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INTRODUCTION 

 

 Psoriasis is a common dermatological condition affecting skin, joints, 

nails and other systems. It is an autoimmune disorder where both 

environmental factors and genetic factors play an important role. The word 

PSORIASIS is derived from the Greek word ‗psora‘ – which means itch. 

 

 Psoriasis is a psychocutaneous disorder in which there is complex 

interaction between skin and mind. Brain, nerve and Skin are embryological 

derivative of the ectoderm, and to be more precise, it is derived from the neural 

plate. This explains the connection between mind and skin. ( 1)
.
In psoriasis, the 

proliferation of keratinocytes are ten times more than our normal skin. 

Normally, skin takes 28 to 30 days to mature and shed. But in psoriasis, 

keratinocytes raise to the surface in 3-6 days forming a scaly whitish patches. 

Since the fast dividing keratinocytes fail to mature properly, it results in raised, 

inflamed reddish lesions known as plaques. These plaques are very painful and 

itchy.  

 

 Patients with chronic illness suffer more from major depressive disorder 

or subsyndromal depression, which is hardly recognised. When depression is 

not addressed, it leads to poor quality of life and affects the individual‘s skin 

condition too, leading to severe exacerbation of skin lesion. (2, 3) 

Approximately 30 – 40% of patients seeking medical treatment for their skin 

conditions, often have an underlying psychological problem or psychiatric 

illness that causes or exacerbates the skin disorder. (4)
 
In psoriasis, the 
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prevalence of depression and anxiety is significantly much higher than that 

compared to the general population. (5)
 
We might attribute the association 

between mood disorders and psoriasis to shame, social anxiety or skin lesion 

related embarrassment. But literature shows that the prevalence of mood 

symptoms are higher that that is observed with many other skin disorders that 

are disfiguring ( 6- 10) 

 

SCOPE OF THE STUDY  

  

 As many western and Indian studies show that patients with psoriasis 

may have depression and anxiety, some are treated but most of them go 

unnoticed. Literature states 5 to 10 % of patients with psoriasis commit suicide 

(Madhulika A gupta et al). The various psychological factors that trigger 

psoriasis, factors leading to symptom exacerbation and poor quality of life need 

to be assessed and addressed.
 
Psychiatric morbidity has a greater influence on 

individual‘s life, So we undertook this study to determine the prevalence of 

depression and anxiety and its severity. An attempt was made to study the 

association between psychological variables (depression and anxiety) with 

quality of life and the severity of psoriasis. 
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REVIEW OF LITERATURE 
 

The review of literature will be dealt with under five headings,  

 TYPES OF PSORIASIS 

 CAUSES OF PSORIASIS 

 PSORIASIS AND MOOD DISORDERS 

 QUALITY OF LIFE IN PSORIASIS 

 SEVERITY OF PSORIASIS AND PSYCHIATRIC MORBIDITY. 

 

Classifying psoriasis:  

 Clinically psoriasis manifests as well defined erythematous plaques, 

silvery scales, with raised and irregular borders, affecting both the upper and 

lower extremities and the trunk. It has a predilection for scalp, elbows and the 

knees. Psoriasis has significant systemic involvement too. (11, 12) 

 No one classification satisfies all the previous mentioned requirements. 

So the criteria is usually intermingled and subclasses are not exclusive. (13)  

The spectrum of clinical varieties of psoriasis 

 Psoriasis vulgaris 

 Inverse psoriasis  

 Guttate psoriasis 

 Pustular psoriasis  

 Palmoplantar psoriasis. 
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 Erythrodermic psoriasis 

 Nail psoriasis 

 

1. Psoriasis vulgaris 

 

 It is the commonest type of psoriasis, occurring in 90% of all cases. The 

plaques are well-delineated from the surrounding skin. Plaques are well 

circumscribed, elevated, superficial, solid lesion, greater than 1cm in diameter. 

They are Reddish or salmon pink in colour. The lesions are covered by white or 

silvery scales, which looks thick, thin, large or small (Figure 1). 

 

 Longitudinal studies have demonstrated that these plaques are dynamic 

[14] with an active, expanding edge. These lesions expand in an annular 

fashion,  (Figure. 2) leaving clinically normal skin in the centre of the original 

plaque. Edge of the lesions are active, rapidly progressing lesions that are 

annular, with normal skin at the centre. Plaques are distributed symmetrically, 

and commonly present on the extensor aspects of elbows, knees, scalp, 

lumbosacral region, and umbilicus. Active inflammatory psoriasis has Koebner 

phenomenon. (15) 

 

 Koebner phenomenon also known as the koebner response or 

isomorphic response, is the appearance of skin lesions on the lines of skin 

trauma. 
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Figure 1. Plaque of Psoriasis Vulgaris 

 

Henseler and Christopher have identified two ages of onset: 

 TYPE I - accounting for approximately 75% of patients. occurs at or 

before the age of 40 years and 

 TYPEII occuring at 55–60 years (16) 

 

Figure 2. Annular psoriasis with clearance at the centre of plaque. 
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Site-specific variants of Psoriasis Vulgaris (PV) 

 

A. Flexural/ intertriginous :  

 

 These are Inverse psoriasis. It is located on the skin folds - under the 

breasts, skin folds around the groin, armpits and between the buttocks. These 

lesions are subjected to irritation from rubbing and sweating because of its 

location over the skin folds and tender areas (Figure 3).  

The major characteristic of inverse psoriasis are  

 

 Sharply demarcated 

 Erythematous plaques lesions  

 With itch or burn  

 

 Plaques are very thin, have minimal scale with a shiny (nonscaly) 

surface with secondary fissuring or maceration. [17]. Lesions are commonly 

found in inguinal, intergluteal, submammary, genital folds, umbilicus. 

Popliteus and axilla are rarely involved. Certain contributing factors to the 

development of psoriasis in accordance with the Koebner phenomenon are 

humidity and heat typical of these sites, local traumatic factors infections 

caused by dermatophytes and Candida albicans (18) 
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Figure 3. Flexural psoriasis 

 

B. Seborrhoeic: 

  Seborrhoeic psoriasis (‗sebopsoriasis‘), are so called because of its 

morphology and anatomical similarity to seborrhoeic dermatitis. It occurs 

either in isolation or in associated with plaque psoriasis. Sites involved are the 

nasolabial folds (Figure 4), medial cheeks, nose, ears, eyebrows, hair line, 

scalp, presternal and interscapular regions. Characteristically these lesions are 

red, thin, well-demarcated. Lesions have variable degrees of scaling. 

 

 

Figure 4. Seborrhoeic psoriasis, nasolabial,  
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C. Scalp: 

  The most commonest anatomical site to be involved and most frequent 

site of initial presentation is the scalp. Lesions ranges from discrete plaques to 

total scale involvement with either thick plaques or scaly areas.lesions are often 

asymmetrical. Sites of predilection are the postauricular area and the occiput. 

Plaques rarely extend > 2 cm beyond the hairline, which is the most 

characteristic feature.  

 

 

Figure 5. Psoriasis of the scalp. 

 

D. Palms/soles (nonpustular):  

 Palmoplantar pustulosis, consists of yellow-brown, sterile pustules 

located on the palms and soles. Around 25% of individuals with palmoplantar 

pustulosis have chronic plaque psoriasis. Predominantly women are found to be 

affected with female: male ratio of 9:1 It starts in the 4th or 5th decades of life 

(Figure 6) almost 95% are associated with smoking [15]. 
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Figure 6. Psoriasis of Soles 

 

2. GUTTATE PSORIASIS 

 

 Guttate means "drop" in Latin; it is also termed Psoriasis Exanthematic, 

Raindrop Psoriasis, Teardrop Psoriasis.It is the second most common type of 

psoriasis. It is characterized by the sudden onset of widely dispersed small red 

scaly plaques, presenting commonly over the trunk and the proximal limbs. 

Guttate psoriasis most frequently occurs in adolescents and young adults. 

Guttate flares in patients with psoriasis vulgaris. There are numerous red, small 

drop-like spots covering a large portion of the skin. These Spots have abundant 

scaling over them. 
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 Site of occurrence are over the trunk, arms, legs and scalp. These lesions 

can eventually clear up without treatment and can resurface in the form of 

plaque psoriasis.GP is often associated with a preceding streptococcal throat 

infection or a rise in anti-streptococcal serum titer [19]. Bacterial streptococcal 

infections (streptococcal throat infection, chronic tonsillitis) or a viral upper 

respiratory tract infections infection usually precede and trigger the first signs 

of Guttate Psoriasis in genetically predisposed individuals. 

 

3. PUSTULAR PSORIASIS 

Generalized pustular psoriasis: 

 

  These patients develop it after pustular episodes or may have  

pre-existing plaque psoriasis. Acute episodes occurs with topical therapy or 

abrupt withdrawal of steroids (20). During an acute attack of GPP  

 (von Zumbusch type) the skin becomes tender and very red. There may be 

associated fever, anorexia and nausea. Within hours, pinhead-sized pustules 

appear, on the erythematous background. GPP should be differentiated from 

acute generalized exanthematic pustulosis, a self-limiting febrile drug reaction 

which usually resolves within 2 weeks after withdrawal of the drug. This is an 

extremely rare type with high mortality rate.  
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In Localized pustular psoriasis, it involves : 

 

 Acrodermatitis continua is a rare, chronic, pustular eruption of the toes 

and fingers (Figure 7). It is also known as dermatitis repens. It begins 

after a localized trauma starting at the tip of a single digit [21]. 

 

 Palmoplantar pustulosis: It is characterized by hyperkeratosis and 

pustules over the palmar aspects of the hands.Affects ages between 20 to 

60.Eventually these pustules turn brown and peel off.  

 

Figure 7. Acrodermatitis Continua 

 

4. ERYTHRODERMIC PSORIASIS 

 Due to unidentifiable triggering factors, plaque psoriasis transitions into 

an inflammatory phase with predominant erythema, limited scaling, itching and 

rapidly progressing lesions. Erythrodermic psoriasis causes severe illness by 
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disrupting body's chemical balance. This is unstable and sometimes causes 

whole-body involvement. The erythrodermic phase has loss of peculiar clinical 

features of psoriasis. (Figure8). 

 

Figure 8. Erythrodermic Psoriasis 
 

5.  NAIL PSORIASIS  

 Nail psoriasis occurs in 50% of patients with psoriasis. They develop 

characteristic nail changes as a clinical correlate of psoriatic inflammation of 

the nail matrix and/or nail bed. The important signs of nail psoriasis are distal 

onycholysis and pitting [22]. Also presents with yellowish discoloration, 

subungual hyperkeratosis, paronychia, onycholysis and severe 

onychodystrophy (Figure 9) [23]. 
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Figure 9. Nail Psoriasis 

 

EPIDEMIOLOGY 

 

 The prevalence of psoriasis varies worldwide. Around 2% of the 

population in USA are affected. Higher rates have been reported in Faroe 

islands, and one of the study reports reveal 2.8% of the population being 

affected. (24) ―The prevalence of psoriasis is low in Certain ethnic groups like 

the Japanese, and may be absent in aboriginal Australians (25) and Indians 

from South America‖. (26)  

 Presentation of psoriasis can be at any age. The age of onset of psoriasis 

is difficult to determine since studies rely on patient‘s recall of the onset of skin 

lesions or physician‘s diagnosis as recorded. Data based on first visit to a 

physician would possibly underestimate the disease onset, as skin lesions 

would have been present for many years before the consultation. Large studies 

show bimodal age of onset. At the first presentation, mean age of onset would 

be from 15 - 20 years of age, with second peak presenting at 55–60 years. 
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 ―In addition, strong associations have been reported with human 

leucocyte antigen  (HLA)-Cw6 in patients with early onset, compared with 

later onset of psoriasis‖. Psoriasis has unpredictable course and progression.  

