
De Sousa and Rupani: COVID-19 and Geriatric Mental Health 
 

1 

 

 Indian Journal of Mental Health 2021;8(1)  

Editorial  

 

COVID-19 and Geriatric Mental Health: the biopsychosocial 

aspects 
 
Avinash De Sousa1, Karishma Rupani2 

 

1Consultant Psychiatrist and Founder Trustee, Desousa Foundation, Mumbai. 
2Assistant Professor, Department of Psychiatry, Seth G.S. Medical College and K.E.M. Hospital, Mumbai. 

Corresponding author – Avinash De Sousa 

E-mail – avinashdes888@gmail.com 

 

 
There is already a plethora of research done on COVID-19 and the mental health of the general 

population. However, there are many factors that make the effect of COVID-19 on geriatric mental health 

different from that on the general population. The COVID-19 pandemic world over has been 

unprecedented. With limited means for treatment, the mainstay of public health intervention has been 

social isolation, so as to prevent contagion. Let us understand some biopsychosocial issues specific to the 

elderly. Older people are vulnerable to severe viral infection [1] as they often have associated comorbidities 

[2]. Studies show that with advancing age, the severity and the mortality of the population increases [3]. 

To add to this, elderly people have a higher prevalence of cognitive impairment and due to this cognitive 

vulnerability [4], they find it difficult to keep up with the huge amount of information on COVID-19 and 

to implement preventive measures meticulously. Among them, those with neurodegenerative disorders, 

especially dementia have a greater risk of death as a consequence of COVID infection [5]. Therefore, the 

very notion of vulnerability, presence of comorbidities and other factors can be significant stressors and 

precipitate psychological distress in this population. However not all people in the geriatric population 

pool have a heightened risk of infection or death. Thus, there must be certain other specific factors 

accounting for the increased morbidity and mortality. 

 

Frailty is a factor specific to the geriatric population. Frailty is an age-related multidimensional clinical 

condition defined as ‘a non-specific state of vulnerability, identifying older people at increased risk of falls, 

institutionalization, hospitalization, disability, dementia, and death’. It has been defined as ‘a dynamic state 

affecting an elderly individual who experiences injuries in one or more human function fields (physical, psychological, 

social), that increases the risk of adverse health outcomes’ [6]. Basic physical need fulfilment is required to 

experience physical well-being and hence physical frailty is considered as a lack of resources to fulfil one’s 

basic physical needs. In the same vein, social frailty is considered as a lack of resources to fulfil one’s basic 

social needs [7]. Fulfilment of basic social needs is necessary to function adequately and experience social 

well-being, that is, just as basic physical need fulfilment is required to experience physical well-being, 

social need fulfilment is required for social well-being. Studies have shown greater incidence of 

neuropsychiatric disorders, directly proportional to the social frailty status, as late consequences during the 

times of the earlier pandemics [8-9]. During the  COVID-19 pandemic as well, early death cases occurred 

primarily in older people with a social frailty status, possibly due to a weaker immune system fostering 

faster progression of the viral infection [10]. Hence, a correct assessment of social frailty is needed to 

prevent late life neuropsychiatric disorders precipitated by the COVID19 pandemic.  

 

For a certain section of the geriatric population, sadly physical distancing has resulted in social distancing 

as most older people tend to socialize at community centres and religious temples [11]. However, due to 

the containment strategies these places have become inaccessible, something that generates feelings of 

social and psychological isolation in this age group, especially in those without access to or the technical 

know-how of using social platforms. This has increased the risk of depression and anxiety in the elderly 

[12]. The visits to the elderly in nursing homes have been restricted or even banned, making interaction 
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with family members more difficult and exacerbating feelings of isolation [13], which can worsen mental 

health [14]. Similarly, sadness and hopelessness have been reported in isolated elderly with dementia [15]. 

