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Smoking-related interstitial fibrosis ZHPLO AT R A 2 L 7=
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kHE AE! AR ? 2375 N A

KHEZ LS BMEALRE IR N EAEICROND LD LRBEO L ORH Y, FIEI
I& combined pulmonary fibrosis and emphysema(CPFE) & & 2 WA DBRAZFE L VIEEEIILTEY, #%
# 1L airspace enlargement with fibrosis, smoking-related interstitial fibrosis(SRIF) % (D44 FrHN IR ERSE3E
L VIEEB SN TS, CPFEICR LN DBAALIFEIC OV TIIUP AR H LN EEDNL TN D,
EENTEED L, BHERAETHD. FaxiXCTATR LY CPFE L Z 2 b A IERICTLE
DORMEALIREE 2 AR L, B AFAZRD-OT, TOMEFZHRR L, CPFEDMRHMELHRE
CRALTHERE L. JEFNI62RE, BIE, 4, SHERTL Y R (THEES L 5 ERFIPL IR EE & 278
5. BEIT20m LY 404K, H, SpO2 97%, Wil FFERIT fine crackle ZHEHL, KL-6 865U/ml,
SP-D 176ng/ml, %VC 113.0%, FEV1.0% 74.0%. CT CIZ_EM¥cKMEMEZE L, TSI ME TR
HERBDD. F£S2, S8LVIAKEETARMEIT. S8 TIIHETEL LTHETICRD b, £0
B4y O Ml fa R AE 1A (b U 7o aF e MERB IRURRAE 12 L D IR 2R3 & 3hiz, fffafRiEolrzlic L 5
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5% SRIF & 2T 2 ICIERMER H 5 L B s, RROREFRRE 2L, %, FFREEF
5 EFIZ % L C RB-associated interstitial lung disease with fibrosis & U 9 J%544 23 Yousem (2 & ¥ 208
ENTEY, KT ZCERbIENEEZE L LS.
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[B19] 3EREHE Xenon (Xe) W ALZ X % Dual Energy fifi#a45i CT (DECT) 2 FVN T, KBRS OF ik
fE (CPFE) DEUELER I L OMRMEALER OO « RFERMRNT L, PRIRARE & OB LA LNICT 5.
[s& 8 L0 E] KIER COPD (COPD alone) 304, KMEIEA OFHIEMEARME/L AL I E M 2 (1P
alone)25 1, CPFE 25, %% 561 % %502, #ERE T 35%Xe W A & i K45 AT 1 REIBA
X, HEIT 140kVp & 80kVp D DECT TR, FFEBFOMNO Xe # A 3D i, 1ERAH IS
L AERMIGEESREER L, R, TEMICIHHLE. S HIZ%LAA ZEEMICFHE L 7.
F 7RISR & OBSEME B RET LT,

[#58] Xe/AilE, COPD alone THLMK, E#EH 2 KIEARL, IPalone T—EAY—2 KRB L
DI, Xe DMITLBRRZN TV, Fio, Fre BOMEkE 2 LTz, —J5, CPFE T,
SHEE O KBNS E 20, WA L EEMICRIBERO DA, TETEMFRZ, Bl
PIBIET AL, WO Xe 3 AN EEAICIK T2 b 00, SHEMEITRRY RESREL
LT, EELRXeNMERTHHRBUCHFET LI LN TEL., 2D XeMEIE, COPD
alone/IP alone/CPFE = 51.7 + 20.6% /822 £ 14.7% /72.2 % 15.1%) T, COPD alone i3 IP alone,
CPFEIZH R THEICEE TH 7= (P<0.0001, P=0.0003). 5% - MRDOELRIZIBW T, CPFE
BT ARIERIL, #K - MEREO—%%2580, B EEE, #R - Mg iRz T
W7 E7e, XeSfREBEERSES 2 R TEE AT A—F— L ORT, AELMHEERERE

R Tz,
[#535) DECTIZ, CPFRIZIIT B RMELS & A LE ORI % AIEE L L, Xe /oA 2RISR
fEE LR HEE L.

= =H .

EoIHE

SHEA OHRARHERE, FEMEMIZ, COPD, Xenon, Dual Energy CT

Combined pulmonary fibrosis and emphysema, Interstitial pneumonia, Chronic obstructive pulmonary

disease, Xenon, Dual Energy computed tomography
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W, BEICHREZEPERVE MR R DB MR D Iz FEE RS
(WHFDOBEE) & L CRIEMZEID B> D% X5
LTH->THEIY Y, HESLENTWIZRESED—>
T H H. 20054 |2 Cottin & ¥ 723, [ 4 I
combined pulmonary fibrosis and emphysema (CPFE) &
WO BEEAIRIE L7z D& ZIZE OFENER 1
HEIZoTe, L L7ens, MECTHEZIZE
THERICIEBWRIN DV, FHIMEICRIT 5 R0 HREK
OMBERE > TV D. ERICE A OREFNZNT
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HEHLVFHE

