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INTRODUCTION 

Psoriasis is a hereditary skin disorder of unknown etiology which affects to 1-3% of the general 

population worldwide. The most common physical symptom of psoriasis is the presence of thick, 

dry, red skin lesions in form of plaques covered by silvery scales. The extent of body surface areas 

affected by this condition is variable, ranging from limited disease (< 2% body surface affected) in 

nearly 80 % of patients to more extensive skin involvement in 20 % of patients. As a chronic 

inflammatory cutaneous disease, psoriasis is associated with impairments which affect to the quality 

of life of patients even in limited or mild cases. Despite of improvements in therapies with biologic 

agents, there are emerging comorbidities associated with this cutaneous condition as patients with 

psoriasis show higher incidence of comorbidities than expected (1-6). Such comorbidities include: 

obesity, diabetes, cardiovascular disease, different types of cancer, depression, inflammatory bowel 

disease and psoriatic arthritis. Although the relationship between psoriasis and most of comorbidities 

is not completely clear, it is likely to be linked to the inflammatory nature of psoriasis. However, 

epidemiological studies suggest the role of the psoriasis as an independent risk factor of these 

outcomes. Advances in the knowledge of the pathogenesis of psoriasis and these comorbidities have 

discovered common physiopathologic mechanisms which may provide a biological plausibility of 

the associations and explain why such disorders are more frequently observed in these patients 

through epidemiological studies.  
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PSORIATIC ARTHRITIS 

Psoriatic arthritis (PsA) is defined as a spondyloarthropathy characterized by synovitis, 

enthesitis, dactylitis and spondylitis. It is a well-established comorbidity associated with 

psoriasis. This condition was first described by Aliber (7) in 1818 who observed 

elevated incidence of joint disease in patients with psoriasis. Despite of in serial cases 

studies this comorbidity is observed in up to 34% of patients, popular-based studies 

show that psoriatic arthritis affects to no more than 4-8% of patients with psoriasis(8). 

Since in less than 20% of patients musculoskeletal symptoms are present before the 

classic cutaneous manifestations of psoriasis (9) (PsA sine psoriasis), it is important to 

keep this condition in mind for early detection of the disease and institution of 

treatment: in these patients, where the key skin manifestations are absent, the correct 

diagnosis will depend solely on the recognition of specific features of the joint disease. 

HLA-B27 seems to play a role in the pathogenesis: a high rate of HLA-B27 marker has 

been found in an important subgroup of patients with psoriatic arthritis (10). In addition, 

HLA-B27 has been linked to those psoriasis with late on-set (type II psoriasis) (11). 

This condition is uncommon in children and usually affects to young persons, typically 

in their third of fourth decade. It is characterized by swelling, tenderness and pain of 

joints. The severity of psoriatic arthritis is not parallel to severity of skin lesions (12). 

Symptoms in joint are quite variable ranging from minimal arthritis to severe case with 

polyarthritis with joint damage and loss of movility (13). Enthesopathy is a major 

feature of psoriatic arthritis (often underdiagnosed) affecting more frequently plantar 

fascia or Aquilles tendons. Dactylitis, an inflammation of the joints and tendons of the 

whole digit affects to 15-45% of patients. Five different clinical patterns of psoriatic 

arthritis have been described (14). These patterns include: Distal interphalangeal 
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(classic), Arthritis mutilans, Symmetrical polyarthritis, Asymmetrical oligoarthritis and 

Spondyloarthropathy. These patterns may overlap, particulary in patients with 

longstanding disease.  

As one of subtypes of seronegative arthropathies, majority of patients with PsA 

(85%) have rheumatoid factor negative and this feature is necessary not make the 

diagnosis (Table 1). Laboratory parameters of inflammation (C-reactive protein and 

erythrocyte sedimentation rate) are frequently normal or minimally elevated in PsA. 

