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Abstract

Objectives: To perform cardiovascular (CV) risk stratification in patients with inflammatory
joint diseases (1JD) and treat to lipid targets according to recommendations.

Methods: We initiated a preventive cardio-rheuma clinic based on the unmet need of
adequate CV prevention in 1JD patients. A full CV risk stratification was performed at the first
consultation (history of conventional risk factors and of CV disease, lipid measurement, blood
pressure and ultrasound examination of both carotid arteries), and the patient was classified
to either a primary or secondary CV prevention regime, or to have low risk (no intervention).
Lipid lowering (LL) treatment was adjusted until at least two lipid targets were achieved.

Results: Of the 426 patients referred, 36.6% had a systematic coronary risk evaluation
(SCORE) <5% (no LL intervention). The remaining 270 patients [(rheumatoid arthritis (RA):
n=165, ankylosing spondylitis (AS): n=70, and psoriatic arthritis (PsA): n=35] were
categorized to either primary (n=63) or secondary prevention (n=207). There were significant
differences between the patient groups regarding age (p<0.001), sex (p<0.001) and disease
duration (p<0.001). Lipid changes in IJD patients were; total cholesterol: 1.86+1.20 mmol/L
(p<0.001), low density lipoprotein cholesterol: 1.74+1.11 (p<0.001), high density lipoprotein
cholesterol: -0.01+0.30 (p=0.61), triglycerides: 0.28+0.72 (p<0.001). The proportions of
patients reaching at least 2 lipid targets were for RA/AS/PsA: 92.1/90.0/82.9% respectively.
No serious adverse events were observed.

Conclusions: There was indication for CV prevention in a high proportion of 1D patients
referred for CV risk stratification. Treatment to lipid targets was successful in approximately
90% of patients with 1JD.



Introduction

In industrialized countries cardiovascular (CV) disease is the number one cause of death and
CV prevention programs have been evolved. There is no longer doubt that patients with
inflammatory joint diseases (1JD) have an increased risk of CV disease. Within the 13D group,
patients with rheumatoid arthritis (RA) have been most extensively investigated concerning
CV risk,* 2 but the CV burden of patients with psoriatic arthritis (PsA)** and ankylosing
spondylitis (AS)®® has also been documented to be increased compared to the general
population. RA is associated with the same risk of myocardial infarction as patients with
diabetes mellitus.® In the latest European Society of Cardiology's (ESC) guidelines for CV
disease prevention,” immunological diseases like RA is for the first time mentioned as a high
risk factor. RA alone is not an indication for lipid lowering (LL) treatment, but is
recommended to be taken into consideration as a part of the CV risk stratification.

For several decades the increased CV risk in IJD has been known, but this
knowledge has not been implemented into clinical practice. There is still a lack of CV hard
end point trials for this patient group, although some post hoc analyses from large placebo
controlled trials with CV outcome have reported that patients with IJD have comparable
cardio-protective effect of statins as those without 1JD.%°

A multicenter audit recording CV risk in patients with RA and systemic lupus
erythematosus concludes that CV risk factors are inadequately managed in these diseases.™
Furthermore, Toms et al reported that there was a substantial undertreatment of CV risk in
patients with RA.™ Thus, there is an unmet need of systematic CV prevention in patients with
IJD. We have initiated a preventive cardio-rheuma clinic for patients with 1JD. The objective
of this report is to evaluate the proportion of patients with 13D in need of CV prevention, and
the clinical effects of the LL therapy with regard to achievement of guideline recommended
lipid targets.

Patients and methods

Patients with 1ID were referred for CV risk stratification from a rheumatology out patient clinic
or from general practitioners, to the Preventive Cardio-Rheuma clinic during the period
March 2009 and July 2012. Referral criteria were diagnosed 1JD, age between 25 and 85
years and fulfilment of at least one of the following criteria: Known CV risk factor(s),
symptoms/signs of a risk factor, familial premature CV disease or simply that a patient
wished to undergo CV risk stratification. At the first consultation CV risk stratification was
performed. The patient was classified to either primary or secondary CV prevention with LL

treatment, or to have low risk with no indication for medical intervention. LL treatment was



adjusted until at least two lipid targets were achieved (or at the nearest possible level of the

lipid targets).