 Most of the prevalence studies from India are hospital based studies, in 

which they have collected a comprehensive data from various medical colleges 

located in Dibrugarh, Calcutta, Patna, Darbhanga, Lucknow, New Delhi and 

Amritsar. (27) Among total skin patients, incidence of psoriasis ranges between 

0.44 and 2.2%, and overall incidence being 1.02%. it was found that incidence 

in Amritsar (2.2%) was higher, compared to other areas in Eastern India. So 

they hypothesised that this may be due to genetic factors, environmental 

conditions (temperature) and dietary habits. (Okhandiar et al.) Highest 

incidence of psoriasis was noted among age groups 20 to 39 years. Another 

study done in North India by Bedi et al, reported 0.8% prevalence of psoriasis. 

But the limitation was the small sample size. Affected male to female sex ratio 

was 2.5:1 This study, showed that mean age of onset for females were low 

compared to males. ―In the same study done by Bedi, [28] which included 

larger number of around 530 subjects, the prevalence of psoriasis among 

dermatology outpatients was found to be 2.8% while male to female ratio 

continued to be the same‖. 

 A study conducted in North India, among dermatology outpatients, 

prevalence of psoriasis was 2.3%[29] out of which, 33% were women and 67% 

were men, male to female ratio was 2.03:1. Ages of these patients ranged from 

infancy to 8
th

 decade and the mean age was 33.6 years. Out of this, 4.4% 



 

24 

patients were children. So from the above mentioned studies it could be 

concluded that prevalence of Psoriasis in India varies from 0.44 - 2.8%. 

Presenting most commonly at their third or fourth decade.Males being 

commonly affected than the females.. In these studies, the major limitations are 

the absence of validated diagnostic criteria, and time trends of disease. 

 

2. CAUSES 

 

A. GENETIC 

 

 Population studies reveals that the incidence of psoriasis is much greater 

among first-degree relatives and second-degree relatives than among general 

population. This is further supported by twins studies which shows, the risk of 

psoriasis is two to three times higher in monozygotic twins than dizygotic 

twins. (30) Psoriasis has a complex mode of inheritance. Genome wide linkage 

studies have identified around nine chromosomal loci which are statistically 

significant linkages; and these loci are known as ―psoriasis susceptibility 1 

through 9 (PSORS1 through PSORS9)‖. (31) Around 35 to 50% of patients 

have genetic determinant PSORS1,  (32) 

 

 The heritability of the disease, and the initial finding has been replicated 

in multiple genome wide association studies.PSORS1 is located within the 

major histocompatibility complex (MHC) on chromosome 6p, spanning an 

approximate 220-kb segment within the class I telomeric region of HLA-B. 

Three genes within this region have been the major focus of investigation 

because of the strong association of polymorphic coding-sequence variants 
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with psoriasis vulgaris. HLA-C (associated variant, HLA-Cw6) encodes a class 

I MHC protein.CCHCR1 (associated variant, WWCC) encodes the coiled-coil, 

x-helical rod protein 1, a ubiquitously expressed protein that is overexpressed 

in psoriatic epidermis. (33) 

 Corneodesmosin (CDSN) (associated variant, allele 5) encodes 

corneodesmosin, a protein that is uniquely expressed in the granular and 

cornified layers of the epidermis. This is up-regulated specifically in psoriasis. 

(34). Absolute identification of the causative gene at this locus has been 

challenging because of the extensive linkage disequilibrium (i.e., genes on one 

chromosome are inherited together and are not easily separable by 

recombination events) observed within the MHC. Current data suggest that 

HLA-Cw6 is the susceptibility allele within PSORS (35, 36,); However, no 

disease-specific mutations have been identified so far, and the variants in 

regulatory sequences are potentially affecting several other downstream genes.. 

HLA-C is an interesting candidate gene, Studies show that it might be involved 

in immune responses at the levels of both antigen presentation and natural 

killer–cell regulation. 

 Studies have clearly shown that the clinical variants of psoriasis are 

genetically heterogeneous at least at the level of PSORS1. Thus, guttate 

psoriasis, an acute-onset form usually occurring in adolescents, is strongly 

associated with PSORS1 (37) whereas late-onset cases of psoriasis vulgaris 

(cases in persons over 50 years of age) and palmoplantar pustulosis are not 

associated with PSORS1. (38) The implications of genetic heterogeneity for 
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disease management have yet to be determined, but such heterogeneity, clearly 

points on to the potentially distinctive disease entities beyond the descriptive 

pattern of illess. 

 

  There is only very little data on genetic studies in India. A study which 

included 67 psoriasis patients from Western India found an association with 

A1, B17 and Cw6 antigens, but did not with B13 ( Chablaniet al.)[39]  

 Another study conducted in south india found association of HLA Bw57 

and DR7  (Pitchappan et al.) (40)  

 In North India, Cw*0602 was the major allele which presented in higher 

frequency among the psoriasis patients (Rani et al.) (41) 

 Genetic predispositions of the disease was greater in childhood psoriasis 

than adult onset psoriasis. (42-44) Indian studies have reported lower familial 

incidence of psoriasis. A positive family history of psoriasis was found only in 

14% of patients (45). While Kaur et al. had reported family history in only 2% 

of subjects. In 84% of the cases, majority of first degree relatives were found to 

be affected and 12% cases were second degree relatives. (46) Only few studies 

have reported familial inheritance of the disease, statistically significant data on 

familial incidence are not available. 
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B. Psoriasis and psychological distress 

 

 Aristotle emphasised a link between physical health and mood. This has 

drawn the attention of many investigator‘s interest to establish a link between 

mental disorders and psoriasis. Psychodermatology is a new discipline in 

psychosomatic medicine which studies the influence of stress in exacerbation 

and chronicity of the disorder. It emphasises the fact that both are 

interconnected at embryonal level through the ectoderm. 

 

 A study done by Kimball et al showed impairment in psychological 

functioning in psoriasis patients, by psychological impairment they refer to 

―cumulative life course impairment‖ (Kimball et al). (47). According to this 

model, psychological burden due to psoriasis negatively influences many 

aspects of patient‘s life like relationships, occupation, social interaction and 

wellbeing. The concept of ―cumulative life course impairment‖ entails the 

effect of stigma, psychological and medical co-morbidities. Psoriasis has 

economic as well as social consequences that ultimately results in failure to 

achieve ―full life potential‖ in most of the patients. (47, 48). Patients with 

chronic illness have reported that psoriasis has a negative influence on 

relationships, job decisions, educational status, self-esteem and well-being (48) 

 

 A chronic illness is said to influence the environmental, Psychological 

and social aspects of a patient‘s life and the illness progression has overall 

impact on the life conditions of patient. Patients with severe psoriasis 

presenting with multiple site involvement and greater progression of disease, 
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presented with a greater psychological distress, low autonomy, and low 

purposes in life. They had also reported feelings of demoralization. 

Demoralization is a condition with feelings of helplessness and a belief that 

they have failed to meet one‘s expectations and goals. Demoralized individuals 

have difficulty coping with problems and stressful life events (49) Picardi et al 

reported that patients with severe psoriasis also reported higher rates of Type A 

behaviour (50). Type A behaviour is characterized by individuals who are 

competitive and overcommitted to work, when these individuals are subjected 

to deadlines or time pressure they tend to experience a sense of pervasive 

urgency (51).  

 

 Apart from this psychological distress also plays a significant role in 

onset, maintenance and exacerbation of psoriasis. Psychological distress also 

influences the treatment adherence. It was found that 37 – 71% of patients with 

psoriasis had psychological distress. So it could be concluded that Genetic, 

personality, social and emotional factors are found to perpetuate the illness. 

Previous researcher have found out that stress appraisal and reactivity were 

mostly associated with younger age, poor quality of life, greater severity of the 

illness and more psoriasis related stress. Almost 50% of the patients with 

psoriasis had their onset related to a stressful life event (charlotte ramrod et al) 

It is also interesting to note that association between onset and stress was 

associated with depression and anxiety  
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 A study by sreelatha lakshmy et al, conducted in southern india, 

included 90 patients, among whom 51 patients had significant stress with 

associated psychiatric morbidity and poor quality of life. 

 

 Another study demonstrated, that chronic psychological stress will alter 

the epidermal barrier functions. Following repeated stripping of skin with 

cellophane tape, causing disruption of integrity, there was prolongation of 

recovery of epidermal permeability barrier functions.This extent of 

prolongation was positively correlated with patient‘s intensity of stress (52). 
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Figure.10. Interplay of various factors causing skin disorders from 

psychological stress (Savita yadav et al 2013) 
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3. PSORIASIS AND MOOD DISORDERS 

 

 In 1990‘s, a concept of Disability adjusted life years (DALY) was 

developed in order to compare the overall health and the life expectancy of an 

individual. In 1996, world health organisation adopted this method. DALY is a 

measure which denotes the burden of a disease. It is expressed in number of 

years lost due the illness or disability or early death. Mental disorders and 

neurological disorders accounts for around 10% of the total disability adjusted 

life years. Research shows consistent evidence that people with progressive or 

recurrent medical problems are affected with mental health problems (53) 

 

 Many studies have shown that there is a physiological connection 

between psoriasis and mood disorders. Inflammatory mediators have been 

implicated in the pathophysiology of both psoriasis and depression. We will see 

in detail the pathophysiology of psoriasis and mood disorders. 

 

 In major depressive disorder, there are elevated levels of 

proinflammatory cytokines namely prostaglandins (PGE2), C-reactive protein 

(CRP) and Interleukins like IL-2, IL-6, IL-1𝛽 and TNF-𝛼.It also shows a dose-

response relationship with severity of Depressive disorder (54, 55). However 

all these findings, cannot differentiate whether depression is due to 

inflammation or vice versa. Studies exploring the temporal association between 

the two, have found evidences and biological plausibility for occurrence in both 

directions. 
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Important factors that play a major role,  

 

1. Depression causing inflammatory states. 

2. Hypothalamo-pitutary- adrenal axis  

3. HPA Axis Effects on Skin and Inflammation 

4. Role of melatonin. 

 

A. Depression Causing Inflammatory states-. 

 

  Can depression result in elevated levels of inflammatory cytokines ? 

Yes, Randomized controlled trials in depressed subjects have revealed that, 

treatment with antidepressants like sertraline, a selective serotonin reuptake 

inhibitor (SSRI), have shown a significant decrease in depressive symptoms, 

and also decrease in the level of inflammatory mediators like of CRP and IL-6 

(56). A large metaanalysis by Steptoe et al, describes how psychological stress 

elevates proinflammatory markers namely CRP, IL-6, TNF-𝛼 and IL-1 (57). So 

the overall effect of depression was an acute increase in proinflammatory 

cytokines. In the context of psoriasis, this would mean, that stress increases the 

inflammatory cytokines and thereby causing an exacerbation of the condition. 

In around 40–80% of individuals with psoriasis had their onset or exacerbation 

of lesions due to psychosocial factors (58). 

 

B. Hypothalamic-pituitary- adrenal axis 

 

 Hypothalamic-pituitary- adrenal axis is one of the central stress response 

system in our body. It mediates the neuroendocrine adaptation to a stressful 

situation. This response is characterised by the release of corticotrophin 
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releasing hormone ( CRH) or corticotrophin releasing factor ( CRF) from the 

hypothalamus. CRH binds to CRF receptors in the anterior pituitary gland and 

releases adrenocorticotrophic hormone (ACTH). ACTH binds on to adrenal 

receptors in the adrenal gland and stimulates the release of cortisol. In the view 

of homeostasis, excessive release of cortisol is controlled by the negative 

feedback mechanism, where the excessive cortisol is looped back to 

hypothalamus and stops the further release of ACTH. 

