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Abstract 
Objective

New evidence has lightened the linkage between psoriatic arthritis (PsA) and the development of atherosclerosis and 
cardiovascular disease (CVD). We aimed to describe the prevalence of cardiovascular events and associated risk factors 

among patients with PsA.

Methods
Retrospective evaluation of medical records from consecutive PsA patients who fulfilled the CASPAR criteria for PsA 

attending a specialised spondyloarthritis clinic at a single referral centre. CVD was defined based on the occurrence of 
coronary artery disease (CAD) or cerebrovascular ischaemic disease events.

Results
We evaluated 158 PsA patients, 48.7% females and 51.3% males, aged 53.7±13.9 yrs. Mean PsA duration was 13.7±8.9 

yrs and polyarticular subtype affected 66 (42%) patients. According to drug therapy, 85 (54%) were using NSAIDs and 21 
(13%) low-dose prednisone; 32 (20%) were on anti-TNF agents, 94 (60%) metothrexate, 18 (11%) leflunomide, 13 (8%) 

sulfasalazine, 5 (3%) other immunossupressors and 4 (2.5%) were on chloroquine. Over half patients (87, 55%) had 
arterial hypertension (AH); 51 (32%) had dyslipidaemia (DLP), 38 (29%) hypertriglyceridaemia and 36 (23%) diabetes 

mellitus (DM). Lipid profile was similar for both genders with mean total cholesterol= 186.5±38.6mg/dl, LDL=112.3±30.6 
mg/dl, HDL= 47.89±14.6 and triglycerides= 127.4± 65.6 mg/dl. Of note, 14% PsA patients have had CVD, namely 

cerebrovascular or coronary heart disease. Sex, age, disease duration, joint involvement subtype, disease activity, CRP 
and lipid levels were similar among patients with and without CVD. The prevalence of AH (95% vs. 45%, p<0.001), DLP 
(75% vs. 27.7%, p<0.001) and DM (60% vs. 19%, p<0.001) were significantly greater in PsA patients who have had CVD 

compared to those without CVD, conferring an odds ratio of 21.0 for AH and of 5.4 for DM.

Conclusion
The high prevalence of CVD in PsA patients is influenced by increased AH and DM. Hence early recognition and specific 

treatment is mandatory in order to reduce the risk for CVD, avoiding early morbidity and mortality.
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Introduction
Psoriatic arthritis (PsA) is an inflam-
matory musculoskeletal condition as-
sociated with skin psoriasis (PsO) and 
a diversity of clinical manifestations. 
Articular involvement can be aggres-
sive and destructive, varying from axial 
and/or peripheral disease which can be 
monoarticular, oligoarticular, or pol-
yarticular. Nearly half patients display 
evidence of enthesitis, dactylitis, and/or 
spondylitis. Cutaneous PsO affects 2% 
to 4% Caucasians worldwide (1), while 
the prevalence of PsA in the general 
population is estimated to be between 
0.02% to 0.25% (2) and, according to 
different studies, 4% to 48% patients 
with PsO may develop arthritis (2, 3). 
Actually, lack of a standard case defi-
nition, simple laboratory biomarkers, 
and overlook of diagnosis by derma-
tologists and general practitioners may 
contribute to the heterogeneity and pau-
city of available data to date, resulting 
in such a wide prevalence range of PsA 
among patients with skin PsO (2). 
Despite not being recognised as a sys-
temic illness until recently, the concept 
of psoriatic disease is evolving rapidly. 
Skin PsO is now understood as an in-
flammatory disorder potentially involv-
ing multiple organ domains, associated 
to release and over-expression of a va-
riety of pro-inflammatory cytokines, 
such as TNF-α (tumour necrosis factor) 
and activation of various autorreactive 
cells including dendritic cells, T lym-
phocytes and macrophages (4). These 
alterations are hallmarks of disease ac-
tivity both in the affected joint and skin. 
Likewise, the wide clinical spectrum of 
the psoriatic disease may be a conse-
quence of its complex etiopathogenesis, 
which involves immune dysregulation 
triggered by the interaction of genetic 
and environmental factors. 
In cutaneous PsO, comorbidities such 
as diabetes (5, 6), hypertension (7, 8), 
dyslipidaemia (9, 10) and obesity have 
been demonstrated and smoking may 
also be increased (11); mortality is aug-
mented (12), primarily related to cardi-
ovascular and respiratory disease (13). 
In a case control study, Mehta et al. 
(14) found that psoriatic patients pre-
sented greater frequency of hyperten-
sion, hyperlipidaemia, smoking, diabe-

