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Abstract

Depression worsens most treatment outcomes in medically ill older adults. Chronic medical 

illnesses weaken and demoralize patients and compromise their ability to adhere to treatments 

requiring consistency and effort. Acute medical illnesses create a psychosocial storm that finds 

patients and their ecosystem unprepared. We describe two intervention models that can be used to 

target and personalize treatment in depressed, chronically or acutely medically ill older adults.

Personalized Adherence Intervention for Depression and COPD (PID-C) is a model intervention 

for depressed patients with chronic medical illnesses. It targets patient-specific barriers to 

treatment engagement and aims to shift the balance in favor of treatment participation. PID-C led 

to higher remission rates of depression, reduction in depressive symptoms, and reduction in 

dyspnea-related disability. Addition of problem solving training enables patients to utilize 

resources available to them and hopefully improve their outcomes.

Ecosystem Focused Therapy (EFT) is a model intervention for depression developing in the 

context of an acute medical event. It was developed for patients with post-stroke depression (PSD) 

and targets five areas, part of the “psychosocial storm” originating from the patient’s sudden 

disability and the resulting change in the patient’s needs and family’s life. A preliminary study 

suggests that EFT is feasible and efficacious in reducing depressive symptoms and signs and 

disability in PSD.

Introduction

Late-life depression preferentially affects older adults with comorbid medical illnesses. In 

community settings, 2% of older adults suffer from depression.(1) In primary care settings, 

the prevalence is 6–8%, and among long-term care residents it is 12–22.4%. Late-life 

depression has a modest response to pharmacotherapy, promotes disability, worsens medical 

outcomes, undermines adherence, and increases expense.(2) Behavioral interventions for 
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depressed medically ill patients, while needed, have been both underdeveloped and 

underutilized.

Depression afflicts patients with both chronically deteriorating medical illnesses and acute 

debilitating medical events.(3) In each scenario, patients and families are presented with 

distinct sets of clinical and psychosocial problems that can serve as treatment targets. Below, 

we discuss intervention models for depressed patients with chronic obstructive pulmonary 

disease (COPD), a chronic disease, and patients with post-stroke depression (PSD), an acute 

medical event. These models could be modified to treat depression within the context of 

other chronic and acute medical illnesses that share similar characteristics.

COPD is a chronic illness that typifies the challenges faced by depressed, chronically ill 

patients. More than 20% of COPD patients suffer from at least one episode of major 

depression, often of longer duration.(3) In addition to high comorbidity, COPD leads to 

chronic disability, and its rehabilitation and treatment requires active and consistent patient 

participation. Depressed patients are typically demoralized from the hopelessness and 

fatigue of depression and the increasing disability of COPD. This impairs their ability to 

carry out everyday activities and interferes with adherence to efficacious treatments. 

Antidepressant, while available, safe, and often effective, are undermined by slow onset of 

their effects and often incomplete remission. This necessitates development of a long term 

approach to these patients.(3)

Unlike COPD, stroke occurs abruptly and exemplifies the problems of aging adults facing 

sudden disability after an acute medical event. Stroke afflicts 700,000 Americans each year 

and more than 20% of them subsequently develop depressive syndromes.(4) Post stroke 

depression (PSD) develops during the psychosocial and biological storm ensuing after 

stroke. The “storm” affects the patient and challenges the patient’s ecosystem.(4) The 

intervention model we describe below is based on a dissection of contributors to the “storm” 

and interventions targeting each if its components.

Evidence Based Psychotherapies

Therapy models for the treatment of late-life depression exist, although they have been 

inadequately studied. A recent paper reviewed psychosocial intervention studies using 

explicit selection criteria: a treatment manual, supervision by experts, raters blind to 

treatment assignment administering reliable and valid instruments, at least 30 participants 

per condition, intent to treat analysis and reliance on both statistical and clinical 

significance.(5) One study of problem solving therapy (PST)(6, 7) and one study of 

cognitive behavioral therapy(8) reviewed found these treatments more efficacious in 

reducing depression than an active comparison condition. Interpersonal therapy (IPT) also 

reduced depressive symptoms more than usual care (9, 10), but had no advantage over usual 

care in increasing response or remission rates. The only study of supportive therapy that met 

the above criteria found it less efficacious than PST in reducing depressive symptoms and 

disability. (6, 7)

Most participants in the studies reviewed were in stable medical health and few, if any, had 

chronic, deteriorating medical illnesses or a dramatic acute medical event.(5) Accordingly, 
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the interventions targeted the behavioral pathology of depression rather than the distinct 

behavioral problems and needs arising from the clinical context of severe medical 

conditions.