Some typical features in the X-rays include: Pencil-in-cup appearance of the joints, 

resorption of ht distal tuft and irregular periosteal bone proliferation. Nevertheless, there 

are no radiological, clinical or serologic signs pathognomonic for the detection of this 

condition. Thus the diagnosis is based on clinical features: Enthesopathy, dactylitis, 

spinal involvement and periosteal proliferation. Two different scores can be used to 

make the diagnosis (Table 2). Ultrasonography and magnetic resonance are useful for 

detecting enthesopathy at the very earliest stage of psA. Bone marrow edema beside to 

the entheseal insertion is characteristic and is thought to be a manifestation of 

underlying osteitis. 

Asymmetrical oligoarthritis and Spondyloarthropathy patterns may be 

particularly difficult to distinguish from other seronegative spondyloarthropathies: 

Clinical and radiological features of these two patterns are similar to those of reactive 

arthritis which may present with wide range of skin rash and lesions complicating the 

differential diagnosis. PsA and rheumatoid factor-negative rheumatoid arthritis share 

some characteristics, therefore, in some cases, it is difficult to distinguish one condition 

from other with unrelated psoriasis. Specific characteristics of PsA which are usually 

not present in rheumatoid arthritis include asymmetric arthritis, dactylitis, enthesitis, 

proliferative bone changes and distal interphalangeal joint damage (16). PsA typically 
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has a relative asymmetry of spinal/sacroiliac involvement and more periosteal and/ or 

syndesmosmophytes reaction compated to ankylosing spondylitis or spondyloarthritides 

related to inflammatory bowel disease. The classic pattern of PsA (distal interphalangeal 

involvement) may be misdiagnosed with osteoarthritis, particularly inflammatory 

erosive osteoarthritis. The key sign to make the correct diagnosis is the concomitant 

psoriatic nail involvement in the majority of patients with PsA. Pitting is the most 

common psoriatic nail lesion, while subungueal hyperkeratosis, nail bed discoloration, 

transverse grooves or longitudinal ridging or onycholysis may be seen as well. In 

addition, the fine interpretation of X-ray may help to distinguish this condition from 

osteoarthritis: the lack of apposition of adjacent bony margins is characteristic of PsA, 

unlike in osteoarthritis the osseous surfaces are typically closely applied. In addition, 

the presence of irregular excrescences of bone tissue and the lack of juxtaarticular 

osteoporosis strongly support the diagnosis of PsA. 

Some clinical predictive factors for progressive disease include polyarticular 

involvement, elevated acute phase reactants, erosive joint disease, physical disability 

and lack of response to inicial therapeutic agents. About 20% of patients may suffer 

from this severe destructive progress of the disease. Futhermore, these patients 

experience a reduced quality of life and increased functional dysfunction compared to 

the general population (17). Finally, Patients with PsA have higher rate of mortality and 

cardiovascular complications which has been found as the first cause of death in this 

group (18).  

The enhanced knowledge and understanding of the pathogenesis of PsA has led 

to the introduction of highly specific drugs in the arsenal of treatments for PsA. Most of 

experience with some of these drugs has been obtained from rheumatoid arthritis and 
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ankylosing spondylitis. The type of therapy for PsA depends on the severity of joint 

damage at the time of presentation. Moderate cases may be controlled with nonsteroidal 

anti-inflammatory drugs. This therapeutic group produces symptomatic relief, but do 

not have any effect on the progression of the joint diasease and some of them can 

worsen the skin disease. Severe cases with destructive progression or polyarticular 

involvement need early administration of traditional disease modifying antirheumatic 

drugs such as methotrexate, leflunomide, cyclosporine and sulphasalazine. Biologic 

agents, particulary TNFα antagonists, (infliximab, etanercept and adalimumab) have 

shown significant effect in treating cases refractory to drug therapies, however the 

precise impact of these therapies on the disease course remains unknown. Futhermore, 

combinated therapy of two or more non-biologic drugs or one biologic agent and non-

biologic drugs has proved to be superior to monotherapy in PsA. Synovectomy may be 

considered in patients with refractory arthritis in a single involved joint. 

