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= Abstract =
A Case of Pulmonary Intravascular Lymphomatosis
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Intravascular lymphomatosis(IVL) which was first described by pfleger and Tappeiner in 1959 is rare malig-
nancy characterized by neoplastic proliferation of lymphoid cell lineage within the vascular lumen with little or
no adjacent parenchymal involvement. Its usual sites of involvement are central nervous system and skin or in-
frequently heart, lungs, pancreas, liver, spleen, kidney, adrenal glands, genitourinary tract, and bone marrow.
Pulmonary involvement of IVL is not common. Symptoms of pulmonary involvement include dyspnea, cough
and fever. Radiologicially, the disease is manifested with diffuse interstitial infiltrates. We report a recently ex-
perienced case of pulmonary intravascular lymphomatosis which was manifested with fever and chest pain.
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M Z2 gout, ) AYe =& Holrh. 1959 Pflegers}
Tappeinero]] oJa] Bug oz AMAFHeZ 1004
g3y ¥Y=FZF(Intravascular Lymphomatosis, 27} RnvEgon), FuUdAs 234 o}F Bm

o)3} IVLZ ofsh) & dauld] S8d =79 o4y  upt gtk Az 5L HE AUE d9Y 9=F
FTHE B 3= F”oltt). IVLY 4 Y F 1dE #2 WA3E 088 s8ez A3
Foe 32734018 1 9 o Frig IPYE 71ell o|& nugc}.
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Y I ga AEHYYE ¥ 19, o8 g
wgto] Wil 204U ARE MAE AlFEReH, W
{4 ARE F7] A ASHAE +5F FF 53l
wgslch M2 Y BT oF 10kg A=) HF
A2t e, FE5Re TFIH0] AN, BE
9] 7133} e JlE viEsich. AAHAA 2
3 o WHEe glolw, 207e] FAgo] flonvt
104 4 Fd3tact.

O|8tH A Ul 24 ¥k 110/70mmHg, 4t
& 10038)/%, 3&5 25%)/8, ML 385CH+
AR ARGA gEde XA gokT, FF A
AdA FEFL EeA astet. EREAGAR o
Y vle] %‘HE 2R g3 FEE Yen,
3o FAe Qigich. AARA HAlM &57155
7747159 o) Ade gllem AZot 79 Tl
Az ol 27L& g4

HADNA TR P FAA 8T 3,800/mm®, ¥
qi 12.1g/dL, E4% 189,000/mm?® 18]t ESR
16mm/hrojgles, AST/ALT/ALP 60/23/70
IU/L9en, LDH 1783 IU/L¥ct. a4dA AR} diw
AAl, Y- AAL, AR TolA Fol 47L& 9L
Q). FAHIAAAA pH 7.46, PaCo, 57.
9mmHg, HCO;~ 22.6mmol/L, Sa0, 91.7% (O, 2L
/min via nasal prong) 2 A4tAZFE HYoH, i
715 AAIA A xS Wit vt BEEHAN.
A wjF AAL, AY XA AL, 9w HAL,
Widal ZAllA ol 2de BFEHA AT
FANA, anti ds-DNA, cryoglobulin, RA factor,
ASO, C3/C4/CH50 FAAE Hola7AL ¢t
HIAMMEE] 2 [ GeFFEGdA FF dold T
A% 2729 (reticulonodular) 9] s 3-&o] #&
Helew, & #Hof FRolAE el (groung
glass appearance) 2] A -&o] #AE U (Fig. 1).
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Fig. 1. Chest PA shows ground glass appearance
in the right middle lobe and both lower
lobes.

Fig. 2. High resolution chest CT scan shows
reticulonodular densities in both lung
zones,
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I Fig. 3. There are atypical hyperchromatic cells in septal capillaries(arrows) and activated
pneumocytes(Hematoxylin-Eosin stain, x 200).

