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ABSTRACT
Moderate to severe psoriasis is associated with concomitant diseases that may have a
significant impact on patients. It is necessary for the treating physician to recognize these
concomitant diseases, known as comorbidities, early as they influence the management
options. Important comorbidities are psoriatic arthritis, metabolic syndrome, Crohn’s disease,
depression, and cancer. Patients with severe psoriasis may be at an increased risk for
myocardial infarction and this subgroup of patients tends to have a reduced life expectancy.
The presence of co-morbid diseases is associated with an increase in concomitant medication,
some of which may worsen psoriasis; conversely, systemic treatment of psoriasis with certain
drugs may impact the co-morbid conditions. As dermatologists are the primary health-care
providers for psoriasis, adequate knowledge of comorbidities helps in choosing the appropriate
therapy as well as timely intervention.
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INTRODUCTION

Table 1: Comorbidities associated with psoriasis

Psoriasis is a multi-system inflammatory disease where
the skin and the joints are the primary targets. There
are many reports that psoriatic patients tend to have
concurrent illnesses that are termed as comorbidities,
though there are remarkably few studies from India.
The choice of therapy of psoriasis may be influenced
by their coexistence, and the systemic treatment
of psoriasis with certain drugs may impact them
negatively. Dermatologists should be aware of these
associations as they may be in a position to detect
them early, thus, allowing early intervention that may
improve the overall quality of life of the patient.
COMORBIDITIES IN PSORIASIS
Comorbidities can be classified as physical and
psychosocial [Table 1 and Figure 1]. Onumah et al.
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Psoriatic arthritis
Depression
Hypertension
Diabetes
Metabolic syndrome
Cardiovascular disease, such as coronary artery calcification and
myocardial infarction
Dyslipidemia
Crohn’s disease and ulcerative colitis
Autoimmune diseases
Non-alcoholic fatty liver disease
Chronic obstructive pulmonary disease
Obstructive sleep apnea

observed that the severity of psoriatic skin disease
portends a serious risk for the development of these
comorbidities;[1] patients with moderate to severe
psoriatic skin disease have a higher association with
these comorbidities,[1] which may be related through
common pathogenic mechanisms.
Comorbidities may increase with age; one recent
study found that patients older than 65 years had
a statistically significant higher prevalence of
hypertension, left ventricular hypertrophy, waist-hip
ratio, diabetes mellitus and raised blood glucose levels.
Psoriatic patients had a 4-fold increased risk of type 2
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hyperlipidemia, and cardiovascular (CV) disease.[4]
Several regions on chromosomes 16, 6, 4, and 3 have
been identified where genetic markers are linked to
both psoriasis and CD.[4] The susceptibility loci of
psoriasis, CD, and ulcerative colitis (UC) appear in
the 6P21 locus, an area that encompasses the utmost
histocompatibility complex.[4] This area includes the
inflammatory bowel disease 3 (IBD3) locus involved in
CD and UC and the PSORS1 locus involved in psoriasis.
Moreover, several non-major histocompatibility
complex-related genes, such as the IL-23 receptor and
IL-12B genes, have also been associated with psoriasis,
CD, and UC.[4]
Figure 1: Comorbidities associated with psoriasis

diabetes, 3-fold risk of myocardial infarction and life
expectancy shortened by 4 years compared to healthy
controls.[2] Nearly half of all the psoriasis patients above
65 years of age have at least three co-morbidities.[2] In one
study, patients with severe psoriasis were found to die
about 3-4 years earlier than patients without psoriasis.[3]
Pathogenesis of psoriasis and comorbidities
While the numerous susceptibility loci for psoriasis
and psoriatic arthritis (PsA) explains only a part of the
heritability of the disease, newer models of psoriatic
pathogenesis combine skin barrier function, T-helper 17
(Th17) pathway, innate immunity, signaling pathways,
Th2 pathway, and adaptive immunity involving CD8
T cells. These studies illustrate the importance of
both the keratinocytes and the immune system for the
pathophysiology of psoriasis.
Additional studies investigating the role of psoriasis
activity and severity as an independent risk factor
for developing metabolic disorders, atherosclerosis
and myocardial infarction and the role of psoriasis
treatment in altering the risk of developing these
serious morbidities are urgently needed.[4]
Common inflammatory pathways and genetic
predispositions for specific patterns in the immune
response may play a vital role in the evolution of
associated conditions, e.g., human leucocyte antigen
HLA Cw6 in psoriasis and PsA, tumor necrosis factor
alpha (TNF-α) in psoriasis and PsA, and interleukin
(IL)-12/23 in psoriasis and Crohn’s disease (CD).[4] Azfar
and Gelfand found that the psoriasis susceptibility loci
psoriasis susceptibility genes PSORS2, PSORS3, and
PSORS4 are also associated with loci of susceptibility
for metabolic syndrome, type 2 diabetes, familial

