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[Ey] Fox i3, HRCT FR B BRERIGHO FHRIAT 720 9 5 2 L #3E L7z (AJRCCM 2002,
Radiologg 2006). SE, ZEEFD HRCT 12 & 2 A O FH O IRITER 2O I T 5
ZEREELR,

g & k] 200443 A X AECC E¥E% {723 ARDS 60 fEH (FF#p 75.6+9.1 %) = %t
%ﬁg rg = oziﬁﬁ L, 2 HRCT I X 25 EETEHEZ b2 M L, t0RE LRI FERTHEL ,

SE{To 7.

U] FE4AE 20 10D 90% DIERIZ IR ST TH - 7o, SWIRFRRHER ISR b2 FERL L
72 HRCT R 2 7 1%, FEAFFE 20 47) (2459-+52.4)) T, 170 (204.1+569) WL, BEICEE (p=
0002) THY, NTIERSEERIHE 40175 Hvs. 127+83 H) dEEICE» >z, HRCTR 27
X, SEBBNCT, £5B XU 14 BN O A TSRSz U PRI Th - 2.

({EEE] ERFRREIC X 53, ARDS ZWiEFORRMEEIEEZ b, AT EREREET 2 B, SlRaE1T
EAOER, FEAROTFHERTERD S 5,

Prognostic Implications of Fibroproliferative Changes on High-Reso-
lution Computed Tomography in Acute Respiratory Distress
Syndrome : Multicenter Prospective Study

Kazuya Ichikado, MD, PhD?, Hiroyuki Muranaka, MD, PhD’,
Yasuhiro Gushima, MD, PhD!, et al

' Division of Respiratory Medicine, Saiseikai Kumamoto Hospital, 5-3-1 Chikami, Kumamoto 861-4193, Japan

Purpose : We conducted a multicenter prospective evaluation to examine whether the extent of
fibroproliferative changes on HRCT scan has prognostic value for prediction of mortality, the number of
ventilator-free days, and the 28-day risk of barotrauma in patients with a clinically early stage of ARDS.

Methods : Two independent observers prospectively evaluated the HRCT scans obtained within 2
days after clinical ARDS onset for 40 survivors and 20 nonsurvivors. Of 60 patients there were 38 men
and 22 women (75.0£9.6 years). CT findings were graded on a scale of 1 to 5 corresponding to
consecutive pathological phases: I, normal attenuation ; 2, ground-glass attenuation ; 3, consolidation ;
4, ground-glass attenuation associated with traction bronchiolectasis or bronchiectasis ; 5, consolidation
associated with traction bronchiolectasis or bronchiectasis. An overall CT score was obtained by adding
the 5 averaged scores in three zones of each lung. Multivariate regression analysis was used to assess the
independent predictive value of the CT score.

Results : Sixteen (80%) of 20 nonsurvivors died from septic multiorgan failure and the others did
from respiratory faifure. The overall CT score (P=0.001) were smaller in survivors than in nonsurvivors.
Multivariate regression analysis revealed that the CT score was independently associated with 90 days
mortality (P=0.016) and also associated with ventilator weaning failure within 28 days after ARDS onset
(P=0.006). An CT score of <220 predicted survival with a sensitivity of 72% and a specificity of 70%
and was associated with both a greater number of ventilator-free days (P = 0.002) and a lower incidence
of barotrauma (P=0.004) within 28 days after ARDS onset.

Conclusions : Extensive HRCT abnormalities indicative of fibro-proliferative changes were indepen-
dently predictive of poor prognosis associated with multiorgan failure in patients with clinically early
ARDS.
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H =T D O BTEAE LTzH8 RB-ILD L3R % - T, MEREEZHIRET T, HREER
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(combined interstitial pneumonia and pulmonary emphysema) & U T4%#2, BRFREIGIRE/ZT Tk
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Pathophysiological evaluation in combined interstitial pneumonia
and pulmonary emphysema

Yasuhiro Setoguchi’, Tetsuya Abe!, Yuta Kohno!, Michiko Nakai', Michio Hirama?,
Tadashi Satoh?, and Kimitoshi Uekusa®

