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Abstract:
Catatonia is a severe and potentially life-threatening but often reversible neuropsychiatric syndrome. While commonly associated with psychiatric disorders, it is increasingly recognized in medically ill populations, including patients with serious illness. Catatonia frequently overlaps with delirium, dementia, and end-of-life changes, and can mimic irreversible decline, contributing to missed diagnoses and goal-discordant care. Palliative care (PC) clinicians are uniquely positioned to identify and treat catatonia in this context, yet awareness and familiarity with its assessment and management remain limited outside of psychiatric settings.
This review aims to synthesize current evidence and provide practical guidance to help PC clinicians recognize, assess, and manage catatonia in patients with serious illness. We highlight the epidemiology, pathophysiology, clinical features, assessment and management of catatonia in seriously ill patients, with a focus on practical application for PC clinicians. We also provide guidance on screening, diagnosis, and treatment—emphasizing the use of bedside tools such as the Bush-Francis Catatonia Rating Scale and the lorazepam challenge—and review first-line and adjunctive therapies, including benzodiazepines and electroconvulsive therapy. Clinical overlap with delirium and other forms of altered mental status is discussed, as is the importance of incorporating catatonia into routine diagnostic frameworks and prognostic conversations.
Recognizing and treating catatonia can relieve suffering, restore communication, and shift clinical trajectories in ways that support patients’ goals of care. Awareness of catatonia among PC teams can lead to earlier diagnosis, effective treatment, and better alignment of care with patient values.

Introduction:
Catatonia is a complex neuropsychiatric syndrome that can be life-threatening if not recognized and treated promptly. Although frequently encountered by psychiatrists and commonly linked to mental disorders, catatonia is not limited to psychiatric illness. While mood disorders remain the most common underlying cause, catatonia can also occur in the context of medical illness including neurological disease, malignancy, autoimmune disease, or systemic infection (1,2). As a result, it may present across a wide range of clinical settings, including general medical wards, intensive care units (ICUs), and palliative care (PC) clinics (2–4).

PC is specialized medical care focused on relieving the symptoms and stress of serious illness through multidisciplinary management of physical, psychological, and spiritual needs (5). Evidence shows that PC improves quality of life, reduces caregiver burden, and may even prolong survival across a range of serious illnesses (6,7). 

The interface between palliative care (PC) and psychiatry is expanding in both directions, with palliative psychiatry advancing ethical debate and clinical psychiatry increasingly adopting palliative approaches (8). PC psychiatry, in turn, is an emerging subspecialty that integrates the principles of both fields to address complex needs—expanding PC access for medically ill patients in psychiatric settings, applying palliative approaches to treatment-refractory mental illness, and providing specialized psychiatric care for serious medical conditions such as catatonia (9).

The evaluation and management of catatonia is directly relevant to PC practice, as illustrated by case studies in Table 1. Catatonia is a potentially life-threatening syndrome associated with substantial morbidity, including autonomic instability, venous thromboembolism (VTE), malnutrition, dehydration, pressure injuries, infection, and death (10). In addition to its physical consequences, catatonia often impairs communication and decision-making capacity, limiting patients’ ability to express goals and values in the setting of serious illness and increasing caregiver burden (1,10). Qualitative studies of individuals who recover from catatonia describe the experience as profoundly distressing and frightening, with lasting effects on QOL (11–14). It also commonly occurs in conjunction with other serious conditions, such as advanced cancer, progressive neurologic disease, or systemic infections, and may signify disease progression or the dying process (15–17). Although often reversible, catatonia has important implications for symptom management, prognostication, and patient-centered care, making it a critical syndrome for PC clinicians to recognize and address (16,18,19). 

This clinically focused review examines the current literature at the intersection of PC and catatonia. We explore the epidemiology and diverse clinical presentations of catatonia in both adults and children with and without serious illness, review its underlying pathophysiology and common etiologies relevant to PC settings, and consider its impact on prognosis, QOL, medical decision-making capacity, and caregiver burden. Treatment approaches are discussed with attention to the unique considerations in patients with serious illness, and we highlight opportunities for PC involvement in the recognition and management of this complex and often underdiagnosed condition. The goal of this review is to enhance PC clinicians’ knowledge and confidence in identifying and treating catatonia across care settings, while also identifying areas where further research and advocacy could advance clinical care.