Collaborative Care Models

Improving Mood-Promoting Access to Collaborative Treatment (IMPACT) and Prevention 

of Suicide in Primary Care Elderly: Collaborative Trial (PROSPECT) studied the 

effectiveness of care management models in depressed, older primary care patients. 

IMPACT compared usual care to a disease management program, which utilized depression 

clinical specialists following a stepped-care algorithm including medication or PST 

modified for the primary care setting. At one year follow-up, the intervention group had 

lower depression severity, higher rates of response, and higher rates of complete remission 

of depressive symptoms.(11) The PROSPECT intervention utilized depression care 

managers and a treatment algorithm with antidepressants as the first line of treatment, and if 

medications were refused, IPT. This intervention was effective in reducing suicidal ideation, 

depressive symptoms and increasing remission rates one and two years later.(12) Primary 

Care Research in Substance Abuse and Mental Health for the Elderly (PRISM-E) compared 

integrated behavioral health care and enhanced referral care. Results showed that less severe 

depression responded well to an integrated setting while severe depression responded better 

to enhanced specialty clinic care.(13)

The above studies demonstrated the value of several care management models in primary 

care patients. These models are flexible and can be adjusted to the needs of a variety of 

populations. Care managers working in the community require training on how to recognize 

treatment targets and guidance in introducing evidence-based therapies addressing the 

individual patient needs. What follows is an overview of the clinical context of two 

populations of depressed medically ill older adults and a description of two specialized care 

management models integrating elements of structured psychotherapies in the service of 

personalization (Figure 1).

Two Models of Care for Depressed Patients with Chronic Medical Illness

Depression in COPD patients exemplifies the clinical complexities encountered in an older, 

medically ill population. COPD afflicts 16.7% of older men and 12.6% of older women(14), 

and the prevalence in women and ethnic subpopulations is increasing.(15–18) Since 1990, 

COPD has been the fourth most frequent cause of death in the United States and the only 

major chronic disease for which death rates have not declined over the past 30 years.(18)

A recent study documented that depressive symptoms are associated with worse general and 

pulmonary health and disability in COPD patients.(19)

The American College of Chest Physicians and the American Association of Cardiovascular 

and Pulmonary Rehabilitation (ACCP/AACVPR) Guideline Panel pointed out that although 

depression affects a substantial number of COPD patients, depression is not a necessary 

concomitant of lung disease.(20) In some patients with COPD, there appear to be few, if 
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any, significant psychological symptoms. This suggests that depression is a distinct 

syndrome in a significant minority of COPD patients that needs to be identified and treated.

The Role of Treatment Adherence

The ACCP/AACVPR Pulmonary Rehabilitation Evidence-Based Guideline states: “… the 

most important behavioral aspect of pulmonary rehabilitation is the extent to which patients 

comply with the exercise program or with other medical therapies”.(20) However, treatment 

adherence is a serious problem for COPD patients; 50% do not adhere to their regimen 

including taking medications as prescribed, using adequate oxygen at therapeutic level, or 

following recommended exercise regimes.(20)

The use of pulmonary rehabilitation, including exercise training and psychosocial support, is 

likely to improve functional exercise capacity and health related quality of life.(21) Patients 

with severe COPD and depression had a decrease in depressive symptomatology and 

disability following a comprehensive 15 day rehabilitation program.(22) The main 

contributors for the efficacy of this program may have been behavioral activation and 

psychosocial support. However, follow-up data 6 and 14 weeks after discharge from 

rehabilitation showed there to be no further improvement in these areas.(22)