1 Division of Respiratory Medicine, First Department of Internal Medicine, Tokyo Medical Universit
)V 'y
2Department of Respiratory Medicine, Juntendo University
3 Department of Diagnostic Pathology, Katou Rosai Hospital

The syndrome resulting from combined interstitial pneumonia and pulmonary emphysema (CIPE)
has received little attention. To investigate the pathophysiology in CIPE, twenty two subjects (mean age
63 years, all men) have been selected by the basis of radiographic imaging. These subjects had history
of heavy smoking (BRI 1,284+ 148.2) and complained of dyspnea on exertion. Pulmonary function
tests (mean+SE) in subjects with CIPE resulted in vital capacity (%predicted)(%VC) 97.143.7%, forced
expiratory volume in one second/FVC 69.7£2.3%, and carbon monoxide diffusion capacity of the lung
(%predicted) 32.4+2.5%. Histological analysis of VATS for review in four cases, and confirmed the
presence of predominantly centrilobular emphysema in the upper lobes. Interstitial pneumonia was
classified as DIP pattern in one case and unclassifiable interstitial pneumonia in three cases. The
syndrome of CIPE results in a characteristic functional profile, with preserved lung volumes, strongly
impaired gas exchange and hypoxemia at exercise, thus deserving the individualization of this entity apart
from both interstitial pneumonia and pulmonary emphysema. Despite subnormal spirometry, which
may be responsible for its underrecognition, CIPE is a severe entity.
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IEC®IC

P & VR I8 1, 5%, BEPRAY, MRS,
RN A BREEEY, JRBEA0I KA SN BERTH 5. 5
IR EENC IR T AR E T 5, HEERD
BTID2DODOEBBIET 5 &5 il X iR 5H
BHDILBLe e, BRERE UCHERDRE
WINERREE 2 L T2, 20 X S RIEHE & RE
I o EE T 2 HRSERIC DO WT [EEREE] & LT
BZTOLNELOD, EHRERELTEZT
W NRE R ODEFIRIY, RN, BEHREN, £
TIRERER R D SN 5 2 &k BT ARIISE %
L7z,

XMBR, &

Bardl X M5 EH b, LB OFE @M THE S 2 U T
Bz 2o IERIC 72w L, AT A A8 2 mm
T HRCT %%, HRIERZEHL Tz ig
FREEWTER 2-3 O P2 T _FIfEF & 2 v i3 iy
DNifSIE, THEEF ORVE M5 DAL 2 38 1o fEF] %
I iE, BB MERA HERER (combined interstitial
pneumonia and pulmonary emphysema: CIPE) &3
Wrliz, &7z, BSOS E U CIEIRES, TEEEERD
FERB] 30 B, FrFEERIE MR AAES 55 R, MiiSEiE
Bl 54 5 % 2E L7z,

EEPRA T

SRR & LTk, HRCT % v EJiEA 0L E
1k, THEE T O U AERERE, EERE, RV
AT ZARBRAT D TERIFERNC KBRS L ~L, &
BRETDE VL, LEVOVD 3 DOESTHE]
UMl L7z,

AR & U T, WPREERERER Y, ATS /4
R I A4 2> TRIERHM U7z, IR8EEIE | EIRE ek
WX DHE LT, FRESEZ, N2ARE L body
pletysmograph @ 2 2D HFEIZ & » THIE L 7z,

b ERERERERER AR PR

? EREREPRARR

* BRGSOl TR

* U AR B S A BSEGE

PRELPRIRHE I, FEED £ 5 HIE L D & WiE
PN D v TIREIRBEREA I ATRE R EBINC D V> T gl
LRSS TBLB 25 L 72, B~ — 2 —
EUTHEMAR O~ — A —KL-6 ZHIE L7,

