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HUmEE © 20X X4F8 H I B CTHIE ICHEk S h, M
WYL OB W CHR SRR BRE & o7z, B
DB L, FFEE 2. WG L cRERE
DEAFZ RO, HBEENHI SN, ABERo7.

ABEREBE © &R 1565cm, 1A% 383kg, BMI 156,
AR 36.5C, BRH11001E /45, I 132/116 mmHg, P
#%221/%5, SpO:2 96% (NG, 240, AR - BRERES
P EE 20 L. M - OIS E/E R L.

A BRI AR AT L (Table 1) @ CRP 3.03mg/dL & 4%
IE SR B 5- % R 7.

ABEREEIRAT HL © BB AL X MG 2L (Fig. 1A) T
DFFNZEAED T LT O E ST 2 588072, WECT
(Fig. 1B) TI3&MEMZAL, £S72 SEoZRFE IR
B % 7R 7.

ERIRRGHE © ABE:, DU MkbL L7225, dusEszL
<, B CREIMIME 21T - 72, &S g
(bronchoalveolar lavage fluid : BALF) TidifhEklt®x
O L5, WEREREEORE FA & CD4/CD3ILT = 389
7z (Table 1). BALF % MW7z MIH 2R T3 A &%
WOBMNIIFRD o 72, BRE LM EMITIAERTH
D, BALF TEFHIRDRR R L 225 7225, BRARRGE Tl
TG R S PRI B s D W e 1d A 7 <, AT T 26142
fesstEgn BALi 2t L BRI L, 7L F=vua ¥ (pred-
nisolone : PSL) 30mg/H ®¥5-% Bis L 7. PSL B4k
%, ERIEWEIRL, MR & KRS U L7,
PSL ARG O ZEFEBBICEE L, 1EMIEI1Z5mg T
DOWiK, F6BEMTHRMET &L LaL, BERE
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Table 1 Laboratory findings

Hematology Biochemistry Serology
WBC 7,700 /uL TP 72g/dL CRP 3.03mg/dL
Neu 81.9% Alb 28 ¢g/dL NT-proBNP 1,191 pg/mL
Ly 12.0% AST 13U/L
Mo 47% ALT 13U/L | BALF (left B)
Eos 14% LDH 127U/L Recovery 31/150mL
Baso 0% T-bil 0.2mg/dL Total cell 50x10'/mL
RBC 334 x 10" /uL BUN 199mg/dL Neu 74 %
Hb 10.3g/dL Cre 141 mg/dL Ly 5%
Ht 304 % HbAlc 7.5% Eos 7%
Plt 288 x10*/uL BS 107 mg/dL Macrophage 14 %
KL-6 459U/mL CD4/CD8 1.3
Bacterial culture (=)
Pressure Oxygen saturation
Right heart catheterization data (mmHg) (%)
Inferior vena cava — 58.1
Superior vena cava — 54.5
Right atrium (inside/outside) 0 65/62.6
Right ventricle 15/0 56.3
Pulmonary artery (mean) 17/6 (10) 56.3
Mean pulmonary artery wedge/pulmonary vein 2 98.8
Sa0: — 91.0
Calculated measurements
Cardiac output 2.21L/min
Cardiac index 1.61L/min/m?
Qp/Qs 0.84
PVR 290 dyne-sec-cm™®

BALF: bronchoalveolar lavage fluid, Qp/Qs: ratio of pulmonary to systemic blood flow, PVR:

pulmonary vascular resistance.

RGBT LT, M PR 3 & £ Ao 7 WA 32 ITE 2 5200
72, WO REROREICIIES T, —RI 2R
DAHRTHIEL, PSLIET &7 % EUTITAKERF IMAE 3R
SN hroT.

PSL#T 268 HM, 5#, MEEoRE L £iE
BB D Fi %2R 7. EALi %ok &% x, PSL
30mg/HIZX B Hx B L7z, €O®%BEOLH I
LN, FOTHREAEIR % RE b 20 VIR F LA % R 7.
HHPPIRIFICAAIZ S 5 & ZENR TSpO:z 80% KT
L7243, K HHEIRI 2> H VR 1 Sp02 96% Tdh - 7.
W2 WP BT X > T SpO VAL L2720, BRI
HAGHTHRERL2ET A, BMEX D BT, BARL
X0 HEMEALTE Y PaO: DK F258HE TdH - 72 (Table
2). WEEZRYEELTBY, KBEMAEDF K E LT
DRI RO R I RV & Bbh . 2tk
KAED Bt o 7275, DA ~—1309pg/mL &7 - 7.
BEFEHG L DYUEDZL NI ERD Yy v MEBICE
B AR AE 2 BEVy, R BE LT o — M Z FEf L 72 &
Z A, AR AN CHITE S 2 4 55 A & fe B~ D il %
A7z (Fig. 1C). Wil > ¥ F 2775 7 4 T hili A e