 

CARDIOVASCULAR COMORBIDITIES 

Metabolic Syndrome 

Metabolic syndrome (MetS) constitutes a group of lipid and non-lipid cardiovascular 

risk factor with a metabolic origin. It is defined by the presence of, at least, 3 of the 

following features: Abdominal obesity, increased insulin resistance/elevated glucose 

level, decreased high-density lipoprotein cholesterol, hypertriglyceridemia and 

hypertension (Table 3). 

The clinical relevance of MetS is that it defined people with increased long-term 

risk of cardiovascular diseases, atherosclerosis and diabetes. The reason for this is that 
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the combination of risk factors for MetS interacts synergistically to accelerate or start 

the progression of atherosclerosis and diabetes. Its prevalence is increasing in parallel 

with population ageing and “epidemic” obesity. The etiology of MetS is unknown with 

an extremely complex pathophysiology which has only partially elucidated. There is a 

debate regarding if obesity or insulin resistance is the cause of MetS or the 

consequences of metabolic dysfunction. 

Patients with psoriasis have a high rate of cardiovascular complications and 

MetS compared to controls without psoriasis (19). In addition, different cross-sectial 

studies using varying analytic approaches have found connection between isolated 

components of MetS with psoriasis (20-24). 

Those psoriatic patients with MetS have longer mean duration of the disease 

than those without MetS (22). It is possible that psychosocial inactivity, eating habits, 

depression, emotional stress and inflammatory cytokines associated with psoriasis 

contribute to the development metabolic syndrome. All these data suggest that patients 

with psoriasis may be considered as population with a potential cardiovascular risk, so 

that the need to counsel them to change their behavior habits. Early diagnosis, 

prevention and management are the key approaches in reducing this risk. 

 

Dyslipidemia 

The association between dyslipidemia and psoriasis is well-established, with multiple 

controlled trials supporting it (19,20,24-26). Patients with psoriasis show decreased high 

density lipoprotein and increased levels of total cholesterol, triglycerides, low density 

lipoprotein and very low density lipoprotein, all well-known risk factors of 
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atherosclerosis. Futhermore, it is interesting that this metabolic profile is present in 

psoriatic patients at the early onset of the disease, which suggests the presence of 

dyslipemia is prior to the onset of the skin disease (24). However, findings from 

population-based studies show that the association between psoriasis and dyslipidemia 

is not consistent: Such connection disminishes and becomes non-significant when 

controlling conditions such as obesity and diabetes, which are influence factors in the 

lipid metabolism (27). 

Obesity 

Obesity has become the main metabolic disease in the World. In fact, obesity is a 

common condition affecting not only in affluent societies, but also in developing 

contries. Overweight and obesity are measured with the body mass index (BMI): a 

measure of body fat based on height and weight. Among patients with psoriasis, 

overweight and obesity (defined as BMI>25 and BMI>30 respectively) are very 

common according to findings from numerous studies (19,22,24,27-29). 

Phisiopathologically, adipocites influence in lipid profiles by increasing the levels of 

proinflammatory cytokines, mainly alpha-tumor necrosis factor and interleukin-6, free 

fatty acids, cholesterol and tryglicerids. Increasing accumulation of visceral fat leads to 

the overproduction of these cytokines. Abnormal production of these cytokines by 

visceral fat contributes to a proinflammatory state. This state is likely to contribute to 

the health problems associated with obesity and helps to understand the link between 

obesity and dyslipidemia. If obesity is an independent risk factor to develop psoriasis or 

a manifestation of psoriasis, it remains unclear. Recent cross-sectional studies suggest 

that obesity is a risk factor of psoriasis (30-32). In the other hand, data from large 

population works indicate that increased body mass index is found after the diagnosis of 
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psoriasis, suggesting that obesity is not cause, but effect of psoriasis (33). Irrespective 

of cause and consequence, what is clear those patients with severe psoriasis shown 

higher body mass index than patients with light or moderate grade of psoriasis (27,33). 

