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Fokus 
ÅSmerter og andre plager og/eller endret funksjon i 

bevegelsesapparatet som følge av fysiske og 
psykiske belastninger.  

ÅIkke-infeksiøse inflammatoriske 
(betennelsesaktige) sykdommer i ledd, ryggsøyle 
og/eller bløtdeler. 

ÅDegenerative sykdommer i ledd og/eller ryggsøyle. 

ÅPatologisk beintap/osteoporose med eller uten 
osteoporotiske brudd. 

ÅSkader i bevegelsesapparatet inkludert 
følgetilstander som en konsekvens av slike skader. 

 



Revmatoid artritt 
 
Bekhterev sykdom / ankyloserende 
spondylitt / non-radiografisk axial 
spondyloartritt (axSpa) 
 
Psoriasis artritt 



Lillegraven et al 

Nat Rev Rheumatol 

2012;8:117-20 









2012 treatment strategy of RA 

Åearly diagnosis 

Åuse of symptom-modifying agents 

Åearly use of synthetic disease modifying 

therapies (MTX)  

Åidentify a treatment target (remission) 

Åmonitor (tight control) and adjust disease-

modifying therapy according to the target 

Åadd biological DMARD if target is not achieved  

Åcontinue to monitor and adjust therapy as long 

as the target is not achieved 



EULAR evidence-based recommendations for  

the management of early arthritis 

Combe, et al. Ann Rheum Dis 2007;66:34ï45  



 

The Spectrum of Management 

Recogniction by GP, early referral, early diagnosis, early treatment 

GP:  

recognition 

of arthritis  
1 year after 
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DMARDs 
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to a medical 
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symptomatic 
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Medical 
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Monitoring 

drug toxicity  
Medical 

specialist : 

Monitoring 

disease 

process 
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of disease (RA, 

PsA, AS, SpA, 

etc) 



Objective   

Norwegian very early arthritis clinic 

(NOR-VEAC) 

ÅTo study the disease spectrum and the 2-

year disease course in patients with 

arthritis of <16 weeks duration 

ÅTo identify possible predictors of 

persistent and/or erosive arthritis 

ÅTo foster collaboration with the primary 

care / general practitioners 



Ann Rheum Dis 2012;71:638-41 



Gerlag DM et al.  

ARD 2012;71:638-41 



Ann Rheum Dis 2012 Epub ahead of print 





NOR-DMARD 

General aim: 
 

To study safety and effectiveness of various  

DMARD regimens in clinical practice 



Organization 

Â In principle all patients starting a DMARD 
are included 

Â  Completeness ~85% 
 

ÂBased on informed consent 
 

ÂFull or part time research nurses in all 
centres 

 

Â Integrated in regular clinical practice 
 

ÂRegistration at baseline, follow-up 3, 6, 12 
months and then yearly 



Heiberg M, et al. Arthritis Rheum. 2005;52:2506-12 



Anti-TNFŬ Drugs are associated with greater QoL 

Improvement in AS than in RA 

 SRM values at 6 months for SF-36 
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Social Functioning 

Role Emotional 
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Adapted from Heiberg M, et al. Arthritis Rheum. 2005;52:2506-12 SF: short form 



Ability to Work 



Ann Rheum Dis 2011;70:1010-15 
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Days on sick-leave and disability pension in 

relation to RA diagnosis 

Patients diagnosed 1999-2007; n=3029. General population comparators matched 5:1 on age (±1 year), 

sex, education level and country. RA, rheumatoid arthritis. 

Neovius M, et  al. Ann Rheum Dis 2011;70:1010-15. 

 



Calendar period trends in mean annual days on 

sick-leave and disability in relation to RA diagnosis 

Years in relation to RA diagnosis 
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General population comparators (GenPop) matched 5:1 on age (±1 year), sex, education level and country. 

Neovius M, et  al. Ann Rheum Dis 2011;70:1010-15. 

 



Cardiovascular risk 



Ann Rheum Dis 2011;70:929-34 



Incidence rates and adjusted incidence rate ratios (IRRs) of myocardial infarction from Poisson regression analysis (overall estimates) 

General population RA DM 

Test for 

difference RA 

versus DM* 

Myocardial infarction 

Time at risk (1000 person-years) 

Mean follow-up timeÀ (years (SD)) 

Crude incidence (n/1000 person-years (Cl)) 

Risk of myocardial infarction (IRR (Cl)) 

 

Overall risk, fully adjustedÿ 

75 870 

37 139 

 

2.0 (2.0 to 2.1) 

 

 

Reference 

265 

46 

4.6 (2.8) 

5.7 (5.1 to 6.5) 

 

 

1.7 (1.5 to 1.9) 

p<0.001 

3948 

489 

3.9 (2.8) 

8.1 (7.8 to 8.3) 

 

 

1.7 (1.6 to 1.8) 

p<0.001 

 

 

 

 

 

 

p=0.64 

*Wald 2 test for difference of RA and DM IRR estimates. 
ÀAfter entry into disease-specific group. 
ÿAdjusted for gender, age, calendar year, cardioprotective madication, comorbidity and socioeconomic status. 
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40 

Rates of myocardial infarction in rheumatoid arthritis and in the general 

population per 1000 person-years (stratified by age). 

Py, person-years 

Risk of myocardial infarction in rheumatoid arthritis and in the general 

population. Results from fully adjusted Poisson regression analysis 

(stratified by age in 10-year intervals). Reference category: general 

population age < 40 years. 