T % BE 9 MR KIRIEFRD T, WS~ DFE ALY A M
DIREN, ¥ v hE289% LN ¥ v b OFIESIR
s h7z (Fig. 1D). £l 77— 7 VR TILOE IR
B L7- 2 L b RIBILOGAE 2 fERL L 72 (Fig. 1F).
F 2B O > 7)) v 2 Tid, MR R (ratio
of pulmonary to systemic blood flow : Qp/Qs) %%0.84,
HEY % v MEDPI82% LAY ¥ v b aFRD . Hiill
FHHIPL (pulmonary vascular resistance : PVR) 1% 290
dyne-sec-cm™® & BTN LFDIA S N2 AEE NGB IR
JEIZ 10mmHg T 0, B S0 % i iE 358D % do 72
(Table 1).

PDERSOHNT Y~ MZEBPOSEBIIL, v~ b
PASHAR H B CHBE~FE L7z, JRFIFLEAAE (patent fora-
men ovale : PFO) 12X % POS& B s, Bz h 75—
TIVIZ X B INIFLEASAM A3 HiAT S M7z, R ORI
BIFC, MKy 57279714 TlEy v v FRIZ475%
KT L (Fig. 1E), BRI A A 7547 L b 203 % 72
W7z (Table 2). 34FA%M L2BE, {BFRIICIZ156 T
Ho72BMIH 173 F Tt L, KEEERIMED R D 8D
TV,
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Fig. 1 Imaging findings. (A) A plain chest radiograph showed decreased translucency of the left upper-lung field with
lung shrinkage. (B) Chest computed tomography (CT) showed severe emphysematous changes and infiltrative shadows
in the left S'*? and around the S® cyst. (C) Transthoracic echocardiography in a sitting position. There is a right-to-left
shunt through a foramen ovale (arrow). (D, E) Pre-treatment and post-treatment lung perfusion scintigraphy. The shunt
rate improved from 28.9% before treatment (D) to 4.75% after treatment (E). (F) Right heart catheterization using the
femoral approach showed the presence of a patent foramen ovale or the atrial septal defect by obtaining left atrial blood
(Pa02 116 Torr) via the transvenous approach. RA: right atrium, LA: left atrium, LV: left ventricle. ANT: anterior, POST:
posterior.

Table 2 Arterial blood gas analysis for each position

Before treatment (3L of oxygen)

Dorsal position Right laterfa 1 Le.ft laterall . Sitting position
decubitus position decubitus position
pH 7484 7.456 7475 7.466
PaCO: (Torr) 284 30.1 29.3 279
Pa0: (Torr) 61.3 725 59.8 59.5
HCO;~ (mmol/L) 20.8 20.7 211 19.7
Sa0: (%) 935 95.5 929 92.7
After treatment (room air)
. Right lateral Left lateral . ..
Dorsal position decubgitus position decubitus position Sitting position
pH 7438 7.459 7.469 7.458
PaCO: (Torr) 30.7 304 29.2 30.6
Pa0: (Torr) 109.3 112.1 110.1 108.6
HCO3;™ (mmol/L) 20.3 21.1 20.7 212
Sa0: (%) 98.2 984 98.3 98.2
2 %= W EL D ETHEL LY. POSTIRALRDIEDIEHR

THHIbIIDLFHEY ¥ ¥ b EELD L SRV,
LY % Y M POSI, IR L BIEMR  AJEH S WSIUE & EOFORORE LB FI Ak
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VXV IEELTWS, FOTELT, FEARTIER
W, DR OTEREAIRE I D 02 S LA D L4
bR s Twa. 728 213, KEIRIE, O,
DR FAM 22 S0P ROEEENELEZT & L
¥ 7z Eustachian R =R Y = v b ElZEn B
VIR EALDRI & 75 2 VMO, IS ORER
HhEY v v baRGIERI VY. ARAERNI % T,
Jili SN & B Ol B DN S, KBIIRIEAT, FAEHE,
RN 2 EI3BO R h o 72, W POSSSEAEIL L Tw
TebFTlE R <, KRR MR & IEF RO % T
L7282 5, R ME BRI — 3 L O Lo
WA R BUN/Crelb® LA #5807, Lz a—KRETH
RERF IE I BLRT 2 C T REIREAD 127 mm 2> 5 7.9 mm
WAL TBY, WAKICEREZRD:. 200, %4
BALM 22 33E L2 2 & T, 88, HEUKRSEOKT,
FHERIE OB BICA T, FEMHLA-Z EICE
BREILFR DRI & D JGBRIMAE R AA L, LD
TEREALR LR NIEDIN NI X B A U7z
EHEM L7, ZofER, PFOBLICAA Y v~ FosHH
L, ABEHIZEAL & 0 & A0 TR FE MEASEAL T 5 &
V9 POS DIRIEN A L L7z & b7z,