Insulin resistance / Diabetes 

Insulin resistance is a key aspect of the MetS. The extra insulin levels derivated from 

the insulin resistante can lead directly or indirectly to the characteristic metabolic 

abnormalities found in patients with MetS. Frequently, the insulin resistance progresses 

to type 2 diabetes. This condition accompanied with cardiovascular disease is 

responsible for major mortality and morbility in West society. Multiple epidemiologic 

studies have found an increased rate of insulin resistance and diabetes in patients with 

psoriasis compared with controls (19,23,27,34,35). The presence of psoriasis is an 

independent risk factor for diabetes, such dyslipemia and obesity, based on the findings 

of a cross-sectional study in UK (27). Due to the high rate of abdominal obsesity and 

dyslipemia among patients with psoriasis, the association between this skin condition 

and diabetes is unsurprising. Inflammation could be a biologically plausible mechanism 

underlying this association, in order that insulin resistance has been previously linked to 

inflammation (36,37)
 
and elevated C-reactive protein levels are predictive of diabetes 

(38,39). Therapies for psoriasis with oral steroids may provocate diabetes. Nonetheless, 

this approach is not the standard and is avoided in psoriatic patients owing the potential 

for disease worsening. Topical steroids are often used in psoriasis, but only if applied on 

large body surface areas for long periods, can be absorbed systemically and develop 

diabetes. Although, the adherence to long-term topical steroid use is low among 

psoriatic patients and it can’t explain the observed increase in risk of diabetes. 
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According to two large population-based studies, female psoriatic patients have more 

risk to develop diabetes than male patients (1,5). The duration of the psoriasis seems to 

have a link with the insulin resistance, because those patients with long-term psoriasis 

show less insulin sensitivity when challenged with oral glucose than patient with short-

term disease (40). 

Hypertension 

Hypertension is a common manifestation of metabolic disturbances. Although 

hypertension and psoriasis share common risk factors, such as obesity and smoking, the 

association between these two conditions is unclear and not well-established by the 

current literature. Some studies suggest an increased prevalence of hypertension in 

patients with psoriasis compared to controls (25,41). Possible explanations to this link 

are the systemic inflammation and the psoriasis treatments: Psoriasis is a chronic 

inflammatory diasease, and inflammation is considered a risk factor for hypertension 

(41,42). In the other hand, recent studies have failed to support the relationship between 

psoriasis or its severity and hypertension (24): A large population-based study of 

127,706 patients with psoriasis showed not significant association when controlling risk 

factors such as obesity and smoking (27). 

All these data suggest further researches are needed to clarify the possible 

association between hypertension and psoriasis, and how the therapies for psoriasis can 

influence in the levels of blood pressure. 

Atherosclerosis 

Atherosclerosis and diabetes are the major factors of mortality and morbidity in west 

culture. Several lines of research state that psoriasis is associated with enhanced 
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atherosclerosis and risk of cardiovascular disease, being chronic inflammation the 

converged point between psoriasis and atherosclerosis (43,44). In fact, immunological 

activities and pro-inflammatory cytokines play an important role in both diaseases, with 

atherosclerosis sharing multiple pathogenic features with psoriasis. For example, CD4 

T-cells are the key cells in the immune compromise with same pattern of adhesion 

molecules in both conditions (45-50). Histologically, there are also some sharing 

characteristics between psoriasis and atherosclerosis: infiltrating T-cells, 

monocytes/macrophages, neutrophils, dendritic cells and mast cells (51,52). The 

cytokine network in atherosclerosis and psoriasis is mainly based in TNFα, IL-2 and 

INFγ (46,48). INFγ is an important mediator of inflammation in both atherosclerosis 

and psoriasis and can stimulate the expression of ICAM-I and MHC class II molecules 

(53,54). INFγ modifies the keratinocyte proliferation and causes a defective 

cornification leading to typical psoriatic lesion. TNFα activates and increases the 

keratinocyte proliferation and stimulates the production of C-reactive protein (CRP). 