Part 1: Catatonia in the General Population
Epidemiology 
Catatonia is a frequently underdiagnosed psychomotor syndrome that can be mistaken for a range of medical or psychiatric conditions. Its varied presentation, overlap with delirium, and lack of confirmatory laboratory or imaging tests contribute to diagnostic uncertainty and missed recognition in both psychiatric and general medical settings (20–24).  A review of hospitalized patients found that among 133 individuals who retrospectively met diagnostic criteria for catatonia, only 41% had been recognized during their admission, suggesting that more than half of cases may go undetected (23). Therefore, true prevalence rates are likely underestimated, especially outside psychiatric settings (2,21,25,26).
Reported prevalence rates vary widely across settings. In psychiatric populations, catatonia is found in 5–18% of inpatients, with higher rates observed among those with mood disorders (27–32).  On general medical wards, estimates range from 1.6% to 9%, with higher detection in older adults (20,33–36). In critical care settings, reported rates range from 3.8% up to 23%, depending on the population studied and the diagnostic methods used (17,20,37,38). Among children, prevalence estimates range from 0.01% of all pediatric discharges, to 0.6% in adolescent psychiatric inpatients, and up to 17% in children and adolescents with neurodevelopmental disorders, particularly those with autism spectrum disorder (39,40). Often conceptualized as a condition of acute hospitalization, catatonia is also encountered in outpatient care, though its recognition remains limited (37). 
Pathophysiology
Catatonia arises from a convergence of complex and interacting biological processes. While its precise pathophysiology remains incompletely understood, evidence suggests it reflects widespread disruptions across neurochemical, structural, and genetic systems. Rather than stemming from a single lesion or neurotransmitter deficit, catatonia likely represents a final common pathway of dysfunction involving motor control, affect regulation, and arousal (17,25,41–45). Although subtypes discussed below share overlapping features, each may arise from distinct mechanisms.
Neurotransmitter imbalance is central to catatonia’s neurobiology. Reductions in gamma-aminobutyric acid (GABA), excess glutamate activity at N-methyl-D-aspartate (NMDA) receptors, and decreased dopamine have all been implicated (25,43–45). This model is supported by the clinical response to benzodiazepines which enhance GABA, and by the observation that dopamine-2-recptor (D2) blocking antipsychotics can trigger or worsen catatonia (17,25,41–43). Functional imaging studies also show disrupted connectivity and abnormalities in motor circuits, reinforcing the role of diffuse network dysfunction (25,43–45).
Genetic and structural abnormalities may further predispose individuals. Variants in neurotransmitter-related genes and familial clustering support a heritable risk, with first-degree relatives showing significantly higher incidence (46). Malignant catatonia, marked by autonomic instability, may involve disrupted pathways between the orbitofrontal cortex, hypothalamus, and brainstem (25,43,45). Core motor features such as rigidity, mutism, and posturing likely reflect dysfunction in the basal ganglia, thalamus, supplemental motor area, and motor cortex (43,45,46). Evidence of glial activation and impaired blood-brain barrier function further supports a neuroinflammatory contribution (43,45,46).
Psychological and developmental factors also shape vulnerability. Dysregulation in limbic pathways, particularly between the orbitofrontal cortex and amygdala, may underlie behavioral arrest and emotional withdrawal (12–14). Some have likened this to tonic immobility, a primitive defense response to extreme threat (17,43,46). Individuals with early trauma or chronic stress exposure may be especially susceptible (17,43).
Catatonia Subtypes and Descriptors
Catatonia encompasses a range of psychomotor disturbances and is often classified by both underlying etiology and clinical presentation. The initial distinction is whether catatonia occurs in the context of a psychiatric or medical condition. The Diagnostic and Statistical Manual of Mental Disorders, Fifth Edition, Text Revision (DSM-5-TR) classifies catatonia as a syndrome marked by at least three of twelve characteristic signs, and into two primary types: (1) catatonia associated with another mental disorder (CAMD) and (2) catatonia due to a medical condition (CAMC)(1). The International Classification of Diseases (ICD-11) similarly recognizes catatonia as a distinct clinical syndrome that can arise in the setting of various mental or medical illnesses (17,47). While mood disorders are the most common psychiatric cause, medical contributors—such as seizures, autoimmune encephalitis, infections, strokes, and neoplasms (especially ovarian teratomas)—account for over half of all cases (1,2,4,17,47,48). Compared to adults, children with catatonia are more likely to develop catatonia due to encephalitis, psychotic disorders, and neurodevelopmental disorders (49). For both adults and children, identifying the underlying etiology is essential, as effective treatment hinges on addressing contributing medical and psychiatric comorbidities.
Beyond etiology, catatonia has also been subdivided by motor presentation. Though not formally codified in DSM-5-TR or ICD-11, catatonia is commonly described as hyperkinetic, hypokinetic, or parakinetic, reflecting a spectrum of psychomotor activity (Table 2)(50). Presentations may shift over time or even within a single episode. Descriptive terms like "excited," "stuporous," "retarded," "periodic," or "malignant" are frequently used to convey clinical severity and phenomenology (44). Any form can evolve into malignant catatonia, a life-threatening variant characterized by autonomic instability and high mortality risk.
Assessment and Diagnosis
The diagnosis of catatonia draws on a combination of structured clinical observation and validated assessment tools. A thorough evaluation involves physical examination, patient interview, chart review, and collateral input from family or caregivers (1,17,44). Among available instruments, the Bush-Francis Catatonia Rating Scale (BFCRS) remains the most widely used. It includes a 14-item screening tool and a 23-item comprehensive scale that captures a range of psychomotor abnormalities—including hypoactivity, hyperactivity, and bizarre behaviors suggestive of catatonia (1,17,44,47,51,52).  The screening version has shown high sensitivity in both psychiatric and medical settings, and Table 3 outlines the signs included (53). In addition to aiding diagnosis, the BFCRS is commonly used to track symptom severity and monitor response to treatment (51).
Although the BFCRS is a robust clinical tool, formal diagnostic criteria are defined by the DSM-5-TR and ICD-11, which differ in important ways (1,17,47). Both systems require at least three catatonic features for diagnosis. The DSM-5-TR lists 12 features but does not allow a diagnosis of catatonia in the context of delirium. In contrast, the ICD-11 includes 15 signs and permits diagnosis when catatonia co-occurs with delirium or substance use (17,47). Unique to the ICD-11 are signs such as verbigeration, ambitendency, staring, rigidity, and psychomotor agitation. It also combines echolalia and echopraxia into a single category, while the DSM-5-TR separates them (17,47).
Beyond these frameworks, many clinically important features of catatonia fall outside formal diagnostic systems but are included in the BFCRS. Signs such as impulsivity, automatic obedience, mitgehen, gegenhalten, perseveration, grasp reflex, withdrawal, and autonomic instability can offer critical diagnostic clues, particularly in complex or atypical presentations (51).  Their inclusion in the BFCRS makes the scale particularly valuable in settings where catatonia is underdiagnosed (51,53).
In situations where the diagnosis remains uncertain, a positive treatment response may help clarify the clinical picture. The lorazepam challenge—typically involving 1–2 mg of intravenous (IV) or intramuscular (IM) lorazepam— can lead to rapid and sometimes dramatic improvement of catatonic features in adults and children. A response, defined as at least a 50% reduction in BFCRS score, is considered confirmatory and guides further treatment (43). The test is most useful as a rule-in measure and a negative challenge does not rule out catatonia, as some patients improve only after repeated doses or alternative interventions. Careful monitoring for sedation and other adverse effects is essential, particularly in medically complex patients (43).
Catatonia in children and medically ill individuals may present atypically, making recognition even more challenging. In pediatric populations, symptoms like incontinence, negativism, or apparent volitional hyperactivity may obscure diagnosis (54,55). In critically ill children, signs of dysautonomia or neurostorming should raise concern for malignant catatonia (43). Similar caution applies in adults, where hypokinetic catatonia may be misattributed to neurologic disease, delirium, or dementia (26).
Management
The management of catatonia rests on three essential principles: confirming the diagnosis, identifying and treating contributing causes, and alleviating catatonic symptoms. When clinical features raise concern for catatonia, structured assessment tools such as the BFCRS and lorazepam challenge can assist in diagnosis and symptom quantification. 