 

 Cortisol effects are mediated by two distinct intracellular receptors 

namely, mineralocorticoid receptors (MR, type I) and glucocorticoid receptors 

(GR, type II) (59). Mineralocorticoid receptors have greater affinity for 

endogenous glucocorticoids. Whereas glucocorticoid receptors show more 

affinity for synthetic steroids like dexamethasone. With these profiles, 

mineralocorticoid receptors are postulated to modulate the cortisol effects and 

its feedback on the HPA axis whenever the cortisol levels were low. 

 

 When an individual confronts with a stressful situation, our body exerts 

a heightened cortisol response, and with repeated exposure to stress, the 

individual learns to habituate to the stressful situation by persistent repeated 

HPA axis activation. This persistent activation leads to chronically elevated 

levels of CRH, ACTH and Cortisol levels. HPA axis hyperactivity is possibly 

attributed to the change in the number and function of these cortisol receptors. 

This mechanism is supported by the dexamethasone suppression test, where 

there is non suppression of cortisol levels following an administration of 
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dexamethasone. This effect is found to disappear after clinical recovery from 

depression (60). Hypercortisolemia causes negative effects on individual‘s 

mood and cognition. These effects are thought to be mediated through, 

mineralocorticoid receptors or possibly through glucocorticoid receptors, 

especially those which have not lost the functional capacity as the ones in 

hypothalamus, that participate in HPA autoregulation. 

 

 

Figure 11. Hypothalamic - pituitary - adrenal axis 

C. HPA Axis Effects on Skin and Inflammation.  

 

 Apart from the mood changes, HPA hyperactivity also exerts its effects 

on skin. CRH plays a very vital role in the interaction between central and 

peripheral stress response. CRH has been demonstrated to stimulate the local 
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cytokine production in the skin (cytokines namely IL-6 and IL-11) (61). CRH 

also amplifies cytokine-mediated keratinocyte expression in the immune 

trafficking adhesion molecules like hCAM and ICAM-1, and the major 

histocompatibility complex II receptor, HLA-DR (62).  

―In addition to this, CRH activates the proinflammatory protein complex NF-

𝜅B (nuclear factor kappa-light-chain-enhancer of activated B cells), which are 

present in almost all cell types and modulates DNA transcription and immune 

reaction in response to stimuli like stress, UV light, free radicals, and 

bacterial/viral infection‖ (63). With all of these changes, CRH significantly 

shifts the keratinocytes into an immunoactive state, thereby contributing to 

inflammatory skin conditions, like psoriasis. Psoriatic lesions when biopsied 

and analysed, showed significant increase in the expression of CRH as 

compared to that of normal skin, suggesting a possibility of role of CRH in 

pathophysiological mechanism of psoriasis (64). 

 Depending on whether the patient suffers from depression or anxiety, 

HPA axis is said to be altered. Patients suffering from depression have elevated 

levels of cortisol, CRH and ACTH. These patients also have a blunted  

HPA-stress response, which means less cortisol is released following an acute 

stress (65).  

 Depression and Anxiety worsens psoriasis and the severity of lesions. 

Even though these are mediated through separate mechanisms, In acute anxiety 

state, inflammatory cytokines are released in excess, without appropriate 
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production of anti-inflammatory cortisol. So due to lack of cortisol production, 

it doesn‘t seem to mitigate the cutaneous response in psoriasis. 

 

 Chronic stress in the form of anxiety is found to delay the wound 

healing. Anxiety sensitises the patient for trauma induced psoriatic lesions and 

also causes a delay in healing of the lesions. (66) Apart from the HPA axis 

contributions for the causation of psoriasis, the sympathetic nervous system 

(SNS) is also implicated in the pathophysiology. In Anxiety, there is excessive 

sympathetic activation (67). Similarily, patients with depression also 

demonstrate an increased sympathetic tone. Studies also demonstrate an 

increased muscle sympathetic nervous system activity  (MSNA) found at rest 

and during psychological stress.  

 This increased MSNA effect is more pronounced when depression score 

increases and it reduces on treatment with SSRI sertraline (68). Patients with 

major depression, have higher levels of plasma norepinephrine, which is an 

indirect measure of SNS activity. This sympathetic overactivity is found to 

normalise on treatment with antidepressants SSRIs (69) and desipramine (70). 

The sympathetic nervous system innervates lymphoid organs, thereby 

promoting inflammation (71) Studies demonstrate sympathetic-mediated 

upregulation of proinflammatory cytokines namely IL-6 and IL-1𝛽 (72). 

Among the mediators of inflammation, norepinephrine in particular is a major 

effector of sympathetic enhancement of immune reactivity (73). 
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 Saint-Mezard et al. investigated the role of psychological stress in 

psoriasis and the inflammatory response. He found that there was an 

augmented dendritic cell response with consequent increase in T-cell 

activation. Inorder to find wheather this effect was mediated by norepinephrine 

or due to stress induced glucocorticoid release, he investigated selective 

depletion of NE, which effectively normalized the dendritic cell migratory 

activity and emerging hypersensitivity reaction. Patients with psoriasis secrete 

excessive amounts of NE in response to an acute stress when compared to 

controls. So he concluded that, when compared to controls, individuals with 

psoriasis had sympathetic overactivity that contributed to an inflammatory state 

and lead to the exacerbation of psoriasis (74) 

 Sympathetic stress response is mediated mainly by, the alpha adrenergic 

receptors (𝛼-ARs) These receptors are expected to cause an increased cytokine 

production (75).The Norepinephrine which is released in response to stress, 

causes an activation of 𝛼-ARs located in the macrophages and dendritic cells. 

This subsequently leads to an increase in the release of TNF-𝛼 and suppression 

of anti-inflammatory mediator IL-10. This effect will lead to an exacerbation of 

the underlying  inflammatory state. In contradiction to this, activation of  

𝛽 2-ARs causes suppression of TNF-𝛼 release and increases IL-10 and IL-2 

production.  

 Due to opposing actions of these two adrenergic receptor subclasses, 

immunological stress reaction of an individual is consistently dependent on the 

varied expression of 𝛼- and 𝛽-ARs within that individual and the balance of 
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their effects. In chronic inflammatory Conditions like rheumatoid arthritis, 

when treated with 𝛽 2-agonists, it did not elicit any change in cytokine 

production, but treatment with an 𝛼-antagonist altered the cytokine profile and 

modulated the immune functions ( Lubahn et al.).Thereby it was concluded that 

chronic inflammatory conditions would alter the of sympathetic nervous 

system functions and, this in turn regulates the immune activity through these 

receptor classes. So, in psoriasis also, literature shows the use of 𝛽-blockers in 

these patients have reported to cause an exacerbation of lesions and also 

triggers the onset of psoriasis (76, 77)  

 Studies have also revealed that TNF-𝛼 and IL-10, being key components 

of inflammatory pathway influences the fibroblast growth factor10 (FGF 10). 

FGF 10 causes keratinocyte proliferation and thereby causing psoriasis lesions. 

( 78, 79) This was further confirmed by immunostaining method which 

revealed increased expression of FGF 10 in psoriatic lesions. On further 

investigating the influence of FGF 10 on psoriasis, a study done by yao et al 

found, when neutralizing the FGF 10 with monoclonal antibody, there was 

improvement in skin lesions in guinea pigs. (47)  

 So from these studies it can be concluded that acute stress triggering 

SNS activity, causes release of nor epinephrine that disproportionately 

activates inflammatory 𝛼-adrenergic receptors that leads to worsening 

of disease by means of various chemical messengers like TNF-𝛼 and 

FGF10. 
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 Some had hypothesized that immunoreactivity following an acute stress 

has an evolutionary adaptation, this adjustment is basically to prepare the body 

to defend against Infections that occur following an injury (80, 81). 

 So based on each individual‘s personal experience, coping skills, 

cognition, the subjective interpretation of a stressor varies accordingly. 

Research done by Carroll et al showed, tasks related increase in anxiety and 

anger are positively correlated with higher serum levels of inflammatory 

mediator IL-6. This again demonstrates that the emotional responses are 

instrumental in determining the subsequent immune reactivity (82).This finding 

has been replicated in many other studies. In addition, others have discovered 

that good social support, decreased subjective stress experience and IL-6 levels 

(83). 

 Depression per say will influence psoriasis and the disease severity. 

Patients with depression will have cognitive distortions, that alters the way they 

perceive their environment. (84, 85). So depressed subjects have decrease in 

perceived degree of social support, a parameter that improves with treatment of 

depression. Investigators also suggests that under acute stress, the increase in 

stress immune reactivity, in patients with low social support, might be an 

evolutionary adaptation that occurs to stress. Under such circumstances, stress 

had only amplified the disease process and worsen the psoriasis severity rather 

than increasing the defence against infections as evolutionary adaptation. 
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 Depression and anxiety is predominantly influenced by chronic stress, 

rather than acute stress. What could be the consequences of chronic stress, and 

how It alters the course of inflammatory disease is very interesting. Evidence 

suggest that chronic stress results in immunosuppressed state or dysregulation 

of immune system. As previously discussed, in depression, chronic stress 

Causes HPA axis hyperactivity with elevated levels of ACTH, CRH, and 

cortisol Also, in aute stress, HPAaxis response is blunted, which means, there 

is no increase in cortisol levels, and diurnal cycle of cortisol secretion is also 

disrupted (86).  

 These changes are correlated with the deleterious effects of chronic 

stress on depression — manifested as decreased wound healing, further 

aggravating the skin lesions by increased production of inflammatory 

cytokines. This is also emphasised to be the primary means through which 

stress induces or exacerbates autoimmune disorders. Considering all this, 

evidences show that depression and anxiety also contribute to worsening of 

inflammatory diseases especially psoriasis, through HPA axis and SNS 

hyperactivity. Furthermore, individuals with mood disorders demonstrate 

disruptions in their physiological systems which results in progression of 

immunopathology. Additionally, these individuals have increased 

responsiveness to acute stressors, leading to altered immune function and 

causing acute worsening of chronic inflammatory and autoimmune disorders. 
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Recent investigations by Akayo et al showed there is a link between psoriasis 

and depression (87), data of Kirby et al revealed that patients suffering from 

psoriasis (88) had higher incidence of depression and anxiety. Another study by 

Mazetti et al also establish higher prevalence of mental disorders among 

psoriasis patients, 71.2% patients with psoriasis had psychiatric diagnosis, 

among which 35% had personality disorders, 17.5% had depression, 12.5% had 

anxiety disorders and 6.25% with schizophrenic trait.  

 A similar study done by Darko Biljan, which included 70 participants 

with mean age of 51 years, showed 90% of the participants had psychiatric 

diagnosis.Among which 19.2% had affective disorders, 13.7% had mixed 

anxiety and depression, 16.4% had alcohol use disorder. This study also found 

that 80% of participants had stressful life events before the onset of psoriasis. 

Comparing with Indian studies, it also shows that psychiatric morbidity is more 

common in patients with psoriasis, the prevalence being slightly less than 

western studies- 53.3%.The prevalence of depression was reported to be 23.3% 

and anxiety was 3.3% (89). 

