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Tell me about the morphology of Rheumatoid arthritis
· Rheumatoid arthritis is a systemic disease, which most commonly presents as chronic synovitis

Morphology
· Mostly small proximal joints of hands and feet.  Also wrists, elbow, ankles, knees (symmetrical)

· Villous hypertrophy of synovium (“pannus”), filling the joint space, and encroaching on articular surface (synoviocytic hyperplasia and lymphocytic infiltration)

· Pannus and destructive enzymes cause cartilage destruction.  Fibrous and bony ankylosis.  Neutrophils in synovial fluid

· Rheumatoid nodules subcutaneously (necrosis surrounded by fibroblasts / WBCs) at pressure points

· Vasculitis

· Nonspecific fibrosing inflammatory lesions in lungs, pleura, pericardium, myocardium peripheral nerves, eyes

What is the pathogenesis?
· Likely autoimmune

· 80% have rheumatoid factor

· Immune complex binds complement – C3a and C5a cause neutrophil chemotaxis into joint fluid

· Neutrophils, synovial lining cells, lymphocytes, and macrophages all contribute

· Macrophages release IL1 and TNF

What systemic consequences do you see in SLE
· Kidney – almost 100%

· Various glomerulonephropathies

· Skin – 85%

· Malar erythema

· Bullae, erythema

· Increased with sunlight

· Joints – 90%

· Nonspecific, nonerosive synovitis

· CNS – 20%

· Neuropsychiatric manifestations, due to

· Endothelial injury

· Occlusion secondary to antiphospholipid antibodies

· Neuron-reactive antibodies

· Serositis

· Focal vasculitis, fibrinoid necrosis, oedema – causes adhesions

· Heart

· Libman-Sacks endocarditis – mitral / tricuspid valves

· Myocardium – mixed inflammatory cell infiltrates, necrotising arteritis

· Spleen

· Moderate splenomegaly

· Capsular thickening, follicular hyperplasia

· Lungs

· Pleuritis

· Interstitial pneumonitis

· Diffuse fibrosing alveolitis
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