Elevations of CRP in blood is a risk factor for cardiovascular disease and seems to be 

predictive of cardiovascular disease in healthy population (55,56). Futhermore, CRP as 

well as other plasma acute-phase biomarkers such as fibrinogen and plasminogen 

activator inhibitor-1 have been found significantly elevated in patients with psoriasis 

compared to healthy controls and seems to correlate with severity of psoriasis (57-62).  

Finally, angiogenesis is a well-established feature common to atherosclerosis 

and psoriasis with vascular endothelial growth factor (VEGF), which is known as a 

potent pro-angiogenic factor, upregulated in both conditions. These vascular 

abnormalities might be the link between these diseases (63-65). In psoriasis, human 

keratinocytes control the production of VEGF in response to cytokines involved in 

psoriasis pathogenesis (63). In addition, angiogenesis is also stimulated by pro-
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angiogenic cytokines involved in psoriasis and atherosclerosis involvement such as IL-

8,IL-1 and TNFα.   

Given all these features it is reasonable to suggest that psoriatic patients may 

have a higher risk for cardiovascular disease, therefore detection of subclinical 

atherosclerosis in psoriatic population is important to prevent cardiovascular disease. 

Intima-media thickness of the carotid artery is a good indicator of subclinical 

atherosclerosis, and in patients with psoriatic arthritis it has been correlated with 

cardiovascular disease risk factors such as BMI, elevated serum glucose levels and 

elevated blood pressure (66).  

Taking into consideration the common mechanism underlying the development 

of psoriasis and atherosclerosis, therapeutic strategies might be targeted such shared 

mechanisms and have a positive effect on both conditions. Thus, statins can provide an 

important canditates as drugs that reduce inflammation and hyperlipidemia leading to 

theorical improvement in both diseases. The findings of a pilot study in patients with 

severe psoriasis treated with simvastatin showed a decrease in PASI and elevated high-

density lipoprotein in patients during therapy (67). Other drugs with potential multiple 

benefits are the thiazolidindiones, which have been suggested to improve psoriasis and 

cardiovascular risk factors (68). 

In the other hand, classic systemic therapies for psoriasis such methotrexate and 

cyclosporine may reduce the inflammation leading to decreased risk of atherosclerosis. 

However, these approaches are limited by the security profile with multiple adverse 

effects as hypertension, dyslipemia, renal and hepatic toxicity. Lastest systemic 

therapies for psoriasis (biological therapies) may offer an advance in the integrated 

treatment of inflammation underlying psoriasis and atherosclerosis: Infliximab and 
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etarnecept as TNFα-blocking agents, and ustekinumab which blocks the proliferation of 

CD4 T-cells through the inhibition of IL-12 and IL-23. 

In conclusion, further studies are necessary to determinate whether treatment of 

hyperlipidemia and other cardiovascular risk factors associated with psoriasis would 

result in clinical improvement of the skin disease or alternatively treatment of psoriasis 

could improve cardiovascular disease. 

Myocardial Infarction 

Myocardial infarction caused 1 of every 5 deaths in the US in 2004. Approximately 

38% of individuals who experience a coronary attack in a given year will die as a 

consequence (69). 18% of men and 23% of women who survive a first myocardial 

infarction at age of 40, will die within the first year. This figures rise to 33% (men) and 

43% (women) within 5 years.  Those patient who survive the acute stage of myocardial 

infarction have a 1.5 to15-fold higher risk of death and illness than general population 

(70). All these data demonstrate that myocardial infarction is a major medical event, 

therefore it is essential define if patients with psoriasis are in higher risk of coronary 

artery. 