AIEFITIE, AT, MBS B W T D ALEESR
MAEDSEBLL TV, ZOMEE LT, T TICHEOR
JEPEZALZ LT\ &, E5ICEMICAE U288t
Jili 9812 & 0 HARAHIR IR L7 & 2 A IS MIBAL T
FERGIMLGEASEE I L, UMK L7z 2 &b
HFohb. Ak, MRFMKEEREICHKS &2
JT O A ASIGH L IMGE % 3500 & 2 B~ e S 2 21K
P 3 VR i 1L 45 2 6 (hypoxic pulmonary vasoconstric-
tion : HPV) 2L % Z & C, AT AIHE A EIE
ENns. LAALHPVORBSIIMEAICEI > THRLRD, F
7RI L 5 THWMETT 2 W HEEA D 2. A
Y LAY CTH B =7 2 V¥ U (nifedipine) OF TS
RANRF 83 )V (verapamil) DiFRTES-THPV 23] X
Na LB sNT0BY. RIEFS AV AEERIETH
5 YIVFT7E L (diltiazem) 100mg/H % Mk L Tw7z
ZENHPVORIGICA LS THE LA BETE
T, ZoRG, WAMELEAHE L LD EELR DL L
ToREMEDSD 5.

AIEF DR F I RF & L TRl 72 PROIIfBE 2 i A
D27T% VA LI L TR R BTl WY 25, il I3
JERTH 0 RIS WASEE Ly, AERI T N BEEE MRI
BREMRET AL, L2587 LB Z D72, PFO
Bk, Wl L 7225 TS L2 R TALL RN LI
NHZT LX) HRUEBMEZIET 52 &ML NT
WY ED7z®, PFO N FERAE R O F KK A OB
WCBHENEZ ENL . L L, BHORKBEr—ET

F e LA, WAEZEFSREEH I PFOASED b7z
Y4, PFOHIsko MM ZERTRE L 2D%, PFOAHEA
BPELTOZON W5 2 E QWL ADL W,
ZHLTHLTLOHEENITONLE DI TRV,
20194F 12 A PRBRIGIR S M-I ZE 38 PR &2 HY &

L 7 H8 Kz 18 99 LB A7 P SHART 0 38 i 25 38 60 i A i 2%
BN TH Y, BIED KZW, REFEOEIPFOMIZ—E
BAFFELTWb E b s, POSIZMEGC X 52 b
FREOEICL ) S F ST LBENRESHEGE T2 L
THL, FEEOWENL WY KEFO X 5 IKERE
MAEASLS LD MR O EHNRER & 1d e 5hna
EVITMA, BEE TIIERBICBWTHERSSZ LW
CEERILARBT L. F0n, POSOATOHKTH
2 W R o HRAER 2 WO L $5 &, BRHE
NTLEI WMDY D L. HOROE LA % & 7295k
EROLVHAETY, AEYVY VMBI VELZ LR
ZEL, BBEMFEOFEED—> L LTPFOIZX A4
¥ v MO FICERT B UEND .

PFOIZ & % POSOIEHIZDOWTIE, B A T —F NV
WX BINMILEASER OB RED | b £ W ST w
B PISLESIC X D I E D £ XV T &
%L E N5V AREG D G % TR AR S ILAE
R e YEw TR, WHIZE % &b fi 7o B AL 72
DTV,
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A case of incidentally diagnosed platypnea-orthodeoxia syndrome (POS)
that presented with no dyspnea

Hitomi Hirano?, Kenji Nemoto®, Yoko Eda? Kengo Nishino?,
Takashi Matsuda? and Takefumi Saito?
4Department of Respiratory Medicine, National Hospital Organization

Ibarakihigashi National Hospital

>Nemoto Clinic

The patient was a 68-year-old man who was taking oral steroids for organizing pneumonia complicated by

pulmonary emphysema. The patient experienced prolonged hypoxemia without dyspnea even after recovery

from the pneumonia. A transthoracic echocardiogram and right heart catheterization confirmed an intracardiac

shunt from the right to the left atrium. This was diagnosed as platypnea-orthodeoxia syndrome (POS) caused by

a patent foramen ovale (PFO). In the present case, it was thought that the preexisting POS was revealed by the

increased right-to-left shunting caused by the cardiac morphological changes following the reduction in circulat-

ing plasma volume due to pneumonia and steroid use. A worsening ventilation-perfusion imbalance due to pulmo-

nary emphysema and organizing pneumonia may also have contributed to the manifestation of POS.