TEREBE

HRCT 2T CPIP 13 22 fEBITH o 72, EEEEE &
UCBIERE, Yvaqd F—v R, BEEEgs, ff
FRERIE, U >/ SWRERSEERE, IFRREkIENA L, BRILL
7z. BERATRHENX, Table 1 12Rd & 5 ITERIZLHIE
TECEMERE 2 L, BRI Brinkman  Index (BRI)
1,284 1482 AR L BEMEH T -7z, FERIZHIHE
IR BT, SRR OIPIREREE & 3 2 Tuadz, 6 SR
7, 3464 112 m THRRRADAIE 13 BB E 4315 96%
TH > T PHTIRFRARME X EREE» & FE 4% KT
Ui WERRRIME 22 U7z, BB A O£
w—A—&LTDHKL-61Z, 962+114U/ml & EE%
U7z, Bl X 5, JasF CT 1281 % CIPE OfX,
FH & LT Figure | 278 U7z, _EJli @ centrilobular
emphysema, paraseptal emphysema, FIHOHERES, 1%
BREERL 05, BRIATR L D BUERRETH 2
ZEEEEN LD DT & T Colby 5 AMEEd 218
FEBGEHE MR ¢ (SRILD)(1) oD 5!l P B 1k A 26
(Desquamative interstitial pneumonia: DIP) HISE
STREFEFIE M4 (Respiratory bronchiolitis-associat-
ed interstitial pneumonia: RB-ILD) &3%fEhLU 78555
HRCT (& & % BT & iREF T 38 2k o 7z,
HRCT 12 & 2 EfRIVEIL, 222 108 T & 5 icaeflc
MO E R L, LB Th-7z, Fik,
HHRFE b 2P RO TIHERL Th - 72, HRE I 22
B 1561 (68%) WD THIEML Ch -T2, 72720,
RB-ILD 1278 55 & 5 2 /NEFL DR 1T
ORI PLER E O THD ERRE X SRE ST

Table 1 Clinical Profile of CIPE

¢ Number 22

¢ Sex M/F 22/0

* BMI (kg/m2) 224425

¢ Current/ex-/never smoker 1/21/0

« BRI 12841331
+ Chief Complaints SOB, DOE
* Clubbed finger 3/22

« 6MWD (m) 346+112

+ KL-6 (U/ml) 962+113.7
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Figure 1 Radiographic imaging of a representative CIPE case

Table 2 Computed tomographic (CT) findings from CIPE

Cystic Reticular GGO Honeycomb
(22/22) (22122) (16/22) (15/22)
Upper 22/22 (100) 1/22(5) 4/16 (25) 115 (7)
Middle 14/22 (64) 6/22(27) 6/16 (38) 5/15 (33)
Lower 1022 (45) 22/22 (100) 16/16 (100) 14/15 (93)
Table 3 Profile of each group in this study
EGIH A £ BMI
M:F)  (E¥ESE) (FEH£SE
NOR 30 19:11 58.9+23 232423
IP 55 28:27 60.1x1.6 235+38
CIPE 22 22:0 63.0%+1.2 224+25
PE 54 50:4 64.0+1.6 206+27 *

BT, 1), BhiEro@EiEETiE & T O FE %,
2). RIEEEER R D g aRA & BlEE T ORE R
WH2ODNY—> ke D, HRCT I L BT T,
FIAMRE W, LRI RS 243, ThE
I BROFE TR B, IS O EEfI MR EE
1, EERRE R ERNREECH -7z, FEZICDOWT
W TIE 2L E L AV AT ARER LR
B L ERURIERE NS, ERURIERZ D[R D 138k <
RELEEH->TWSZEbbH5H, £/, HRCT DHE{R
by ANEEHLO TSR 2 B E D S RBEMERR & LT
iZ, DIP & RB-ILD #8% %, DIP ® HRCT FiRD%F
g, W ATEHEAL I FEE TSR R Y A S

* P<0,05 vs NOR, IP, CIPE

AREE R L, ETBIREIEA VAT ARER 2
5 H, EEIRERE 2D tci@&)f%f*m) rah
%. RB-ILD O HRCT Fr ROFHEIZ, J:Hﬁ@ﬁ%{m:d\
TR UEREETE, ZR0MEDOR ) F T AREE,