tes (15-19) and higher cardiovascular 
disease (CVD) mortality. After adjust-
ment for risk factors (age, sex, hyper-
lipidaemia, hypertension, smoking and 
diabetes), severe PsO was determined 
to be an independent risk factor for 
death due to CVD. Furthermore, CVD 
in individuals with PsO occurs in early 
age groups, suggesting acceleration of 
the development of atherosclerosis in 
this population (14).
In PsA patients, recent studies have also 
suggested an increased risk for CVD 

(20), but results yield conflicting find-
ings. A higher than expected prevalence 
of metabolic syndrome (21), increased 
arterial stiffness (22), endothelial dys-
function and acceleration of the ath-
erosclerotic process (23, 24) have been 
described. However, a definite image 
of risk and clear guidelines for screen-
ing and management of CVD among 
PsA patients have not been established. 
Therefore, we sought to investigate the 
prevalence of CVD and some of its re-
lated risk factors in a cohort of PsA pa-
tients from a single centre. Correlation 
with particular PsA clinical character-
istics was further considered, in order 
to delineate a CV risk profile for these 
patients.

Patients and methods
A transversal retrospective study de-
sign was conducted in order to evaluate 
the prevalence of CVD in a cohort of 
PsA patients from a single rheumatol-
ogy centre followed at our university 
hospital, University of Sao Paulo Med-
ical School, Brazil. CVD was defined 
based on the occurrence of coronary 
artery disease (CAD) or cerebrovascu-
lar ischaemic disease events (25). The 
presence of traditional CV risk factors 
such as diabetes mellitus (DM) dys-
lipidaemia (DLP) and systemic arte-
rial hypertension (AH) were searched. 
Smoking, obesity and familiar history 
of CVD were not analysed due to the 
fact that these parameters were not reg-
ularly recorded on every visit for most 
patients.
Data from all consecutive patients with 
PsA according to the CASPAR (26) 
criteria and regularly followed at our 
spondyloarthritis clinic were reviewed 
and last visit clinical registries and 
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laboratoty tests were gathered. All in-
formation including comorbidities was 
obtained from electronic charts regis-
tries containing clinical and labora-
tory records investigated according to 
standard care. Clinical disease activity 
was considered based on BASDAI (27) 
for patients with axial disease and on 
DAS28 (28) for peripheral articular in-
volvement. In agreement to the ethical 
committee from our institution, there 
was no need for specific ethical ap-
proval, since this was an observational 
study and all data was collected from 
charts with no specific intervention. 
Fasting 12-hour lipid profile, glucose, 
C-reactive protein (CRP) levels and 
erythrocyte sedimentation rate (ESR) 
were determined by routine labora-
tory methods performed at the central 
hospital laboratory. Total cholesterol, 
HDL-cholesterol and LDL-cholesterol 
were directly measured by colorimetric 
automated technique and glucose was 
quantified by enzymatic colorimetric 
automated methods. CRP was analysed 
by immunoassay (normal <5mg/L) and 
ESR by the Westergren ESR automated 
test (normal <20mm for women and 
10mm for men). 
Systemic AH was determined in ac-
cordance to the criteria established 
by the JNC VII - The seventh report 
of the Joint National Committee on 
Prevention, detection, evaluation and 
treatment of high blood pressure (29). 
Characterisation of CAD and cerebro-
vascular disease were considered as 
events registered in the charts. DLP 
was recognised by elevated lipid levels 
based on national guidelines (30) or by 
regular use of statins. Hypertriglyceri-
daemia was defined as a measure over 
150mg/dl and low HDL-cholesterol as 
a value under 50mg/dl for women and 
40mg/dl for men. DM was established 
according to the guidelines of the 
American Diabetes Association (31). 
For statistical comparisons, univariate 
analysis was performed using the soft-
ware GraphPad Prism4, adopting level 
of significance of p≤0.01.

