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Table 1 AP &

[cBC] [ Immunology ]
WBC 5510 /uL y-GTP 25 U/L CRP 3.40 mg/dL
Hb 83 g/dL CK 406 UL IgG 1087  mg/dL
Ht 260 % BUN 394  mgdL IgA 682.6  mg/dL
Plt 1285 /L Cr 736 mg/dL 1M 115  mg/dL
ua 6l mg/dl | 873 mgdlL
[ Chemistry ] Na 138 mEq/L ca 25.0 mg/dL
TP 6.1 g/dL K 4.1 mEq/L :
Ab 3 oL a 102 mEQL CH50 378  UmL
TBil 05 mg/dL | Ca 101 mgdL Cryoglbulin ©
AST 27 wL | P 40  mgdL | ANA ©
ALT 20 UL T-Chol 132 mg/L RF 4 U/mL
LDH 197 IU/L TSat 213 % MPO-ANCA )
ALP 416 1U/L Fer 299 ng/mL PR3-ANCA -
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An autopsy case of systemic dialysis-related amyloidosis
with colon perforation
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Dialysis-related amyloidosis is characterized by amyloid deposition of beta2-microglobulin (B.
MG) into multiple organs, especially bone and joint, in patients undergoing long-term dialysis.
We report an autopsy case of systemic DRA with colonic perforation. A 63-year-old male had a
23-year history of hemodialysis. He was admitted to our hospital because of bilateral leg pain due
to DRA. We used opioid drugs for the refractory pain which persisted against adjuvant
analgesics. In the course of the treatment he had gross hematochezia and marked abdominal
distension. Following a CT scan, a large amount of pneumoperitoneum was detected. We
performed an emergency surgery, but there was no perforated site. Hematochezia and
abdominal distension persisted after surgery. The patient died complicated by catheter-related
blood stream infection. Based on autopsy findings, the major cause of death was multiple colonic
perforations, in which amyloid of B2MG deposited in the walls of small vessels, with muddy ascites.
B:MG deposited in many other organs such as the lung, myocardium, esophagus, duodenum,
pancreas, bladder and adrenal gland. DRA should be considered as a cause of intestinal

perforation in dialysis patients.
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