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CATATONIA

Introduction and Definition of Catatonia

Catatonia is a complex psychomotor syndrome characterized by profound disturbances in motor
behavior, volition, and responsiveness, representing a spectrum of symptoms that can range from
severe motor retardation and stupor to frenetic excitement and agitation. Historically, the syndrome
was considered pathognomonic of schizophrenia, specifically the catatonic subtype, but modern
clinical understanding recognizes it as a specifier that can accompany a wide variety of psychiatric
disorders, most commonly severe mood disorders like bipolar disorder, as well as several critical
medical and neurological conditions. Crucially, catatonia is not a standalone diagnosis but rather a
potentially life-threatening complication requiring immediate and focused clinical attention, as the
associated immobility and refusal to hydrate or eat can lead to severe medical compromise.

The core features of catatonia revolve around distinctive abnormalities in movement and posture,
manifesting as either a fixed or bizarre posture, often accompanied by marked muscular rigidity.
These characteristics define the inhibitory or akinetic pole of the syndrome, where the individual
appears withdrawn, unresponsive, and often maintains uncomfortable positions for prolonged
periods. Conversely, catatonia may also present at the excited or hyperkinetic pole, involving
severe motor disturbances such as purposeless overactivity, agitation, and stereotypy.
Recognizing this dual nature--ranging from profound immobility to extreme activity--is essential for
accurate clinical identification and subsequent treatment planning, underscoring the severity of this
disruption in central nervous system function.

A key defining feature often associated with the inhibited form of catatonia is catalepsy, frequently
described as "waxy flexibility" or flexibilitas cerea, where the patient's limbs can be placed into
specific positions by an examiner and will maintain those positions, often against gravity, for
extended periods of time, resembling a wax mannequin. This extreme form of posturing, alongside
other classic signs such as mutism (absence of speech) and negativism (active resistance to
instruction or movement), firmly establishes catatonia as a severe disruption of the normal
mechanisms governing voluntary and goal-directed behavior. The condition is now formally
documented using specifiers within diagnostic manuals, such as the DSM-5, which allows it to be
linked appropriately to the underlying primary disorder, whether it be schizophrenia, major
depressive disorder, or a general medical condition.

Historical Context and Evolution of the Concept

The formal recognition of catatonia as a distinct clinical entity dates back to 1874, when the
German psychiatrist Karl Ludwig Kahlbaum published his seminal monograph, "Die Katatonie oder
das Spannungsirresein” (Catatonia or Tension Insanity). Kahlbaum described a cyclical illness
characterized by alternating phases of stupor, mania, confusion, and then recovery, viewing it as a
primary disorder of movement and volition that was distinct from other known psychoses. His
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detailed observations laid the groundwork for understanding the psychomotor pathology inherent in
the syndrome, noting the fixed postures, rigidity, and the profound disturbance in the patient's
capacity to initiate or execute intentional movements.

Following Kahlbaum's work, Emil Kraepelin, who organized modern psychiatry, integrated
catatonia into his broader concept of Dementia Praecox (later renamed schizophrenia by Bleuler).
Kraepelin classified catatonia as one of the major subtypes of this progressive deteriorating illness.
This integration significantly altered the perception of catatonia for nearly a century, solidifying the
belief that the syndrome was almost exclusively associated with schizophrenia and carried a
uniformly poor prognosis, particularly in North America. This historical association led to the
neglect of catatonia as a syndrome in its own right, focusing instead on the underlying psychotic
process.

The paradigm shifted significantly with the introduction of the DSM-III in the 1980s and subsequent
revisions, which began to separate catatonia from its mandatory linkage to schizophrenia. Clinical
observations increasingly demonstrated that catatonic symptoms were often far more prevalent in
patients with severe mood disorders, especially bipolar disorder and major depressive disorder,
than in those with schizophrenia. This recognition allowed clinicians to approach catatonia as a
nonspecific syndrome--a final common pathway indicative of severe dysfunction--rather than solely
a schizophrenic manifestation, drastically improving diagnostic accuracy and, more importantly,
opening the door for effective treatments like benzodiazepines, which had previously been
overlooked due to the focus on antipsychotics.

Core Clinical Presentation and Psychomotor Features

The clinical presentation of catatonia is defined by a constellation of psychomotor abnormalities,
which are typically divided into inhibited (akinetic) and excited (hyperkinetic) forms, although
patients may fluctuate between these states. The inhibited form is characterized by profound
immobility, often termed catatonic stupor, where the patient appears fully conscious but is
completely unresponsive to external stimuli, exhibiting mutism, staring, and the maintenance of
rigid, often bizarre, postures. The severity of stupor can be dangerous, as the patient may refuse to
eat or drink, leading quickly to dehydration, malnutrition, and potentially severe medical
complications.