 

Violence against older people, who are already bearing the brunt of this pandemic, has risen sharply since 

the beginning of the COVID-19 pandemic and imposition of lockdown measures not only in their homes, 

but also in the old age homes. Considering them vulnerable, they are very often left to fend for themselves, 

with few resources to continue their consultation with the doctors for existing chronic physical ailments, in 

person. This amounts to neglect [16]. All in all, the situation surrounding COVID-19 (e.g., stress, health 

care access and social distancing) is likely to exacerbate pre-existing health conditions as well as health 

disparities among older adults, which may contribute to late-life suicide [17]. There has also been a rise in 

elderly suicides reported during the COVID-19 pandemic. COVID-19 prevention and treatment measures 

have fuelled experiences of social isolation, perceived expendability, and exposure to suffering, which are 

related to the 3 main components of the interpersonal theory of suicide (i.e., thwarted belongingness, 

perceived burdensomeness to society and capability for suicide). Also, the pandemic has been a trigger for 

the recurrence of previous psychiatric disorders, as they limit therapeutic adherence and amplify negative 

emotions.  

 

Studies have reported a steep worsening of neuropsychiatric symptoms (NPS), including depression, 

anxiety, anger, agitation, insomnia in the elderly during the pandemic [18]. Findings from the study by 

Helms and colleagues suggested that the most common neurological features in the elderly COVID19 

patients were non-focal: confusion, agitation, dysexecutive syndrome, and diffusely brisk reflexes [19]. 

Worsening of cognitive impairment in elderly patients with dementia has been reported during the few 

months following the beginning of the pandemic [20]. Apathy is of special interest as it is known to be 

exacerbated by acute medical conditions. Medical conditions cause cognitive impairment which in turn 

tends to increase apathy [21] making it a vicious circle that can be broken if interventions are specially 

designed for this subset of the population. Findings show that COVID-19 has been associated with a 25% 

increase in the incidence of psychotic outbreak cases In the elderly, there has also been an increase in the 

risk of schizophrenia, as the mean age for patients newly diagnosed with schizophrenia changed from 39 

to 50 years [22]. 

The elderly with pre-existing dementia and cognitive impairment have limited access to accurate 

information and facts about the pandemic [23]. Also, they may not correctly follow recommendations to 

reduce the spread of COVID-19 (such as hygiene and precautionary measures), because they cannot 

remember procedures or understand important information [23]. Social distancing effects are also reflected 

in people with dementia due to withdrawal of certain non-pharmacological treatment modalities of 

dementia. Possible trauma resulting from these changes can further accelerate cognitive decline. 

In case of co-occurrence of COVID-19 and dementia, delirium could complicate the presentation of 

dementia [24]. Loss of interpersonal monitoring may increase the risk of dehydration, infections, and the 

decompensation of chronic diseases, such as diabetes or hypertension [25]. Similarly impairments in the 

interpretation and outward expression of stimuli in their internal milieu related to medical conditions, such 

as pain, confusion, headache may be expressed via aberrant arousal and motor responses, i.e., anxiety and 

agitation [26].  

A systematic review and meta-analysis on recovered patients of other coronaviruses found that a 

significant proportion of patients developed delirium during the acute stage, and almost half (44%) had 

memory impairment post-illness.  In patients with dementia, delirium could complicate the presentation of 

dementia. As a result of neuro-inflammation that causes and progresses neurodegenerative processes in the 

brain, it is suggested that COVID-19 could result in a higher incidence of neurodegenerative diseases [27]. 

COVID-19 has multiple routes to enter the CNS. One is directly through the cribriform plate and olfactory 

bulb, the other through the hematogenous route, wherein the virus crosses the blood brain barrier and via 

the Gut Associated Myeloid  lymphoid tissue (MALT). SARS COV-2 is neurotropic, attaches to the ACE 

(Angiotensin Converting Enzyme) receptor of the neuronal cell and replicates within the cell ultimately 

leading to neuronal cell death. This presents clinically as impaired cognitive functioning (e.g. memory 

impairment or attention problems), confusion, headache or encephalitis, encephalopathy and stroke (as a 
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result of thrombotic complication, inflammatory consequences, hypoxia, blood pressure dysregulation 

[27]. As a result of inflammatory processes, C-reactive protein, ferritin, and interleukin-6 levels were found 

to be high in patients with covid-19. Thus, some of the psychiatric co-morbidities can be explained by the 

well-established and documented interplay between inflammation and both depression and psychosis [28-