Recording of CV risk factors

When the patients received a letter regarding date/time for the consultation, they also
received a CV questionnaire, which was completed and returned at the consultation. The
following risk factors were recorded: Smoking status, diabetes, medication history, family
history of premature CV disease in first degree relatives (male/female <55/<65 years) and
presence of established CV disease as well as history of stroke, transient ischemic attack, or
peripheral vascular disease.

Laboratory tests included total cholesterol (TC), high density lipoprotein cholesterol
(HDL-c), triglycerides (TG), low density lipoprotein cholesterol (LDL-c), liver enzymes,
creatine kinase (CK), creatinine, haemoglobin and C-reactive protein (CRP). All were
measured at the hospital laboratory (European standard Accredited 2009) by routine
procedures in a COBAS 600."? The erythrocyte sedimentation rate (ESR) was analysed by
the Westergren method.

Brachial blood pressure (BP) was measured using an Omron M7 after a 5 minute rest
in a supine position. If the BP exceeded 140/90, three consecutive measurements were done
and a mean was calculated. A twelve lead electrocardiogram was recorded digitally.

Bilateral B-Mode ultrasonographic examination of the carotid arteries was performed
with a Vivid-7 ultrasound scanner (General Electrics Vingmed Ultrasound) using a 12 MHz
probe (9 -14) linear matrix array transducer. The ultrasonographic examinations were all
performed by one sonographer (AE) supervised by a cardiologist (AGS). Atherosclerotic
plague(s) in the common carotid artery, bulb and the internal carotid artery in the far and
near wall were identified. This was performed by revealing protrusions >1.4 mm into the
lumen or more than a doubling of the adjacent intima-media thickness, when both intima-
media of the far and near wall had sharp edges in the longitudinally view. If there was any
doubt about the plaque, it was verified by a cross sectional image by turning the probe 90° to

the longitudinal axis of the vessel.*®

Management of CV risk factors

All patients received advices about cholesterol friendly food choices (including a brochure)
and physical activity. Smokers were advised to stop and were offered the opportunity to join
smoking cessation support programmes and/or use of appropriate medications. Patients with
diabetes in need of optimized glucose control were referred to an outpatient diabetic clinic. If
anti-hypertension treatment was initiated the BP goals were <140/90 mmHg, or 125/80

mmHg in a 24-hour recording.



Primary prevention

Individual CV risk stratification was done by using the systematic coronary risk evaluation
(SCORE) for high risk countries* which is recommended by the ESC. Patients without
established CV disease with a SCORE >5% (10 year risk of fatal myocardial infarction),
received LL treatment. The lipid goals were as follows: TC <4.5 mmol/L, LDL-c <2.5 mmol/L,
HDL-c >1.0/1.2 mmol/L for males/ females, TG <1.7 mmol/L. In this paper we refer to these
lipid levels as targets. However, lower HDL-c or higher TG levels than mentioned are
described as markers of increased risk, but there is not sufficient evidence to consider these

specific levels of HDL-c and TG as recommended targets according to the ESC guidelines.”

Secondary prevention

Patients in the very high risk group are, according to the latest ESC guidelines for CV
prevention,’ those with documented CV disease by invasive or non-invasive testing, previous
myocardial infarction, acute coronary syndrome, coronary/arterial revascularization, ischemic
stroke, peripheral artery disease, diabetes mellitus with one or more CV risk factors and/or
target organ damage, and patients with severe chronic kidney disease. A calculated SCORE
>10% also indicates a very high risk for CV disease. These patients have the highest priority
for treatment, and the recommended lipid targets are lower. We implemented the following
lipid goals: TC <4.0 mmol/L, LDL-c <1.8 mmol/L or a >50% reduction from baseline LDL-c if
the LDL-c goal <1.8 mmol/L could not be obtained. HDL-c and TG goals were the same as in

primary prevention.

