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Amyloidosis & amyloid fibrils
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Damage tissue structure and organ
function
Progressive and fatal without treatment
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Amyloid deposits

Fibril precursor proteins in systemic amyloidosis:

Monoclonal Ig light chains AL

Serum amyloid A protein AA

Genetically variant proteins Hereditary amyloid
Transthyretin Senile systemic amyloid
B, microglobulin Dialysis related amyloid



Types of systemic amyloidosis

Unclear
2% Senile TTR
Localised 1%

Hereditary

1961patients seen at NAC since 1990



AL amyloidosis

Commonest type of systemic
amyloidosis

Monoclonal gammopathy detectable ~ 80%

Median survival 6-15 months
~ 1 in 1500 deaths in UK