Depression further increases the likelihood of poor adherence. A recent meta-analytic study 

concluded that, compared to non-depressed patients, depressed medical patients have 3 

times greater odds of being noncompliant with prescribed medications, exercise, diet, health 

related behavior, vaccination, and appointments.(23) Poor adherence has a consistent 

negative effect on treatment outcomes.(24–26) Nearly 72% of depressed elderly patients 

with COPD refuse antidepressant medications and, of those who agreed to treatment, only 

50% completed a trial of fluoxetine.(27)

COPD patients’ poor adherence to treatment is not surprising considering the clinical 

context of patients suffering from severe COPD and major depression. These patients live 

with daily physical discomfort, a severely compromised lifestyle and often become 

demoralized by the knowledge of the inevitable deteriorating course of their illness. 

Depressive symptoms including hopelessness, helplessness, and pessimism further promote 

resignation and demoralization. These feelings are compounded by a demanding 

rehabilitation regimen, which requires continuous patient participation. The last things a 

depressed, demoralized, cognitively compromised and weak COPD patient wants to do are 

to follow a tiring exercise program, visit treatment centers, and increase social activities.

An Adherence Intervention

In response to concerns about treatment adherence, we developed a personalized adherence 

intervention (PID-C) aimed at increasing adherence to recommended treatments for COPD 

and depression. PID-C draws from the Theory of Reasoned Action, in which patients weigh 

treatment risks and benefits(28) aimed to shift the balance in favor of treatment 

participation. PID-C is implemented by trained care managers who work with patients and 

their physicians. Care managers work with patients to identify treatment barriers and to 

support interventions (e.g., misconceptions about patients’ conditions, misunderstanding of 

recommendations, misattribution of symptoms, hopelessness, dissatisfaction with treatment, 
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and logistic barriers) with the goal of helping patients’ to work on their exercise regimens 

and to take antidepressants as prescribed. Care managers also work with patients’ physicians 

to monitor treatment and the course of illness.(29)

PID-C was a beneficial intervention, resulting in reduced depressive symptomatology, 

reduced yspnea-related disability, and higher rates of remission compared to patients with 

major depression and severe COPD in the community.(29) These benefits lasted at least 6 

months after the end of the intervention. Adherence to adequately prescribed antidepressants 

and low level of dyspnea partially mediated the beneficial effect on depression. Exercising 

at least 2 hours per week and a low severity of depressive symptoms partially mediate the 

improvement in dyspnea-related disability.

The Need for an Integrated Intervention

Although PID-C has been efficacious, adherence to available antidepressant treatments may 

be insufficient for some depressed COPD patients. Antidepressants are of limited efficacy, 

there is a lack of targeted psychotherapies for this population, and the presence of executive 

and other cognitive dysfunctions in COPD patients may impede treatment response.

Antidepressants have been inadequately investigated in depressed COPD patients. Placebo-

controlled studies showed that doxepin, desipramine and paroxetine were no better than 

placebo in improving COPD patients’ moods.(3, 30, 31) Meanwhile, a 12-week placebo-

controlled study of depressed or dysthymic COPD patients concluded that nortriptyline is 

more efficacious than placebo in reducing depressive symptoms, anxiety, respiratory 

symptoms, overall physical comfort, and day to day functioning.(32)

We hypothesize several reasons for limited efficacy in depressed COPD patients. The 

efficacy of antidepressants may be low in COPD patients who experience continuous 

physical discomfort, have a compromised lifestyle, and are exposed to chronic psychosocial 

adversity.(33) In addition, many COPD patients have cognitive impairments, which are 

associated with limited response to antidepressant agents. A review of literature by ACCP/

AACVPR concluded that many COPD patients have executive dysfunction resulting in 

inability to think flexibly, perform complex perceptual motor maneuvers, and engage in 

perceptual discrimination.(20, 34–36) Several studies, including ours, suggest that executive 

dysfunction and brain abnormalities associated with executive dysfunction compromise 

treatment response to antidepressants.(37–41)

Sparse literature suggests that cognitive behavioral interventions reduce symptoms of 

anxiety and depression in COPD patients.(42, 43) The ACCP/AACVPR Pulmonary 

Rehabilitation Evidence-Based Guideline states that “evidence does not support the benefits 

of short-term psychosocial interventions as single therapeutic modalities, but longer-term 

interventions may be beneficial.”