 Another study conducted at Mumbai, followed up patients with psoriasis 

and examnied for psychiatric morbidity.The Study showed these patients had 

adjustment disorder in 62%, depressive episode in 29% and dysthymia in 4% 

(90). Studies also show that alcohol use and smoking is also commonly 

associated with psoriasis. (91, 92) 
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 It is also interesting to note that, among many other chronic 

dermatological disorders, psoriasis was significantly associated with 

psychiatric morbidity and the prevalence of psychiatric illness was also 

increased in psoriasis compared to othe skin disorders. Reviewing the Indian 

studies, study by sagar B. Karia et al, compared the psychiatric morbidity in 

psoriasis and alopecia areata. He included 50 participants with psoriasis and 50 

participants with alopecia areata. The study reported psychiatric morbidity of 

22% in alopecia areata and 38% in psoriasis. Among this depression was 

diagnosed in 18 % and anxiety in 4% of alopecia areata. 24% depression and 

12% anxiety in psoriasis. 

 The study also reports other psychiatric profile of 65% having 

adjustment disorders of depressed type, 30% depressive episodes, and 4% 

dysthymia (93). 

 A cross sectional analysis of prevalence of depression and anxiety 

conducted at mahatma Gandhi medical college and research institute, 

puducherry investigated 90 pateints with psoriasis. The results showed, 

prevalence of depression was 78.9% and the prevalence of anxiety was 76.7%, 

which was significantly more than the previously mentioned studies. (94) 

C. ROLE OF MELATONIN 

 Apart from inflammatory mediators, melatonin also plays a very 

important role in linking depression and psoriasis. There are disruptions in the 

secretion of melatonin in depression (95) Melatonin secretion is regulated by 
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the circadian rhythm. Elevated levels are found at night, peaking in the early 

morning between 2am to 4 a.m. ( 96). Melatonin is a hormone, that not only 

regulates the daily sleep cycle, but also modulates the immune functions. 

  By reducing levels of inflammatory cytokines like TNF-𝛼, IL-6, and IL-

8, melatonin could theoretically attenuate the severity of inflammatory 

disorders  (97, 98) Melatonin dysregulation has been studied in many other 

inflammatory disorders, including sarcoidosis, psoriasis vulgaris (99, 100) 

  These disruptions in cyclical secretion of melatonin could contribute to 

inflammatory states.. Night time melatonin levels in patients with psoriasis has 

been significantly lower than in healthy controls. Decreased melatonin levels 

would lead to previously mentioned Koebner phenomenon.This is responsible 

for exacerbation of the skin lesions in psoriasis. This was further confirmed by 

delayed wound healing in rats that underwent pinealectomy, which has caused 

a depletion in melatonin and further with melatonin replacement, this effect 

was eradicated (101).   

 Melatonin secreting hormone  (MSH) levels may be elevated in 

depression due to low melatonin levels and hypersecretion of CRH. This 

contributes to the clinical presentation of psoriasis. Interestingly, many other 

studies have implicated MSH as an indirect contributor to depressive symptoms 

(102, 103). This wasproved by the improvement in depressive symptoms 

following administration of MSH inhibitor has (104) 
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 Low melatonin levels are also associated with morbidity in psoriasis.  

A prospective cohort study done with 14, 128 participants demonstrated an 

increase in the risk of development of diabetes mellitus type II (DMII) in 

psoriasis patients than the control group. The risk was directly proportional to 

the severity of the psoriasis (105). 

 This implies that melatonin regulates the blood glucose levels through 

action on melatonin receptors present in the pancreatic beta cells and on the 

insulin receptors in the pituitary. (106) 

 The interrelationship between diabetes and melatonin has been 

demonstrated in studies where an increase in the levels of insulin was 

accompanied by decreased. 

 Melatonin levels, decreased pineal insulin receptors, and increased 

pancreatic melatonin receptors  

 Apart from depression and diabetes mellitus, psoriasis is associated with 

other conditions with chronic inflammatory pathophysiology like – myocardial 

infarction, systemic hypertension, stroke, and results in increased mortality. 

Melatonin may directly influence these medical co morbidities by its anti-

inflammatory properties. Melatonin administration has reported to decrease 

blood pressure in untreated, hypertensive patients. ( cavallo et al 2004, 

E.Grossman et al, 2006). 

 In addition, Melatonin also protects against endothelial dysfunction and 

ischemic heart disease  (A. O.Sehiril et al, 2013) This further emphasises the 
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potential of widespread clinical use of melatonin, in at-risk psoriatic 

population. 

 Phototherapy is one of the treatment modalities used for treating 

depression. Phototherapy is also used in the treatment for psoriatic lesions.  

The mechanism underlying this in psoriasis is not known, but its 

conceptualized as due to the inhibition of keratinocyte proliferation, and 

immunomodulation (107- 109).  

 Considering sunlight as the main zeitgeber for regulating the circadian 

rhythm of secretion of melatonin, Melatonin may be used to study its 

therapeutic effect in treating both depression and psoriasis. In fact, 

agomelatine, a melatonin receptor agonist, has already shown its efficacy in the 

treatment of depression 
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Figure. 12 Overview of mood disorders and psoriasis (Cody J et al, 2015) 
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5. QUALITY OF LIFE IN PSORIASIS 

 

 Skin being the largest and most visible organ in our body, to a greater 

extent it determines our external appearance. The way we look is very 

important and it influences the way how we are perceived by others. Skin plays 

a major role in social and sexual communication. Skin diseases cause an altered 

or impaired appearance and seem to profoundly influence those affected with 

skin diseases.  

 Apart from causing physical discomfort and personal inconvenience, it 

has been reported that they influence a person‘s life in terms of daily 

functioning and psychological status. Skin disease also provokes negative 

emotions like shame and embarrassment, anxiety, poor self esteem and lack of 

confidence. Apart from discomfort in social relationships, patients also 

experience inferiority, they also feel discriminated and stigmatized. Thus as a 

whole skin diseases significantly affect patient‘s quality of life  (QOL) (110). 

 

 A study done in lokmanya tilak municipal medical college, Mumbai had 

reported quality of life scores negatively correlated with Hamilton –D, 

Hamilton –A scores, which means that depression and anxiety was correlated 

to poor quality of life. Also increased severity of psoriasis was accountable for 

poor quality of life. (111) 
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6. SEVERITY OF PSORIASIS AND PSYCHIATRIC MORBIDITY 

 

 Psoriasis being a chronic inflammatory disorder, affects not only the 

skin, but other systems as well. The degree of systemic involvement is 

determined by the severity of psoriasis.this is further supported by the evidence 

of increased skin messenger RNA expression of IL – 32 A, IL -17, IL- 22 in 

moderate to severe psoriasis. ( balato et al, 2014). Also serum levels of 

inflammatory cytokines, vascular endothelial growth favtors, fibrinogen and  

C-reactive protein are positively related to the severity.  (choe et al, 2012). 

 A commonly held view is that, if skin inflammation is less, then severity 

of psoriasis is mild. This is a common misconception because, the severity is 

assessed only by cutaneous examination of cellular immune infiltrates.  

Chronic skin lesions were mostly associated with psychiatric morbidity, which 

could be explained by the biological overlapping of immune pathology.  

 

FACTORS INFLUENCING THE DISEASE SEVERITY 

 

i. Location of lesions 

ii. Extent of the lesions 

iii. Degree of inflammation 

iv. Response to treatment 

v. Quality of life. 
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Table13 Immune reaction in acute and chronic disease 

 

Table 13. explains the increase in immune mediators as the illness progresses. 

Activation of various cytokines and chemokines causes increase in the disease 

severity and also the role of cortisol influences the disease progression. 

 

 Severity of psoriasis is assessed by ―PSORIASIS AREA AND 

SEVERITY INDEX‖ (PASI), Body surface area (BSA), Physician global 

assessment (PGA). PASI it is most widely used for quantifying the severity of 

psoriasis. It is an objective measure of clinical severity. For a quick assessment, 

―RULE OF TENS‖ is applied. It denotes severe disease if any one of the 

following is present, PASI score more that 10, DQLI score more than 10 or 

body surface area of more than 10. 

 

 Most of the studies report higher psychiatric morbidity, especially 

depression and anxiety in patients with many lesions and more severe disease 
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but on the contrary, a swedish study reports 1---Psychological morbidity was 

not associated with increased PASI score (112- 114) 

 

 An Indian study done at Maharashtra found 22.33 % rate of psychiatric 

disorders. (115). This was a cross sectional study that included 103 patients.the 

profile of psychiatric disorders in this study was 

 

 65% adjustment disorder depressed type  

 30 % depressive disorder 

 4% dysthymia 

 However there was no anxiety disorders detected in this study. 
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AIMS AND OBJECTIVES 

PRIMARY OBJECTIVE 

1. To assess the prevalence and severity of depression and anxiety among 

patients with psoriasis. 

2. To assess the quality of life among patients with psoriasis 

SECONDARY OBJECTIVE 

1. To check for any association between psoriasis severity with 

psychiatric morbidity  

 

2. To assess the quality of life with severity of psychopthology and the 

severity of psoriasis. 
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METHODOLOGY 

 

 The study was conducted at the department of Dermatology, Madras 

Medical College, Chennai. The thesis abstract was presented at the Institution 

Ethics Committee and approval was obtained. Study was done from Feb 2017 

to Aug 2017.All consecutive patients aged >18 years, diagnosed with psoriasis 

and undergoing treatment at department of dermatology were included in the 

study irrespective of their psoriasis type, severity and duration of illness. 

Patients were selected based on inclusion and exclusion criteria. Psoriasis area 

and severity index  (PASI) was estimated by the dermatologist in order to rate 

the severity of psoriasis. Patients were explained about the study in detail and 

informed consent was taken from the patient and then recruited for the study.  

 Both inpatients and out patients were taken for the study. A total of 114 

patients were screened and 100 patients fulfilling the criteria were enrolled in 

the study. This is a cross sectional study, conducted for 6 months from the date 

of ethics committee approval. Their sociodemographic data, psychological 

variables and other relevant details were collected using a profoma and relevant 

scales were applied. The collected data were analysed and necessary results 

were obtained. 
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INCLUSION CRITERIA 

1. Participants diagnosed as psoriasis by dermatologists (both inpatients 

and outpatients)  

2. age >18 years  

3. Both men and women  

4. Patients selected irrespective of the type of psoriasis, duration of 

illness, severity of the disease and treatment. 

EXCLUSION CRITERIA 

1. Other chronic skin diseases which impairs the quality of life  

2. Physical disability 

3. Chronic medical illness. 

4. Psychosis, previously diagnosed mental illness 

5. Cognitive impairment  

6. Any Substance dependence 

ASSESSMENT SCALES 

1. Hamilton rating scale for depression ( HAM-D)  

2. Hamilton rating scale for anxiety (HAM-A)  

3. Dermatology life quality index (DLQI)  

4. Brief psychiatric rating scale (BPRS) 
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INSTRUMENTS USED 

I. SOCIODEMOGRAPHIC DATA SHEET 

 A structured profoma was used to elicit information about the 

demographic details of the participants and the illness characters. 

II. HAMILTON RATING SCALE FOR DEPRESSION 

 It is a multiple item questionnaire to assess the severity of depression. It 

is also helpful to assess the remission and recovery of depression. (116) MAX 

HAMILTON published the scale in 1960, the scale was revised in the 

subsequent years. The questionnaire is mainly to rate the severity of depression 

in adults. (117 -121) 

 HAM-D is an observer rating scale. It contains 21 items in total, 17 

items were added to assess the severity and the rest of the 4 items for additional 

clinical information. Each item is scored on a 3 to 5 point scale. The total score 

is then compared with the descriptor to assess the severity. It takes 

approximately 15 – 20 minutes for assessment. 