Once recognized and diagnosed, a thorough assessment should investigate potential psychiatric, medical, and pharmacologic etiologies. Particular attention should be paid to recently initiated or discontinued medications, as catatonia has been associated with D2 receptor antagonists, including antipsychotics like haloperidol and antiemetics such as metoclopramide, as well as withdrawal from benzodiazepines and clozapine (56).

Although randomized trials are lacking, three clinical guidelines and an American Psychiatric Association resource document offer consistent recommendations for initial treatment (2,3,50,56). Benzodiazepines, most commonly lorazepam, are considered the first-line intervention. Lorazepam has demonstrated response rates of 66–100% across multiple studies, including retrospective reviews and case series (56). Initial dosing typically ranges from 1 to 4 mg per day, with reduced doses (1–2 mg daily) recommended for older adults (2,3,56,57). In more refractory cases, doses as high as 24 mg daily have been reported (2,3,50,56). While some patients experience rapid improvement within hours, others require several days of treatment before a response becomes evident. Once the syndrome resolves and any underlying drivers are adequately addressed, lorazepam can be tapered. In many cases where the underlying etiology has been identified and resolved , a rapid taper may be tolerated; however, symptom recurrence in some patients may necessitate a slower reduction over several weeks (56).
In cases where lorazepam provides only partial benefit or is limited by sedation or other adverse effects, alternative treatments may be considered. NMDA receptor antagonists, such as memantine and amantadine, have been used with some success and are supported by expert consensus (2,3,56,58). In selected cases—particularly in older adults or where mutism is a prominent feature—zolpidem may be useful, though its short half-life and lack of parenteral forms restrict its broader application (56).
Electroconvulsive therapy (ECT) is the definitive treatment for catatonia when symptoms are life-threatening, progressive, or refractory to pharmacologic interventions (2,3,56,58,59). Expert consensus suggests that ECT should be considered a co–first-line treatment alongside benzodiazepines; however, access is often limited by legal restrictions, stigma, and availability of trained personnel (50,60).  Although the precise mechanism of action is not fully understood, ECT is believed to modulate GABAergic, glutamatergic, and dopaminergic neurotransmission and promote neuroplasticity and cortical connectivity changes (45,60). Despite limited controlled data, the efficacy of ECT in catatonia is well established in clinical practice. Response rates of 80–100% have been consistently reported across pediatric, adult, and geriatric populations (2,3,56,58,59). Early initiation is associated with better outcomes and a reduced risk of complications, as delayed treatment may lead to diminished responsiveness over time (43,56,60–62).
ECT is also generally well tolerated. Serious complications are rare, and the risk–benefit ratio is generally favorable, particularly in cases of severe or treatment-refractory catatonia (2,3,26,50,56,63). Where available, ECT is may be administered in ICU or general medical ward settings when indicated by severity and supported by institutional resources and legal frameworks (2,3,50,56). Clinical improvements often observed after four to six sessions over one to two weeks (56,60,61,64).
ECT is particularly indicated in malignant catatonia and should be employed as a first-line intervention (50,56,65–67). In recognition of its utility, the U.S. Food and Drug Administration (FDA) reclassified ECT devices in 2018 as class II (moderate risk) for the treatment of catatonia in individuals aged 13 and older who are treatment-resistant or require urgent symptom control. Notably, the FDA did not define "treatment resistance" or "severity," leaving these determinations to clinical judgment (66,68).
Morbidity and Mortality 
Catatonia is associated with medical complications, many of which are preventable with timely recognition and intervention. Approximately one in four patients with catatonia develop medical sequelae, including DVT, pulmonary emboli (PE), rhabdomyolysis, malnutrition, pressure injuries, and significant physical deconditioning (10,69). Immobility in hypokinetic forms of catatonia is a key driver of these risks, particularly for thromboembolic events and pressure ulcers (69). Notably, the risk of VTE in catatonia has been shown to exceed that of patients in prolonged physical restraints (69). Malnutrition and dehydration are particularly common in patients with prolonged withdrawal or mutism and may necessitate enteral or parenteral support. (10,69). Rhabdomyolysis, driven by prolonged immobility or severe agitation, can progress to renal failure (25).
Malignant catatonia is especially severe, representing a medical emergency with a high risk of mortality if not treated promptly. This form of catatonia includes autonomic instability—such as hyperthermia, tachycardia, and labile blood pressure—that can progress to myocardial infarction, multiorgan failure, and cardiopulmonary arrest (17,25). Malignant catatonia has been studied in both adults and children, with mortality rates for untreated cases estimated to be as high as 75–100% (17,25,38,70,71). The urgency of early intervention is underscored by evidence that treatment delays are associated with reduced response to treatment and increased risk of death (56,62). Catatonia may become increasingly treatment refractory over time, reinforcing the need for rapid identification and treatment initiation.
Beyond physical complications, catatonia inflicts significant psychological and existential suffering. Catatonic symptoms often impair voluntary movement, verbal communication, and responsiveness, creating barriers to assessing and meeting basic needs (72). Patients may be unable to report pain, discomfort, or preferences, which can lead to goal-discordant care (26). Despite these outward signs of unresponsiveness, emerging evidence suggests that many patients with catatonia remain cognitively aware. In qualitative studies, individuals described the experience as frightening and isolating with common themes of feelings of abandonment, intense longing for loved ones, and preoccupation with death and fear (11).  Even in the absence of primary mood disorders, depression is frequently reported (12–14).