An Integrated Intervention Model

The literature reviewed above indicates that the interactions between depression, disability, 

and poor treatment adherence contribute to behavioral and physical problems in COPD 

patients. We argue that PST integrated with our PID-C treatment adherence intervention can 
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target the triad of depression, disability, and treatment non-adherence. This may disrupt the 

spiraling decline of these patients, reduce their suffering, and improve their quality of life. 

We base this assertion on findings documenting that: 1. PST can reduce depressive 

symptoms and disability in various groups with major depression; 2. PST has been 

effectively modified to reduce depression and disability in those with cognitive 

abnormalities similar to those displayed by COPD patients; and 3. PST incorporated within 

the PID-C intervention would target adherence to COPD treatment.

PST targets depression by enhancing patients’ problem solving skills to manage everyday 

problems and major life events. This is accomplished by providing structure for approaching 

problems and negotiating their daily lives. Research to date has shown that PST reduces 

symptoms of depression and disability in elderly patients with major depression, medical 

patients, and medically ill elderly patients.(44–46) We also reported that PST reduces 

depressive symptoms and disability in depressed older adults.(44, 47) In addition, patients 

whose depression improved with PST had increased problem solving skills and less 

disability.

PST has never been systematically studied with depressed COPD patients. Despite this, the 

evidence from other studies indicates that PST, when appropriately modified, improves 

functioning in patients with cognitive impairment equal to or greater than, COPD patients. 

An example is the efficacy of PST in mildly retarded adults.(48) Furthermore, PST in 

schizophrenic patients, a group with greater executive dysfunction, improves initiation and 

completion of tasks.(49–51)

The PST approach can help identify and manage key problems contributing to chronic life 

adversity, while PID-C provides the therapist with a structured approach to evaluate and 

understand reasoning for inadequate treatment adherence. The PID-C protocol could resolve 

some adherence problems using basic interventions including clarification, education, and 

direct instruction. Other adherence problems may require a more targeted PST intervention 

leading to the development of behavioral skills. PID-C and PST synergistically address the 

various reasons that depressed COPD patients are non-adherent to treatment.

In addition to their action on adherence, PST and PID-C also directly address symptoms of 

depression and disability. Behavioral activation and increased exposure to positive events 

have a beneficial impact on psychomotor slowing and anhedonia. This is evident in patients 

that successfully manage their illnesses; they obtain a sense of empowerment and an 

increase in their self-esteem. As the PST approach is learned, patients utilize these skills to 

manage other life problems, including social isolation and relations with family and friends. 

The positive experience of accomplishing solutions to daily problems introduces a sense of 

hope. This promotes a desire to further manage problems arising from dyspnea and 

disability, thus improving overall function.
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An Intervention Model for Depressed Patients Suffering an Acute Medical 

Event

Acute disabling medical events are common in late life and are often followed by 

depression. Stroke is one such illness, and post-stroke depression (PSD) affects a large 

number of stroke patients. This dramatic medical event confers disability and psychosocial 

consequences that require treatment attention.

PSD has been described by medical writers since the 5th century BC and perhaps earlier, but 

modern psychiatry began to focus on PSD about 30 years ago after seminal work by Johns 

Hopkins investigators.(52–54) Combined studies of 2,178 patients hospitalized for acute 

stroke showed that 22% developed major depression and 17% developed minor depression.