SCORING 

MILD  8-13 

MODERATE 14- 18 

SEVERE 19-22 

VERY SEVERE >23 
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III. HAMILTON RATING SCALE FOR ANXIETY 

 HAM –A is a clinician rating questionnaire to assess the severity of 

anxiety. The scale was originally published in the year 1959 by Max Hamilton. 

(122) He developed the scale to estimate the severity of symptoms in anxiety 

neurosis, and not to be used as means to diagnose anxiety in other disorders. 

(123)The scale contains 14 items, each item contains a number of symptoms 

which are rated on a scale of zero to four. Upon the completion of evaluation, 

the clinician then sums up the 14 individually rated items and arrive at a total 

score. This ranges from 0 to 56.  

SCORING 

 

 

 

 

IV. DERMATOLOGICAL QUALITYOF LIFE INDEX 

 It measures the impact of skin disease on quality of life. It was designed 

by Andew Y Finlay and Gul Karim Khan in 1994. (124, 125) It is a 10 item 

questionnaire covering following areas – symptoms, restrictions in social and 

leisure activities, occupation, close relationships, sex and treatment. Each 

question is scored from 0 to 3.This scale is available in 115 languages (126) 

MILD 14 – 17 

MODERATE 18 – 24 

SEVERE 25 -30 
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NO EFFECT ON PATIENT‘S LIFE 0-1 

SMALL EFFECT 2-5 

MODERATE EFFECT 6-10 

VERY LARGE EFFECT 11-20 

EXTREMELY LARGE EFFECT 21-30 

 

V. BRIEF PSYCHIATRIC RATING SCALE 

 It is a rating scale used by the clinician to measure psychiatric symptoms 

like anxiety, depression, hallucination and unusual behaviour. ( 127) BPRS was 

published in 1962.It is the oldest and widely used scale in the field of 

psychiatry to measure the psychotic symptoms.There are total of 24 items, 

rated from 1 to 7 based on clinical evalution and also based on patient‘s self 

report. 
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STATISTICAL ANALYSIS 

 The results were tabulated and analyzed using the statistical 

package SPSS 22.0. 

    Descriptive statistics was used to obtain the mean and standard 

deviations with respect to different variables of socio-demographic 

profile and the illness characteristics of the study population. Pearson 

correlation was used to assess the relationship between severity of 

psoriasis, quality of life, depression and anxiety. 

        Scatter diagram was used to represent the correlation between the 

severity of psoriasis, quality of life, depression and anxiety. 

      Independent samples T–test was used to compare the mean values 

of age with HAM- D and HAM- A scores. Comparison of the proportion 

of demographic variables, psoriasis illness characteristic with depression 

and anxiety was done by using chi square test. 
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RESULTS 

 The study was conducted at the Department of Dermatology at Madras 

Medical College, Chennai. Patients who were selected are both outpatients and 

inpatients. Initially full physical examination was done to assess the physical 

status of the patient and to look for any medical co morbidity.  

 A total of 114 patients were enrolled, out of which 8 did not satisfy the 

inclusion criteria, 6 did not give their consent. So finally 100 participants were 

included in the study and informed consent was obtained. Study population 

consisted of 48 males and 52 females. 

Table.1 Study Population 

 

MALE 48 

FEMALE 52 

TOTAL 100 

 

1. SOCIODEMOGRAPHIC CHARACTERISTICS 

 Participants had different education levels, 71% were illiterates, 22% 

had primary education and only 7% had completed degree. 

 Our study, all subjects were from lower socioeconomic background. 

 Majority of them worked as coolie (38%), 22% were employed, 18% 

were unemployed and rest of them were students, homemaker. 
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Table 2. Education of the study population 

In our study, 88% were married, 9% unmarried and 3% were widow.  

 

Table.3 Marital status of the study population 

   Most of our participants were belonging to Hinduism (77%), 

Christianity (14%), Islam (9%) 

71%

22%

7%

EDUCATION

illiterate

primary education

degree

9

88

3

Marital status

unmarried

married

widow
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2. PSORIASIS ILLNESS CHARACTERISICS 

 

Table 4. types of psoriasis 

 Out of the 100 patients, 88 were outpatients and 12 were inpatients.  

 Among them 95% had plaque type psoriasis, 4% had scalp psoriasis,  

1 % had guttate psoriasis. 

 All of them had duration of psoriasis for more than 5 years, 2 patients 

with maximum of 15 years. 

 Around 44 of them had more than 3 symptom exacerbation in the past 

5 years.  

 8 of them were receiving topical and systemic therapy, 92 patients 

were on topical therapy alone. 

 None had a family history of psoriasis. 
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 Using psoriasis area and severity index, 61% had mild severity, 25% 

had moderate and 14% had severe psoriasis 

 

Table 5.PASI score of the study population. 

3. PREVALENCE OF DEPRESSION AND ANXIETY 

 Among the 100 participants, 43% had significant depression and 57% 

did not have depression 

Among them 6 % had mild depression, 20% had moderate depression, 11% had 

severe depression, 5% had very severe depression. Among them 4 had suicidal 

ideations.( table 6 ) 
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Table 6. severity of depression  

   

 Anxiety was present in 20 participants, 4 had mild anxiety, 16 had 

moderate anxiety. There were no patients with severe anxiety. 

 Assessing for psychological variables, nil had a family h/o psychiatric 

illness. 92% reported of good family support and 8 % had poor family support 

pertaining to their illness. 
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4. QUALITY OF LIFE 

 Quality of life was affected in most of the participants. extremely  

large effect in 15%. Very large effect in 32%, moderate effect in 37%, small 

effect in 16% 

 

 

Table 7.pie chart of quality of life 

Descriptive statistics 

 
Age 

(years) 

PASI 

score 

DLQI 

score 

HAM D 

score 

HAM A 

score 

N 100 100 100 100 100 

Mean 42.94 6.67 11.85 10.60 10.28 

Std. 

Deviation 
10.112 3.924 6.325 6.779 5.290 

Median 44.00 5.00 9.50 7.00 8.00 

Minimum 24 2 3 2 4 

Maximum 66 21 26 26 22 

Table 8. Descriptive Statistics 

16

37
32

15

DQLI

small

moderate

very large

extremely large
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 The mean age in the study population was 42.94 ± 10.11, the mean score 

of psoriasis severity is 6.67 ± 3.924, the mean score of DQLI was 11.85 ± 

6.325, the mean scores of HAM-D and HAM – A was 10.60 ± 6.779, and  

10.28 ± 5.290 respectively. 

5. COMPARING THE ASSOCIATION OF DEMOGRAPHIC 

VARIABLES WITH DEPRESSION. 

 Most of the socio-demographic variables were insignificant with respect 

to depression among psoriasis patients. But depression was significantly 

associated with 

 Type of psoriasis,  

 Mode of treatment ( IP/OP),  

 Severity of psoriasis and 

 Poor quality of life. 

A. TYPE OF PSORIASIS  

 

Psoriasis type 

Depression (HAM-D) 

No Yes Total 

N % N % N % 

Plague 57 60.0% 38 40.0% 95 100.0% 

Scalp 0 0.0% 4 100.0% 4 100.0% 

Guttate 0 0.0% 1 100.0% 1 100.0% 

Total 57 57.0% 43 43.0% 100 100.0% 

  

Chi-Square Test Value df 
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Fisher's Exact Test 6.520 0.013 

Table 9 

 There was significant association between type of psoriasis and the 

depression scores, it was found that, out of the 95 plaque psoriasis, 38 patients 

had depression. Out of 4 cases of scalp psoriasis and 1 case of guttate psoriasis, 

all these 5patients had severe depression. 
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B. MODE OF TREATMENT 

 There was also significant association between depression and inpatient 

care of treatment. Among the 88 outpatients, 32 had depression. And among 

the 12 inpatients, 11 of them had clinical depression. 

 Out of the 12 inpatients, 8 of them were on systemic steroid therapy. 

 Table 10 shows the significant association of depression with inpatient 

patients. 

Patient type 

Depression (HAM-D) 

No Yes Total 

N % N % N % 

Out patient 
56 63.6% 32 36.4% 88 100.0% 

In-patient 
1 8.3% 11 91.7% 12 100.0% 

Total 
57 57.0% 43 43.0% 100 100.0% 

 

Chi-Square Test Value df 

Pearson Chi-Square 13.177 <0.001 
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C. SEVERITY OF PSORIASIS 

 It was also noted that, Out of 61 patients who had mild severity of 

psoriasis, 24 patients had depression. In 25 patients with moderate severity, 7 

had depression. In 14 patients with severe psoriasis, 12 had depression. 

PASI severity 

Depression (HAM-D) 

No Yes Total 

N % N % N % 

Mild 37 60.7% 24 39.3% 61 100.0% 

Moderate 18 72.0% 7 28.0% 25 100.0% 

Severe 2 14.3% 12 85.7% 14 100.0% 

Total 57 57.0% 43 43.0% 100 100.0% 

 

Chi-Square Test Value df 

Trend Chi-Square 5.146 0.023 

 

Table 11. Severity of psoriasis 
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D.QUALITY OF LIFE 

 The more severe the impairment in quality of life, it was associated with 

increase in number of depression. Patients who had moderate to extremely 

large effect of impairment had higher depressive scores. 

DLQI effect 

Depression (HAM-D) 

No Yes Total 

N % N % N % 

No effect 0 0.0% 0 0.0% 0 0.0% 

Small effect 
14 87.5% 2 12.5% 16 100.0% 

Moderate effect 
26 70.3% 11 29.7% 37 100.0% 

Very large effect 
16 50.0% 16 50.0% 32 100.0% 

Extremely large effect 
1 6.7% 14 93.3% 15 100.0% 

Total 
57 57.0% 43 43.0% 100 100.0% 

 

Chi-Square Test Value Df 

Trend Chi-Square 22.965 <0.001 

 

Table 12 Quality of life 
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No significant association was found in the following variables, 
 

Gender 

Depression (HAM-D) 

No Yes Total 

N % N % N % 

Male 27 56.3% 21 43.8% 48 100.0% 

Female 30 57.7% 22 42.3% 52 100.0% 

Total 57 57.0% 43 43.0% 100 100.0% 

 

Chi-Square Test Value df 

Pearson Chi-Square 0.021 0.884 

Table 13 gender and depression 

 

Education 

Depression (HAM-D) 

No Yes Total 

N % N % N % 

Nil 42 59.2% 29 40.8% 71 100.0% 

Primary 11 50.0% 11 50.0% 22 100.0% 

Degree 4 57.1% 3 42.9% 7 100.0% 

Total 57 57.0% 43 43.0% 100 100.0% 

 

Chi-Square Test Value df 

Fisher's Exact Test 0.673 0.794 

Table 14 education and depression 
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Marital status 

Depression (HAM-D) 

No Yes Total 

N % N % N % 

Unmarried 4 44.4% 5 55.6% 9 100.0% 

Married 52 59.1% 36 40.9% 88 100.0% 

Widowed 1 33.3% 2 66.7% 3 100.0% 

Total 57 57.0% 43 43.0% 100 100.0% 

 

Chi-Square Test Value df 

Fisher's Exact Test 1.552 0.536 

 

Table 15 marital status and depression 

 

Substance use 

Depression (HAM-D) 

No Yes Total 

N % N % N % 

None 42 56.8% 32 43.2% 74 100.0% 

Alcohol 7 50.0% 7 50.0% 14 100.0% 

Nicotine 8 66.7% 4 33.3% 12 100.0% 

Total 57 57.0% 43 43.0% 100 100.0% 

 

Chi-Square Test Value Df 

Pearson Chi-Square 0.739 0.691 

 

Table 16. substance use and depression 
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Religion 

Depression (HAM-D) 

