Tuberculosis and Respiratory Diseases ¥ 2 537|148, Vol. 51, No. 2, Aug, 2001
OF &0

FHRA F PP F2Y ABRH AE 19

SRR o)l g st d, AYehetn o vy s} iostmal

oI, FoT, YEHE, J2iY, BE, ey,
OlEY, Z=Z, HEE* oifd, ZUBE, w4

= Abstract =
A Case of Bilateral Reexpansion Pulmonary Edema
After Pleurocentesis
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Geon Young Cha, M.D., Sang Hoon Han, M.D., Eui Won Hwang, M.D.,
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Soo-taek Uh, M.D., Yong Hoon Kim, M.D., and Choon Sik Park, M.D.

Department of Internal Medicine, Soonchunhyang University, Seoul, Kunyang University, Daejeon, Korea

Acute bilateral reexpansion pulmonary edema after pleurocentesis is a rare complication. In one case, bilateral
reexpansion pulmonary edema after unilateral pleurocentensis in sarcoma was reported. Various hypotheses re-
garding the mechanism of reexpansion pulmonary edema include increased capillary permeability due to
hypoxic injury, decreased surfactant production, altered pulmonary perfusion and mechanical stretching of the
membranes. Ragozzino et al suggested that the mechanism leading to unilateral reexpansion pulmonary edema
involves the opposite lung when there is significant contralateral lung compression.

Here we report a case of bilateral reexpansion pulmonary edema and acute respiratory distress syndrome
after a unilateral pleurocentesis of a large pleural effusion with contralateral lung compression and increased

interstitial lung marking underlying chronic liver disease. ( Tuberculosis and Respiratory Diseases 2001, 51 ; 161-
165)
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Fig. 1. Chest PA shows massive pleural effusion
in right and increased interstitial mark
ing and deviated heart to the left.
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AMHAL A R EA] FHE sEEAL pH 6.84,
PCO, 47.8 mmHg, PO, 61.9 mmHg, HCO,” 8.0
mmol/L, Base Excess -25.8 mmol/L¥3L, ¢4
AAARE WP 20,300/, M4 8.4 g/dL, 3
ez 25.7%, g4 210,000/l , F 5.8
g/dL, &%% 2.1 g/dL, F9=]FH 2.0 mg/dL,
SGOT 53 U/L, SGPT 19 U/L, 83 Na* 141
mEqg/L, K* 4.1 mEq/L, PT 19.7 sec, INR 3.24,
PTT 50.1 secolich. F#e] A A7e A+
5,040/mm®, W& 1,250/mm’, BEAAIA €L
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Fig. 2. After 1 day on admission, Chest PA re-
veals severe bilateral pulmonary edema
and chest tube inserted state in right.

Z AgsAe @ten $AESSYs Jan
L= 4=

YARL A T B FAAA Al He] £AE B
F AR 2AdME A $ A F4E Hglen
H5 AAME o BFog FEE 4l Fea
3 A7 95 Fl ofsle] sl e R
Th(Fig. 1). 9% F33x 4 Faidae 3 A9
FRE F5 PARIAAE - A9 71E9 o e A
FaAE & U A 29K AR FEn F
AR M= AR G e A 2 A e
HAH(Fig. 2). 9€ 494 33 @38 349 §
7 HARIIAE & WEkE Holx| eight)

lygnt Y AT #xks 9Jdsled FiO, 1.004] 7]
AzE 2 PIEFS NP oy 5HE HolA]
ob 19l 494 71y gle =Yg sigio)

Y Jg
o u
ol

3R

o %

FAEA F 2y AR HREe 18759
Foucart¢} 189913 Ortnerdl] ¢J3ld *8 Bu ¥g)

om HEY AR YREAHE 5AE Kol AR A
@ A9olE AE & Aok hREAAE d34e
2 PR, PBYos WY A9t =9 0
nElo} Tk FhelAlE H* o o8 084 715
o 2% F WY P24 ABPY A8 OB B
7} k. AR ARBe) B4 A5 nw w
4 F 15BN 24zl sEE, WEE, N,

AT, 7139 Fede] AFS wukshs Ag, @
4, F%, A8 oA 8 FEIL on, AEa

Me o] £ ditgos FakHa & B
8 7R LN E A F A7 HdlE ARaEE
o] 23]8 ot3lEl= Aog Ui QI tEE A=
4% AhFFor wARETL BuEyoen o)y
T AALEFTL 2441700] Avpd 3EATL U
Ar. B FR e F2HA F O AR 39
T A2 IEEUY rp)s DAEPY o 24
o= Fe A7l tieke] Futelo] ujEd] o]3t W3}
2 2=

el el A us $ashs 71AA 3 o
g ZA 8 T4 (permeability ) o] #3579} A@
/94 (surfactant) AYake] 7hao® L= 2z A
Abazoll 213 &4 (hypoxic damage)™® Sog =
A= 5L fle)