(55) Women are almost twice as likely as men to be diagnosed with major depression after 

stroke.(56) Other risk factors for PSD include level of disability from the stroke, personal 

and family history of a psychiatric disorder, and additional medical illnesses.(57–59)

The Clinical Picture of PSD

The signs and symptoms of PSD are similar to those of idiopathic depression, but PSD does 

not come alone. PSD is consistently shown to be associated with cognitive impairment, 

disability, and stroke severity.(60) Compared to non-depressed stroke patients, PSD patients 

are more likely to have impairments in executive functions, problem solving, psychomotor 

speed, attention, and memory.(61) Furthermore, greater depression severity is associated 

with cognitive impairment and a prior diagnosis of a psychiatric disorder in female stroke 

victims.(56) Impairment in activities of daily living is the single strongest correlate of 

depression after stroke.(59) Additionally, 83% of studies show that depression happening 

soon after stroke is a predictor of greater functional impairment at followup, ranging from 6 

months to 2 years.(59, 62) This suggests that depression and disability are intertwined. PSD 

and disability are correlated with poor quality of life, social support, physical functioning, 

self-esteem, perceived control, and pessimism in stroke patients.(63, 64)

Alternatively, PSD patients that remit within the first few months have a greater recovery in 

activities of daily living.(65, 66)

Initial studies suggested that post-stroke depression is most common in patients with left 

anterior lesions and that the lesion proximity to the frontal pole is correlated with the 

severity of depression.(8) Subsequent studies showed that stroke in other sites of the brain 

pose a comparable risk for depression.(67) Nonetheless, physical disability, stroke severity 

and cognitive impairment were consistently associated with depression.(60)

Most stroke survivors receive intensive initial post-stroke rehabilitation (i.e., physical, 

occupational, and speech therapy) at acute and sub-acute facilities, or at home. However, 

this initial attention drops off after the first month. On discharge, patients are given 

demonstrations and advice for home modifications but most patients do not fully master 

these instructions. They may not be motivated, and rehabilitation therapists have limited 

time and scheduling flexibility with inadequate training on how to approach the behavioral 

consequences of depression and its impact on the family environment. The combination of 
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physical limitations, lack of motivation and energy, hopelessness, family disruption, and 

possible transportation difficulties lead to missed appointments and poor adherence to home 

exercises. Home-based care by professional, trained clinicians targeting these challenges is 

critical at a time when neural repair is most active.(68–71)

Antidepressants in PSD

It has been suggested that antidepressants are effective in PSD,(59) and a recent study 

showed that escitalopram may even prevent the development of depression.(55) However, a 

meta-analysis of 13 agents showed only a weak effect of antidepressants in PSD.(72) A 

recent large study showed that antidepressants may increase the risk of ischemic and 

hemorrhagic stroke(73) confirming earlier reports(74–76) and suggesting that perhaps 

antidepressants should not be used in PSD patients.

Psychosocial Interventions

Psychosocial interventions for PSD have received less attention than pharmacotherapy. A 

2008 Cochrane review identified 4 psychotherapy studies:(72) One used problem solving 

therapy (PST),(77) one used Cognitive Behavioral Therapy,(78) one used motivational 

interviewing,(79) and one was a broadly defined psychosocial intervention.(80) In three of 

these studies, the control group was usual care(77, 79, 80) and one used both usual care and 

attention-control comparison groups.(78) This meta-analysis concluded that there was no 

evidence that psychotherapy is beneficial in a PSD population.(72)

A recent study added brief behavioral therapy to antidepressant drug therapy as part of 

standard care to patients with PSD.(81) The intervention resulted in higher remission rates 

than “usual care” at the end of the intervention and at a 12 month follow-up.(81). Although 

this study did not control for “exposure” to therapists (the comparison group was “usual 

care”), the results are encouraging and serve as a signal of the potential value of 

psychosocial interventions.

The Model and Goals of Ecosystem Focused Therapy

We conceptualized Ecosystem Focused Therapy (EFT) in the context of our model of late-

life depression,(2) and we postulate two primary pathways to PSD. First, that stroke 

increases vulnerability to depression by compromising frontolimbic circuitry through the 

ischemic event itself(59, 82) and the ensuing inflammatory(83, 84) and resculpting(85) brain 

responses. Second, the “psychosocial storm,” which we will describe magnifies many of 

these events (86–100) and provides an additional biological burden to this cascade of 

depressogenic influences.