Results
PsA patients’ characteristics
We evaluated 158 consecutive PsA 
patients, 81 males and 77 females 

(51.3% vs. 48.7%). Their mean age 
was 53.7±13.9 years, ranging from 
22 to 86 years, similar for women 
(52.6±14.9 years) and men (54.7±12.8 
years) (p=0.34). Cutaneous involve-
ment preceded joint manifestations in 
52.5% of patients; in 38.6%, skin and 
joint disease simultaneously emerged 
and in 8.9%, joint symptoms occurred 
before skin PsO. Mean length of cuta-
neous PsO was 18.7±11.1 years (0 to 
54 years) and mean articular disease 
duration was 13.7±8.9 years (1 to 52 
years). At the time of articular disease 
diagnosis, mean age was 39.95±13.59 
years (36 to 61 years). Joint involve-
ment manifested as pure axial, pe-
ripheral oligoarthritis and peripheral 
polyarthritis in 12%, 20% and 43% 
of patients respectively. The combina-
tion of axial disease with oligoarthritis 
was present in 7% and axial disease 
was associated to polyarthrirtis in 
18% of patients. Assessment of PsA 
clinical activity for peripheral joint 
involvement revealed mean DAS28 
of 3.0±1.6 and for axial disease, mean 
BASDAI of 2.83±2.29, reflecting low 
disease activity indexes, though mean 
CRP level was 9.13±16.25mg/dL 
(0.1–142.7mg/dl) and mean ESR was 
14.34±15.71mm (1-84mm). Accord-
ing to current treatment prescribed in 
order to achieve disease control, 85 
patients (54%) were on non-steroidal 
anti-inflamatory drugs (NSAIDs) (11 
monotherapy, 7.9%), 21 patients (13%) 
were on glicocorticosteroids (4 mono-
therapy, 1.98%) and disease-modifying 
anti-rheumatic drugs (DMARDs) were 
taken as follows: methotrexate, leflu-
nomide, sulfasalazine and chloroquine 
by 94 (60%), 18 (11%), 13 (8%) and 
4 (2.5%) respectively, while other im-
munosuppressive agents were needed 

in further 5 patients (3%). Combina-
tion of two DMARDs was prescribed 
for 13 subjects (8.6%) and 32 (20%) 
were under the action of anti-TNF bio-
logic agents, either combined with a 
DMARD in 18 patients (11.9%) or as 
monotherapy in 14 (9.3%). 

PsA patients’ profile for CVD risk
Serum lipid profile revealed mean to-
tal cholesterol levels = 186.5±38.6mg/
dL (range 102–316mg/dl); HDL-
cholesterol = 47.9±14.6mg/dL (range 
21-116mg/dl); LDL-cholesterol = 
112.3±30.6mg/dL (range 45–188mg/
dl) and triglycerides = 127.4±65.6mg/
dL (range 17–1366mg/dl). Hypertri-
glyceridaemia was demonstrated in 38 
patients (29%) and low HDL-choles-
terol in 57 (36%): 33 women (42%) and 
24 men (35%). A total of 96 of 158 PsA 
patients (60.7%) had at least one of the 
associated comorbidities focused: 87 
AH (55%), 51 DLP (32%) and 36 DM 
(23%). CVD was documented in 14% 
PsA patients (22/158); 20 of them had 
AH (95.5%) and 12 had DM (54.5%). 
The occurrence of CVD (Table I) was 
significantly associated with the pres-
ence of AH (95% vs. 45%, p<0.001), 
DLP (75% vs. 27,7%, p<0.001) and 
DM (60% vs. 19%, p<0.001). Patients 
with CVD were older (64.73±12.45 
yrs vs. 51.9±13.49 yrs, p=0.0001), 
whilst the comparison of PsA pa-
tients with and without CV events for 
all other parameters revealed similar 
gender (14 men and 6 women vs. 65 
men and 68 women, p=0.095), PsA 
mean disease duration (14.62±7.45yrs 
vs. 13.25±8.98, p=0.58), PsA clinical 
subset distribution (0 vs. 19 patients, 
p=0.13 for axial disease and 3 oligoar-
ticular + 12 polyarticular vs. 40 oligo 
+ 73 polyarticular, p=0.7 for peripheral 

