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A case of AL amyloidosis associated with a remarkable histological progress in a short period
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72EZh, WONICAL 7304 F—3 2082 2L T, ESWBRICRIOBAEMEAZ WELLLE 3,
PAM FettCAREBRIAFEIRIEIZ spicule #5E ) TR Z D, BEO 7 S v FILEEZ BT 0 H &2 67, Wil
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AL amyloidosis is the most common form of systemic amyloidosis. Although kidney biopsy often is the
method by which the disease is identified, small amounts of amyloid in kidney biopsy specimens may be
missed on routine examination unless specifically investigated. We present here a previously healthy 60-year-old
man who developed nephrotic syndrome. His first renal biopsy showed minimal change nephrotic syndrome
(MCNS). Proteinuria remained refractory to immunosuppressive treatments. Six months later, a repeat renal
biopsy clearly showed AL amyloidosis. Re-examination of the first biopsy in the light of the final diagnosis
again suggested a subtle deposition of amyloid fibrils. The discrimination of an early lesion of renal amyloido-
sis with MCNS may often be difficult. It is necessary to maintain a high level of alertness for amyloidosis espe-
cially in aged patients with nephrotic syndrome and to consider a repeat biopsy in steroid-resistant cases.
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Shlbnbiuk, £6 2 H v EIC, Bk
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FI4TE, 7V 722 463%, al-7a 7Y ¥ 53 %, a2-

Fig. 1. Histological findings on the first renal biopsy

A : PAS stain showing minimal change disease ( X 400)

B : PAM stain suggesting a subtle deposition of amyloid
fibrils (arrow) (X 400)

C ! Spicular structures along the glomerular basement

membrane (arrow) (X 1,000)
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Table 1. Laboratory findings (1)

Blood cell count Blood chemistry Urinalysis
WBC 12,300/ulL Na 135 mEq/L Protein (4+)
Neu 822% K 4.6 mEq/L OB (3+)
Eos 01% Cl 97 mEq/L UP/Cr 141
Bas 01% Ca 9.5 mg/dL CCr 76 mL/min
Mon 25% P 3.5mg/dL Urine sediment
Lym 151 % Mg 2.3 mg/dL RBC <1/HF
RBC 411x10%/uL TP 4.6 g/dL WBC <1/HF
Hb 14.2 g/dL Alb 2.2 g/dL Granular cast ~ 20~29>/WF
Ht 41.3% Glu 172 mg/dL Hyaline cast 100> /WF
Plt 31.6X10%/uL LDL-C 188 mg/dL Waxy cast 1~4/WF
AST 411U/L Fatty cast 1~4/WF
Coagulation ALT 60 1U/L Epithelial cast ~ 10~19/WF
PT 65.1 % r-GTP  3301U/L
INR 1.22 Cr 0.8 mg/dL Bence Jones protein (—)
APTT 24.9 sec BUN 26 mg/dL
UA 9.2 mg/dL
CRP 0.29 mg/dL

Table 2. Laboratory findings(2)
Serological study

C3 145mg/dL  Anti DNA Ab <51U/mL

c4 54mg/dL  Anti SM Ab (=)

IgG  333mg/dL  Anti SS-A/RO Ab (=)

IgA 87 mg/dL  Anti SS-B/LA Ab (=)

IgM 48 mg/dL  Anti Jo-1 Ab (=)

RF  <0.61U/mL Anti CCP Ab <0.6 U/mL

ANA 40 Anti cardiolipin-8,GPI 0.7 U/mL
MPO-ANCA <1.3U/mL
PR3-ANCA <3.5U/mL
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Fig. 2. Histological findings on the second renal biopsy
. PAS stain ( X 400) showing amorphous material in the mesangium and capillary loop
: PAM stain (X 1,000) showing spicules along the glomerular basement membrane (arrow)
. Congo red stain ( X 200) showing the presence of glomerular amyloid deposits
. Electron micrograph ( X 12,000) showing amyloid fibrils
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