In addition to a genetic correlation, common
inflammatory pathways exist for psoriasis and IBD.
Psoriasis and CD are mediated by T-helper 1 (Th1)
lymphocytes producing cytokines such as TNF-α and
interferon (IFN)-γ. Th 17 cells also play a vital role in
psoriasis and CD, producing IL-17, IFN-γ, and IL-21
cytokines. Increased levels of IL-17 and IL-23 in the
intestinal lamina propria of patients with CD, in
the serum, and in the cutaneous lesions of psoriatic
patients have been noted.[5]
PSYCHOSOCIAL COMORBIDITIES
Psoriasis is associated with a variety of psychological
problems, including poor self-esteem, sexual
dysfunction, anxiety, depression, and suicidal ideation,
reported as high as 67% in one study.[6] This is not
surprising since psychosocial comorbidities are more
likely to occur in any chronic disease, especially the
one which is visible, and with the attendant problems
of smoking and alcohol abuse. These psychosocial comorbidities are not always proportional to or predicted
by, other measurements of disease severity such as
body surface area involvement or plaque severity.[7]
It has been suggested that it is essential to include
measures of psychosocial morbidity when assessing
psoriasis severity and treatment efficacy because of
the substantial role that psychosocial burden plays in
patient's perception of disease severity, quality of life,
and disease course.[8]
Multiple studies have concluded that psoriasis sufferers
feel self-conscious, disturbed or inconvenienced by
the shedding of the skin, live in a constant fear of
relapse, and avoid social interactions.[9,10] In one study,
the disease affected their social functioning and led to
decreased efficiency and subjective distress at work in
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more than half of the subjects.[6] Those who develop
psoriasis at a younger age may have stronger feelings
of stigmatization than those with a similar clinical
picture later in life.[11]

severe psoriasis than for mild psoriasis,[21,22] but this
association has still not been established beyond
doubt as the number of studies are few and some
studies have conflicting results.

Kimball et al. found that patients with psoriasis were
significantly more at risk of developing psychiatric
disorders versus control subjects (5.13% vs. 4.07),
especially depression (3.01% vs. 2.42) and anxiety
(1.81% vs. 1.35%).[12] Other studies have demonstrated
up to a 45% prevalence of anxiety among psoriasis
patients, more commonly in women.[13] One study also
found that psoriatic women were more depressed than
psoriatic men.[14] Depression and suicidal ideation are
relatively more common in patients with extensive
psoriatic disease than in milder ones.[15,16]

The updated Adult Treatment Panel III (ATPIII) criteria
for the diagnosis of metabolic syndrome includes
three or more of the following: triglyceride ≥ 150 mg/dl
(1.7 mmol/l), HDL cholesterol < 40 mg/dl (1.03 mmol/l)
in men and < 50 mg/dl (1.29 mmol/l) in women, fasting
glucose ≥ 100 mg/dl (5.6 mmol/l) or previously diagnosed
with type 2 diabetes, blood pressure ≥ 130/85 mmHg
or on antihypertensive medication, and central obesity
(defined as waist circumference ≥ 90 cm in men and ≥
80 cm in women, according to the ethnic criteria for
Asians). The International Diabetes federation (IDF)
requires central obesity (defined as waist circumference
≥ 90 cm in men and ≥ 80 cm in women for Asians,
except for Japanese) plus two of the following four
factors: triglycerides ≥ 150 mg/dl, HDL cholesterol
< 40 mg/dl in men and < 50 mg/dl in women, fasting
glucose ≥ 100 mg/dl or previously diagnosed with type
2 diabetes, and blood pressure ≥ 130/85 mmHg or on
treatment for hypertension.[23,24]