30]. The downstream effects of loneliness on neural networks and systemic health is mediated by stress-

related and inflammatory processes. It has been seen that loneliness is linked to elevated cardiovascular 

and neuroendocrine markers of stress, impaired sleep, and proinflammatory physiological effects, that can 

cause neurodegeneration in the hippocampus and in other brain regions delegated to emotional regulation 

and cognition [31]. Together, these processes may lead some older individuals to cope less efficiently with 

COVID-19 pandemic stressors and may increase emotional dysregulation, leading to an increased risk for 

late-life suicide [32]. Quantitatively, increase in loneliness was associated with greater brain amyloid-β 

(Aβ) protein burden. These associations were stronger in apolipoprotein E ε4 allele carriers [33]. 

Epigenomic studies investigated molecular mechanisms by which loneliness exacerbates a wide range of 

neurodegenerative, psychiatric, and somatic diseases [34]. Home-isolation also tends to affect vitamin D 

levels by reducing the number of hours spent outdoors. There is evidence that vitamin D deficiency is 

linked to impaired immune function, potentially causing autoimmunity and increased risk of infections 

[35]. Recent studies have shown that psychosocial interventions (cognitive behaviour therapy and multiple 

or combined interventions) are linked to an enhanced immune system function (with decrease in 

proinflammatory cytokines or markers) and may therefore be useful for improving immune related health 

[37-38].  

Studies indicate an association between higher levels of total physical activity and reduced symptoms of 

depression in older adults as physical activity is beneficial for both the mental and physical health of older 

adults, and recent recommendations have called for programs to help increase physical activity and 

exercise indoors to ameliorate the negative psychological and physical consequences of the COVID-19 

quarantine. Clinicians should be vigilant for CNS involvement and possible neurological manifestations of 

COVID-19. As we have learnt, the post-COVID-19 neuropsychiatric symptoms are not uncommon and 

hence a diligent follow is necessary, with due importance to cognitive screening and assessment of those 

recovering from cognitive deficits, stroke, encephalopathy. This should not only be conducted in 

hospitalized COVID-19 patients, but also in the OPD setting. For those on antihypertensive medication, it 

is now established that they can be continued safely in those who are already on them and for those in 

which day would be indicated as per evidence to this day [39]. Telecommunication can step up to be user 

friendly. One must keep a high index of suspicion regarding elder abuse. Provide information about local 

services (e.g. helplines, counselling services, adult protective services) for victims of violence against older 

people. The biopsychosocial model of frailty could add important advantages in terms of both assessment 

and intervention targets. 

 

What we all must do 

Housing societies need to start helping senior citizens in their campuses and make sure that they are safe 

and look after their daily needs. Their movement out of the house must be reduced and any help that can 

be offered to them in the form of daily needs, food and medical care must be provided. Many of the elders 

may have some teething issues when it comes to technology, video calling and banking in the digital 

format. We, the younger generation can help them learn the same and even assist them in the same and 

help them stay in touch with their families.  

Many elders may undergo bouts of sadness and anxiety and they may brood over issues like death, the end 

of the world, next life as well as whether this pandemic is the end of their lives. It is at such times that we 

have to maintain extreme patience and listen to them. Someone talking to them and allaying their 

primitive fears is all that they need and this would add a silver lining to their cloud. The most important 

feeling that elders yearn for is to feel secure and if our societies can provide the same, many of them will 

fight fit and overcome this current situation.  

Healthcare personnel also need to be sensitive to the needs of the elderly and must be patient with them if 

they arrive for a check-up suspecting that they may have contracted the dreaded coronavirus. The doctor 

with a soothing touch and reassuring words would help them quell their anxiety with regard to illness and 
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death. It is important for healthcare systems to understand that most elders hate hospitals and they must be 

quarantined and managed at home if possible, to help them feel protected and safe.  

The COVID-19 pandemic is far from over. We are preparing for the days ahead and the elders in our 

societies, buildings, communities and cities need our care. The world and India have a huge population 

that is graying. It is left to us to color those shades of grey and create a beautiful hue for the future. Start 

each day, with a grateful heart.           
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