EFT focuses on the “psychosocial storm”, which originates both from the patient’s sudden 

disability and the subsequent change in patient’s needs and family life.(4) The “psychosocial 

storm” can be conceptualized as a result of the interaction between the severity of the 

patient’s clinical state and the strengths of the patient’s “ecosystem”. Patients become 

deskilled after a stroke for a multitude of reasons, including the abrupt loss of strength, 

coordination, language, and executive functions, behavioral disorganization, lack of 

motivation, fear for their life, and hopelessness. This, compounded by the demanding 
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rehabilitation and lack of readiness, leads to an increase in stress, feelings of helplessness, 

and resultant depression.(101–104) The family experiences a similar disturbance and is 

forced to alter their usual goals and tasks to account for the newly disabled stroke victim. 

They must now assist in daily routines and help to facilitate (e.g. organizing, driving, 

waiting) physical, occupational, and speech therapies. The burden is not limited to family 

members that live with the PSD patient.(4) Negativity and resignation experienced by the 

PSD patient often transmits to those expected to help and immobilizes them. Without 

guidance, even the most committed family members may not find a way to help effectively 

and can become a hindrance to the patient’s recovery.(4) Conversely, physical, occupational, 

and speech therapists must be aware of the “ecosystem” and coordinate with families to 

limit disruptions. These problems must be addressed early after the stroke, as there is a time 

window during which neural repair is most active.(68–71)

EFT is consistent with the classical social science concept of biographical disruption, which 

refers to the substantial and directive influence that illness can have over the course of a 

person’s life. (105) The “psychosocial storm”, and the ensuing diversity of treatments and 

tasks that need to be undertaken, the timing and tempo associated with each treatment and 

task, all contribute to the experience of a disrupted daily life to the individual’s and the 

family’s overall biography.

As mentioned above, the “psychosocial storm” interacts with the stroke’s ischemic event. 

The vascular lesion and repair response, inflammation, and plasticity, interact with the 

neurobiological responses to the “psychosocial storm”. These neurobiological responses 

include: inflammation, reactive oxygen species, dendritic remodeling, neurogenesis, and 

altered functional connectivity. We propose that the stroke’s biological responses and the 

neurobiological responses to the “psychosocial storm” affect the predisposing factors 

(frontolimbic compromise and heredity) and the mediating mechanisms (hypometabolism of 

the dorsal neocortex and hypermetabolism of the ventral limbic structures) of PSD.

The goals of EFT are to enable PSD patients to develop new perspectives and adaptation 

skills and to change their “ecosystems” to accommodate to their new states.(4) This way, 

home-delivered EFT can offer an optimal chance at adaptation by promoting adherence to 

rehabilitation and other treatments as well as increasing “behavioral activation” and 

perceived “self-efficacy,” thus reducing depression. The presumed mechanisms of 

rehabilitation therapies after stroke include enhancement of brain plasticity resulting in a 

new functional architecture.(106) Accordingly, behavioral enrichment may aid in functional 

recovery and enhance the benefits of physical, occupational and speech therapies.(107)

EFT targets critical contributors to the “psychosocial storm” experienced by the PSD patient 

and his/her family through five components: 1) It helps the patient and family develop an 

action-oriented new perspective about the patient’s recovery and state. Using a language that 

they can understand and accept, the therapist explains the prognosis of PSD, the expected 

disability, the role of rehabilitation, and the possible gratifying activities available to the 

patients at present and in the future, thus instilling hope for recovery. 2) Aided by a 

manualized strategy set, the EFT therapist guides the patient to develop an adherence 

enhancement structure mitigating the effects of resignation, executive dysfunction, and 
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motivational disturbance through action plans. The family and/or professional caregivers 

participate based on need and availability. 3) The EFT therapist provides a problem solving 

structure to help the patient address solvable problems pertinent to daily functioning and to 

increasing the patient’s engagement in rewarding activities (behavioral activation). 4) The 