Key features of the inhibited pole include rigidity, which is characterized by a sustained increase
in muscle tone resisting passive movement, and the aforementioned catalepsy, or waxy flexibility.
Furthermore, negativism is a hallmark feature, involving an apparently motiveless resistance to all
instructions or attempts to be moved, often resulting in the patient moving away from the examiner
when passive movement is attempted. Another notable sign is posturing, where the individual
spontaneously assumes and maintains inappropriate or uncomfortable body positions for extended
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periods, and grimacing, which involves maintaining inappropriate facial expressions.

In contrast, the excited form of catatonia presents as extreme, often purposeless, motor agitation.
This state involves incessant, frantic, and often repetitive movements that appear to lack goal
orientation, frequently accompanied by rapid, pressured speech (sometimes incoherent) and
stereotypy (repetitive, abnormally frequent, non-goal-directed movements). The patient in excited
catatonia poses a significant risk of self-harm, exhaustion, or violence toward others due to
extreme impulsivity and lack of judgment. Other unique features include echolalia (mimicking
sounds or words spoken by others) and echopraxia (mimicking movements made by others),
which represent disturbances in the ability to inhibit reflexive motor responses.

Diagnostic Criteria (DSM-5 Framework)

The Diagnostic and Statistical Manual of Mental Disorders, Fifth Edition (DSM-5), standardized the
diagnosis of catatonia by establishing a set of specific psychomotor signs, requiring the presence
of three or more of these 12 features to confirm the presence of the catatonic syndrome. This
framework ensures that the diagnosis is symptomatically defined, regardless of the underlying
psychiatric condition to which it is attached. The inclusion of clear, observable criteria has greatly
improved the reliability of diagnosis across clinical settings.

The catatonic syndrome, according to the DSM-5, can be specified as associated with a range of
conditions, including Catatonia Associated with Another Mental Disorder (e.g., schizophrenia,
bipolar disorder), Catatonia Due to Another Medical Condition, or Unspecified Catatonia. The
necessity of meeting the threshold of three or more symptoms ensures that transient agitation or
mild immobility is not misdiagnosed as this severe syndrome. Furthermore, the criteria emphasize
objective, observable disturbances, shifting the focus away from subjective reports of internal
experience and toward psychomotor pathology.

The 12 specific psychomotor features recognized by the DSM-5 are detailed as follows:

Stupor: No psychomotor activity; not actively relating to environment.
Catalepsy: Passive induction of a posture held against gravity (waxy flexibility).
Waxy Flexibility: Slight, even resistance to positioning by examiner.

Mutism: No, or very little, verbal response (exclude if known aphasia).
Negativism: Opposition or no response to instructions or external stimuli.
Posturing: Spontaneous and active maintenance of a posture against gravity.
Mannerism: Odd, circumstantial caricature of normal actions.

Stereotypy: Repetitive, abnormally frequent, non-goal-directed movements.
Agitation, not influenced by external stimuli: Excessive motor activity that is not related to the
immediate environment.

Grimacing: Maintenance of odd facial expressions.
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Echolalia: Mimicking another's speech.
Echopraxia: Mimicking another's movements.

Subtypes and Malignant Catatonia

While catatonia is often described along the axis of inhibited versus excited, clinicians also
recognize specific, critical subtypes based on acuity and associated autonomic dysfunction. The
most urgent classification is Malignant Catatonia (also known as lethal catatonia or neuroleptic-
resistant catatonia), which represents a severe, life-threatening form of the syndrome. Malignant
catatonia is characterized not only by severe psychomotor symptoms (often rapidly fluctuating
between stupor and excitement) but also by profound autonomic instability.

The signs of autonomic instability in malignant catatonia include hyperthermia (high fever, often
above 104°F or 40°C), severe fluctuations in blood pressure, tachycardia (rapid heart rate),
tachypnea (rapid breathing), and diaphoresis (excessive sweating). If left untreated, this condition
can rapidly progress to rhabdomyolysis, renal failure, cardiac collapse, and death. It shares
significant clinical overlap with Neuroleptic Malignant Syndrome (NMS), particularly when
precipitated by dopamine-blocking antipsychotic medication, although malignant catatonia can
occur spontaneously in the absence of drug exposure. Due to its high mortality rate, malignant
catatonia necessitates immediate admission to an intensive care setting for aggressive medical
support and specific anti-catatonic treatment.