UAcH(Fig. 2). BF A4} d3 QA 549 §
=3 Fdic A i)

Helsty 2d /18R YAFes 7w M8
& Ao} HEolA L0l%lon, HAAHe
2 AgE AFE, AF wiS@AE CMV, Pneumo-
cystisd] @ HAle &40t 4 Aoz
A& NS 2y, duuFoe Z3$d o4 B
gdxFo] F2g #ASlY B g+ 7199 @By
YxgFos ALScH(Fig. 3, 4, 5). FHYAL
Ao 24 FEe i

2zt g 29ARE AR FFA A2E Ask)
Mot whgatx] ergty, Wi 44A FAIAAE
T Wy oz VLo Ao AH Rl thga
Wil  CHOP(cyclophosphamide, doxorubicin,
vincristine, and prednisolone) .2 l8}sta &
NS olF VAks Byt sFTT 59 Y

ool BAsIgo}, e 279A Sl <@ B
Foz Asigct.

o #

d#y H=ZEZ(Intravascular lyinphomatosis,
IVL)E Hejgtoz AP Frle] 43 A9 3
H3A] 3 mAEgoy e Ar)e] Fulln Ao
W7ol F9E AnTe) bgFHoz JelPe =
oty Agolt}h. 19593 Pflegers} Tappeinerol]
)& angioendo-theliomatosis proliferans syste-
maticaZ A& 7led ol AAAZe= 1009 F
#A7 BRu¥YE9len], malignant angioendoth-
eliomatosis, angiotropic lymphoma 2?02 £l
o gt} 27ldl= T A Jlgshe tgEge
2 AZ4=H%eu?, 2 immunohistochemistry &
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Fig. 4. This immuncstaining shows intense membrane-based immunoreactivity for leukocyte
common antigen({Immunohistochemistry for leukocyte common antigen, x40},

oj&3l common antigen %A 3}
monoclonal lymphoid population]g& Z%3ld
IVLe] dif-&9] 79 B 7oA 7dsy, =&
739 T ool 7idshs ofd dukge] 3 7
o] HHATG 2",

IVLE €91 vlde] i, =% 23 £ A9
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& A% Agdt. 207349 o5-E VPt &
sHA sk, 2 o A%, #, A%, 3 WE, A
Z, §4, 2, 3¢, 4 a=ln 384 58 3
HE £ A0 FRAAE dFe2 YT =
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leukocyte

Al F4H& progressive multifocal cerebrovascular
events, spinal cord and nerve root vascular
syndrome, subacute encephalopathy, peripheral
and cranial neuropathy S0 2 uo] A 4 ¢=
g1, 55% A ZPsl= AujE BFY 5 QU2, 2
9] AjG Aofl, GAIHA AoFolv o, 7Y
Z, vhaehy], a4, 3AER Fo] Jehdt.
A7 ZAL B giERE 2 AP, F2 87
so] DA Aot 8] ¢S T EFe
2 Jepdr}s o, VLA JYehhs ole§ $4E
2 AN TS 4oz Qg Fe] wH= WYF}
2,10)

IVLe] ¥ e =24, o] 3¢ 332, 713,
AAmte) g, Ad4FE FUE, Y 1¥
o4& B RuE giokh 0 Ao RE F
2 Fo FF L ANE TUEA] ¢ vukgde %

— 1393 —



Fig. 5. This immunostaining of intravascular tumor cells shows strong positivity for CD20

(Immunochistochemistry for CD20, x100).

4AdY HEAA &R Jeh g, AAEL 2
AR A7 Hole ASE UtkV. HE AEd
349 7 Adoze Holy golv T4%, lym-
phomatoid granulomatosis, angiocentric lympho-
ma, %, ¥4 Bt A 4974 WEge ¥ A
i Fol A2,

IVLE] Xgd g FYe BA gon, oF g4
UE Fog d3A Qg 2HZo|=E o|8F B
U AN X RS 2 EHE HAFA R,
 TH YUAE o183 UE8Y 94 AL ¢
A 7R BEH 249, DiGiuseppe 5-Y& 109 9]
IVLZH oA Bi3jetagon g3t 499 g
A SPEH7} FE Husiglon, o wiAes
IVL& high grade non-Hodgkin's lymphomad]] &
A B3 gt arg s ALY Aol At ok

1,4)

2 o

Hehl X ZFZ(intravascular lymphomatosis,
IVL)& 19593 A& Bysglen, 38 B g7
o] g W) 39 o4 FHog WY =8
ot Ago|ct. IVLe 3 JY R 230744
olm 1 9 ¥y, A, ¥, 3 F AAP/IE AWy
F Ao IVLe] sjHe =& Ae= FE 3%
SEFEE, UF, 713 Solv Wrgta o g 7hAy
F&o2 Jeidt. J2 Azl 5 n¥3 FE 53
& Fusle) BAF g AEE P E=EFE 1
& AP0l e FHEANNA P4 Hee
Foehs €9 vjAbel Bdd sFERe] =F 7y
Ao shtz ol& Hagit.
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