Follow up until treatment goals were reached

The cardiologist initiated the LL intervention with statins and continued or changed the LL
treatment until at least two lipid targets were achieved (or at the nearest possible level of the
lipid targets), before the patients were discharged for further follow up by the general

practitioner.

Statistics

The data are presented as crude data and the results are expressed as mean+SD and
median (IQR) for normally and non-normally distributed characteristics, respectively. The
data were compared using paired samples t-test, ANOVA-, Kruskal-Wallis- and X?- tests as
appropriate. Data analyses were performed using IBM SPSS V20.

Results



Patient characteristics

Four hundred and twenty six patients with 1IJD (RA n=257, AS n=108 and PsA n=61) were
referred to the Preventive Cardio-Rheuma clinic (figure 1). Patients with RA were older than
the other patient groups, p<0.001 (table 1). The RA patients were mostly female (73.2%) and
the majority of the AS patients were as expected men (68.5%). In the PsA patient group the
gender distribution was more equal (female 55.7%). The median disease duration was about
15 years in patients with RA and PsA, but 22.5 years in AS patients. As expected, the PsA
patients had a slightly higher body mass index (p=0.003). Approximately 6-10% of all the
patients had established CV disease (RA 9.7%, AS 10.2%, PsA 6.6%) (table 1). The lipid
profile in IJD patients was comparable, although there was a significant difference in HDL-c
between the groups (p <0.001), possibly due to more females in the RA population. Almost
half of all referred patients had atherosclerotic plaque(s) in the carotid arteries (CP) (RA
46.3%, AS 44.4%, PsA 41%). Despite established CV disease, or CP on ultrasound, a high
proportion of patients were not using LL treatment at baseline (RA 81.0%, AS 83.3%, PsA
64.3%).

Cardiovascular risk stratification

Of the 426 patients, 270 were categorized to preventive LL treatment (63.4%) (figure 1). The
proportions of patients having a SCORE >5% (categorized to primary prevention) were not
similar across the patient groups (RA/AS/PsA: 13.6%/16.4%/14.3%, p=0.80). More than 3/4
(76.7%) of the patients in need of LL intervention had either CV disease, CP or both, and

were categorized to secondary preventive treatment.

Treatment to target

Indication for LL intervention was found in approximately 60% of all the referred patients.
Initiation of LL treatment was done with statins (atorvastatin, simvastatin, rosuvastatin or
pravastatin). Patients reaching at least two lipid targets were for RA 92.1%, AS 90.0%, and
for PsA 82.9% (figure 2). In the combined IJD group, 40.4% reached all 4 lipid targets, 30.4%
reached 3 lipid targets and 19.6% only obtained 2 of the targets. LL treatment was
unsuccessful in 26 patients (9.6%) and there were various reasons for this. Two patients did
not reach lipid targets at the highest possible dose of statins. Three patients did not reach
lipid goals, but were so close to targets that the lipid profile was accepted by the cardiologist.
One patient had an unacceptable CK increase and two patients had a rise in the liver
enzymes, and statin treatment was stopped. The increase in liver enzymes and CK was not
>3 times upper normal limit. Five patients died (n=4 outside the hospital, n=1 of colon cancer
with liver metastasis), one patient was diagnosed with lymphoma and was lost to follow up.

Nine patients preferred follow-ups by their general practitioner, one did not want to take



statins and another patient did not obtain targets due to poor compliance. After a carotid
endarterectomy, one patient was followed by the vascular surgery clinic at Oslo University
Hospital, and was therefore lost to follow up at the Preventive Cardio-Rheuma clinic. Some
patients did experience tolerable minor side effects like muscle tenderness or symptoms
from the gastrointestinal tract. These were not recorded systematically in our clinical setting,
if the statin treatment were not changed. There were no serious adverse events concerning
statin medications. The patients needed on average less than 3 consultations to reach at

least two lipid targets.