Kremers et al. noted that patients with psoriasis
have a higher prevalence of smoking and alcohol
consumption.[17] Psoriasis appears to be exacerbated by
drinking habit.[18] The amount of alcohol consumption
may be related to both a higher incidence and severity
of psoriasis. The mechanisms by which alcohol affects
psoriasis include the production of pro-inflammatory
cytokines, stimulation of lymphocyte and keratinocyte
proliferation, and increased susceptibility to infections.
TNF alpha has been found to play a crucial role in
alcoholic hepatitis. Alcohol misuse can predispose to
an increased risk of liver disease and drug interactions.
Alcoholic and non-alcoholic liver diseases have both
found to be common in patients of psoriasis.[18]
Thus, psoriasis leads to significant psychosocial
disability and psychological comorbidities lead to poor
treatment outcomes and worsening or precipitation of
disease.[19] This facet of the disease should be addressed
by psychological and behavior therapy.[20]
PSORIATIC ARTHRITIS (PsA)
PsA is the most common association. It has been
discussed separately in another article.
METABOLIC SYNDROME
Psoriasis is associated with metabolic syndrome,
which encompasses obesity, raised triglycerides, low
high density lipoprotein (HDL), insulin resistance,
and hypertension. Its importance lies in its ability
to predispose sufferers to CV disease. There are
some reports that the association is stronger for
S12

The most common feature of the metabolic syndrome
among patients with psoriasis was abdominal obesity,
followed by hypertriglyceridemia and low levels of
HDL cholesterol.[3] The prevalence was higher in
women than in men with psoriasis. Obesity itself is
an independent risk factor for developing psoriasis.
Sterry et al. found that obese patients were more
likely to have severe psoriasis (i.e. >20% body surface
area). Intra-abdominal obesity was directly linked
to the metabolic syndrome.[25] Several studies have
shown that psoriasis is associated with atherogenic
dyslipidemia with increased blood levels of total
cholesterol, triglycerides, low density lipoprotein
(LDL), very low density lipoprotein, and lipoprotein
A, and low levels of HDL and apolipoprotein B.[26]
Women with psoriasis showed a 63% increased risk
of future diabetes compared with women without
psoriasis.[3] In addition to a relationship between
psoriasis and elevated blood glucose and blood pressure
in the context of metabolic syndrome, observational
studies have detected independent associations
between psoriasis and hypertension and diabetes.
The pathophysiology of metabolic syndrome
is attributed to insulin resistance mediated by
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adipocytokines, such as TNF-α, leptin, and
adiponectin. The predominant underlying risk factor
is visceral adiposity.[27] Elevated levels of leptin and its
receptor are found in the serum and skin of psoriasis
patients, which is thought to result from adipose stores
as well as inflammatory processes.[28] Adiponectin is a
circulating hormone produced by adipocytes that has
antiinflammatory activity by suppressing production
of TNF-α, IL-6, and INF-γ, improves insulin sensitivity
and has antiatherogenic effects.[28] Leptin, produced by
adipocytes, participates in immune and inflammatory
processes, stimulating the release of pro-inflammatory
cytokines. Adiponectin exerts an opposing action
promoting sensitization to insulin, reduction of TNF-α
production and macrophage phagocytic activity.
Obesity, mainly visceral causes hypoadiponectinemia,
which results in higher CV risk.[29] Naldi et al.
found that leptin deficiency negates autoimmune
pathophysiology, suggesting a potential link between
adipose tissue and psoriatic inflammation.[30]

especially in cases of severe psoriasis, where patients
are on long term systemic drugs and/or have been
hospitalized for psoriasis. The higher prevalence of
CV risk factors may predispose to an increased risk
of atherosclerosis as well as myocardial infarction.
Psoriasis confers an independent risk for myocardial
infarction, the relative risk being greatest in young
patients with severe psoriasis.

A state of chronic low grade inflammation exists in
obese patients and this could explain the role that
obesity plays in the development of psoriasis and a new
report showed a direct correlation between obesity as
measured according to different parameters and psoriasis
severity.[31] A high level of TNF-α, IL-6 and C-reactive
protein is found in patients with high body mass
index. This, in turn, may lead to alterations in insulin
sensitivity/resistance and higher oxidative stress and
the production of free radicals. These pro-inflammatory
cytokines could affect the course and presentation of
psoriasis. Food containing free fatty acids may activate
toll-like receptors 4 on the cellular surface of adipocytes
and macrophages, thereby producing a state of insulin
resistance.