PAMAEA sHoB= R 2-4X7E alveolar
filling pattern, 24-48A|7ld|&x= BEoz z3isin
4-5¢Y Ft A&E 1, 5-7d0] A 2 AAE)
I 2EA Atk FAHA T B AP w e
o] < FoliA B3 7$-= Ramazzio 5% o]k
HusdE 4F dof FaiEe] Al w2 g
£ tete 277 HEEs Fr)He] ko] E o
&} fAkskd T

A3 AEZ] AEArR= A Fgo] HYA
L 3 o) A&H Y, AEF 3¢ Algow &
A Qv & oMz HAl 571 A A FR
WARD HAlIA @A sgE AEE gAYy,
SEF7) F2dol glol HY e A2 AR E 57
WA A2 ol FAH Y= AW B2 ¥

-~ 163 —



— K. U. Kim, et al —

)

rfo
e
m

QxfojAct. Sgd #He] withHe) 3 F-
o7 o) oa Wk AN FH o]o]
A o T I AT, 1}*‘*‘ 71
HAFea] W3}, A g &4 7198 Fad 9
Bzl 7]olaim, sgE oA HH%EI—E ofe] x3|
QArpgo] ad Ei ANHOR Tojshs Ao %
94 k. E= @Js— AZVERE B Fo) B HA
st iz sle) qhulelyete gRBAL Qlrper.
£ 2AAAE ARE P T8 HEESE S
o 47159} Ase] Aske s ol /1A
Age] o3, Z Aol @ AW IsHtR F4H
At

A 472 Bud o7t Aol glont AR
T HxdE, daFee FEa dyd dSA 2
A, T4% o] Haso|dr}.

AEE FEY A Foo £8E FHoR
REXR R2A AARFH, AZFFE S,
HAEEA, o|wAl, 7|HAEGA, HgA] Fo] R
sich Ag Agollde 713l A R 7IAEFe] =
o] H9, dIsEFe Axd $EE IR
Ego] dvt dHA UTH. AFEELS 20%°)3l=
go] glo ol FHtHE B Aeow AP Ao
FAHEG. & oA} o] 7]A A o] U= A
N APFEe] - B& ZoE AR ¥ 4
A A Fe)7h aEn

AR A5-Ee] s M o s A=
7} 37_]\/}, _g__/‘[:ﬂ 301 o]/\} x]_-AEI _?_oﬂ‘— x%x]z%
ol Agge] a7Em, APl o AF-Fe] AH
g Haslal] Asire 1 Literg 23814 8=
Heloll A 4= Al et HAS) AlASk: Aol Foh
T deA dch B3 Aol BRudXE A 3 A
A o] ege] Abago] AdAESY o =g
o] Aty vt ittt thigel 7t sle Al
A% SuhbdAdA 1,200 ml Bjgie] @35 Sl
A7t FRAYe] 878 Aol A%l F EHe)
o] Ao avErh. AARES HL 4RI

QTEE FHEAM AR AR 3 427700 AJRE

p

ac
=
Mo 2

o

X

oft

i

T

2

o{.

= o] #gEn.

2 9

A 58 vt FUAEE WS A dF "
I HHEe Hole v 7HEE 3ixle] 3 FHe
A $3) ART FIUA T IR 24 A
34 ¥ B2 (reexpansion pulmonary edema) 3}
ol& Q1% FALFLIZTITE 4 gsln olF £
a2 3 Basks o)l

2 n g

1. Steckel RJ. Unilateral pulmonary edema
after pneumothorax. N Eng J Med 1973;289:
621-2.

2. Ragozzino MW, Greene R. Bilateral Reex-
pansion Pulmonary Edema Following Unilat-
eral Pleurocentesis. Chest 1991;99:506-8.

3. 384, AT, $99. 5 T AW 71F
TR WA 93 AR ARE. o
}ets]#] 1997,32:316-19.

4. Brandstetter RD, Cohen RP. Hypoxemia After
Thoracentesis. JAMA 1979;242:1060-1.

5. Mahajan V, Simon M, Huber G. Re-expansion
pulmonary edema. Chest 1972;75:192-8.

6. Kernodle D, Di Raimondo C, Fulkerson W.
Reexpansion pulmonary edema after pneumotho-
rax. South Med J 1984;77:328-32.

7. Trapnell D, Thurston J. Unilateral pulmonary
edema after pleural aspiration. Lancet 1970;1:
1367-9.

8. Palvin D, Nessly M, Cheny F. Increased pulmo-
nary vascular permeability as cause for re-ex-
pansion pulmonary edema in rabbits. Am Rev
Respir Dis 1981;124:422-7.

9. Humphrey R, Berne A. Rapid re-expansion of

— 164 —



— A case of bilateral reexpansion pulmonary edema after pleurocentesis —

pneumothorax : a cause for unilateral pulmonary racic Imaging 1996;11:198-209.

edema. Radiology 1970;96:509-12. 11. Manfood S, Hix WR, Aaron BL, Blaes P, Wat-
10. Robert D, Tarver RD, Broderick LS, Conces DJ. son DC. Reexpansion Pulmonary Edema. Ann

Reexpansion Pulmonary Edema. Journal of Tho- Thorac Surg 1988;45:340-5.

— 165 —



