the time observed

Subjective

Awareness of restlessness

0 Absence of inner restlessness
1 Non-specific sense of inner restlessness
2 The patient is aware of an inability to keep the legs still, or a desire to move the legs, and/or complains

of inner restlessness aggravated specifically by being required to stand still 
3 Awareness of intense compulsion to move most of the time and/or reports strong desire to walk or pace

most of the time 

Distress related to restlessness 

0 No distress
1 Mild
2 Moderate
3 Severe

Global Clinical Assessment of Akathisia

0 Absent. No evidence of awareness of restlessness. Observation of characteristic movements of  
akathisia in the absence of a subjective report of inner restlessness or compulsive desire to move the
legs should be classified as pseudoakathisia

1 Questionable. Non-specific inner tension and fidgety movements
2 Mild akathisia. Awareness of restlessness in the legs and/or inner restlessness worse when required to

stand still. Fidgety movements present, but characteristic restless movements of akathisia not
necessarily observed. Condition causes little or no distress.

3 Moderate akathisia. Awareness of restlessness as described for mild akathisia above, combined with
characteristic restless movements such as rocking from foot to foot when standing. Patient finds the
condition distressing

4 Marked akathisia. Subjective experience of restlessness includes a compulsive desire to walk or pace.
However, the patient is able to remain seated for at least five minutes. The condition is obviously
distressing.

5 Severe akathisia. The patient reports a strong compulsion to pace up and down most of the time.
Unable to sit or lie down for more than a few minutes. Constant restlessness which is associated with
intense distress and insomnia.

Scoring the Barnes Akathisia Rating Scale (BARS)

The Barnes Akathisia Rating Scale is scored as follows:

Related to Restlessness are rated on a 4-point scale from 0 – 3 and are summed
Objective Akathisia, Subjective Awareness of Restlessness and Subjective Distress

yielding a total score ranging from 0 to 9.

The Global Clinical Assessment of Akathisia uses a 5-point scale ranging from 0 – 4.

Citation: Barnes TR.  A rating scale for drug-induced akathisia. British Journal of Psychiatry 1989;154(5):672-676.
This scale can be reproduced freely. 
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Optional CME Posttest and Certificate
CME Credit Expires: November 30, 2018

CME Posttest Study Guide

NOTE: The posttest can only be submitted online. The below posttest questions have been provided solely as a study
tool to prepare for your online submission. Faxed/mailed copies of the posttest cannot be processed and will be
returned to the sender. If you do not have access to a computer, contact NEI customer service at 888-535-5600.

1. A 31-year-old patient with schizophrenia is currently exhibiting signs of akathisia. When mild to moderate in
severity, akathisia preferentially involves:
A. The tongue and jaw
B. Upper extremity musculature
C. Lower extremities

2. A 26-year-old man with schizoaffective disorder discontinued his antipsychotic treatment several months ago due to
the medicationmaking him feel “itchy and tingly”. He now presents with a worsening of psychosis and has agreed to
start antipsychotic medication again. Which of the following statements is true regarding antipsychotic-induced
akathisia?
A. Akathisia is more commonly a side effect of first-generation, conventional antipsychotics
B. Akathisia is more commonly a side effect of second-generation, atypical antipsychotics
C. Akathisia is an equally common side effect of both first-generation, conventional antipsychotics and second-

generation, atypical antipsychotics

3. Jaqueline is a 45-year-old patient with major depressive disorder, currently being treated with a selective serotonin
reuptake inhbitor. She has begun to complain of symptoms of akathisia. When symptoms and signs of acute
akathisia occur with treatment of SSRI antidepressants, the condition is called:
A. Pseudoakathisia
B. Withdrawal akathisia
C. Bing-Sicard akathisia
D. None of the above

4. A 32-year-old patient with a family history of restless leg syndrome (RLS) is currently taking an antipsychotic. She
now presents with complaints of discomfort, describing a sensation of “wanting to crawl out of my skin”.
In distingishing RLS from antipsychotic-induced akathisia, it may be most important to note that:
A. The severity of RLS symptoms worsens later in the day or at night
B. Discomfort is associated with a desire to move extremities in RLS
C. Symptoms are often temporarily relieved by actviity in RLS
D. All of the above distinguish RLS from antipsychotic-induced akathiisia

5. Mike is a 53-year-old patient presenting with signs and symptoms of akathisia. Overwhelming clinical consensus
suggests that the following class of drugs demonstrates strong evidence as a general treatment for akathisia:
A. Anticholinergic drugs
B. Beta-blockers
C. Serotonin 5HT2A antagonists
D. Benzodiazepines
E. All of the above demonstrate strong evidence as treatments for akathisia
F. None of the above demonstrate strong evidence as treatments for akathisia

6. A 19-year-old patient with first-episode schizophrenia is nervous about starting treatment with an antipsychotic due
to fears of developing akathisia. Of the second-generation, atypical antipsychotics, which agent demonstrates the
lowest association with akathisia?
A. Aripiprazole
B. Iloperidone
C. Risperidone
D. There is an equal risk of akathisia associated with all of the above
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CME Online Posttest and Certificate Instructions

There is no posttest fee nor fee for CME credits.

1. Read the article, evaluating the content presented
2. Complete the posttest and activity evaluation, available only online at www.neiglobal.com/CME (under

“CNS Spectrums”)
3. Print your certificate, if a score of 70% or more is achieved

Questions? call 888-535-5600, or email CustomerService@neiglobal.com
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