No Yes Total 

N % N % N % 

Hindu 42 54.5% 35 45.5% 77 100.0% 

Christian 10 71.4% 4 28.6% 14 100.0% 

Muslim 5 55.6% 4 44.4% 9 100.0% 

Total 57 57.0% 43 43.0% 100 100.0% 

 

Chi-Square Test Value Df 

Fisher's Exact Test 1.379 0.562 

Table 17 religion and depression 

 

Past h/o psy 

Depression (HAM-D) 

No Yes Total 

N % N % N % 

None 57 57.6% 42 42.4% 99 100.0% 

Depression 0 0.0% 1 100.0% 1 100.0% 

Total 57 57.0% 43 43.0% 100 100.0% 

 

Chi-Square Test Value df 

Fisher's Exact Test - 0.430 

 

Table 18 past h/o depression and depression 
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Family support 

Depression (HAM-D) 

No Yes Total 

N % N % N % 

Good 52 56.5% 40 43.5% 92 100.0% 

Poor 5 62.5% 3 37.5% 8 100.0% 

Total 57 57.0% 43 43.0% 100 100.0% 

 

Chi-Square Test Value df 

Fisher's Exact Test - 0.999 

 

Table 19 family support and depression 

 

Occupation 

Depression (HAM-D) 

No Yes Total 

N % N % N % 

Nil 6 33.3% 12 66.7% 18 100.0% 

Coolie 24 63.2% 14 36.8% 38 100.0% 

Housewife/ Student 12 54.5% 10 45.5% 22 100.0% 

Employed 15 68.2% 7 31.8% 22 100.0% 

Total 57 57.0% 43 43.0% 100 100.0% 

 

Chi-Square Test Value df 

Pearson Chi-Square 5.878 0.118 

Table 20 occupation and depression 
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 Depression 

 (HAM-D) 
N Mean Std. Dev t-value p-value 

Age (years) Yes 43 42.30 11.342 
0.546 0.586 

No 57 43.42 9.151 

 

Table 21 Independent samples T-Test to compare mean age 

 

6.COMPARING THE ASSOCIATION OF DEMOGRAPHIC 

VARIABLES WITH ANXIETY 

A.TYPE OF PSORIASIS : Among the 95 plaque psoriasis, 15 of them had 

anxiety. All patients who had scalp and guttate psoriasis had higher anxiety 

score. 

Psoriasis type 

Anxiety (HAM-A) 

No Yes Total 

N % N % N % 

Plague 80 84.2% 15 15.8% 95 100.0% 

Scalp 0 0.0% 4 100.0% 4 100.0% 

Guttate 0 0.0% 1 100.0% 1 100.0% 

Total 80 80.0% 20 20.0% 100 100.0% 

 

Chi-Square Test Value df 

Fisher's Exact Test 15.630 <0.001 

Table 22comparison of psoriasis type and HAM -A 
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B.MODE OF TREATMENT :  Again as previously mentioned, the number 

of patients affected with depression were significantly higher in the inpatients 

with psoriasis. Here also we can find that, Out of 88 outpatients, 13 had anxiety 

and among 12 inpatients, 7 had anxiety, which is significantly greater than the 

outpatient population. 

Patient type 

Anxiety (HAM-A) 

No Yes Total 

N % N % N % 

Out patient 

75 85.2% 13 14.8% 88 100.0% 

In-patient 

5 41.7% 7 58.3% 12 100.0% 

Total 

80 80.0% 20 20.0% 100 100.0% 

 

Chi-Square Test Value df 

Fisher's Exact Test - 0.002 

TABLE 23comparison mode of treatment and HAM -A 
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C. SEVERITY OF PSORIASIS  

 Out of 61 patients who had mild severity of psoriasis, 9 patients had 

anxiety. In 25 patients with moderate severity, 1 had anxiety. In 14 patients 

with severe psoriasis, 10 had anxiety. So here again we can see that most of the 

patients with severe psoriasis were having anxiety disorder. 

PASI severity 

Anxiety (HAM-A) 

No Yes Total 

N % N % N % 

Mild 52 85.2% 9 14.8% 61 100.0% 

Moderate 24 96.0% 1 4.0% 25 100.0% 

Severe 4 28.6% 10 71.4% 14 100.0% 

Total 80 80.0% 20 20.0% 100 100.0% 

 

Chi-Square Test Value df 

Trend Chi-Square 12.649 <0.001 

 

Table 24 comparison of PASI score and HAM-A 
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D.QUALITY OF LIFE 

 As seen with depression, anxiety scores were higher with severe 

impairment in quality of life. Patients who had moderate to extremely large 

effect of impairment had higher anxiety scores. 

DLQI effect 

Anxiety (HAM-A) 

No Yes Total 

N % N % N % 

No effect 0 0.0% 0 0.0% 0 0.0% 

Small effect 
16 100.0% 0 0.0% 16 100.0% 

Moderate effect 
34 91.9% 3 8.1% 37 100.0% 

Very large effect 
23 71.9% 9 28.1% 32 100.0% 

Extremely large effect 
7 46.7% 8 53.3% 15 100.0% 

Total 
80 80.0% 20 20.0% 100 100.0% 

 

Chi-Square Test Value df 

Trend Chi-Square 17.787 <0.001 

 

Table 25 COMPARING QUALITY OF LIFE WITH ANXIETY SCORES 
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7. DQLI and PASI  

DLQI effect 

PASI severity 

Mild Moderate Severe Total 

N % N % N % N % 

Small effect 10 16.4% 6 24.0% 0 0.0% 16 16.0% 

Moderate effect 24 39.3% 11 44.0% 2 14.3% 37 37.0% 

Very large effect 22 36.1% 7 28.0% 3 21.4% 32 32.0% 

Extremely large effect 5 8.2% 1 4.0% 9 64.3% 15 15.0% 

Total 61 100.0% 25 100.0% 14 100.0% 100 100.0% 

 

Chi-Square Test Value df 

Fisher's Exact Test 23.383 <0.001 

Table 26 comparing DQLI WITH PASI 

 The above table26. shows that patients with severe psoriasis had poor 

quality of life. out of the 14 patients with severe psoriasis, 9 had extremely 

large effect, 3 had very large effect i.e poor quality of life  
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No significant association was found in the following variables. 

Gender 

Anxiety (HAM-A) 

No Yes Total 

N % N % N % 

Male 37 77.1% 11 22.9% 48 100.0% 

Female 43 82.7% 9 17.3% 52 100.0% 

Total 80 80.0% 20 20.0% 100 100.0% 

 

Chi-Square Test Value df 

Pearson Chi-Square 0.491 0.484 

 

Table 27 comparison of gender and HAM-A 

 

Occupation 

Anxiety (HAM-A) 

No Yes Total 

N % N % N % 

Nil 12 66.7% 6 33.3% 18 100.0% 

Coolie 31 81.6% 7 18.4% 38 100.0% 

Housewife/ Student 18 81.8% 4 18.2% 22 100.0% 

Employed 19 86.4% 3 13.6% 22 100.0% 

Total 80 80.0% 20 20.0% 100 100.0% 

 

Chi-Square Test Value df 

Fisher's Exact Test 2.506 0.499 

 

Table 28 comparison ofoccupation and HAM-A 
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Marital status 

Anxiety (HAM-A) 

No Yes Total 

N % N % N % 

Unmarried 6 66.7% 3 33.3% 9 100.0% 

Married 72 81.8% 16 18.2% 88 100.0% 

Widowed 2 66.7% 1 33.3% 3 100.0% 

Total 80 80.0% 20 20.0% 100 100.0% 

 

Chi-Square Test Value df 

Fisher's Exact Test 2.196 0.346 

Table 29comparison of marital status and HAM-A 

 

 

Education 

Anxiety (HAM-A) 

No Yes Total 

N % N % N % 

Nil 59 83.1% 12 16.9% 71 100.0% 

Primary 15 68.2% 7 31.8% 22 100.0% 

Degree 6 85.7% 1 14.3% 7 100.0% 

Total 80 80.0% 20 20.0% 100 100.0% 

 

Chi-Square Test Value df 

Fisher's Exact Test 2.410 0.275 

 

 

Table 30 comparison of education and HAM-A 
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Religion 

Anxiety (HAM-A) 

No Yes Total 

N % N % N % 

Hindu 62 80.5% 15 19.5% 77 100.0% 

Christian 13 92.9% 1 7.1% 14 100.0% 

Muslim 5 55.6% 4 44.4% 9 100.0% 

Total 80 80.0% 20 20.0% 100 100.0% 

 

Chi-Square Test Value df 

Fisher's Exact Test 4.326 0.115 

 

Table 31 comparison of religion and HAM-A 

Substance use 

Anxiety (HAM-A) 

No Yes Total 

N % N % N % 

None 62 83.8% 12 16.2% 74 100.0% 

Alcohol 9 64.3% 5 35.7% 14 100.0% 

Nicotine 9 75.0% 3 25.0% 12 100.0% 

Total 80 80.0% 20 20.0% 100 100.0% 

 

Chi-Square Test Value df 

Fisher's Exact Test 3.198 0.200 

Table 32 comparison of substance use and HAM-A 
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Family support 

Anxiety (HAM-A) 

No Yes Total 

N % N % N % 

Good 75 81.5% 17 18.5% 92 100.0% 

Poor 5 62.5% 3 37.5% 8 100.0% 

Total 80 80.0% 20 20.0% 100 100.0% 

 

Chi-Square Test Value df 

Fisher's Exact Test - 0.196 

Table 33 comparing family support and HAM -A scores 

Independent samples T-Test to compare mean age  

 Anxiety (HAM-A) N Mean Std. Dev t-value p-value 

Age (years) Yes 20 42.35 12.721 

0.243 0.810 

No 80 43.09 9.440 

 

Table 34 Independent samples T-Test to compare mean age  

 

Hence from the above findings, there was significant association of depression 

and anxiety with  

 Type of psoriasis,  

 Mode of treatment ( IP/OP),  

 Severity of psoriasis and 

 Poor quality of life. 
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7.CORRELATION OF PASI WITH DEPRESSION AND ANXIETY  

 

 HAM D score HAM A score 

PASI score Correlation 0.339 0.497 

p-value 0.001 <0.001 

N 100 100 

 

Table 35 Correlation between severityof psoriasis with depression and anxiety 

 

The above table shows correlation between PASI scores with depression (HAM 

D) and Anxiety (HAM A). There is a significant positive correlation between 

psoriasis severity and psychiatric morbidity 
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Table 36 scatter diagram showing correlation between HAM D and PASI 

 

Table 37. scatter diagram showing correlation between HAM A and PASI 
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Correlation of quality of life with depression and anxiety 

 

Table 38 scatter diagram showing correlation between HAM D and DQLI 

 

Table 39 scatter diagram showing correlation between HAM A and DQLI 
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9.CORRELATION OF QUALITY OF LIFE AND PSORIASIS SEVERITY 

 

 

PASI 

score 

DLQI 

score 

HAM D 

score 

HAM A 

score 

PASI score Correlation 1 0.402 0.339 0.497 

p-value  <0.001 0.001 <0.001 

N 100 100 100 100 

DLQI score Correlation 0.402 1 0.516 0.462 

p-value <0.001  <0.001 <0.001 

N 100 100 100 100 

HAM D 

score 

Correlation 0.339 0.516 1 0.456 

p-value 0.001 <0.001  <0.001 

N 100 100 100 100 

HAM A 

score 

Correlation 0.497 0.462 0.456 1 

p-value <0.001 <0.001 <0.001  

N 100 100 100 100 
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Table 40. correlation between severity of psoriasis, quality of life and 

psychiatric illness 

The above table shows that quality of life and PASI scores are positively 

related, and also there is significant positive correlation of PASI scores with 

Depression and Anxiety scores. 
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                         DISCUSION 

 

Biological interaction between psoriasis and stress may result in psychiatric 

disorders among psoriasis patients. Most of the psoriasis patients feel 

stigmatized for being assessed by a psychiatrist, hence refuse to consult, and 

Dermatologist also misses subtle psychiatric signs and symptoms in these 

patients. 