EFT therapist provides guidance in helping family members reengineer goals and modify 

their involvement and plans to accommodate to the patient’s disability, thus maximizing 

adherence to rehabilitation (facilitating arrangements). 5) The EFT therapist manages care 

with the patient’s other therapists to formulate a collaborative approach aiming to motivate 

the patient and help the patient and family develop a plan for participation in rehabilitation 

and for use of community resources, e.g., support groups and recreational services for the 

physically challenged. When combined, the components of EFT may confer a sense of 

competence and increase engagement in rewarding activities.(4)

We are encouraged by the results of a preliminary study of 24 patients comparing EFT to 

Education on Stroke and Depression (ESD). In the EFT group, 66.7% of subjects achieved 

remission of depression, whereas 16.7% of the ESD group remitted. Furthermore, in 

patients’ receiving EFT, improvement in disability was associated with greater improvement 

in depressive symptoms.(108)

Personalization

Clearly, not every PSD patient needs all five EFT components equally at all times. The 

changing recovery trajectory and needs of the patient and his/her “ecosystem” make the 

personalization of EFT a critical component of effective treatment. Each session emphasizes 

the most pertinent components which are guided by structured questions about persisting or 

emerging problems.(4) The selection of patient homework assignments and the guidance 

offered to the other people in the patient’s “ecosystem” follow the Rehabilitation Medicine 

Principle: “Motivation is highest and performance is optimal when a behavioral goal is set 

above the current level of performance but within reach”.(109) This way, each EFT session 

offers on-time and on-target “needed EFT components”, thus optimizing the chance to 

preempt adverse PSD outcomes.

Conclusion

The modest response of late-life depression to pharmacotherapy necessitates use of 

behavioral interventions. The intervention models for patients with depression and either 

chronic COPD or acute stroke highlight the development of treatments based on dissection 

of problems encountered by patients and their ecosystems. Awareness of specific common 

problem constellations has two advantages. First, it enables clinicians to focus and structure 

their assessments. Second, accurate problem identification in the individual patient and 

his/her ecosystem provides a clear plan for offering sharply targeted interventions. The end 

result is a structured personalization of interventions driven by the needs of the patient and 

his/her ecosystem.

We developed the PID-C and EFT behavioral intervention models at a time in which 

increasing longevity and large numbers of patients with chronic and acute illnesses 

challenge the healthcare system. In mental health, this problem is reaching critical 
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proportions because of the high numbers of aging baby boomers and the fact that the baby 

boomers are afflicted by depression more than past cohorts.(10)

Evidence-based interventions are rarely used and sustained in the community.(110) There 

are several barriers to intervention implementation.(111, 112) One such barrier in the 

complexity of behavioral interventions and the fact that they are beyond the clinical skills of 

many clinicians working in community settings.(113–116) Depression of older adults with 

severe debilitating conditions or acute disabling medical events requires adaptation of 

existing care management models to the complex clinical context of these patients. This 

process is often beyond the skill level of professionals likely to offer care management in the 

community. Moreover, community implementation of an intervention is a complex process 

requiring buy-in by organizations and programmatic changes. Important elements of 

interventions that promote implementation are effectiveness, reimbursement, acceptance by 

patients, ease of use by clinicians, time to learn and routinize intervention use, compatibility 

with routine care, observable outcomes use of the intervention and its outcomes, and the 

ability of community organizations to test them and drop them at low cost.(117, 118)

Arguably, the PID-C and EFT have potential for implementation. Each intervention was 

designed and explicitly structured after long interactions and input by community clinicians 

with the goal of meeting criteria for simplicity, cost, and compatibility with routine care. 

They were developed for social workers and nurses after consideration of their skill sets. 

These professionals are common providers of initial care for late-life depression in 

rehabilitation settings, home-health care, and the community. Assuming adequate evidence 

of feasibility of training, low therapist skill drift, and efficacy, these interventions have the 

potential to be broadly used by many professionals and to become accessible to many 

depressed medically ill older adults.
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Figure 1. 
Specialized Care Management: Relationship to Structured Psychotherapies and to Non-

Specialized Models of Care Management
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