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Table 1 Laboratory findings
Hematology T-bil 0.3 mg/dl 1gG 1,810 mg/dl
WBC 7,300/ul AST 13 1U/1 IgA 317 mg/dl
Neu 74.0% ALT 9 1U0/1 IgM 1,170 mg/ml
Eos 0.0% LDH 415 1U/1 IgE 138 TU/ml
Bas 1.0% Alp 256 1U/1 SAA 96.6 ug/ml
Lym 21.0% v-GTP 6 1U/1 ANA % 640 (Speckled)
Mon 4.0% ChE 457 TU/ml SS-A X 16
RBC 3.16x106/ul sAmy 58 1U/1 SS-B x4
Hb 85 g/dl T-chol 138 mg/dl RF 166 1U/ml
Ht 25.8% TG 107 mg/dl ACE 79 10/1
Plt 2.37%x10%/ul FBS 97 mg/dl C3 92 mg/dl
ESR 150 mm/h C4 18 mg/dl
Serology CH50 36.1 U/ml
Biochemistry CRP 3.08 mg/dl Clg-CIC 2.8 ug/ml
Na 141 mEq/I C3d-CIC 5.0 ng/ml
K 3.9 mEq/I Tumor Marker
Cl 105 mEq/I CEA 1.0 ng/ml Aspergillus Ag. (—)
Ca 4.7 mg/dl NSE 7.7 ng/ml Cryptococcus Ag. (—)
P 3.0 mg/dl SLX 54.8 U/ml
BUN 20 mg/dl SCC 1.7 ng/ml Urine
Creat 0.8 mg/dl CYFRA 08 ng/ml Pro (—)
TP 76 g/dl CA199 38 U/ml Glu (—)
Albumin 3.3 g/dl Occult Blood (—)

Fig. 1 A chest radiograph on admission showed multi-
ple nodular shadows in both lungs.
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Fig. 3 Histopathological findings of the nodule ob-
tained by lung biopsy from the right S° showed depos-
its of eosinophilic amorphous materials and
lymphocytic infiltration with multinucleated giant
cell reaction. (HE X 20)
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Abstract
FDG-PET findings of nodular pulmonary amyloidosis with a long-term observation

Yukihiro Umeda”, Yoshiki Demura”, Naoko Takeda”, Miwa Morikawa”, Daisuke Uesaka”,
Masanori Nakanishi”, Shiro Mizuno”, Shingo Ameshima"”, Masato Sasaki”,
Harumi Itoh®” and Takeshi Ishizaki”

"Department of Respiratory Medicine
YThoracic Surgery
¥Radiology, Faculty of Medical Sciences, University of Fukui

A 60-year-old woman was referred to our hospital because of an abnormal chest radiograph in May, 2000. She
was found to have rheumatoid arthritis in March, 1998, and pharmacologic therapy with anti-rheumatic drug was
started. The chest CT scan revealed bilateral multiple lung nodular lesions of various sizes up to 30 mm. F-18
fluorodeoxyglucose positron emission tomography (FDG-PET) demonstrated a lesion with intense FDG activity in
the right lung with a standardized uptake value (SUV) of 10.1. Fiberoptic bronchoscopy revealed no endobronchial
lesions. Video-assisted thoracoscopic surgery was done to ascertain the pathological diagnosis. Histological exami-
nation showed that the pulmonary nodules were composed of amyloid A (AA) protein. Secondary Sjégren syn-
drome was subsequently diagnosed. A diagnosis of localized nodular pulmonary amyloidosis with AA type amy-
loid protein was made, and therapy with anti-rheumatic drugs was continued. After six years of therapy, the size
of pulmonary amyloidoma was reduced, and the accumulation of FDG returned to normal. We reported this inter-
esting case in which FDG-PET apparently reflected the disease activity of pulmonary amyloidosis.