Part 2: Catatonia in Patients with Serious Illness
While nearly a century of clinical experience, robust diagnostic frameworks, structured assessment tools, treatment algorithms, randomized trials, and outcome data exist to guide the care of patients with catatonia, there is a striking lack of evidence to inform the assessment and management of catatonia in the context of serious medical illness or the dying process (17). In this second part of our review, we aim to provide guidance grounded in available evidence, supported by clinical experience, and supplemented with anecdotal insight where necessary. Where possible, we cite relevant research and clarify which recommendations are evidence-based, which are extrapolated from existing data, and which reflect expert consensus. We also identify key challenges and gaps in the literature, as well as propose areas for future research to improve care for patients with serious illness and catatonia.

Recognition of Catatonia in Patients with Serious Illness Matters:
Catatonia is both common and impactful in patients with serious illness, with well-documented morbidity, mortality, and psychological toll (10–14,17,25,26,38,56,62,69–71). Catatonia compromises communication, often impairs decision-making capacity, and adds substantial burden on caregivers (10–14,17,25,26,38,56,62,69–71). Taken together, these effects disrupt autonomy, diminish QOL, and increase suffering—not just for patients, but for those who care for them. For all these reasons, we would argue that catatonia itself could be considered a serious illness (12–14,16,18,19,26,73). 
Despite its relevance, catatonia occurring in the setting of serious illness is frequently mistaken for progressive dementia or the dying process itself (26). These misinterpretations can obscure prognosis, redirect goals of care (GOC) conversations, and lead to premature decisions about hospice referral or withdrawal of treatment (26). With some studies citing nearly one in four ICU patients meeting criteria for catatonia, PC providers are likely encountering catatonia in their daily practice, although it often goes unrecognized (17,20,21).
To our knowledge, no studies have specifically examined whether treating catatonia improves QOL or reduces caregiver distress in patients with serious illness. Still, clinical experience suggests that restoring function and communication, especially near the end of life (EOL), can shift the trajectory of care in meaningful ways.
For all of these reasons, recognizing and managing catatonia directly aligns with the goals of PC, which seeks to relieve suffering, preserve dignity, promote autonomy, and improve QOL for patients and caregivers through interdisciplinary, holistic support (73).
Missed Opportunities and Diagnostic Challenges:
Underdiagnosis of catatonia is not unique to PC. Driven by a combination of unfamiliarity, diagnostic complexity, and subtle presentation, catatonia underdiagnosis is the norm (17,20,23,29,51,52,56,67,74). This is particularly true for CAMC, which is likely the more common form encountered in PC (67).  In a case series involving neurological patients ultimately diagnosed with catatonia, none were initially recognized as having the condition; instead, they received alternative diagnoses, including extrapyramidal symptoms, meningitis, conversion disorder, acute psychosis, encephalopathy, and non-convulsive status epilepticus (75). Retrospective studies in hospital and ICU settings have shown similar trends (20,23,29,74). A systematic review found that while medical causes were identified in only 20% of catatonia cases overall, this rose to over 50% in acute medical-surgical settings and approached 100% in elderly, critically ill patients (4). A milestone New England Journal of Medicine review underscored this diagnostic challenge by outlining a broad differential diagnosis for catatonia across clinical contexts—including delirium, neuroleptic malignant syndrome, serotonin syndrome, substance intoxication or withdrawal, autoimmune encephalitis, and structural brain lesions. Notably, however, that review did not address catatonia in the palliative care or hospice setting (59). For PC clinicians, clinical suspicion for a medical cause should be high, especially in the absence of a prior psychiatric diagnosis (67).
Phenomenologic studies outside of serious illness suggest some differences in presentation between medical and psychiatric catatonia. Psychiatric catatonia is more likely to involve posturing, stereotypy, mannerisms, waxy flexibility, impulsivity, and perseveration, whereas medical catatonia is more commonly associated with autonomic instability, comorbid delirium, grasp reflex, hyperactivity, and a history of neurologic illness or seizures (4,76).  These patterns may help guide diagnostic thinking, though overlap is frequent.
Catatonia also rarely presents as the stereotypical stuporous or florid akinetic state often depicted in textbooks (75). More often, it appears subtly—through purposeless agitation, mutism, urinary retention, rigidity, or unexplained diaphoresis—and is easily misattributed to hypoactive delirium, depression, or withdrawal (17,51,52,56,77).   This is especially relevant in PC, where the manifestation of catatonia may be shaped by cognitive impairment, polypharmacy, and overlapping medical conditions (17,51,52,56).  In this context, catatonia can closely resemble terminal delirium, progressive dementia, or even EOL anorexia (20,25,78–80).