Psoriasis might be associated with endothelial
dysfunction, both because of the abundance of proinflammatory cytokines as well as the metabolic
abnormalities found in it.[34] Th1/Th2 imbalances are
involved in the pathogenesis of both atherosclerosis
and psoriasis.[6] The proinflammatory cytokines IFN-γ,
TNF-α, IL-1, and IL-6, may favor the development
of atherosclerosis and ultimately acute coronary
syndrome as well as psoriasis.[33] Osteopontin, an
inflammatory glycoprotein that exerts a Th1 cytokine
effect is thought to play a role in the development of
atherosclerosis. Psoriasis is an independent risk factor
for elevated osteopontin levels.[28]

It is likely that a state of chronic low-grade inflammation
and traditional risk factors both contribute to the
predisposition of psoriasis patients to CV and metabolic
comorbidities. Boehncke et al.[32] have proposed the
concept of the ‘psoriatic march’, which while not formally
proven, suggests a causal link between psoriasis as a
systemic inflammatory condition and CV comorbidity.
According to this hypothesis, systemic inflammation
may cause insulin resistance, which triggers endothelial
cell dysfunction, subsequently leading to atherosclerosis
and finally myocardial infarction or stroke.[32]
CV DISEASE AND PSORIASIS
Data support the association of psoriasis with CV risk,

CV conditions significantly associated with psoriasis
are ischemic heart disease, angina and myocardial
infarction; cerebrovascular disease, transient ischemic
attack, and stroke; and peripheral vascular diseases.
CV conditions sporadically associated with psoriasis
are arrhythmia, structural heart disorders, and
pulmonary hypertension. Subclinical CV changes
significantly associated with psoriasis are coronary
artery calcification, arterial stiffness, and increase in
intima-media thickness.[33]

Use of TNF-α inhibitors for psoriasis was associated
with a significant reduction in the myocardial
infarction risk and incident rate compared with
treatment with topical agents.[35] The study also found
that the use of TNF-α inhibitors for psoriasis was
associated with a non-statistically significant lower
myocardial infarction incident rate compared to
treatment with oral agents or phototherapy.[35]
PSORIASIS AND LIVER AND GASTROINTESTINAL TRACT
Non-alcoholic fatty liver disease (NAFLD) is more
prevalent in obese patients without exposure to an
obvious cause. It includes a spectrum of conditions
ranging from simple fatty liver to non-alcoholic
steatohepatitis (NASH), which can give rise to fibrosis,
cirrhosis, and eventually hepatocarcinoma. NAFLD
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is now regarded as the hepatic manifestation of the
metabolic syndrome. It also leads to endothelial
dysfunction, thus leading to CV disease.
In a recent cross-sectional study, the frequency
of NAFLD in patients with psoriasis was found
remarkably greater than in controls (47% vs. 28%).[5]
Psoriatic patients with NAFLD were more likely to
have the metabolic syndrome and had significantly
higher serum C-reactive protein (CRP) and IL-6 levels
and lower serum adiponectin levels than those with
psoriasis alone. Patients with psoriasis and NAFLD
(and specifically, non-alcoholic steatohepatitis NASH) are at an increased risk for methotrexate
(MTX)-induced hepatotoxicity.[5]

Patients who have used systemic therapies have a
higher incidence of non-melanoma skin cancers and
lymphoproliferative diseases.[40] Systemic PUVA treated
patients too are at an increased risk of non-melanoma
skin cancers, and this risk remains increased up
to 15 years after stopping PUVA. Bath PUVA is not
associated with this risk. Psoriatics with mild disease
also have a slightly higher incidence of cancer.[41]
Psoriasis patients over 65 years have a threefold increase
in lymphomas.[40] Other cancers are also more prevalent
in psoriasis: carcinoma of the oral cavity and pharynx,
esophagus, liver, pancreas, lung, skin (squamous cell
carcinoma), bladder, kidney, female breast, male genital
cancers, and mycosis fungoides in men.[41]

In an Indian study, the occurrence of NAFLD was higher
in psoriasis patients than in controls (17.4 vs.7.9%;
P = 0.002). NAFLD patients in the psoriasis group
were more likely to have metabolic syndrome and
diabetes than those with psoriasis alone. The former
group had a longer duration of psoriasis and arthritis.
Psoriasis patients with NAFLD had more severe
disease. Psoriasis patients had more severe NAFLD
than controls as reflected by the steatosis, NASH and
fibrosis scores. The authors concluded that NAFLD
is the commonest liver disease in Indian psoriatic
patients when compared to controls.[36]