YEERETH B, INEFULIEORSEIRL, < H;zzf“‘
FOREA e s 29 5, WL, % < ORE M
ROEKBE L TRD En%Pﬁ%T%%fﬁ INET
D & SREER A IR D ok
WEINTW5, KEFFED CIPEEFIOH L, 1EHE
b 68% DIEFIIZEED, Wb b DIP, RB-ILD &
EEYde f:‘@{%%Fﬁ%%EL“Cm%. AFEFNZ D WTIE
VATS PEHE X AR FIRE 217> 72, B L Tw
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LRTRIZ, a2 5 X 9 12 brownish pigment-
ed macrophage H3ELE L T e hV/NEFUIME L v 5 &
DU EAMISILTHY, DIPELTIED 525, &
R ER 43 & FRAEAL AS5R - 72 ¥ ARG 7 DIP % RB-ILD
NG =N B IEPREETH - 72 (Figure 2),

R0 AR B AE AR ST (Figure 3,4, 5) 12 B W CHilEE

i T T T B B B A T A

Figure 2 Low and high power view of lung tissue obtained by VATS
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Figure 3

70

(BVC) W DWTIRHBEMEMAE T 748121% & Tk
TOERERE D R ERSREE £ L7208, CIPE T,
FIEMEMRIEEET 212020 b 5§ 97.1£3.7% &
WHREBRKEZSRES 2ok, £ —H XK
(FEV1.0%) 122w TIlX COPD (& ESY 4 ) T
42.5+1.8% & PAZEMHSEE DY, CIPEIZB W
TRFRERER2 b R->T0w3CsEbL LT
69.712.3% L BEEORAEMHRIBEFRIC L EE>Tw
%, CIPE 3 A 84 0 X bV —iZ X 2FHIClafa
FEE Do T BRETHIFHHEREO>Z L 085H
oI ole, —77, WEEEKC DWW T A5 & CIPE
R M S (3241225 vs 438420, p<0.001),
COPD (fH&HESY A 7)(32.4+25 vs 413+18, p<
0.001) &L CHRMETFRICERIETL TW» 3,
I, o754 7 v ADBE B LGRS
RFRFICTEEL TWD 2 &, iz, RE, BEEMEMEL
EBITMERDBAT B0 I >TWBHETH
5 RIS N BES Rl BR 22 2 HEX D
%. CIPE ORIV EZEEL TA L E 1) HIER
DR REENZE LV, 2) BREECH D, 3) aF X
FHE FSUEL EFEENIHFEL T b, 4) PRAEE
HHRAE TR, BEEZER RV, bo THRETDH
512 % pdrb & THLEREREE 2558 < 57 (ERF DR IR R
MENZEHTH 5, 5) N4 ~v—Ah—& L TKL6
BEEERTHETSNE, BT 49 OFHDI:
DIZEER DB B\ CEFHRFEBRIENZ L <, IFE
AR I B WL THREEE b 2 L e PRk R
ZEFZ T HIRRE@OTHE S 4, BEI L - T

CIPE
* P<0.01 vs NOR, CIPE, PE

PE

vVC

— 134 —




90
80
70
60
50
40
30
20
10

(%)

NOR

RVETEI# & i EER O AR AT

FEV1.0%

PE
* P<0.01 vs NOR, IP, CIPE

IP CIPE

Figure 4 FEV1.0%

L

(%)

30

NOR

%DLco

PE

CIPE

* P<0.01 vs NOR
* * P<0.01 vs NOR, IP, CIPE

Figure 5 %Dlco

CIPE(IP+PE)

Pulmonary
emphysema

Interstitial
Pneumonia

RB-ILD DIP

SRILD
(Smoking related interstitial lung disease)

Figure 6 SRILD and CIPE

MEHEHULBREBESRTLEI L HD Z
pEEzZoND, ¥, FKFCIMHTIER &1 COPD
BEPBENEEETED S 5005 Evwd
rEbi, ZOHIIZE, CIPE BE L &N T >3 HER
P HVFFENLEEEZ NS, 25T 52 ETE
BEREE U O REPF I ERBMZ L L TE 2
T »EER L Tw < BT CIPE BEDFERE, JFExr
BHoDICT A2 EIZEETH S (Figure 6), FERERH
WIFBYENEEL TWwE I ERBEVDRWI ETH
208, FSAE & VB MR & v 5 MEEEERERNZ I3AH
T BRENHET 5 £ HTCIPE 2K T 5 2
DOFEBOFKEEFLHODICTLLEVRIEKRTDH
SFIREFEN L FHED SO RN T L # 7 %iE
BEOBRIC OB > Tw b O LHFFEND,
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The Status of Japanese Lung Transplantation