Screening and Assessment: A Role for PC Clinicians
PC clinicians are often the first to notice subtle changes in mental status, especially in patients with serious illness or functional decline (81). This places PC clinicians in a unique position to recognize features of catatonia, perform bedside screening, initiate a lorazepam challenge when appropriate, and advocate for further diagnostic workup or psychiatric consultation. Just as importantly, they can help ensure that care remains goal-concordant, aligned with the patient’s values, and guided by the overall prognosis.
Recognizing catatonia at the bedside begins with clinical suspicion. While completing a full BFCRS may not be feasible in all settings, we suggest PC teams should at minimum be familiar with key signs that can be assessed quickly at the bedside, including staring, waxy flexibility, withdrawal, grasp reflex, and rigidity. PC teams can also consider use of the Catatonia Quick Screen, a four-item screening instrument derived from the BFCRS with high sensitivity (82). In settings where psychiatric consultation is unavailable, PC teams may need to recognize a broader range of BFCRS features and consider initiating a lorazepam challenge themselves, particularly when symptoms are distressing or rapidly progressing. Educational resources, including those from The Catatonia Foundation and video demonstrations from the University of Rochester, can support clinician confidence in bedside screening and assessment (51,52,83).
We recommend maintaining a high index of suspicion for catatonia in any patient with serious illness presenting with acute or subacute mental status changes from baseline, particularly those with motor features and/or underlying cognitive impairment, neurologic disease, significant psychiatric history, or unexplained weight loss and withdrawal. 
Catatonia and delirium often wax and wane, share overlapping features, and commonly co-occur (17,77). Because benzodiazepines typically help in catatonia but may worsen delirium, distinguishing between the two is critical (17). Although DSM-5-TR excludes catatonia in the context of delirium, multiple studies have shown that co-occurrence is possible (1,56). In practice, a key clinical clue that should prompt consideration of catatonia is delirium that fails to improve or paradoxically worsens after antipsychotic treatment (21,27,57,84,85). Delirium that does not improve with standard treatment, or worsens after antipsychotic use, should prompt consideration of catatonia. Although clinicians may hesitate to use lorazepam in patients with altered mental status, a positive response to a diagnostic dose is generally interpreted as evidence that treating catatonia is likely to be more beneficial than harmful (2,3,56,86). 
As with any intervention in serious illness, these decisions must be guided by clinical judgment and grounded in context. Factors such as age, frailty, comorbid substance use, overall prognosis, and patient values should all shape the approach. While not without risk, a single diagnostic dose of lorazepam is often well tolerated, and when clinical suspicion is moderate to high, the potential benefit of identifying and treating catatonia likely outweighs the risks (2,3,56,86).  
Prognostication and Medical Decision-Making
Prognostication is a core skill in PC, essential for guiding medical decisions and aligning treatments with patient values (73,87–90). However, the presence of catatonia can significantly complicate this process.
Although catatonia frequently represents a reversible condition, it may signal a turning point in the trajectory of serious illness, potentially heralding a new central nervous system lesion, systemic infection, psychiatric decompensation, or disease progression (4,17,26). In some cases, it reflects irreversible decline, such as cancer advancement or a new stroke, with major implications for prognosis.
Additionally, catatonia features may independently contribute to medical complications (17). These factors may worsen outcomes regardless of underlying etiology and should be thoughtfully integrated into prognostic conversations.
When catatonia is suspected, diagnostic evaluation should be tailored to the patient’s GOC. For patients pursuing full workup, appropriate studies may include neuroimaging, lumbar puncture with cerebrospinal fluid (CSF) analysis, electroencephalogram (EEG), and laboratory evaluation. For those near the EOL, clinical judgment should weigh the burden and invasiveness of testing against likely yield and therapeutic impact (see Figure 1). Shared decision-making, grounded in the patient’s values and informed by clinical context, should guide this process.
Ultimately, identifying catatonia—even in patients with limited life expectancy—can support prognostication, clearer communication and promote care that remains aligned with the patient’s goals.