Frentz and Olsen found psoriatics to have an
elevated risk of squamous cell carcinoma (observed/
expected ratio - O/E: 4.1), basal cell carcinoma
(O/E: 2.2), cancer of the lung (O/E: 1.5), oral cavity
(O/E: 2.3), larynx (O/E: 2.4), and pharynx (O/E: 4.1) in
men; and cancer of the lung (O/E:1.6), colon (O/E: 1.4)
and “unspecified sites” (O/E: 2.5) in women. It is unclear
if the increased risk of malignancy is secondary to
the potentially carcinogenic and immunosuppressive
agents used to treat psoriasis or due to smoking and
alcoholism which is more common in psoriatics or
some genetic predisposition.[42]

Binus et al. found that patients with both psoriasis and
inflammatory bowel disease (IBD) had significantly
higher rates of autoimmune thyroiditis, hepatitis and
diabetes as well as seronegative arthritis.[37] They
concluded that patients with both psoriasis and IBD
have a number of further associated comorbidities,
some at significantly higher levels than in individuals
with psoriasis only. Psoriasis and CD are inflammatory
disorders primarily mediated by Th1 lymphocytes
producing cytokines such as TNF-α and IFN-γ. Family
members of patients with psoriasis and Crohn’s disease
have a higher incidence of the other disease.[37,38] In a
recent study, the prevalence of celiac disease in patients
with psoriasis was significantly higher than in controls
(0.29% vs. 0.11%).[5] Ludvigsson et al. in a Swedish
cohort study of 401 patients concluded that individuals
with celiac disease were at increased risk of psoriasis
both before and after celiac disease diagnosis.[39]

PSORIASIS AND CHRONIC OBSTRUCTIVE PULMONARY
DISEASE (COPD)
Increased rates of chronic obstructive pulmonary
disease (COPD) have been detected in patients with
psoriasis. A Taiwanese study observed that psoriasis
patients were at a greater risk of developing COPD
with significantly lower COPD-free survival rates than
the comparison cohort.[43] Another large, populationbased case–control study found that the prevalence
of COPD was significantly higher in patients with
psoriasis (5.7% vs. 3.6%, P < 0.001, odds ratio [OR]
1.63). The authors recommended that dermatologists
caring for patients with psoriasis should be
aware of this association, consult a physician or a
pulmonologist, and advise patients to stop smoking
and reduce additional risk factors for COPD.[44]
PSORIASIS AND THE EYE

PSORIASIS AND CANCER
The cancer risk is elevated in severe psoriasis cases.[40]
S14

Eye inflammation, especially uveitis is a prominent
feature of spondyloarthropathies. Uveitis associated with
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undifferentiated spondyloarthropathy, inflammatory
bowel disease, and psoriasis may be less characteristic in
its presentation, with a higher tendency of the posterior
pole involvement, bilaterality, and chronicity.[45]
Lima et al. found keratoconjunctivitis sicca to be the
most common ocular finding related to PsA.[46]
LONGEVITY
Psoriatic patients may have decreased longevity. Riech
reported that co-morbidities are likely to contribute
to the 3- to 4-year reduction in life expectancy, in
patients of severe psoriasis.[47] The mortality may be
related to the age of onset of psoriasis; the decrease
in longevity may be as much as 20 years in patients
whose psoriasis begins before 25 years of age.
COMORBIDITIES AND MANAGEMENT OF PSORIASIS
Comorbidities also mean more medications for
patients, adding to the financial burden to the patient
and the health care system. In one study, patients
with psoriasis had higher prescription rates for all
drugs associated with the metabolic syndrome (with
an absolute maximum difference of 5%) compared
with the reference population, but they were also
more likely to have used other prescription drugs.[48]
They used significantly more antihypertensives,
anticoagulant and antiplatelet agents, digoxin,
nitrates, lipid lowering and antidiabetic drugs than
the reference population during a 5-year period
observation.[48]
Drugs that can trigger psoriasis include beta blockers,
lithium, antimalarials, and angiotensin converting
enzyme (ACE) inhibitors. ACE inhibitors and beta
blockers are used for hypertension, which is a wellknown comorbidity of psoriasis and part of the
metabolic syndrome.[49]
Treatment options must take into consideration the
patients’ comorbidities (to identify contraindications)
and co-medications (to avoid drug interactions).
Comorbidities not only reduce therapeutic options, but
can potentially be aggravated by anti-psoriatic treatment.
Acitretin may increase triglycerides and cholesterol,
negatively influencing the dyslipoproteinemia linked
to metabolic syndrome.
In some patients, cyclosporin can cause or worsen
hypertension and may also increase serum lipids, thus