Both dermatological and psychiatric consequence seems to induce, prolong and 

exacerbate each other. In the current study, prevalence and severity of 

depression was analysed among outpatients and inpatients attending tertiary 

care centre. We also studied the sociodemographic variables, clinical variables 

and their influence on mental health of patients with psoriasis. 

PREVALENCE AND SEVERITY OF DEPRESSION  

Our study found an overall prevalence of depression in 43 % of patients, 

among them 36 patients had moderate to very severe depression, that warranted 

psychiatric intervention. 

Various studies show a prevalence ranging from 28 – 67 % (128- 132). An 

Indian study done by lakshmy et al reported an even much higher prevalence of 

78.9% ( 133) 
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The prevalence of depression in our study is in par with previous studies and 

suggests that depressive symptoms are more frequent in patients with psoriasis. 

Our study has also found that most of the inpatients were affected, compared to 

the outpatients.The reason could be attributed to the severity of psoriasis 

requiring hospitalisation. And some patients were also on systemic steroid 

therapy, which could have caused steroid induced depression too. Also our 

study revealed that depression was significantly associated with scalp and 

guttate psoriasis.Again the reason could be visible site of involment (scalp) and 

extent of skin lesions with pruritis. This association was not previously 

assessed in other studies and needs further investigation. 

 Although 43 % patients had depression, none of them received treatment 

indicating the lack of recognition of depressive symptoms. The need for early 

recognition and management of depression is to prevent further decline in 

quality of life, suicide attempts and progression of psoriasis. In our study there 

were 4 patients with suicidal ideations, literature shows 5 to 10 % of patients 

with psoriasis have suicidal ideations. This compels the need to address 

depression in these patients. Most of the patients in our study attributed the 

triggering factor of illness to psychological distress. Psychological distress also 

causes exacerbation of skin lesions and prolong the duration of psoriasis, but 

our study have not assessed in detail the psychological factors. 

Patients with severe depression in our study mentioned that they had severe 

pruritis, feeling of being stigmatized in the society. Certain participants also 

believed that psoriasis was communicable and they were treated with caution 



 

89 

that their disease might spread to others with contact. Touch deprivation was 

significantly associated with impaired social and interpersonal relationships. 

PREVALENCE AND SEVERITY OF ANXIETY  

Prevalence of anxiety in psoriasis patients in our study is 20%, among them 

16% had moderate anxiety requiring psychiatric intervention. 

A study done by fleming et al showed the prevalence of anxiety in psoriasis 

patients was 7 – 48%. Another study by Emily Mc Donough showed 

prevalence of anxiety was 36.6%. Here in our study we have got a prevalence 

that is lesser compared to other studies. Higher anxiety scores were present in 

majority of inpatients with psoriasis and in those with scalp and guttate 

psoriasis. 

The reason for anxiety could be explained by patients apprehension about 

progression of disease, social perception by others, duration and outcome of 

treatment. Studies have also highlighted the presence of both depression and 

anxiety disorders in psoriasis patients. Our study showed that 20 %had both 

depression and anxiety. This shows patients with psoriasis diagnosed as 

depressive disorder are likely to have anxiety symptoms as well. 

SOCIODEMOGRAPHIC PROFILE INFLUENCE ON PSYCHIATRIC 

DISORDER 

Majority of the study population comprised of participants in 3
rd

 and 5
th

 decade 

of life and most of them were females. Majority of the Indian studies have 
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reported a male predominance of psoriasis, but in our study sample majority 

are females. 

Sociodemographic variable have not been consistent in predicting the 

psychiatric morbidity. In our study also, there was only weak association of 

sociodemographic variables with depression and anxiety. 

INFLUENCE OF SEVERITY OF PSORIASIS ON DEPRESSION AND 

ANXIETY 

Patients with severe psoriasis had higher frequency of psychiatric morbidity. 

our study also revealed that patients with higher PASI score had severe 

depression and anxiety scores. 

 Majority of studies have reported positive correlation of severity of psoriasis 

with depression and anxiety. Our findings are also in agreement with previous 

studies. However our study results are in contrast to the study done by fortune 

et al (134), who reported that depression and anxiety was not influenced by 

psoriasis severity ( 135, 136)  

Our study also found that there was positive correlation between severity of 

psoriasis and poor quality of life. The possible reasons could be visible skin 

lesions that impair the individual‘s self esteem and thereby interpersonal 

communication, systemic involvement causing occupational dysfunction, 

absenteeism. 
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Some studies have assessed the relationship between duration of psoriasis with 

depression and anxiety. Since our study sample contains study population with 

psoriasis for more than 5 years, significant association could not be ascertained 

in our study. 

 QUALITY OF LIFE IN PATIENTS WITH PSORIASIS  In our study, out 

of 100 patients, quality of life was moderately to extremely affected in in 84% 

of patients. There was positive correlation between HAM-D and HAM-A 

scores and DQLI. This shows that depressive and anxiety symptoms in 

psoriasis patients do play a major role in individual‘s functioning. Most of the 

patients in our study had reported that presence of skin lesions had restricted 

their previous pattern of clothing, for example – they had to wear only cotton 

dresses and full sleeves in order to cover their lesions. participants also 

reported that their social and leisure activities were affected, some of them had 

to restrict themselves from attending social gathering in view of being 

commented by others.  

 

COMPARISION OF QUALITY OF LIFE AND SEVERITY OF 

PSORIASIS 

Numerous studies have assessed the impact of psoriasis severity on the quality 

of life and the influence of depression and anxiety on severity of psoriasis.But 

only very few studies have examined the influence of disease severity on 

quality of life and psychiatric morbidity. This is one of the methodological 
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advantages that we have in our study. the proportion of patients with 

moderately to extremely large effect on quality of life was higher in patients 

with co morbid depression / anxiety. Patients with depression and anxiety had 

higher PASI score. 

CONCLUSION 

The results of this study is of particular interest, because it has highlighted the 

necessity of need for psychiatric evaluation of psoriasis patients. Psoriasis per 

say results in impairment in social and occupational domains. It also 

significantly causes interpersonal conflicts and lack of self esteem that needs to 

be addressed. Severe depression in these patients go unnoticed and could even 

result in suicide attempts. Our study also emphasises the fact that certain 

participants and their families considered psoriasis as a communicable disease 

leading to higher load of distress and stigma in the society. Patients, including 

their families have to be educated regarding the illness, and the need for being 

cared. Coping strategies to mitigate psychological stress have to be taught to 

these patients, since stress could exacerbate their skin lesions and also cause 

psychiatric illness.Timely intervention of psychiatric morbidity will improve 

the patient‘s condition and thereby the quality of life. 
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LIMITATIONS  

 Study population from the same setting, small sample size. Large 

sample size and control group needed for generalisation of results. This 

is a cross sectional study, so impact of treatment on psychiatric 

morbidity whether it improves the quality of life and decrease the 

severity of psoriasis is not known. 

 Arguing for the causality of depression and anxiety in psoriasis is also 

limited. Other common psychiatric morbidities like somatoform 

disorder, sleep disorder, substance dependence and sexual disorders are 

not assessed. 

 Side effects of treatments used for psoriasis could also be associated 

with psychiatric morbidity. 

 Personality traits, maladaptive schemas could also influence a persons 

vulnerability to develop mentall illness, which is not included in this 

study. 
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FUTURE DIRECTIONS  

 Various types of psoriasis and its association with psychiatric 

morbidity need to be studied. 

 Studies to explore the biochemical aspects of psoriasis and the 

role of inflammatory mediators on depression and anxiety before 

and after treatment with antidepressants. 

 Studies to look for good outcome measures in psoriasis after 

treatment with SSRI, considering that SSRI downregulates T cell 

proliferation.  
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                                                         APPENDIX 

Information to Participants 

 

Title: Depression, Anxiety and Quality of life in patients with psoriasis : a 

cross sectional study   

Principal Investigator: Dr. ROSE MONICA V. R 

 

Name of Participant: 

 

Site:    Department of Dermatology, Madras Medical College, Chennai   

 

You are invited to take part in this research. The information in this 

document is meant to help you decide whether or not to take part. Please feel free 

to ask if you have any queries or concerns. 

 

What is the purpose of research? 

 The prevalence of depression and anxiety in those with psoriasis is higher and 

the quality of life is low  . if these comorbidities are not treated , they influence 

the treatment improvement of primary dermatological condition .Timely 

intervention will improve the patient‘s dermatological disease and thereby the 

quality of life 

 

The study design 

            Study will be done at Department of Dermatology, Madras medical 

college. 100 consecutive patients who are physically stable, giving their 

consent will be taken up for the study. Quality of life , Prevalence  and severity 

of depression and Anxiety will be assessed in patients with psoriasis . 

 

Study Procedures 
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1.             Study will include a population of patients diagnosed with 

psoriasis attending outpatient and inpatient of Department of 

Dermatology. They are chosen for study if they are physically stable 

after taking an informed consent. Later, standard assessment tools, i.e., 

Hamilton rating scale for depression ( HAM-D),Hamilton rating scale 

for anxiety (HAM-A),Dermatology life quality index (DLQI),Brief 

psychiatric rating scale (BPRS) scale are used to assess the Quality of 

life , Prevalence  and severity of Depression and Anxiety. Various data 

obtained will be analyzed statistically to get the results. 

. Confidentiality of the information obtained from you 

You have the right to confidentiality regarding the privacy of your 

medical information (personal details, results of physical examinations, 

investigations, and your medical history). By signing this document, you will 

be allowing the research team investigators, other study personnel, Institutional 

Ethics Committee and any person or agency required by law like the Drug 

Controller General of India to view your data, if required. 

The information from this study, if published in scientific journals or presented 

at scientific meetings, will not reveal your identity. 

 

How will your decision to not participate in the study affect you? 

Your decision not to participate in this research study will not affect 

your medical care or your relationship with the investigator or the institution. 

You will be taken care of and you will not loose any benefits to which you are 

entitled.  

Can you decide to stop participating in the study once you start? 

The participation in this research is purely voluntary and you have the 

right to withdraw from this study at any time during the course of the study 

without giving any reasons. However, it is advisable that you talk to the 

research team prior to discontinuing form the study. 



 

119 

 

 

Signature of Investigator                                                                      Signature 

of Participant   

  

                                                                                                             Signature 

of the Guardian 

 

Date                                                                                                     Date   
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                            INFORMED CONSENT FORM 

(This is only a guideline – Relevant changes to be made as per the study 

requirements)  

Title of the study:” Depression, Anxiety and Quality of life in patients with 

psoriasis : a cross sectional study  

“____________________________________________________”.  

Name of the Participant: 

______________________________________________________.  

Name of the Principal (Co-Investigator): _Dr.ROSE MONICA V .R 

______________________________________.  

Name of the Institution: Institute of mental health 

_____________________________________________________.  

Name and address of the sponsor / agency (ies) (if 

any):__No________________________________ 

_______________________________________________________________

__________________.  

Documentation of the informed consent   

I _____________________________ have read the information in this form 

(or it has been read to me). I was free to ask any questions and they have been 

answered. I am over 18 years of age and, exercising my free power of choice, 

hereby give my consent to be included as a participant in  

’ Depression, Anxiety and Quality of life in patients with Psoriasis : a cross 

sectional study  ’ 

1. I have read and understood this consent form and the information 

provided to me.  