Managing Catatonia: Guidance for PC Clinician

No specific guidelines are available for PC clinicians working at the intersection of catatonia and serious illness (2,3,50,56).  Likewise, no published recommendations define the specific role of PC clinicians in the recognition, assessment, or management of catatonia. Figure 2 provides targeted guidance for PC clinicians on treating catatonia in patients with serious illness, with particular attention to the added complexity of factors such as older age, frailty, polypharmacy, substance use, and medical comorbidities—all of which can impact the risks and benefits of treatment (2,3,50,73,91).
PC clinicians are more likely to encounter CAMC, which may be less responsive than CAMD to standard treatments like benzodiazepines. When the underlying etiology is potentially treatable, PC clinicians can encourage early identification and intervention. When the cause requires complex interventions like artificial nutrition, dialysis, or surgery, PC teams can help patients and families navigate those decisions within a GOC framework (10,25,69,73).
Treatment in the outpatient PC setting poses several challenges. Outpatient access to IV lorazepam, ECT referral, or psychiatric referral is often limited. This may lead to the emergency department, which may not align with the stated GOC. In these cases, we suggest considering a short-term trial of oral lorazepam or amantadine, with dosing and duration guided by risk-benefit analysis, patient goals, and overall prognosis (37). 
In older adults with serious illness, lower-dose lorazepam (1–2 mg/day in divided doses) is often effective and better tolerated (57). When benzodiazepines are inadequate or poorly tolerated, the PC clinician is encouraged to consider second-line options such as amantadine or memantine (2,3,56,92). Though evidence remains limited, the largest case series in older patients suggests both classes can be helpful when initiated conservatively, with attention to minimizing sedation and other adverse effects (57,92).
Prevalence of substance use disorders is high in patients with serious illness. Catatonia often presents in the context of substance intoxication or withdrawal, particularly with substances such as cannabis, cocaine, alcohol, opioids, or benzodiazepines. While no specific guidelines exist to guide management of catatonia in this setting, current guidance generally supports the use of benzodiazepines or ECT as first-line treatment, even in patients with active or recent substance use (2,3,56,59,92).
In patients with serious illness, there are multiple barriers to the use of ECT including stigma, hospital infrastructure, legal frameworks, clinician comfort, and concerns about the impact of medical comorbidity. While ECT is safe and well-studied, stigma remains a powerful barrier (93–96). Furthermore, nearly every state imposes legal restrictions on ECT, many of which limit its use to adult patients who can consent for themselves (93–96). These statutes may prevent its use in patients with catatonia who lack decision-making capacity, even if they have surrogate decision-makers (97,98). Many hospitals lack the resources, trained staff, or policy frameworks to administer ECT in ICUs or general medical settings. Even where ECT is technically available, patients with serious illness may be excluded due to medical concerns such as brain metastases, recent stroke, or the medically imposed risks associated with general anesthesia. Because ECT works by inducing a seizure under anesthesia via electrical stimulation, these concerns are legitimate and warrant careful consideration. In some cases, protocols can be adapted—for example, modifying electrode placement to avoid tumor-involved areas—but feasibility and safety must always be considered in light of the patient’s overall prognosis and GOC (2,3,26,50,56,99).
Despite these challenges, a growing body of literature supports the use of “palliative ECT” for select patients. ECT’s rapid onset and effectiveness in treating catatonia, depression, and psychosis make it a compelling option in time-sensitive situations where other treatments have failed or are too slow-acting (26,100). One recent cohort study examined patients referred to both PC and ECT services for this indication. Most were treated for catatonia and had significant comorbidities, including cancer, advanced organ disease, and dementia. Among those who received ECT, outcomes included reduced mortality, reversal of life-threatening weight loss, correction of inappropriate dementia diagnoses later attributed to catatonia, cognitive improvement even in patients with coexisting dementia, and improved quality of life, including near the EOL (26,99).
Given that some forms of catatonia respond only to ECT, we suggest that in select cases, a time-limited treatment trial—an “ECT challenge” akin to a diagnostic lorazepam challenge—may help clarify both diagnosis and prognosis, particularly before considering hospice enrollment (60). If ECT is not available locally, referral to a center where it is available should be considered. Transcranial magnetic stimulation (TMS), a less invasive neuromodulation technique used primarily for mood disorders, is being explored as a potential alternative. However, evidence for its use in catatonia remains limited, and its role in the PC population is not yet well defined (101).