Lipid attainment in primary prevention

A total of 23.3% of the patients were in need of LL intervention and were categorized to
primary prevention (figure 1). Baseline TC and LDL-c were higher in RA compared to AS and
PsA (p=0.17 and p=0.11 respectively). Before the patients were discharged for further follow
up by the general practitioner, the lipid profile were lower than or at target values in all
patients, except for TG in PsA (table 2). Twenty percent of the PsA patients, who were
categorized to LL intervention, had combined dyslipidaemias, which includes elevated TG
and low HDL-c levels. This may have influenced the incompleteness of reaching the TG
targets. In the combined patient group; 1JD, there was a significant change in all lipids from
first to final consultation, except for HDL-c (figure 2). When evaluating the 3 patient groups
separately, there was not a significant change in LDL-c in patients with PSA concerning
primary prevention (table 2). This may be a reflection of the low number of PsA patients
(n=9). There was no significant change in TG levels among AS and PsA patients. As in the
combined IJD group, HDL-c did not change significantly for RA, AS and PsA patients (table
2). The proportion of patients categorized to primary prevention reaching each lipid target
was for TC: 60.3%, LDL-c: 66.7%, HDL-c: 82.5% and TG: 69.8% (figure 3).

Lipid attainment in secondary prevention

Baseline lipids were lower in patients who had established CV disease and who were
categorized to secondary preventive treatment, compared to patients categorized to primary
prevention (table 2). This was probably due to that some patients [RA n=8 (14.0%), AS n=7
(13.5%) and PsA n=8 (30.3%)] were already statin users when referred to the clinic, although
the statin dosage was inadequate for reaching recommended lipid targets. These patients
were also included into the analysis, because one of our aims was to evaluate whether
attainment of lipid targets were possible. For all the patient groups, the final mean levels for
LDL-c, HDL-c and TG were under or at goal values except for TC which were closely at
target (table 2). This was only so for patients with RA and was due to the higher HDL-c in this

patient group. The percent change in lipids from first to final consultation was significant



except for HDL-c, as in primary prevention, in the combined IID group (figure 2) and for the
separate patient groups; RA, AS and PsA (table 2). The proportion of patients with
secondary prevention goals reaching each lipid target was for TC: 57.0%, LDL-c: 73.9%,
HDL-c: 83.1% and TG: 81.2% (figure 3).

Overall, lipid targets were reached in approximately 90% of all 3 patients groups
combined (figure 4), using on average less than 3 consultation to obtain this. When being
referred to the clinic, 12.9% of the patients were already using a statin, but had not reached
lipid targets. This did not influence the number of consultations needed to obtain lipid goals,
because patients who used statins when referred needed on average 2.80+1.10 vs.

2.70+1.19 consultations for patients who did not use statins (p=0.62) to obtain lipid targets.

Discussion

In 426 patients referred to CV risk stratification, more than 60% were in need of LL
intervention. Of these, two thirds were categorized to intensive LL treatment and one third to
primary prevention. The lipid targets were not reached in 10% of the patients. On average,
only three consultations were needed to obtain 2 recommended lipid goals.

In the general population approximately 40% have been reported to obtain lipid
targets.”® ' This was to a great extent due to suboptimal use of LL treatment. There are
several potential reasons for this unsuccessful result. Physicians may be concerned about
possible side effects or that increasing statin doses only result in marginal LL effect, and
there is the issue of compliance. In our report a very high proportion of the patients reached
recommended goals, but over time this goal attainment may be lower. Future studies are
warranted to reveal this. Lindhardsen et al also reported that physicians less often initiate
secondary prevention in RA patients compared to non-RA patients, with statins being the
most underused drugs.’” A high number of our patients did not receive LL treatment at
baseline despite established CV disease or asymptomatic CP. These patients have a very
high risk for future fatal myocardial infarction.” *#