Table I. Comparison between PsA patients with and without CVD.

Characteristic	 With CVD	 Without CVD	 p-value
	 n=22	 n=133	

Gender (M:F) (n)	 14:6	 65:68	 NS
Age (yrs, mean ± SD)	 64.73	±	12.45	 51.9	±	13.49	 0.0001
PsA duration (yrs, mean ± SD)	 14.62	±	7.45	 13.25	±	8.98	 NS
DM (n)	 15	 24	 <0.0001
DLP (n)	 15	 36	 <0.0001
AH (n)	 21	 66	 <0.0001
Total cholesterol (mg/dl, mean ± SD)	 168.85	±	23.53	 188.88	±	39.16	 0.01
CPR (mg/dl, mean ± SD)	 12.4	±	18.94	 8.74	±	15.96	 NS
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disease), mean CRP levels (12.4mg/
dl ± 18.9 vs. 8.74±15.9, p=0.42) and 
ESR (p=1.0) in the univariate analysis. 
BASDAI (4.29±2.92 vs. 2.63±2.15, 
p=0.04, not significant for the cut-off 
of 0.01 adopted) and DAS 28 (3.5±2.3 
vs. 2.91±1.46, p=0.37) were also simi-
lar between the two groups. The dis-
tribution of different pharmacological 
options is shown in Table II. Of note, 
the odds ratio (OR) conferred by AH 
on the risk of CVD was 21 (95% CI 
2.74–160.86) and by DM was 5.4 (95% 
CI 2.09–13.94).

Discussion
We demonstrate an elevated prevalence 
of CVD in a cohort of PsA patients 
from a single centre and a high preva-
lence of AH and DM associated to sig-
nificantly enhanced CV risk conferred 
by these classical risk factors in PsA.
These increased prevalence of 55%, 
23% and 14% documented herein for 
AH, DM and CVD respectively are 
higher than those previously demon-
strated. In the study of Han et al. (32) 
the prevalence of HA, DM and ischae-
mic heart disease and cerebrovascular 
disease were 28.5%, 11.3%, 7.3% and 
3.1% respectively among 3066 patients 
while in a prospective study conducted 
by Gladman et al. (33), a prevalence 
of 35% of at least one cardiovascular 
condition, represented by AH, cerebro-
vascular accident, CAD, or congestive 
heart failure was reported. Additional 
concurrent studies have correlated PsA 
to enhanced risk of AH but neither for 
DM nor CVD, suggesting that the en-
tire panel is still obscure (34, 35).
In our Brazilian population, the preva-
lences of AH, DLP and DM of the same 
bracket of age are 26%, 32% and 7.6% 
respectively (data from the Ministry of 
Health available at www.datasus.gov.

