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An 80-year-old man was admitted because of appetite loss, mild proteinuria, and leg edema. A
computed tomography examination revealed a tumor in his left kidney, and a left nephrectomy was
performed. The tumor was histologically diagnosed as a clear cell type renal cell carcinoma, and
hematoxylin eosin staining of the non-tumor region of the resected kidney showed an almost normal
morphology. Three months later, he was readmitted because of the development of nephrotic syndrome
with a urinary protein excretion of 4.2 g/day, a serum total protein concentration of 5.0 g/dL, a serum
albumin concentration of 2.4 g/dL, a serum total cholesterol concentration of 214 mg/dL, and generalized
edema. A full examination revealed no evidence of metastasis or recurrence of the renal cell carcinoma or
any other malignant tumor. Congo red staining and immunohistochemical staining were performed using
the non-tumor region of his resected kidney, and the presence of amyloid deposits in the microvascular
walls and glomeruli that did not disappear when treated with potassium permanganate was disclosed. In
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this manner, the patient was diagnosed as having AL-type primary amyloidosis. Bence-Jones proteinuria
and gastric amyloidosis were also observed, but a bone marrow examination showed no signs of multiple

myeloma.

Previous studies have reported an association between renal cell carcinoma and renal amyloidosis,
mainly AA-type secondary amyloidosis. To our knowledge, only two cases of renal cell carcinoma
associated with primary amyloidosis have been previously reported. Therefore, the present patient not only
represents a rare case of renal cell carcinoma associated with primary amyloidosis, but also reminds us that
careful histological examination of the non-tumor region of the resected kidney is needed to evaluate the
proteinuria associated with renal cell carcinoma, particularly in elderly patients.
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Fig.1. Clear-cell-type renal
cell carcinoma in the left
kidney

a : CT scan image

b : resected kidney

¢ : clear—cell carcinoma (HE stain-

ing)
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Laboratory data on admission

Table.
Urinalysis AST
Protein B3+) ALT
Blood (=) BUN
Glucose (=) CRE
Sediment UA
Hyaline cast (+) TC
Fatty cast (+) TG
FBS
Peripheral blood Na
WBC 6, 700/ L K
RBC 3.96X104/uL Cl
Hb 12.7 g/dL Ca
PLT ZI.BXIO"/,uL IP

Blood chemistry
TP 5.0 g/dL CRP
ALB 2.4g/dL 1gG

Serological test

131U/L I1gA 208 mg/dL
71U/L IgM 58 mg/dL
17.7 mg/dL C3 106 mg/dL
I.4 mg/dL Cc4 30 mg/dL
6.3 mg/dL CH-50 47.7U/mL
214 mg/dL ANA (=)
96 mg/dL MPO-ANCA <I0EU
98 mg/dL CEA 4.1 ng/mL
143.0 mEq/L CA 19-9 20 ng/mL
4.4 mEqg/L PSA 0.28 ng/mL
107 mEq/L Ferritin 105 ng/mL
8.8 mg/dL Amiloid A 9 pug/mL
3.3 mg/dL
Urinary excretion
Protein 4.2 g/day
0.27 mg/dL Selectivity index 0.076
837 mg/dL Cer 39 mL/min

Fig. 2.
The low magnification photograph (HE staining, %X 40) (a) shows almost normal morphology, but we rarely found a
glomerular nodular lesion in the high magnification photograph (b) (HE staining, X 400).
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Non-tumor region of the removed kidney
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PAS staining

Fig. 3.

PAS staining(a) and PAM staining(b) of the removed kidney

The arrows show a spike lesion adjacent to the glomerular nodule from the non-tumor

region of the removed kidney.
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Fig. 4.

Congo red staining showed positive deposits of

the glomeruli (a), Congophilic amyloid plaques caused
apple-green birefringence, when viewed through
crossed polarimetric filters(b), and the deposits did
not disappear after the treatment with potassium
permanganate (c).
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Fig.5. Immunohistochemical analyses indicated posi-

tive glomerular stainings of amyloid P component
(a) and A-light chain(b) and a negative staining
of x-light chain(c).
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