Patients with 1JD have a systemic inflammation and lower lipids compared to the

general population. Hypothetically, the systemic inflammation may be a reason for the need [Formatted: Highlight

of higher statin doses to obtain the same LL effect as the general population. Contradicting
this is the lower lipid levels. These factors illuminate the difficulties in CV risk stratification
and prevention in IJD patients. Recent published data indicates that the LL effect of statins in
RA, AS and PsA patients are comparable to non-1JD patients.® *°

Patients with 1JD have a severe chronic and disabling disease, and for that reason
often use several medications. Polypharmacy increases the risk of drug interactions, and
may therefore potentially give more side effects. We did not observe this in our patients,

which fall in line with the recently reported comparable side effects by statins in patients with



and without 1JD.°* Although, the patients with IJD had somewhat more side effects from the
gastro intestinal tract.

Our focus has been to evaluate the CV risk in 1JD patients, and initiate optimal
preventive treatment when needed in accordance with guidelines for the general population.
Ultrasound of the carotid arteries has been an important part of the risk stratification as we
found that almost half of the patients had asymptomatic CP.

RA patients have a significantly shortened life expectancy, which is mainly due to CV
disease.”®?! The background inflammation is most likely an important reason for the
substantially increased risk of CV disease in RA. Statins reduces the systemic inflammation
in addition to the LL effect,®*® and has been shown to reduce joint inflammation in RA.%
Furthermore, statins may have a beneficial effect on endothelial function,? arterial stiffness?’
and in improving HDL-c anti-inflammatory properties in patients with RA.? A cost-
effectiveness analysis concludes that the dual effect of statins (LL and anti-inflammatory)
makes this therapy highly cost effective in RA patients.?® Hypothetically this would also apply
for AS and PsA patients.

A placebo controlled study (TARA) showed that treatment with atorvastatin 40 mg
resulted in a reduction in CRP and ESR, and a significant lower swollen joint count compared
to placebo.?® Due to our CV focus, swollen joint count was not recorded and thus we could
not relate statins to disease activity. This is an observational report, and not as well
controlled as experimental studies, which is an obvious limitation.

Strengths of our clinical data are the relatively large number of 1JD patients and that
all have been treated by the same physician. A further strength is that the 3 patient groups

were comparable regarding CV risk factors.

In conclusion, more than 60% of 1JD patients who were referred to CV risk stratification were
in need of preventive treatment with statins, supporting the importance and relevance of
establishing preventive cardio-rheuma clinics. Of these patients, 90% obtained lipid targets in
less than three consultations. No serious adverse side effects were observed. Our data
illustrate that LL medication as statins are effective and safe in patient with 1JD. Longitudinal
data are needed to demonstrate whether LL in patients with IJD also can reduce the risk of

CV disease and outcome.



Table 1 Baseline characteristics

RA AS PsA p-value
Number n (%) 257 (60.3) 108 (25.4) 61 (14.3) -
Age median (IQR) 60.0 (52.0-67.0) | 55.5(47.0-63.8) | 56.0 (48.0-62.0) | <0.001
Sex male/female n (%) 69/188 74/34 21134 <0.001

(26.8)/(73.2) (68.5)/(31.5) (44.3)/(55.7) )

