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Clinical and Pathological Features of Hemodialysis
Associated Amyloidosis

Shinichi NISHI

Blood Purification Center,
Niigata University Hospital

Hemodialysis associated amyloidosis (HA) is a new type systemic amyloidosis.
Gejyo elucidated precursor protein of HA was £ 2 —microglobulin ( #2 —MG), which
was a low molecular protein accumulating in the serum of long term hemodialysis pa-
tients, in 1985. The histological features of this amyloidosis, which are unique in
fiblilar structures and histochemical characters, are clearly different from those of
other types of systemic amyloidosis, AL and AA. HA shows specific aspects in clinical
features, either. The incidence of various bone and articular complications, such as bone
cysts, carpal tunnel syndrome and destructive spondylarthropathy, increases according
to the duration of hemodialysis. These complications result from the deposition of
amyloid fibrils derived from £2 —MG and are suspected to be confirmed in all pa-
tients who continue the dialysis treatment more than 10 years. The affinity of
amyloid deposition to bone and articular tissues supposed to be an interesting key char-
acter in the pathogenic consideration of amyloid fibril formation. We discussed clini-
cal and histological features of HA and summarized the recent studies of pathogenesis

about amyloidgenesis including in our research results.

Key words: hemodialysis, amyloidosis, #2 —microglobulin, glycoprotein, advanced
glycation endproduct, macrophage
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