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Diffuse Pulmonary Infiltration Rapidly Progressed after the
Chemotherapy of a Patient with Malignant Lymphoma
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Ho Joo Yoon, M.D., Sung Soo Park, M.D., Jung Hee Lee, M.D., Young Yul Lee, M.D.,
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Acute respiratory failure with diffuse pulmonary infiltration was occurred in a patient with malignant lympho-
ma lmonth after the 8* CHOP chemotherapy. The ground glass and consolidation appearances on chest C-T in
this immunodeficient patient could be presented in many clinical situations such as pneumonia by opportunistic
infections(fungal, parasites, viral, and usual bacterial pathogens), anti-tumor drug’s pulmonary toxicity and
tumor invasion. And the other diseases of acute interstitial pneumonitis, alveolar proteinosis, BOOP, pulmonary
edema and alveolar hemorrhage, which could present the same radiologiéal findings, should included in differen-
tial diagnosis.

This patient was diagnosed as the opportunistic pneumonia by Frewnocystis carinii and probably
Cytomegalovirus through bronchoalveolar lavage and transbronchial lung biopsy

Key words : Opportunistic pneumonia, Pneumocystis carinii{PCP), Cytomegalovirus(CMV), Lymphoma,
Chemotherapy, CHOP
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Fig. 1-A. Chest P-A on admission showed a ljt-
tle pulmonary infiltrations on both
lung fields without hilar and mediasti-
nal lymphadenopathy.
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dskERes Yeslel 24 WEL FUW T 2
HE=Ae] ot 933 (non-hodgkin’s lymphoma:
T-cell, small cleaved and large cell, stage IV) 2.
2 SsE A ol 5 4 144 A7A cye-
lophosphamide(750mg / m ?), adriamycin(50mg
/m?), oncovin(1.4mg/m?) 3 PDS(100mg)& 35
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#24
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Fig. 1-B. Chest A-P in supine position 4days
after admission showed more in-
creased pneumonic infiltrations on
both lung. The infilatration was more
severe on right lung and became com-
pact densities on the mid-and lower
fields of the right lung. Intubation
tube was inserted in trachea.

TE 24 dY A Y-S 140/70mmHg, =4t
1003]/%, A& 38C, aFFE 243)/%, 94
E3EA. Fabe] Ak AWy, FE dgd
& WARAA ggta, ) 2 A=A T glslth
e w2 ¢ S ko HFA 45 A
o} 3FEE FtER oy Aot X L2 §lTh
B, AR @ AR A@A] o4} A3 gloith
AL A D8 AP 884 9.7g/dl, BFEF
29.6%, WAL 8,900/mm*(ET 89%, T+ 5
%, S 5%, TAF 6%), B4 A E(reticulo-
cyte)= 1% 93, &H AL, 84 A5, Az
Are A4 A919Y. AY a2 d4d ol 1
W T ol BYov, A ol ¢ ¥ F
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3 2wy yla BAe pH 7.46, PCO, 35mmHg,
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Fig. 2. A thin section of enhanced Chest C-T
showed a ground glass apprearance in the
entire lung. Alveolar consolidations was
presented in both lower lobes.

Fig. 3-A. Cluters of Preumocystis carinii systs
in cytocentrifuge preparation of bron-
choalveolar lavage fluid. Gomori’s me-
thenamine silver stain{ x400).

PO, 63.7mmHg, HCO; 24.8mEq/L, Base excess
2.2mmol/L, O, saturation 93.5%, P,-0.8 9F
120mmHg%ict.
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Fig. 3-B. Preumocystis carinii cysts in the
alveolar space of transbronchial lung
biopsy(TBLB) specimen. Gomori’s
methenamine silver stain( X 200).
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7 Axede Y $5= 959 A A2y A
2R\ O] Preumocystis carinii(PCP)7}
#2= Ut (Fig. 4-A & B) 7134 HzA 22 3
4 AN AE38k Cytomegalovirus(CMV)dl] o
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PCP 22 CMV #A4g, Ha4 124 AL UIP,
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