Disease duration median (IQR) 15.0 (5.0-22.0) 22.5(12.0-31.3) | 14.0 (2.0-25.0) <0.001
CVrisk factors
Smoke n (%) 42 (16.3) 21 (19.4) 8 (13.1) 0.56
BMI mean+sD 25.71+4.60 25.66+3.90 26.95+5.85 0.003
Number of CP median (range) 0(0-8) 0(0-5) 0(0-4) 0.80
TC (mmoliL) mean+SD 5.81+1.23 5.55+1.13 5.72+1.21 0.17
HDL-C (mmoliL) mean+SD 1.77+0.55 1.51+0.52 1.62+0.61 <0.001
TG (mmol/L) median (IQR) 1.1 (0.8-1.5) 1.2 (0.9-1.7) 1.3 (0.9-2.0) 0.11
LDL-C (mmoliL) mean+SD 3.48+1.02 3.37£1.00 3.47+£1.08 0.67
BP systolic (mm Hg) mean+SD 139.48+21.12 140.19+17.66 142.13+£20.21 0.65
BP diastolic (mm Hg) mean+SD 82.53+10.97 82.06+10.84 84.93+10.00 0.23
Co morbidities n (%)
HT 143 (55.6) 58 (53.7) 36 (59.0) 0.80
Diabetes 22 (8.6) 9(8.3) 7 (11.5) 0.75
CV disease 25 (9.7) 11 (10.2) 4 (6.6) 0.71
Carotid artery plaque 119 (46.3) 48 (44.4) 25 (41.0) 0.72
CV disease total 129 (50.2) 52 (48.1) 26 (42.6) 0.55
Lab meansb
ESR (mm/h) 21.6+17.9 17.1+£14.7 15.7+11.3 0.01
White blood cells (10°1) 7.96+4.07 7.23£1.75 7.3242.19 0.52
CRP (mg/L) median (IQR) 3.0 (1.0-9.0) 3.0 (1.0-8.0) 3.0 (1.0-8.0) 0.80
Hb (gr100mL) 13.61+1.26 14.23+1.15 14.16+1.33 <0.001
Creatinine (umoliL) 68.89+15.48 73.81+14.19 70.48+15.09 0.02
SGOT (un) 28.90+13.49 29.56+12.78 29.31+9.78 0.91
ALT (un) 30.89+24.46 31.49+20.57 33.45+£19.23 0.74
CK (un) 86.57+54.68 131.72+203.78 103.67+89.20 0.01
Medication n (%)
Prednisolon 97 (37.7) 9(8.3) 11(18.0) <0.001
NSAIDs 95 (37.0) 52 (48.1) 28 (45.9) 0.10
DMARDs 143 (55.6) 10 (9.3) 30 (49.2) <0.001
Biologics 72 (28.0) 29 (26.9) 10 (16.4) 0.05
Statins 31(12.1) 12 (11.1) 11 (18.0) 0.39
HT medication 63 (24.5) 26 (24.1) 10 (16.4) 0.31

RA: rheumatoid arthritis, AS: ankylosing spondylitis, PsA: psoriatic arthritis, BMI: body mass index, CP: carotid plaques, TC:
total cholesterol, HDL-c: high density lipoprotein cholesterol, TG: triglycerides, LDL-c: Low density lipoprotein cholesterol,

BP: blood pressure, HT: hypertension, CV disease: cardiovascular disease (angina pectoris, myocardial infarction,

percutanous coronary intervention, heart surgery, transitory ischeamic attack, stroke, peripheral artery disease), CV disease
total: CV disease + carotid artery plaque, ESR: erythrocyte sedimentation rate, CRP: C-reactive protein, Hb: hemoglobin,

SGOT: serum glutamic pyruvic transaminas, ALT: alanine aminotransferase, CK: creatine kinase, NSAIDs: non steroid anti-
inflammatory drugs, DMARDSs: disease modifying antirheumatic drugs
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Table 2 Lipids at first and final consultation in patients categorized to LL treatment