br). Thereby, although the occurrence 
of DLP found in our PsA patients was 
close to the expected, the prevalences 
of AH and DM were much higher. In 
addition, the risk of CV events corre-
lated with AH and DM in our PsA pa-
tients (OR of 21 and 5.4, respectively) 
is much higher than the ones described 
in the worldwide literature. In fact, 
data from the Framingham study (36) 
suggest that AH alone doubles the risk 
of CV events, and in the Mediterranean 
cohort of the ATTICA study (37), odds 
ratios conferred by AH and by DM 
were both 4.53, inferior for DM and 
considerably lower for AH compared 
to our findings herein in this study. 
When comparing our results with 
those related to cutaneous psoriasis, 
we found similar evidence. Data from 
the UK General Practice Research Da-
tabase (16) suggests that patients with 
PsO requiring systemic treatment are at 
increased risk of myocardial infarction 
and reduced life expectancy. Patients 
with more severe PsO are at greater 
risk and the relative risk for myocardial 
infarction was higher in the population 
of younger patients (16). In an obser-
vational study, the presence of PsO 
conferred increased risks for ischaemic 
heart disease (OR 1.78, 95% CI 1.52–
2.11), cerebrovascular disease (OR 1.7, 
95% CI 1.33–2.17), peripheral arterial 
disease (OR 1.98, 95% CI 1.38–2.82) 
and increased mortality from CVD 
(19.6% vs. 9.9%, p<0.01) (15). 
The amount of evidence establish-
ing an association of CVD and PsA is 
lower, but there seems to be indeed an 
increased frequency of CV risk fac-
tors such as hypertension, insulin re-
sistance, diabetes and dyslipidaemia 
(31, 38-41). Tam (42) evaluated 102 
patients with PsA and found a higher 
prevalence of hypertension (OR 3.37, 

95% CI 1.68–6.72), diabetes (OR 9.27, 
95% CI 2.09–41.09) and low HDL 
(OR 0.16, 95% CI 0.07–41). It is also 
important to point out that the expres-
sive 14% prevalence of cardiovascular 
disease documented in our PsA popu-
lation may be even underestimated 
due to the fact that subclinical athero-
sclerotic disease may be even present. 
Our patients with CVD were older but 
additional factors may also contribute 
to this increased CV risk framework 
in PsA including specific clinical and 
laboratory manifestations related to 
the whole systemic inflammatory as-
pect of the psoriatic disease, such as 
high CRP levels, disease activity, con-
comitant use of specific medications, 
sedentarism, smoking, depression and 
obesity (15-19). Reviewing medical re-
cords, one of the reasons why the use of 
methotrexate was less frequent in the 
group with CVD was hepatotoxicity, 
which may be due to polypharmacy as-
sociated with metabolic complications. 
The impossibility to use this important 
medication may lead to the trend of 
higher activity measured present in the 
CVD group.
Moreover, it is possible that PsA might 
be associated to a cluster of risk fac-
tors for CVD so that clinical and/or 
pathophysiological interactions may 
enhance the risk for CVD. Those inter-
actions may be related to common ge-
netic and pathophysiological processes 
between PsA, PsO, hypertension, dia-
betes and atherosclerosis. 
We must also consider that our study 
may have some limitations: We used a 
retrospective design in which informa-
tion of traditional risk factors was ob-
tained by chart review and routine lab-
oratory analysis performed for regular 
clinical care. We were not able to obtain 
information regarding other important 
risk factors, such as obesity or smoking 
and this should certainly be searched in 
prospective studies. Moreover, our pa-
tients had long mean disease duration, 
implying longer periods of medication 
such as glucocorticoids and NSAIDs 
which could also have influenced the 
development of DM and AH allied to 
an altered metabolic and CV risk pro-
file. A risk of population bias is feasi-
ble, since we have analysed a single 

Table II. Therapeutic options.

