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= Abstract =
A Case of Primary Diffuse Nodular Pulmonary Amyloidosis
Localized in the Lung
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Nodular pulmonary amyloidosis is one of the rare manifestation of amyloid disease. It is known to be caused by
amyloid L fibrils in the majority of cases. We experienced an unusual case of a forty-one year-old woman who
was presented with multiple nodular lesion on the chest X-ray. CT-guided core needle biopsy, performed on the
lesion, showed apple green birefringes, when stained Congo red and examined under polarized light. Ultrastruc-
turally, there are randomly oriented, forming densed networks, and consists of fine, 7.5 to 10nm diameter, rigid,
non-branching filaments of various lengths in electron-microscopic finding. We report a case of primary dif-
fuse nodular pulmonary amyloidosis only localized in the lung, which was confirmed by CT guided core needle
biopsy. ( Tuberculosis and Respiratory Diseases 2000, 49 : 365-371)
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Fig. 1. The total protein level was within normal
limit(7.6 gm/d¢ ).
The serum immunoelectrophoresis sho-
wed intensely stained arcs against anti-
IgG and crresponding anti-kappa.

2ol 2lslov](Fig. 1), @3 4A477 HBs Ag,
HBs Ab, ANA(antinuclear antibody), RA
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FVC 1.9L(a)/+=]2] 64%), FEV, 1.47L(<f/¢=]2]
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Fig. 2. Chest PA showed pdtchy air-space cor
solidation in both lower lung zones.

Fig. 3. HRCT revealed multifocal patchy consoli-
dation and multiple well-defined or ill-de-
fined nodules in both lower lobes and
right middle lobe and lingula. A few bul-
lae were also seen in both lower lobes.
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Fig. 4. Multiple areas of consclidation and nod-
ules in lower lung showed homogeneous
soft-tissue attenuation on mediastinal
window of HRCT. No calcification was
seen in the nodules or consolidation.

Fig. 5. The section showed dense accumulation
of typical amorphous eosinophilic materi-
al. Aggregates of lymphohistiocytes
were found and gaint cell with foreign
body are were seen engulfing the eosino-
philic materia (H & E, = 400).
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CTAAL A7lvAH e, =, 24, ¢ 7]e &

Ny H,I:

Fig. 6. Congo red stain showed apple green
birefrigence after polarization. (Congo
red stain, x400)

Fig. 7. Ultrastructurally, there were randomly
orienled, forming densed networks, and
consisted of fine, 7.5 to 10nm diameter,
rigid, non-branching filaments of varia-
ble length various lengths.( x 54000)
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dalo] WRA|FeelN BAY @2y B2
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