EOL and Hospice Considerations
Catatonia at the EOL is under-recognized and poorly studied (26,99,100). Given that terminal delirium affects nearly 90% of dying patients, we contend that catatonia—at a minimum, as a co-occurring condition—is likely far more common than currently recognized (102,103). In our clinical experience, the dying process and terminal delirium often share phenomenologic features, and many patients exhibit signs consistent with catatonia in their final days. PC clinicians are uniquely positioned to identify catatonia in the hospice setting, differentiate potentially reversible presentations from irreversible decline, and guide appropriate hospice referrals and management (26).
While catatonia is often reversible, some patients experience treatment-refractory illness in which ECT and pharmacologic interventions fail to restore communication, function, or oral intake (17,20,43). In these cases, patients may meet hospice eligibility due to complications such as malnutrition or infection, even if catatonia itself is not the primary qualifying diagnosis. To our knowledge, no studies have examined the prevalence of catatonia at the time of hospice enrollment or the impact of treatment in hospice on patient outcomes, including the potential for hospice graduation.
In the hospice setting and, in an attempt, to improve comfort and reduce suffering near the EOL, recognizing catatonia and trialing low-dose lorazepam is a high-yield, relatively low-risk intervention. In this setting, we recommend avoiding D2 blocking agents, which may worsen symptoms, and instead suggest considering benzodiazepines or NMDA antagonists to relieve distressing psychomotor features (17,26,104).
Hospice regulations may limit access to interventions that are both life-prolonging and palliative such as dialysis, transfusions, advanced heart failure therapies, and ECT (105). Some patients with chronic or relapsing catatonia require maintenance ECT on a spaced schedule (e.g., weekly), and recurrence of symptoms is often seen when treatment intervals are extended (17,59). A palliative ECT approach, prioritizing function and comfort, is consistent with hospice philosophy but may be financially or logistically restricted, and there is opportunity for PC clinicians to advocate for continued access. Future research and advocacy are needed to explore how ECT and other psychiatric treatments might be incorporated into models of concurrent care in hospice (105).
Future Directions
Despite growing awareness of catatonia in patients with serious illness, critical gaps remain in how best to assess and manage this condition in PC settings. Future work must aim to clarify the true prevalence and impact of catatonia among patients with serious illness. Prospective epidemiologic studies across care settings, including outpatient clinics, inpatient units, and long-term care facilities, are needed to capture the full scope of catatonia's presentation and burden.
Further studies are needed to examine how catatonia affects QOL, caregiver burden, communication, decision-making, and overall clinical trajectory. Just as importantly, education and training for non-psychiatric clinicians could improve recognition and reduce diagnostic delays. Brief bedside tools that account for diagnostic uncertainty and overlap with delirium may support earlier identification and treatment. Decision aids developed with patients, caregivers, and clinicians could further guide conversations about interventions like ECT, especially when balancing symptom relief, prognosis, and treatment burden in the setting of serious illness.
Finally, further study is needed at the EOL. The experience and prevalence of catatonia in hospice settings remain almost entirely unexamined. Future work should focus on defining treatment approaches such as oral lorazepam protocols, expanding access to ECT where feasible, and developing outcomes focused on comfort, clarity, and dignity. Coordinated efforts in research, education, and advocacy are essential to improve care for catatonia across the spectrum of serious illness.
Conclusions
Catatonia is a severe but often reversible neuropsychiatric syndrome that can profoundly shape the course of serious illness. Though historically associated with psychiatric conditions, it is increasingly recognized in medically complex patients, where it may misconstrued as other neuropsychiatric conditions, obscure prognosis, and disrupt communication and decision-making.
In PC, where symptom relief, communication, and aligning treatment with patient goals are central, the timely recognition and treatment of catatonia can meaningfully improve QOL. For PC clinicians, it must become a routine diagnostic consideration. Integrating catatonia into daily practice allows clinicians to navigate complexity with greater confidence and ensure care remains focused on what matters most to patients and families.
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Figure 1: Medical Workup of Catatonia: A Risk-Benefit Approach to Diagnostic Testing 
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Figure 2: Role of the PC Clinician in the Evaluation and Management of Catatonia in Serious Illness
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Table 1: Case Studies Exploring the Interface Between PC and Catatonia 
	Case Number, Summary
	Full Case Description

	Case 1 - Catatonia Mistaken for Progression of Dementia
	Ms. A is an 85-year-old female with a past medical history of moderate major neurocognitive disorder (dementia) without behavioral disturbances. At baseline, she requires some assistance from family members for ADLs. She is brought to the emergency department by her family due to a rapid decline in functional status, characterized by new-onset posturing, agitation, social withdrawal, and decreased oral intake. Although there is initial concern for a rapid progression of her dementia, the consulted PC provider identifies features concerning for catatonia and collaborates with mental health professionals to address it. With appropriate treatment, Ms. A’s catatonic symptoms resolve, and she returns to her baseline cognitive and functional status resulting in both improved QOL and life prolongation.

	Case 2 - Catatonia Mistaken for Permanent Neurological Damage
	Mr. B is a 19-year-old male with a past psychiatric history of MDD. He is currently admitted to the ICU following a suicide attempt by opioid overdose, complicated by an ischemic cerebrovascular event. After stabilization of his acute respiratory failure, he is extubated but remains with a persistent AMS. The ICU and neurology teams express concern that his cognitive impairment may represent permanent damage from the stroke and consult PC to discuss GOC and treatment preferences. During the initial PC evaluation, the provider identifies a constellation of symptoms concerning for catatonia, including posturing, negativism, mutism, and echopraxia. With the involvement of psychiatry, treatment for catatonia is initiated, resulting in the resolution of symptoms and a significant impact on the patient’s overall illness trajectory.

	Case 3 - Catatonia with Comorbid Delirium
	Mr. C is a 55-year-old male with a past medical history of lung adenocarcinoma. He is currently admitted following a chemotherapy session, presenting with neutropenic fever and sepsis. During his ICU stay, he develops altered mental status accompanied by severe agitation that interferes with his medical care. The ICU team diagnoses delirium and initiates antipsychotic treatment for hyperactive symptoms, but there is no clinical improvement. PC is consulted for support with GOC discussions and delirium management. Upon assessment, the PC interdisciplinary team identifies a fluctuating level of attention and awareness consistent with delirium, but they also observe additional symptoms such as purposeless agitation, grimacing, and rigidity that are atypical of delirium and appear to worsen with antipsychotic use. Concerned for a dual diagnosis of delirium and catatonia, the PC team collaborates with the primary team to initiate appropriate treatment for both conditions. This also leads to the investigation of underlying causes of catatonia with a new finding of brain metastases.

	Case 4 - Catatonia in the Hospice Setting
	Ms. D is a 90-year-old female receiving hospice care at home for stage IV colon cancer. Her GOC, established with her and her family, focus solely on comfort, with no plans for further medical interventions. She has expressed a strong wish to remain conscious and spend meaningful time with her family at the EOL. Her prognosis is limited—likely days to weeks. Under hospice care, she acutely develops mutism, social withdrawal, staring, verbigeration, and echolalia. Her family is distressed, as the symptoms appear to cause discomfort and conflict with her wishes. Initially presumed to be terminal delirium, the hospice provider raises concern for catatonia and initiates benzodiazepine treatment, leading to symptom improvement. This allows Ms. D to spend quality time with her family before passing away peacefully.