Lindhardsen et al.  Ann Rheum Dis 2011;70:929-34 



Osteoartrose 



Opportunity 1: Different phenotypes 

Knee OA 

Hip OA 

Hand OA 

Generalized OA 



Opportunity 2: Pharmacologic and 
nonpharmacologic therapy 



1. Epidemiology and preventive strategies 

2. Treatment targets 

3. Evidence for pharmacologic interventions 

4. Evidence for nonpharmacologic interventions 

5. Management recommendations 

Outline of presentation 



Epidemiology of OA  

ÅMost common form of arthritis 

ÅSymptoms from middle or older age 

ÅLeading cause of disability and pain  

 Ref. Oliveria Arthritis Rheum 1995. Figures from http://primer.oarsi.org.  

Incidence of 
symptomatic OA 

http://primer.oarsi.org


Worldwide Prevalence of OA 
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Woolf AD, et al. Bulletin of the World Health Organization. 2003;81:646-656. 
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Epidemiology of hand OA  

IK Haugen et al Ann Rheum Dis 2011;70:1581-6 
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Preventive strategies 
Focus on modifiable risk factors  
ÅSystemic risk factors 
ïAge 
ïFemale sex 
ïGenetics 
ïHormonal factors 
ïBone mineral density 

ïObesity, diet 
 
 
 
 

ÅLocal biomechanical factors 

ïJoint trauma 
ïOccupation, abnormal loading 

 



1. Epidemiology and preventive strategies 

 

2. Treatment targets    

 

 

3. Evidence for pharmacologic interventions 

4. Evidence for nonpharmacologic interventions 

5. Management recommendations 

Outline of presentation 

Symptoms ï the patient perspective 

Tissues - Cartilage, bone, synovium 

Disease processes - Cartilage 

degradation and inflammation 



Pain in hand OA 
ÅMost prominent and disabling symptom of OA 

ÅPreference for improvement 

ÅάaŜŎƘŀƴƛŎŀƭέ ƻǊ άǳǎŀƎŜ-ǊŜƭŀǘŜŘέ Ƨƻƛƴǘ Ǉŀƛƴ ƛǎ ŎƻƳƳƻƴ 

ÅPain at rest or night occurs in more severe disease 

 

 

T Heiberg et al. Ann Rheum Dis 2001;60(suppl 1):291 
B Slatkowsky-Christensen et al. Arthritis Rheum 2007;57(8):1404-9 
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Do MRI features explain pain in knee OA? 

Numerous studies! 
 

ÅBone marrow lesions 

ïOR from 2.0 to 5.0 

ÅEffusion/synovitis 

ïOR from 3.2 to 10.1 
 

ÅLimited/conflicting or no evidence 
for other MRI features 

  

Ref. Yusuf Ann Rheum Dis 2011 (Systematic review)  

MR images from Guermazi Med Clin North Am 2009 

 

Effusion 

BML 

PD fat-suppr. 

PD fat-suppr. 



Ann Rheum Dis 2012 Jun;71(6):899-904 



Odds ratios (95% CI) for joint 
tenderness for various MRI features 

Ϟ ŀŘƧǳǎǘŜŘ ŦƻǊ ŀƎŜ ŀƴŘ ǎŜȄ 

Univariate  
(separate models) Ϟ 

Multivariate  
(one model) Ϟ 

Osteophytes  2.1 (1.5-3.1) 1.4 (0.9-2.1) 

Erosions 1.8 (1.3-2.4) 1.4 (1.0-1.9) 

Bone attrition  2.6 (1.7-4.0) 2.5 (1.5-4.1) 

Synovitis (grade 2-3) 2.5 (1.7-3.7) 2.4 (1.6-3.8) 

Bone marrow lesions (BMLs) 2.3 (1.6-3.3) 1.5 (1.0-2.3) 

Joint space narrowing  1.5 (1.1-2.0) - 

Cysts 1.7 (0.9-3.2) - 

Malalignment 1.7 (1.0-2.9) - 

Flexor tenosynovitis 1.5 (1.0-2.3) - 

Collateral ligament (CL) discontinuity 1.7 (1.3-2.3) - 

BMLs at CL insertions 2.1 (1.3-3.3) - 

Haugen et al  Ann Rheum Dis 2012 Jun;71(6):899-904 



1. Epidemiology and preventive strategies 

2. Treatment targets    

3. Evidence for pharmacologic interventions 
1. Paracetamol/NSAIDs 

2. Nutritional supplements 

3. Tramadol/opioids 

4. Corticosteroids 

5. Hyaluronic acid 

6. Other 

4. Evidence for nonpharmacologic interventions 

5. Management recommendations 

Outline of presentation 



Osteoarthritis Cartilage. 2011 Aug;19(8):921-9 



Ann Rheum Dis 2011;70:982-9  



LM Wildi et al Ann Rheum Dis 2011;70:982-9  



Ann Rheum Dis 2008 Jul;67(7):942-8 



Ann Rheum Dis 2012;71:1322-8 

Ann Rheum Dis  
2012;61:642-7 

Ann Rheum Dis  
2012;61:891-8 





Reginster et al. ARD Epub ahead of print 





1. Epidemiology and preventive strategies 

2. Treatment targets 

3. Evidence for pharmacologic interventions 

4. Evidence for nonpharmacologic interventions 

5. Management recommendations 

Outline of presentation 



P Richette et al Ann Rheum Dis. 2011;70(1):139-44 



Ann Rheum Dis. 2011;70:1798-1803 



  Ann Rheum Dis. 2012;71:26-32 



AT group Control Between 
groups 

COPM Mean change P-value Mean change P-value P-value 

Performance 1.4 0.003 -1.0 0.005 <0.001 

Satisfaction 2.5 <0.001 0.6 0.16 0.001 

Ann Rheum Dis. 2011;70:1447-52 



Ann Rheum Dis 2012;71:159-60 

Ann Rheum Dis 2012;71:172-9 