First consultation

Primar

y prevention

Secondary prevention

TC HDL-c TG LDL-c TC HDL-c TG LDL-c
RA (n=36) | 6.30+0.98 | 1.94+0.58 | 1.23 (0.88-1.56) | 3.69+0.93 | RA (n=129) | 5.86 +1.39 | 1.77+0.58 | 1.18 (0.85-1.54) | 3.53+1.11
AS (n=18) | 5.89+1.40 | 1.54+0.70 | 1.55 (1.23-2.04) | 3.49+1.29 | AS (n=52) 5.77+1.03 | 1.55+0.51 | 1.16 (0.89-1.78) | 3.54+0.94
PsA (n=9) | 5.74+1.35 | 1.26+0.35 | 2.21 (1.14-2.51) | 3.62+1.15 | PSA (n=26) | 5.82+1.26 | 1.68+0.64 | 1.36 (0.89-1.91) | 3.51+1.25
Final consultation
Primary prevention Secondary prevention
TC HDL-c TG LDL-c TC HDL-c TG LDL-c
RA (n=36) | 4.51+0.97 | 1.88+0.62 | 1.06 (0.82-1.37) | 2.09+0.61 | RA (n=129) | 4.08+0.75 | 1.81+0.58 | 0.96 (0.78-1.42) | 1.77+0.50
AS (n=18) | 4.32+1.18 | 1.47+0.61 | 1.39 (0.90-2.09) | 2.18+0.95 | AS (n=52) 3.68+0.65 | 1.55+0.50 | 0.91(0.73-1.14) | 1.66+0.42
PsA (n=9) | 4.45+0.52 | 1.30+0.40 | 1.85 (1.05-2.56) | 2.31+0.40 | PsA (n=26) | 3.97+0.61 | 1.63+0.46 | 0.99 (0.70-1.71) | 1.79+0.57
Change in lipids from first to final consultation
Primary prevention Secondary prevention
TC HDL-c TG LDL-c TC HDL-c TG LDL-c
_ 1.79+1.11 | 0.06+0.26 | 0.11 (-0.01-0.33) | 1.60+0.98 _ 1.84+1.17 | -0.05+0.30 | 0.17 (-0.06-0.37) | 1.80£1.09
RA (n=36) | | 0.001 p=0.21 p=0.02 0<0.001 | RAM=129) 1 6001 | pe0.11 p<0.001 p<0.001
AS (n=18) 1.64+1.82 | 0.06+0.35 | 0.23 (-0.19-0.73) | 1.38+1.66 AS (n=52) 2.13+1.03 | -0.02+0.26 | 0.28 (0.05-0.58) | 1.92+0.94
p=0.002 | p=0.49 p=0.17 p=0.004 p<0.001 p=0.61 p=0.001 p<0.001
_ 1.30+1.16 | -0.04+0.13 | 0.00 (-0.24-0.39) | 1.32+1.17 _ 1.85+1.23 | 0.05+0.35 | 0.10 (-0.03-0.46) | 1.72+1.16
PSA(N=9) | "hm0.01 | p=0.34 p=0.58 p=010 | PSA(M=26) | " 0001 | p=0.50 p=0.04 p<0.001

RA: rheumatoid arthritis, AS: ankylosing spondylitis, PsA: psoriatic arthritis, TC: Total cholesterol, HDL-c: High density lipoprotein cholesterol, TG: Triglycerides, LDL-c: Low density lipoprotein

cholesterol
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Figure Legends

Figure 1

Patients referred to the Preventive Cardio-Rheuma clinic between March 2009 and July 2012 for cardiovascular risk stratification and treatment.
CP: Carotid plaque, CV disease: cardiovascular disease, SCORE: systematic coronary risk evaluation

Figure 2
TC: Total cholesterol, HDL: High density lipoprotein cholesterol, TG: Triglycerides, LDL: Low density lipoprotein cholesterol

Figure 3
TC: Total cholesterol, HDL: High density lipoprotein cholesterol, TG: Triglycerides, LDL: Low density lipoprotein cholesterol

Figure 4
RA: rheumatoid arthritis, AS: ankylosing spondylitis, PsA: psoriatic arthritis. The number of consultations is presented as mean+SD.
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Figure 1

Preventive Cardio-Rheuma Clinic

1.3-2009 -11.7-2012

Referred:
426 patients with
inflammatory joint disease

| |
No treatment Categorized to
SCORE<5% treatment
n=156 (36.6%) n=270 (63.4%)

Primary prevention
SCORE>5% n=63 (23.3%)

Secondary prevention n=207 (76.7%)
CVD no CP n=16 (7.7%)
CVD+CP=23 {11.1%)

CP no CVD n=168 (81.2%)
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Figure 2

Percent change in lipids from first to final consultation
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The proportion of patients reaching each lipid target
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Figure 4

Proportion of patients reaching
at least 2 lipid targets
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