2. I have had the consent document explained to me.  

3. I have been explained about the nature of the study.  

4. I have been explained about my rights and responsibilities by the 

investigator.  

5. I have been informed the investigator of all the treatments I am taking or 

have taken in the past ________ months including any native 

(alternative) treatment.  

6. I have been advised about the risks associated with my participation in 

this study.* 
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7. I have not participated in any research study within the past 

_________month(s). * 

8. I have not donated blood within the past _______ months—Add if the 

study involves extensive blood sampling. * 

9. I am aware of the fact that I can opt out of the study at any time without 

having to give any reason and this will not affect my future treatment in 

this hospital. * 

10. I am also aware that the investigator may terminate my participation in 

the study at any time, for any reason, without my consent. * 

11. I hereby give permission to the investigators to release the information 

obtained from me as result of participation in this study to the sponsors, 

regulatory authorities, Govt. agencies, and IEC. I understand that they 

are publicly presented.  

12. I have understand that  my  identity will be kept confidential if my data 

are publicly presented  

13. I have had my questions answered to my satisfaction.  

14. I have decided to be in the research study.  

 

 

I am aware that if I have any question during this study, I should contact the 

investigator. By signing this consent form I attest that the information given 

in this document has been clearly explained to me and understood by me, I 

will be given a copy of this consent document.  

For adult participants:  

Name and signature / thumb impression of the participant (or legal 

representative if participant incompetent)  

Name _________________________ Signature_________________ 

Date________________  

 

Name and Signature of impartial witness (required for illiterate patients):  

 

Name _________________________ Signature_________________ 

Date________________  

 

Address and contact number of the impartial witness:  

 

 

 

Name and Signature of the investigator or his representative obtaining consent:  
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Name _________________________ Signature_________________ 

 

 Date_____________ 
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ஆாய்ச்சி ஒப்புதல் கடிதம் 

 
 

ஆாய்ச்சி தலைப்பு:                            

சசோரிோசிஸ் ச ோினோல் வரும் ன அழுத்தம், னப்பதற்மம்  

ற்றும் ந ாாளிின் வோழ்க்கை தத்கதப் பற்மி குறுக்கு  

வவட்டு ஆய்வு                                                

பங்கு ககாள்பவர் கபர்            :  

 

ஆாய்ச்சிாளர்                                     : ரு.வா.நா.நாஸ்  நானிகா   

இடம்                                                          :  ாஜவீ்காந்தி  அசு    ருத்துவலன.    

கசன்லன 
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name age sex occupation marital education  religion socioeco status  IP /OP  substance use family psy h/o family support psoriasis type past psy h/o PASI score DQLI HAM D HAM A
s 45 M coolie married primary hindu low OP  - nil good plaque nil 6 6 5 10
s 56 F farmer widow nil hindu low OP - nil good plaque nil 4 14 17 8
f 34 M driver married nil hindu low OP alcohol nil good plaque nil 5 9 5 7
g 35 M coolie married nil hindu low OP - nil good plaque nil 4 8 4 9
a 45 M coolie married primary hindu low OP nicotine nil good plaque nil 5 7 6 7
g 57 F nil widow nil hindu low OP - nil good plaque nil 6 10 7 11
s 66 F coolie married primary hindu low IP - nil good plaque nil 5 12 24 18
j 34 F nil married nil hindu low OP - nil good plaque nil 14 23 16 12
h 35 F housewife married nil hindu low OP - nil good plaque nil 5 14 3 10
f 44 F nil married primary hindu low OP - nil good plaque nil 4 18 6 9
d 54 F nil married nil hindu low OP - nil good plaque nil 3 16 4 8
g 53 F housewife married primary christian low OP - nil good plaque nil 5 9 19 17
g 43 M nil married nil hindu low OP - nil good plaque nil 5 25 18 11
f 45 M coolie married nil hindu low OP nicotine nil good plaque nil 6 16 5 12
d 46 M farmer married nil hindu low OP - nil good plaque nil 5 6 3 9
s 44 M nil married nil christian low IP - nil good plaque nil 14 18 21 8
a 53 M coolie married primary hindu low OP alcohol nil good scalp nil 5 8 16 21
r 45 M driver married primary hindu low OP - nil good plaque nil 10 14 3 11
g 32 F housewife Unmarried nil hindu low IP - nil good plaque nil 12 24 21 10
d 53 F housewife married primary muslim low IP - nil poor plaque depression 13 21 19 22
e 45 F farmer married primary christian low OP - nil good plaque nil 4 6 17 5
a 46 F nil married nil christian low OP - nil good plaque nil 4 8 2 4
f 55 F housewife married primary hindu low OP - nil good plaque nil 5 5 6 13
r 44 F sales married degree muslim low OP - nil good plaque nil 6 4 5 4
d 28 F student married bsc hindu low OP - nil good plaque nil 6 3 12 7
g 51 M coolie married nil hindu low OP - nil good plaque nil 5 6 4 5
t 49 M coolie married nil hindu low OP - nil good plaque nil 4 4 16 9
f 33 M coolie married nil hindu low OP - nil good plaque nil 3 8 4 6
a 35 M fisherman married nil hindu low OP - nil good plaque nil 4 12 4 7
s 35 F nil Unmarried nil hindu low OP - nil good plaque nil 5 14 15 21
a 28 M coolie married nil hindu low OP - nil good plaque nil 5 9 6 6
d 52 F coolie married nil hindu low OP - nil good plaque nil 4 20 16 16
f 57 F housewife married nil hindu low OP - nil good plaque nil 5 16 5 7
r 29 M student Unmarried college hindu low OP - nil poor scalp nil 7 14 10 21
d 55 M coolie married nil hindu low OP alcohol nil good plaque nil 5 12 4 6
s 25 M coolie married nil hindu low OP - nil good plaque nil 4 9 18 12
e 33 F coolie married nil hindu low OP - nil good plaque nil 4 5 4 6
s 58 F coolie married nil hindu low OP - nil poor plaque nil 4 4 6 6
j 32 M coolie married primary hindu low OP - nil good plaque nil 2 22 19 13
u 36 M nil Unmarried nil hindu low OP - nil good plaque nil 3 19 6 21
h 59 F coolie married nil hindu low OP - nil good plaque nil 4 16 4 7
g 54 M coolie married nil hindu low OP alcohol nil poor plaque nil 5 12 3 8
d 38 M coolie married nil hindu low OP - nil good plaque nil 6 9 22 9
a 44 F housewife married nil christian low OP - nil good plaque nil 5 15 6 7
d 39 M engineer married degree hindu low OP alcohol nil good plaque nil 6 14 7 8
s 24 M driver married nil hindu low OP nicotine nil good plaque nil 5 21 22 16
e 39 F housewife married primary hindu low OP - nil poor plaque nil 7 10 2 8
d 42 M farmer married nil hindu low OP - nil good plaque nil 5 8 5 9
r 41 M coolie married nil hindu low OP alcohol nil good plaque nil 5 9 3 6
f 39 F coolie married nil hindu low OP - nil good plaque nil 4 12 4 5
d 35 M nil married nil muslim low OP nicotine nil good plaque nil 5 14 22 21
s 28 M coolie Unmarried nil hindu low OP - nil good plaque nil 5 16 13 4
a 45 M auto driver married primary hindu low IP - nil poor plaque nil 21 10 7 9
s 43 M nil married nil hindu low OP nicotine nil good plaque nil 5 14 26 11
a 47 F coolie married nil hindu low OP - nil good plaque nil 5 16 7 15
x 46 F housewife married primary hindu low OP - nil good plaque nil 12 18 24 12
a 38 F housewife married nil hindu low OP - nil good plaque nil 4 26 12 9
c 36 F coolie married nil hindu low OP - nil good plaque nil 6 6 4 5
a 46 F housewife married nil muslim low IP - nil good plaque nil 17 22 17 18
b 43 M coolie married nil hindu low OP nicotine nil good plaque nil 6 9 5 5
b 24 F coolie married primary hindu low OP - nil good plaque nil 16 16 15 21
z 37 M coolie married primary hindu low OP alcohol nil poor plaque nil 5 23 22 7
a 28 M coolie Unmarried nil muslim low OP nicotine nil good plaque nil 4 5 6 8
r 33 M nil married nil hindu low IP alcohol nil good scalp nil 16 22 23 22
e 46 F tailor married nil hindu low OP - nil good plaque nil 4 9 18 7
d 44 F housewife married nil muslim low OP - nil good plaque nil 5 8 4 6
f 52 F housewife married nil hindu low OP - nil good plaque nil 4 7 18 5
t 42 F housewife married nil hindu low OP - nil good plaque nil 4 6 7 8
s 53 F coolie married nil hindu low OP - nil good plaque nil 5 6 12 6
a 32 M tailor married primary hindu low OP nicotine nil poor plaque nil 14 21 7 21
s 31 M nil married nil hindu low OP nicotine nil good plaque nil 5 8 17 8
b 49 F housewife married nil christian low OP nil good plaque nil 4 5 7 9
u 38 M nil married primary hindu low OP alcohol nil good plaque nil 15 21 14 21
h 62 F nil Unmarried primary muslim low OP nil good plaque nil 6 5 7 6
g 47 F farmer married primary hindu low OP nil good plaque nil 7 4 7 8
k 48 M coolie married nil hindu low OP alcohol nil good plaque nil 5 6 6 7
a 56 F housewife married nil hindu low OP - nil good plaque nil 7 20 17 6
j 27 M nil Unmarried nil christian low IP alcohol nil good plaque nil 5 20 15 7
h 29 F coolie Unmarried nil christian low OP - nil good plaque nil 7 5 4 6
t 49 F coolie married nil hindu low OP - nil good plaque nil 6 6 7 9
f 48 F coolie married nil hindu low IP - nil good plaque nil 12 20 19 8
v 56 F coolie married nil hindu low IP - nil good scalp nil 16 11 8 21
s 57 F farmer married nil christian low OP - nil good plaque nil 5 12 6 8
d 45 M nil married nil hindu low OP - nil good plaque nil 15 21 21 9
s 44 M tailor married degree hindu low OP alcohol nil good plaque nil 6 8 7 11
a 46 M farmer married nil hindu low OP - nil good plaque nil 5 5 7 6
a 52 F tailor married primary hindu low OP - nil good plaque nil 4 18 14 12
e 61 F housewife married nil muslim low OP - nil good plaque nil 5 4 7 10
c 42 M farmer married nil muslim low IP alcohol nil good guttate nil 14 22 25 21
r 37 F tailor married degree christian low OP - nil good plaque nil 5 3 6 5
a 33 M coolie married nil hindu low OP nicotine nil good plaque nil 6 5 5 7
a 28 M coolie married nil hindu low OP - nil good plaque nil 6 6 7 8
l 64 M nil widower nil hindu low IP alcohol nil good plaque nil 14 23 18 21
o 59 F tailor married degree hindu low OP - nil good plaque nil 5 6 13 7
j 36 F housewife married primary hindu low OP - nil good plaque nil 6 9 7 5
a 55 F housewife married nil christian low OP - nil good plaque nil 5 6 6 7
h 33 M coolie married nil christian low OP nicotine nil good plaque nil 4 5 7 8
g 38 F farmer married nil christian low OP - nil good plaque nil 6 8 5 8
a 33 F housewife married nil christian low OP nicotine nil good plaque nil 5 7 6 9
a 29 M coolie married nil hindu low OP - nil good plaque nil 16 8 17 22
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