Medication	 With CVD	 Without CVD	 p-value
	 n=22	 n=133	

Glicocorticosteroids	 3	 21	 NS
NSAIDs	 8	 74	 NS
Anti-TNF drugs	 4	 28	 NS
Sulphassalazine	 3	 9	 NS
Methotrexate	 7	 92	 0.0005
Leflunomide	 4	 14	 NS
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tertiary centre, implying that our data 
could not be extrapolated to general 
practice; a healthy control group was 
not evaluated and we compared our 
findings to local population defined 
data. The broad confidence interval for 
the variables demonstrated herein, may 
be minimised by further longitudinal 
studies including larger number of pa-
tients, consideration of a wider group 
of variables and more specific tools of 
evaluation such as Psarc index. Never-
theless, our preliminary findings points 
out the magnitude of this problem and 
can certainly be used as an initial guide 
for further work aiming to actively 
search for new cardiovascular risk fac-
tors in PsA. 
In conclusion, the high prevalence of 
CVD in PsA patients influenced by in-
creased AH and DM indicates that ear-
ly recognition and specific treatment is 
mandatory in order to reduce the risk 
for CVD. Patients with PsA should be 
properly investigated and preventative 
measures for CVD must be implement-
ed (42, 43). Interaction between PsA 
and AH or DM potentiates the global 
risk for CVD and these modifiable risk 
factors should be addressed in an ef-
fort to reduce the prevalence of CVD. 
The association of PsA with increased 
prevalence of hypertension and diabe-
tes, and the CV risk given by these two 
entities in these individuals is greater 
than expected for the general popula-
tion. Therefore, strategies for preven-
tion and treatment of cardiovascular 
comorbidities should be emphasised in 
the multidisciplinary approach of PsA 
management in order to avoid early 
morbidity and mortality. 

References
  1.	SCARPA R, ORIENTE P, PUCINO A et al.:    

Psoriatic arthritis in psoriatic patients. Rheu-
matol 1984; 23: 246-50.

  2.	SETTY AR, CHOY HK: Psoriatic arthritis epi-
demiology. Curr Rheumatol Rep 2007; 6: 
119-54.

  3.	GLADMAN D: Psoriatic arthritis from 
Wright’s era until today. J Rheumatol 2009; 
36: 4-8.

  4.	NICKOLOFF BJ: Cracking the cytokine code 
in PsO. Nat Med 2007; 13: 242-4.

  5.	COHEN AD, DRELHER J, SHAPIRO Y et al.: 
PsO and diabetes: a population-based cross-
sectional study. J Eur Acad Dermatol Vene-
real 2008; 22: 585-9.

  6.	BRAUCHLI YB, JICK SS, MEIER CR: PsO and 

the risk of incident diabetes mellitus: a popu-
lation-based study. Br J Dermatol 2008; 159: 
1331-7.

  7.	NEIMANN AL, SHIN DB, WANG X, MARGOL-
IS DJ, TROXEL AB, GELFAND JM: Prevalence 
of cardiovascular risk factors in patients with 
PsO. J Am Acad Dermatol 2006; 55: 829-35.

  8.	CHANG YT, CHEN TJ, LIU PC et al.:                
Epidemiological study of PsO in he National 
Health Insurance Database in Taiwan. Acta 
Derm Venereol 2009; 89: 262-6.

  9.	MALLBRIS L, GRANNATH F, HAMSTEN A, 
STAHLE M: PsO is associated with lipid ab-
normalities at the onset of the disease. J Am 
Acad Dermatol 2006; 54: 614-21.

10.	DREIHER J, WEITZMANN D, DAVIDOVICH B: 
PsO and dyslipidaemia: a population-based 
study. Acta Derm Venereal 2008; 38: 561-5.

11.	SETTY AR, CURHAN G, CHOY HK: Smok-
ing and the risk of PsO in women: Nurses’s 
Health Study II. Am J Med 2007; 120: 953-9.

12.	GELFAND JM, TROXEL AB, LEWIS JD et al.: 
The risk of mortality in patients with PsO: 
results from a population-based study. Der-
matol 2007; 43: 1493-9.

13.	WONG K, GLADMAN D, HUSTED J, LONG JA, 
FAREWELL VT: Mortality studies in psoriatic 
arthritis. Arthr Rheum 1997; 40: 1868-72.

