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OSTEOARTHRITIS — THE NATURE AND EPIDEMIOLOGY (1)

0 OA

e is a condition characterized by hyaline cartilage damage, changes in
subchondral bone of sclerosis and osteophyte formation

e it is characterized as a slowly progressive loss of articular cartilage as well as
formation of new bone at the joint surfaces

e is not a single entity but rather the end result of several mechanical and biologic
factor that trigger the processes resulting in cartilage destruction

e is the commonest type of arthritis, occuring in about 20% of the population as
a whole and in 50% of those aged over 60 years

e its greatest impact is an weight-bearing joints such as the hip and knees, and
involvement of these joints is the commonest cause of disability in an elderly
population

e it is twice as common in women as in men

¢ OA is uncommon in black populations

[0 OA — CLASSIFICATION
¢ OA is a “final common pathway”, classification is difficult
e PRIMARY-IDIOPATHIC
- this type is often referred to as “aging”
- is unrelated to known systemic or local diseases
e SECONDARY

- there is a clearly identifiable underlying cause (inflammatory,
metabolic, endocrine, traumatic or heritable connective tissue disease

)




OA — CLASSIFICATION (2)

 IDIOPATHIC (PRIMARY)
¢ Localized
¢ Generalized — includes three or more areas
e Mineral deposition diseases
0 SECONDARY
e Post-traumatic
e Congenital or developmental
e Disturbed local tissue structure by primary disease, e.g., ischemic necrosis,
tophaceous gout, RA
e Miscelaneous additional diseases
- endocrine
- metabolic

- neuropathic arthropathies
- mechanical
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Fig. 3. Plaque-like
(central) osteo- _ §
phytes, also known
as flat exostoses,
sometimes grow
over and thus
protect articular
cartilage damaged
by the osteoarthrit-
ic process. (Cour-
tesy of Professor
F. Eulderink, Delft,
Netherlards)



OAT ETIOLOGY AND PATOGENESIS

0 ETIOLOGY AND PATHOGENESIS
e OA is a disease of cartilage
e Different stimuli initiate the degenerative process:
- mechanical insults - vrepetitive trauma causes stiffness of
subchondral bone, resulting in increased wear of overlying cartilage
- obesity (mechanical stress) is associated with OA of the knee
- occupational or sport-related stress (lumbar spine is affected in coal
miners, the shoulders in bus drivers)
- female sex
- age (the disease tends to start at the age > 50)
- genetics (a strong familial tendency)
- biochemical abnormalities of cartilage
- inflammatory factors
immunologic factors

OPATHOLOGY
e cartilage fibrillation of the superficial layer with fissures (splits) and erosions
e there is progressive cartilage loss until hard eburnated bone is all that remains
e the synovial membrane is heavily infiltrated with mononuclear cells
e there is thickening of subchondral bone with cyst formation

e osteofytes (spur formation) seen predominantly at joint margins represents the
proliferative response

e osteophyte are a cardinal feature of OA




OA — ETIOPATHOGENIC FACTORS (3)
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OA — MAIN CAUSES AND DIAGNOSIS (4)

O MAIN CAUSES OF SECONDARY OA
e Congenital abnormalities of joints
- hypermobility
- congenital dysplasias
e Structural disorders in children
- slipped femoral epiphysis
- Perthes’ disease
¢ Neuropathic (Charcot joint)
¢ Trauma and mechanical problems
- intra-articular fractures
- unequal lower extremity lenght
- meniscectomy
- obesity
- recurrent dislocation
- occupational hazards, e.g. repetitive actions
e Crystal deposition disease and metabolic abnormalities of cartilage
- pyrophosphate arthropathy
- ochronosis
- haemochromatosis, Wilson’s disease

e Avascular necrosis, e.g.
- sickle cell disease
- corticosteroid therapy
¢ Other conditions in which cartilage is destroyed, e.g.
- septic arthritis
- recurrent haemarthrosis
- inflammatory arthropathy such as RA
¢ Endocrine diseases
- acromegaly
- hyperparathyroidism



OA — MAIN CAUSES AND DIAGNOSIS (4)

T DIAGNOSIS
* The diagnosis is by exclusion of the other diseases and is confirmed by
radiography
¢ Three clinical questions need to be considered:
- is there a contributing or complicating disease?

- in particular is there pyrophosphate or urate crystal deposition?
- is there a resultant or contributing mechanical factor?

OA — CLINICAL FEATURES - SYMPTOMS (35)

[ Despite a multiplicity of possible causes, the clinical presentation of the disease is often
remarkably stereotypic

e The most commonly affected joints are the
- hips
- knees
- spine
- small joints of the hands (proximal and distal interphalangeals) and

feet (metatarzophalangeals)
e The wrist, elbow, shoulder and ankle are usually spared unuless there is
evidence of trauma, congenital abnormality or metabolic, endocrine disease