Although several hospital-based studies have suggested the association between 

myocardial infarction and psoriasis, no control of bias was considered in the study 

design (71-75). A recent well-designed prospective study based on data from the UK 

General Practice Research Database states that psoriasis is an independent risk factor for 

myocardial infarction after controlling possible confounding factors such as 

hypertension, diabetes, history of myocardial infarction, hyperlipemia, age, sex, 

smoking and BMI (76). According to the findings of this study, the risk of myocardial 
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infarction is greatest in young patients with severe forms of psoriasis and decreases with 

age, and this risk has a dose-response effect: patients with severe psoriasis have higher 

risk of myocardial infarction than those with mild psoriasis. 

Equally, a retrospective study in psoriasis population in Europe, Canada and US 

shows that patients with moderate to severe psoriasis have greater 10-year risk for 

coronary heart disease than the general population (77). However, based on the severity 

of psoriasis no significant difference in risk of coronary heart disease was found once 

the threshold of a PASI ≥10 is met (77). This finding does not exclude the possible 

difference in risk of myocardial infarction between patients with a PASI<10 and those 

with more severe psoriasis. As mentioned previously, the involvement of CD4 T-cells 

and pro-inflammatory cytokines is the growing evident link between psoriasis and 

atherosclerosis and coronary artery disease.  

Additional studies should be performed to confirm these results and determinate 

the implication of clinical markers of psoriasis activity (eg, PASI and duration of the 

disease) and biomarkers of inflammation, such as C-reactive protein, on the risk of 

myocardial infarction. 

Stroke 

Stroke is a leading cause of mortality, and many who survive experience functional 

disability, with up to 30% being permanently disabled and 20% requiring institutuional 

care(78).Major risk factors for stroke include diabetes, hypertension and smoking, 

which also predispone to cardiovascular disease in general. However, there are other 

minor factors, but more specific, such as atrial fibrillation and transient ischemic attack. 

Emerging data from cohort and case-control studies (79,80)
 
suggest that psoriasis may 

be an independent risk factor for stroke. Futhermore, according to these results, there is 
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a dose-response effect: those patients with severe psoriasis have 43% increased risk of 

stroke compared to patients with moderate psoriasis (79). Similarly to the rest of 

cardiovascular diseases, the systemic inflammation is the possible underlying pathology 

linking these two conditions. 

 

MISCELLANEOUS  

Crohn Disease 

Crohn disease (CD) is an inflammatory disorder of the gastrointestinal tract. As 

psoriasis, it has a peak age of onset in the second to fourth decades of life. In patients 

with CD psoriasis is approximately 5 times more frequent (81-83). In addition, there are 

existing data suggesting that psoriasis and CD may share a common genetic etiology: 

The interleukin-23 is a proinflammatory cytokine which has an important key role in 

psoriasis regulating the molecules of innate defense such as IL-17 and IL-22 (84-85). 

The gene for interleukin-2 receptor has been demonstrated to have a significant 

association with both CD (86)
 
and psoriasis (87-90). 

Malignancies 

Association between psoriasis and cancer risk has received considerable attention in the 

last years. The incidence of some cancers in patients with psoriatic, particulary 

lymphoma, has been reported to be increased (91,92). However, to determinate the 

contribution of psoriasis to the cause of lymphoma is complicated due to the rare nature 

of this malignancy and the inconsistent or difficult to interpret findings from studies. 

The risk of lymphoma and solid malignancies in patients with psoriasis may be 
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attributable to the pathophysiology or/and the use of immune-suppresive and potentially 

carcinogenic treatments such as methotrexate, ciclosporin, psoralen, ultraviolet A 

(PUVA) therapy and biologic agents. PUVA regimens has been implicated in the 

development of squamous cell carcinoma (93,94). Futhermore, use of cyclosporine has 

been associated with non-melanoma skin cancer (95).  

In addition to lymphomas, some studies suggest that others malignancies are 

linked to psoriasis such as those of head and neck, lung, liver, pancreas, breast, kidney, 

genital, and non-melanoma skin cancer(96-98). However, the results of these studies are 

inconsistent and hard to interpret, possible because of differences in study design or 

bias. In addition, lifestyle factors associated with psoriasis (e.g. tobacco, diet and 

alcohol intake) may have acted as confounders in these studies because they were most 

often not accounted for in the analyses.  