	Case 5 - Prognostication and medical decision-making challenges due to catatonia associated with another mental disorder
	Mr. E is a 65-year-old male with a history of bipolar disorder and multiple prior psychiatric hospital admissions for severe mania. He is currently admitted to the inpatient psychiatry unit for a severe depressive episode with catatonia. During his admission, he develops aspiration pneumonia and acute hypoxic respiratory failure, requiring ICU transfer and intubation. While the psychiatry team recommends ECT for catatonia, the ICU team expresses concern about his overall prognosis. PC is consulted to support complex decision-making and facilitate communication to ensure patient-centered care. After a family meeting led by the palliative care team, with expert communication about the disease and treatment options, the family elects not to pursue ECT. Care is redirected toward comfort-focused, EOL symptom management in alignment with the patient’s values.


PC = palliative care; ADLs = activities of daily living; QOL = quality of life; MDD = major depressive disorder; AMS = altered mental status; GOC = goals of care; ICU = intensive care unit(s); ECT = electroconvulsive therapy; EOL = end of life


Table 2: Catatonia Subtypes and Associated Symptoms 
	Subtype
	Description
	Associated Symptoms

	Hypokinetic
	Decreased interaction with external stimuli, rigidity, and withdrawal.
	·       Immobility/Stupor
·       Mutism
·       Staring
·       Maintenance of Posture
·       Decreased oral intake
·       Resistance to passive range of motion
·       Being stuck in motor movements

	Hyperkinetic
	Increased motor activity, but often without clear intent or purpose.
	·       Excessive movement
·       Sudden inappropriate behavior
·       Sudden aggression or combativeness

	Parakinetic
	Abnormal motor movements, but the amount of motor activity can be normal, high, or low.
	·       Grimacing
·       Echopraxia
·       Echolalia
·       Repetitive non-goal directed motor activity
·       Repetitive goal directed motor activity that is unusual in context and or/persistence
·       Repetition of words or phrases
·       Waxy Flexibility
·       Exaggerated cooperation with exam
·       Automatic Obedience (exaggerated compliance with request)
·       Passive Obedience (raises arm to light finger pressure)
·       Grasp reflex
·     Oppositional behavior

	Malignant
	Any subtype with autonomic instability.
	·       Hyper/Hypothermia
·       Tachycardia/bradycardia
·       Hyper/Hypotension
·       Diaphoresis


 

Table 3: Symptoms of Catatonia Assessed by the Bush Francis Catatonia Rating Scale (BFCRS)(51) 
	Item
	Clinical Description

	Immobility/Stupor**
	Marked reduction or absence of responsiveness to the environment; the individual appears disconnected or disengaged.

	Catalepsy/ Posturing**
	Maintains fixed, often uncomfortable positions for extended periods, including when placed into position by others (catalepsy).

	Mutism**
	Verbal output is severely limited or absent, not due to a language or motor speech disorder.

	Negativism**
	Displays opposition to instructions or external attempts to interact, including doing the opposite of what is requested or failing to react altogether.

	Mannerisms**
	Shows peculiar, stylized movements or gestures that appear exaggerated or situationally inappropriate.

	Stereotypy**
	Engages in repeated, non-goal-directed motor behaviors such as pacing, rocking, or hand motions.

	Grimacing**
	Exhibits unusual or distorted facial movements or expressions without clear provocation.

	Echolalia and Echopraxia**
	Involuntary repetition or imitation of another person’s words (echolalia) or movements (echopraxia), often without conscious intent or awareness.

	Withdrawal**
	Avoids social or physical engagement, including eye contact, communication, or eating.

	Verbigeration**
	Recites the same word or phrase repeatedly in a loop, often without relevance to the context.

	Rigidity**
	Shows sustained muscle tension that resists movement, often felt uniformly throughout a limb.

	Excitement**
	Displays excessive, disorganized motor activity that is difficult to redirect or control.

	Staring**
	Maintains a fixed gaze with minimal blinking, often prolonged and unresponsive.

	Waxy Flexibility**
	Limbs offer initial resistance to repositioning that then lessens in response to continued efforts.

	Combativeness
	Acts with sudden aggression or hostility, often disproportionate or seemingly without external cause.

	Impulsivity
	Performs abrupt actions without forethought, which may be risky, inappropriate, or unprovoked.

	Autonomic Dysfunction
	Exhibits instability in vital signs or body regulation, including fluctuations in heart rate, temperature, blood pressure, or respiration.

	Perseveration
	Repeats a thought, word, or movement beyond its relevance or appropriateness, with difficulty shifting focus.

	Automatic Obedience
	Follows commands automatically and rigidly, regardless of how illogical or harmful they may be.

	Gegenhalten (Paratonia)
	Passive resistance to movement that increases proportionally with the force applied by the examiner.

	Mitgehen (“Anglepoise Lamp Sign”)
	Allows limbs to be moved by even slight pressure, despite instructions to resist or hold steady.

	Grasp Reflex
	Involuntarily grips objects placed in the palm and is unable to release without assistance.

	Ambitendency
	Appears hesitant or motorically stuck between two movements


** Bush Francis Catatonia Rating Scale 14-Item Screening Tool
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