14.	MEHTA NN, AZFAR RS, SHIN DB, NEINMANN 
AL, TROXEL AB, GELFAND JM: Patients with 
severe PsO are at incresead risk of cardiovas-
cular mortality: cohort study using the Gen-
eral Practice Research Databae. Eur Heart J 
2010; 31: 1000-6.

15.	PRODANOWITCH S, KIRSNER RS, KRAVETZ 
JD, MA F, MARTINEZ L, FEDERMAN DG:    
Association of PsO with coronary artery, cer-
ebrovascular and peripheral vascular diseas-
es and mortality. Arch Dermatol 2009; 145: 
700-3.

16.	GELFAND JM, NEIMANN AL, SHIN DB, WANG 
X, MARGOLIS DL, TROXEL AB: Risk of myo-
cardial infarction in patients with PsO. J Am 
Med Assoc 2006; 296: 1735-41.

17.	LUDWIG RJ, HERZOG C, ROSTOCK A et al.: 
PsO: a possible risk factor for development 
of coronary artery calcification. Br J Derma-
tol 2007; 156: 271-6.

18.	BALCI D, BALCI A, KARAZINCIR S et al.: 
Incresead carotid artery intima-media thick-
ness and impaired endothelial function in 
PsO. J Eur Acad Dermatol 2009; 23: 1-6.

19.	SHAPIRO J, COHEN AD, DAVID M: The as-
socation between PsO, diabetes mellitus and 
atherosclerosis in Israel: a case-control study. 
J Am Acad Dermatol 2006; 56: 629-34.

20.	ZHU TY, LI EK, TAM LS: Cardiovascular risk 
in patients with psoriatic arthritis. Int J Rheu-
matol 2012; 2012: 714321.

21.	BAHCE-ALTUNTAS A, SCHWARTZMAN-
MORRIS J, JORDAN N et al.: Higher fre-
quency of metabolic syndrome in Psoriatic 
Arthritis compared with Rheumatoid Arthri-
tis may be explained by increased rates of 
obesity and high triglycerides. Ann Rheum 
Dis 2011;70 (Suppl. 3): 155

22.	GAYDUKOVA I, REBROV A: Relationship 
between arterial stiffness parameters, cardio-
vascular risk factors and activity of systemic 
inflammation in patients with ankylosing 
spondylitis Ann Rheum Dis 2011; 70 (Suppl. 
3): 245.

23.	RAMONDA R, LO NIGRO A, MODESTI V et 
al.: Atherosclerosis in Psoriatic Arthritis.  
Autoimmunity Reviews 2011; 10: 773-8.

24.	PAPAGORAS C, VOULGARI PV, DROSOS AA: 
Atherosclerosis and cardiovascular disease 
in the spondyloarthtopathies, particularly 
ankylosing spondylitis and psoriatic arthtitis. 
Clin Exp Rheumatol 2013; 31: 312-20. 

25.	WHO MONICA Project: MONICA manual, 
Part IV: event registration. Avaiable at: www.
ktl.fi/publications/monica/manual/index.htm

26.	TAYLOR W, GLADMAN D, HELLIWELL P, 
MARCHESONI A, MEASE P, MIELANTS H; 
CASPAR Study Group: Classification cri-
teria for psoriatic arthritis: development of 
new criteria from a large international study.     
Arthritis Rheum 2006; 54: 2665-73.

27.	GARRETT S, JENKINSON T, KENNEDY LG, 
WHITELOCK H, GAIFORD P, CAILIN A:           
A new approach to defining disease status 
in ankylosing spondylitis: the Bath Ankylos-
ing Spondylitis Activity Index. J Rheumatol 
1994; 21: 2286-91.

28.	PREVOO MLL, Van’T HOF MA, KUPER HH, 
Van LEEUWEN MA, Van de PUTTE BA, Van 
RIEL PL: Modified disease activity scores 
that include twenty-eight-joint counts devel-
opment and validation in a prospective lon-
gitudinal study of patients with rheumatoid 
arthritis. Arthritis Rheum 1995; 38: 44-8.