Comorbidities in psoriasis

increasing the risk of endothelial dysfunction and
CVD.[50] At the same time, it may reduce the risk of CV
disease in psoriatics by decreasing inflammation.
Methotrexate (MTX), one of the most frequently used
antipsoriasis drugs has to be used with caution in the
presence of diabetes, obesity, and alcohol consumption.
Riech suggested that successful treatment with MTX
appears to lower the rates of myocardial infarction (MI)
in patients with psoriasis.[47]
Natural sunlight and UV phototherapy, effective in
the treatment of psoriasis, can potentially induce a
degree of systemic immunosuppression mediated via
Th2 cytokines IL-4 and IL-10. UV-induced vitamin D
production also reduces the risk for atherosclerosis by
augmentation of IL-10 and down-regulation of TNF-α,
C-reactive protein (CRP) and IL-6 production and
modulation of the renin–angiotensin system.[51]
In addition to their lipid-lowering effects, statins have
potential immunosuppressive benefits by reducing the
inflammatory load and risk of CV diseases in patients
with elevated cholesterol levels, thus validating their
benefit in psoriasis.[52] Statins reduce the annual
incidence of stroke by approximately 30% in patients
with coronary artery disease, an effect that may be due
to anti-inflammatory actions in addition to lowering
cholesterol levels. The anti-inflammatory effects may
be due to inhibition of the inflammatory activity of
macrophages or a reduction of tissue factor and matrix
metalloproteinase (MMP) expression. In addition,
statins have down-regulatory effects on systemic
markers of inflammation, such as CRP and serum
amyloid A, in patients with atherosclerosis.
TNF-α inhibitors counteract insulin resistance and
demonstrate an even higher protective effect against
the development of diabetes or CV comorbidities in
psoriasis patients.[47] Studies of PsA showed that antiTNF-α treatment resulted in an anti-proatherogenic
effect, and decreased LDL and triglyceride levels. For
patients with associated comorbidities, the biologics
approved for the treatment of psoriasis are valuable
therapeutic options.[53] Pietrzak et al. in a review of
CV aspects of psoriasis found an elevated risk of CV
events in psoriatic patients in relation to non-psoriatic
controls (odds ratio - OR 1.28). They suggested that the
treatment of the inflammatory processes involved in
the pathogenesis of both psoriasis and atherosclerosis
may be beneficial in reducing the CV risk in psoriatic
patients.[54]

Indian Journal of Dermatology, Venereology, and Leprology | 2013 | Vol 79 | Supplement 1

S15

Aurangabadkar

Comorbidities in psoriasis

COMORBIDITIES: RECOMMENDATIONS FOR SCREENING
There is a need to establish recommendations for
Indian patients with psoriasis for the early detection
of comorbidities. As published in the National
Psoriasis Foundation Clinical Consensus on Psoriasis
Comorbidities, the American Heart Association
recommends screening for CV risk factors as early as
age 20. At the age of 40, the following risk factors need
to be screened every 2 years: pulse, blood pressure
(target < 120/80), body mass index < 25 kg/m2, waist
circumference < 35 inches for women, <40 inches for
men, total cholesterol < 200 mg/dL, HDL cholesterol
= or > 50 mg/dL, LDL < 100 mg/dL and fasting blood
glucose < 100 mg/dL. They also recommend smoking
cessation, moderating alcohol intake, and exercising 3
times a week for 30 min.[55]
CONCLUSION

9.
10.
11.
12.
13.

14.

15.

16.

The awareness of comorbidities associated with
psoriasis, particularly severe psoriasis, has led to a
paradigm shift in the understanding of the disease
and its management. Dermatologists should not just
recognize and treat the signs and symptoms of psoriasis
but should also screen patients to detect the existence of
comorbid conditions such as PsA, metabolic syndrome,
and CV disease. A multidisciplinary approach, with
coordination between dermatologists and other
specialists, is needed due to the systemic nature of
inflammation in psoriatics. This will minimize comedication, prevent overlap and improve compliance,
improving the standards of care of psoriasis patients.
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