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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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ulmonary amyloidosis localized in the lung —

Fig. 2. Chest PA showed patchy air-space con-
solidation in both lower lung zones.

Fig. 1. The total protein level was within normal
limit(7.6 gm/d¢ .
The serum immunoelectrophoresis sho-
wed intensely stained arcs against anti-
12G and crresponding anti-kappa.

A70] A en(Fig. 1), 83484 HBs Ag,
HBs Ab, ANA(antinuclear antibody), RA
facter, VDRL 2% &Xo|gtl. #H7% ZHAMF
FVC 1.9L(94X2] 64%), FEV, 1.47L( 419

62%), FEV,/FVC 76% 2 25%9 Aaa Zof Fig. 3. HRCT revealed mu]tnfocal patchy consoh~
I L R I
*301%1» 033'? MFEAE BF FAolrh A= right middle lobe and lingula. A few bul-
A ABE Agelda ZIHAAR 248 Felh lae were also seen in both lower lobes.
7% XILH He Ao 78R AZAHY AL A

3 54g /‘ﬂﬁ’.@lL} ol MEe HEHA Ggtort A ket B S5 Aol Bagh ity vk
AEFEANE 55T wgo] 12% 2 Tha 275 4 o) Asiel 3l 28 Higel Bxshs vy 23
o} Act. o] BtH(Fig. 3). 2482 4 mmoA 3em 7)o
YARIEA oA deFh X-AdM 45 sk o, 93 22 4¥4 (lobulating) FeiL, Wlw
ol ¥H443 (patchy) #78} (consolidation) o] £73¢] A BEEi. 459 2de s W
BHch(Fig. 2). 13 ol A|3g nsj4 CTATo| Rolylx stirh. mak Zdo] Agrrh ahgdef wol
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Fig. 4. Multiple areas of consolidation 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, x400).

X3 mo] FAREC [ARY O] Bo| 2X3=
7A%E Bk duel Exshe A4y ske dx
Az e Arel CT 744 (attenuation) & KHEo
o Mslsh 58 FER] Zock(Fig. 4). zay
CTaAL A7IBAAxY, d9=2F, 29, 2 7|e &

Fig. 8. Congo red stain showed apple green
birefrigence after polarization. (Congo
red stain, X400)

Fig. 7. Ultrastructurally, there were randomly
oriented, forming densed networks, and
consisted of fine, 7.5 to 10nm diameter,
rigid, non-branching filaments of varia-
ble length various lengths.( x 54000)

o} wwiztel 7o) ofgsith. CT #= sjol| A

73 (core needle biopsy)& A8}t

Halsty o~ A A7 F SoEgdA A E A

gtk A7 AddMe AL A8 Bed, %
#H G4 A7 (core needle biopsy) 2.8 & F3 0]

A AYA F4Y 344 BAe| Fre Aol 1

AR, FEFES AR 344 BdE ¥AY
A7 ]"r B o (Fig. 5), o]& Congo red ¢
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qate] ABEuIESAN B ASH 22
(apple-green birefrigence)2 UYeERJL(Fig. 6),
AR A 75-100m FAe] FFabel Meast
#EHA (Fig. 7).
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