Yoshinori Okada, Yuji Matsumura, and Takashi Kondo

Department of Thoracic Surgery, Institute of Development, Aging and Cancer, Tohoku University, Sendai, Japan

To clarify the status of clinical lung transplantation in Japan, the present report summarized the
practice of Japanese lung transplantation on the basis of the Registry Report of The Japanese Society of
Lung and Heart-Lung Transplantation. The data of cadaveric lung transplantation and living-donor
lobar transplantation performed by the end of 2005 were analyzed with respect to the number of
transplants, recipient survival rates, recipient functional status, and cause of death after transplantation.
Twenty four (11 single and 13 bilateral) cadaveric lung transplantation and 49 living-donor lobar
transplantation were performed by the end of 2005. Five-year survival rates of cadaveric single lung
transplantation and living-donor lobar transplantation were 66.3% and 82.9%, respectively. Four-year
survival rate of cadaveric bilateral lung transplantation was 76.9%. The functional status of more than
80% of recipients was restored to Hugh-Jones I or II after transplantation. Pneumonia and sepsis
accounted for 40% of cause of death after lung transplantation. The results of Japanese clinical lung
transplantation were so far satisfactory although the small number of cases and a short observation time

should be considered.
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I RRHER (Idiopathic Pulmonary Fibrosis ; IPF) OfSEIZ A, BfEFMRL S tic
AN GETREECEENEZ > Twa, vV Fui( ik v/ Y AT A VEERET 5K
aTHY, ERNBGETKISCEERRE R R L TwS, FTh, vV /a7 A P (SEPP)
R ORSE LB LHIRILEE R B OBH Th B, AW T IPF BEMEsk O#IASEE s L U
IPF B AR A R FiV > T SEPP O FEIRIENT 217 - 72, IPF B3 HSRARHES AN T 13 IER IR
HESHAKZ FE L SEPP 75 & TNC @SMA ) mRNA R UEH OB E SRR D s, B, I
BRI 72 & U AS49 {lifa % TGF-B TRl % & SEPP & oSMA MK CHEES
N7z, IPF BEMO G EFYE T b, SMERR & 11 B LR T SEPP % & TNZ & SMA
OEFEEAEE I NIz, TS OGRS, SEPP 3Rz & O 112U - B O ShREZRRE
R~ R L Iz HH L, IPF ORBICEREZES 2 L T» 5 LHEflan.,

The Role of Selenoprotein-P in Idiopathic Pulmonary Fibrosis (IPF)

Kengo Oshima', Yoshimi Homma?, and Mitsuru Munakata'

\Department of Pulmonary Medicine and *Biomolecular Science, Fukushima Medical University School of Medicine, Japan

Although the etiology of idiopathic pulmonary fibrosis (IPF) is still unknown, significant contribu-
tion of myofibroblasts and redox system have been speculated. Selenoprotein-P (SEPP) is a family
member of selenoproteins with strong antioxidant capacity. In this study, we examined the expression
of SEPP in both lung tissue and fibroblast cell line established from the lungs of IPF patients. The lung
fibroblasts from IPF lung strongly expressed SEPP and «SMA both in m-RNA and protein levels.
Normal lung fibroblast (TIG-7) and A547 cells were demonstrated to have capacity to express these two
molecules when stimulated with TGF-4. In addition, immunohistochemical staining revealed strong
expression of these two molecules in fibroblasts and alveolar type II cells in the lung tissue obtained from
IPF patients. These results suggest that SEPP is expressed in the fibroblasts and alveolar type II cells
during phenotypic transition to myofibroblasts and may have significant roles in the pathophysiology of
IPF.
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