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Progress of diagnosis and treatment of systemic light chain amyloidosis

Summary The amyloidosis are rare diseases that characterized by abnormal deposition of amyloid. Systemic

light chain amyloidosis(AL)is the most common type of amyloidosis in clinical practice, which often affects the

function of vital organs such as heart and kidney. The incidence of AL has been increased these years in China, but

the diagnosis and treatment are relatively insufficient, Imaging methods, biological and genetic indicators are critical

to the early diagnosis and the prognosis for AL. Currently, The treatment for light chain amyloidosis is mostly fo-

cused on the elimination of malignant monoclonal plasma cells,and some new mechanism drugs targeting amyloid

have also shown good efficacy. This article reviews the recent progress of pathogenesis,diagnosis and treatment for

light chain amyloidosis.
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