Beyond the malignant form, recognizing the distinction between the inhibited (stuporous) and
excited (agitated) forms guides initial safety interventions. Inhibited catatonia requires vigilance
against medical complications arising from immobility and refusal of care, while excited catatonia
necessitates immediate measures to prevent exhaustion, self-injury, or harm to others resulting
from the frenzied, purposeless activity and impulsivity. Furthermore, some patients exhibit
periodic catatonia, where symptoms occur in predictable, recurring cycles, often associated with
affective disorders, demanding long-term prophylactic management.

Neurobiology and Pathophysiological Hypotheses

The underlying neurobiological mechanisms of catatonia are complex, though current hypotheses
strongly implicate dysregulation in several key neurotransmitter systems and associated cortical-
subcortical circuits. The most compelling evidence points toward dysfunction in the GABAergic
system, specifically a hypoactive state of the GABA-A receptor complex. This hypothesis is
strongly supported by the dramatic and rapid improvement observed in most catatonic patients
following treatment with GABA-A potentiating agents, namely high-potency benzodiazepines like
lorazepam. It is postulated that a deficiency in GABAergic inhibition leads to hyperactivity in motor-
related circuits, resulting in the observed motor disturbances.
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In addition to GABAergic failure, the role of dopamine and glutamate systems is also critical.
Catatonia often occurs in conditions where dopamine signaling is either severely blocked (as in
antipsychotic use leading to NMS-like catatonia) or, paradoxically, in conditions of dopamine
excess. The basal ganglia, which regulates the initiation and execution of movement, relies on a
delicate balance between dopamine and GABA. Furthermore, hyperactivity of the N-methyl-D-
aspartate (NMDA) receptor, a subtype of glutamate receptor, has been strongly linked to specific
forms of catatonia, particularly those associated with autoimmune encephalitis (e.g., anti-NMDAR
encephalitis), demonstrating how neurological inflammation can directly precipitate the syndrome.

From a neuroanatomical perspective, catatonia is thought to arise from the disruption of the motor
loop circuitry that connects the frontal lobes, the thalamus, and the basal ganglia. Studies utilizing
neuroimaging often show reduced cerebral blood flow or hypometabolism in the prefrontal and
premotor cortices, alongside changes in the thalamus and cerebellum. This functional
disconnection or hypometabolism in areas responsible for planning, initiating, and inhibiting
movements aligns perfectly with the clinical presentation of volitional and motor control failure,
whether manifesting as stupor (failure of initiation) or agitation (failure of inhibition).

Management and Treatment Approaches

The management of catatonia requires a two-pronged approach: immediate symptomatic relief
using highly effective anti-catatonic agents, and subsequent identification and treatment of the
underlying psychiatric or medical etiology. Given the potential for rapid medical deterioration,
treatment must be initiated immediately upon diagnosis. The initial diagnostic and therapeutic step
often involves the Lorazepam Challenge Test, where a dose of 1 to 2 milligrams of lorazepam is
administered intramuscularly or intravenously. A positive response, defined by a significant
reduction or temporary resolution of symptoms within minutes to an hour, confirms the diagnosis of
catatonia and guides continued treatment.

Benzodiazepines, particularly high-dose lorazepam (often requiring up to 16 to 24 mg per day in
severe cases), are the first-line symptomatic treatment due to their GABA-A potentiating effects.
Once catatonia is resolved, the underlying primary disorder is addressed. However, if the catatonic
symptoms do not respond to adequate trials of benzodiazepines, or if the patient presents with
malignant catatonia, the second-line treatment is Electroconvulsive Therapy (ECT). ECT is
widely recognized as the single most effective treatment for severe and refractory catatonia,
boasting a response rate often exceeding 85 to 90 percent.

For patients where catatonia is clearly secondary to a medical condition, such as metabolic
encephalopathy or autoimmune disease, addressing the medical root cause is paramount.
However, even in these situations, ECT or benzodiazepines are often used concurrently to
stabilize the patient and prevent the fatal complications associated with immobility or hyperthermia.

Encyclopedia of psychology encyclopedia.arabpsychology.com



https://encyclopedia.arabpsychology.com/?p=16295
https://encyclopedia.arabpsychology.com
https://encyclopedia.arabpsychology.com

CATATONIA

It is critical to note that typical antipsychotic medications, which block dopamine receptors, must
be used with extreme caution or avoided entirely in the initial treatment of catatonia, as they can
precipitate or exacerbate the condition, potentially triggering the life-threatening syndrome of

Neuroleptic Malignant Syndrome or malignant catatonia itself.
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