A recent population-based prospective well-designed study from de UK General 

Practice Research Database report that patients with psoriasis seem to be at an increased 

risk of pancreatic, colon, bladder, kidney and lymphohematopoietic cancers compared 

to psoriasis-free patients, with no increased risk for other malignancies. This risk tends 

to be higher in patients with severe and/or long-term disease, independently of the 

treatment received (99). 

Finally, it is important to highlight the complex relationship among psoriasis, 

cancer risk and medications. With the exception of lymphoma for which the evidence is 

strongly suggestive, findings to date for solid cancers are inconsistent (recent valid data 

suggest an association between colon, bladder, kidney, pancreatic and psoriasis)(99). 

Therefore, further well-designed prospective cohort studies in patients with moderate 
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and severe psoriasis are warranted to better understanding of cancer risk in patients with 

psoriasis and the relationship with the duration and severity of the disease. 

 

CONCLUSION 

Since the pathogenesis of psoriasis is understood as a T lymphocyte mediated 

autoimmune disease, this condition is considered a systemic condition  more than just a 

cutaneous skin disease. The need for an interdisciplinary assessment of the potential 

interrelation between some specified comorbidities and psoriasis is warranted. Care 

should be taken to ensure that patients do receive appropriate screening for the 

comorbidities associated with psoriasis such as cardiovascular diseases or malignancies. 

 

TAKE HOME MESSAGES 

 -  Psoriasis is a systemic T lymphocyte mediated autoimmune disease 

 - Advances in the knowledge of the pathogenesis of psoriasis and some certain 

comorbidities have found common etiopathogenic mechanisms 

 - These comorbidities have shown a higher incidence in psoriatic patients than in 

general population. 

 - Physicians should take care to perform appropriate screening for these comorbidities 

in patients with psoriasis, particularly cardiovascular diseases and malignancies. 
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Table 1: Seronegative arthropathies. 

 

SERONEGATIVE ARTHROPATHIES 

Reiter syndrome (reactive arthritis) 

Ankylosing spondylitis 

Juvenile spondiloarthritis 

Enteropathic arthropathy 

Psoriatic arthritis 

Undifferentiated spondiloarthritis 

Isolated peripheral enthesitis 
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Table 2: Criteria for diagnosis of psoriatic arthritis. 

 

 

MOLL AND WRIGHT CRITERIA(14) 

 

CLASSIFICATION CRITERIA FOR 

PSORIATIC ARTHRITIS(15) 

 

1. Presence of psoriasis 

 

1. Presence of established inflammatory 

articular disease 

 

2. Inflammatory arthritis accompanied by 

one of the   following: 

  - Polyarticular symmetric arthritis 

  - Oligoarticular (<5 joints) asymmetric arthritis 

  - Distal interphalangeal joint involvement 

  - Predominant spondylitis 

  - Arthritis mutilans. 

 

2. At least 3 points of the following features: 

    - Current psoriasis (2 points) 

    - Personal history of psoriatic arthritis (1 

point) 

    - Family history of psoriasis (1 point) 

    - Past or present dactylitis (1 point) 

    - Yuxtaarticular new bone formation (1 point) 

    - Rheumatoid factor negativity (1 point) 

    - Psoriatic nail distrophy (1 point) 
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Table 3: Diagnostic criteria for metabolic syndrome. HDL: High Density Lipoprotein. 

 

 

DIAGNOSTIC CRITERIA FOR METABOLIC SYNDROME 

Elevated waist circumference   ≥88 cm in women; ≥102 cm in men 

Elevated triglycerides ≥150 mgr/dL 

Reduced HDL cholesterol <50 mgr/dL in women; 

 <40 mgr/dL in men 

Elevated blood pressure ≥130 mmHg systolic blood pressure 

or 

≥85 mmHg diastolic blood pressure 

Elevated glucose ≥100 mgr/dL 

 

 

 

 

 

 