29.	The seventh report of the Joint National 
Comitee on Prevention, detection, evalua-
tion and treatment of high blood pressure. 
National Institute of Health, 2004.

30.	SPOSITO AC, CARAMELLI B, FONSECA FA, 
BERTOLAMI MC: IV Diretrize Brasileira so-
bre dislipidemias e prevenção da ateroscle-
rose. Departamento de aterosclerose da So-
ciedade Brasileira de Cardiologia. Arq Bras 
Cardiol 2007; 88: S1-19.

31.	ADA: Standards of Medical Care in Diabetes- 
2013. Diabetes Care 2013; 36: S11-66.

32.	HAN C, ROBINSON DW, HACKETT MV, 
PARAMORE LC, FRAEMAN KH, BALA MV: 
Cardiovascular disease and risk factors of 
atherosclerosis in patients with rheumatoid 
arthritis, psoriatic arthritis and ankylosing 
spondylitis. J Rheumatol 2006; 33: 2167-72.

33.	GLADMAN DD, ANG M, SU L, TOM BD, 
SCHENTAG CT, FAREWELL VT: Cardiovas-
cular morbidity in psoriatic arthritis. Ann 
Rheum Dis 2009; 68: 1131-5.

34.	KONDRATIOUK S, UDALTSOVA N, KLATSKY 
AL: Associations of psoriatic arthritis and 
cardiovascular conditions in a large popula-
tion. Permanent J 2008; 12: 4-8.

35.	KHRAISHI M, MacDONALD D, RAMPAKAKIS 
E, VAILLANCOURT J, SAMPALIS JS: Preva-
lence of patient-reported comorbidities in 
early and stablished psoriatic arthritis co-
horts. Clin Rheumatol 2011; 877-85.

36.	KANNEL WB: Framingham study insights 
into the hypertensive risk of cardiovascular 
disease. Hypertens Res 1995; 18: 181-96.

37.	PANAGIOTAKOS DB, PITSAVOS C, CHRYS-
OHOOU C, SKOUMAS I, STEFANADIS C;         
ATTICA Study: Five-year incidence of car-
diovascular disease and its predictors in 
Greece: the ATTICA Study. Vasc Med 2008; 
13: 113-21.

38.	BRAUCHLI YB, JICK SS, MIRET M, MÉIER 
CR: PsO and the risk of omcident myocardial 



187

Risk factors for CVD in PsA patients / M.H. Favarato et al.

infarction, stroke or transient ischemic at-
tack: an inception cohort study with a nested 
case-control analysis. Br J Dermatol 2009; 
160: 1048-56.

39.	KIMHI O, CASPI D, BORNSTEIN NM, MAHAR-
SHAK N: Prevalence and risk factors of ather-
osclerosis in patients with psoriatic arthritis. 
Semin Arthritis Rheum 2007; 36: 203-9.

40.	PETERS MJ, van der HORST-BRUINSMA IE, 

DIJKMAN BA, NURMOHAMED MT: Cardio-
vascular risk profile of patients with spondy-
loartropathies, particularly akylosing spon-
dylitis and psoriatic arthritis. Semin Arthritis 
Rheum 2004; 34: 585-92.

41.	TAM LS, SHANG Q, LI BK, TOMLINSON B, 
CHU TT, LI M: Subclinical carotid athero-
sclerosis in patients with psoriatic arthritis. 
Arthritis Rheum 2008; 59: 1322-31.

42.	TAM LS, TOMLINSON, CHU TT, LI M, LEUNG 
YY, KWOK LW: Cardiovascular risk profile of 
patients with psoriatic arthritis compared to 
controls- the role of inflammation. Rheuma-
tology 2008; 47: 718-23.

43.	FRIEDEWALD VE, CATHER JC, GELFAND 
JM et al.: AJC editor’s consensus: PsO and 
coronary heart disease. Am J Cardiol 2008; 
102: 1631-43.