2011466 B35 20124810 A ECITHBHIZZ L,
AWFIEIZRE DS S 7= KUER COPD 835 (COPD
alone)30 i, 18 {4 Hp 4 b BY R & i A5 BBE (IP
alone)25 fil, CPFE H# 251 % % %12, DECT %
WCHN O Xe 4 ds K O DE ik 5 4 3D i &
L, WA OVEERICEHN L7s. 7o PR igEE &
D B S IR L7z

KB EFEIT35% D Xe W A B R REHRG T1E
WA S, EICE BT 140kVp & 80kVp D DECT
CHRER D b MR £ CEBFMICHRE Lz, R
BEHICBR KRB DT, 5l &k Rk
DECT CIRE#1To 7. F D%, 300mg/ml &
#1 60-100ml % 3ml/sec TREFFIRAVICBOEIEA L, 4
AWK 60mlI THI L Lz, EABBISHEZE LY
140kVp & 80kVp O DECT CHfi BB 2> & i R EF %= T
RGN Lo (RERE). XekSKIEZ DWW
T, 1ERAETITY, 155472 Eifg % 3-material-

decomposition £ 1Z £ % Syngo Dual Energy Xenon
Application, Syngo Lung PBV Application 2/ L T
B L, M Xe U A B, 155K O WET K&
g A VERL L7z,

%LAA L, FiSEE HEMENT Y 7 b (syngo InSpace
4D, syngo InSpace Lung Parenchyma Evaluation) % [
WTHIE L7z,

CT#:{&1%, SOMATOM Definition Flash (Siemens
B A .

KIEIE, HRCT Lk, BEDRV, H5H50IE1 mmE
W OBER 2479 AR fEIR S,  EEEE FOITETE
PEIZ25% LA i Db D L EFR LT,

IRF & 1 fifi R MEJiE (IPF) O 22 7 1%, ATS/ERS/JIRS/
ALAT @international consensus statement{Z Fx-31 727,

CPFE L, SMED RIEZ O BAEM: (25% L E)
WA L, TS & s D SRR b (18 PR AR e/ 2 R
BN BB H D WILRERRSF R UIP /R 7 —
Y, NSIPXZ— )& bbDEER L.

EMRET R OFMIL, BEREEL A, PERERNE
E2ANDRIEIZL 7.

- B BE 9 221 CHEST #E 4 0 Chestac-33 % {7 1]
L, YLl 1 R yE CRIE L7z, 72, composite
physiologic index (CPI) 1%, {91 — (0.65 x %predicted
DLco) — (0.53 x % pred FVC) + (0.34 x % pred FEV14)}
WEVEHLEY.

FLETFHIMEANT & LT, 2R O IZ I, Mann-
Whitney URRER L UOH A 2| EL AV 2. 225%K
B D FE B 1% Pearson D AR BIFREL A FV 7. F 72Xl
DI FEHILL_ ORI 1L, Kruskal-Wallis i 7€ %
WAL, &HICZEkK L L TTukey D HIEIZ LY
BRI OERZ R U, Sl = R
TRL, AEZEKEZS% AL Lz, RBMEE
MY 7 BIZIMP (version 10.0.0, SAS Institute, Cary,
NC, USA) Zffi H L 7-.

®w R

BEE =B L ORI EEMR AT 7L Table 138 X
N Table 21Z7RT. Xedofhld, fEEH (FEMREZ)T
i &I — 23805 0 2§88 7-. COPD alone 8%
T, BRSDVITREHE e KEEZ R L, IP alone
BETIE, —8AH—RREEZRBD L5, Xe/nfm
LB R To LTz, E T, Fra iVl LA B
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Table 1 Comparative Patient Characteristics in CPFE, IP alone, and COPD alone

Xenon W A¥EIZ K 5 Dual Energy iR CT % Fi\ 7 RNEA BHITHHEE OO iF BREHE IRET

CPFE (n = 25) IP alone (n = 25) COPD alone (n = 30)
Gender (M/F) 20/5 18/7 27/3
Age (y/o) 74.1%6.4 74.41+6.6 73.1%9.0
Height (cm) 159.1*+9.2 160.1+8.6 162.8£9.6
Weight (kg) 57.0%+10.9 59.1%+9.6 53.9+11.8
BSA (m?) 1.57=%+0.18 1.61%+0.16 1.56%+0.19
Smoking history (Current/Ex-/Never) 2/21/2 0/19/6 8/22/0
Smoking Index 10924590 599+505 1414+£771
Severity stages of IPF
7/2/5/11 10/3/7/5 —
(JRS: 1/11/111/1v) 1215/ /3171
Severity stages of COPD
6/0/1/0 — 12/7/5/6
(JRS: 1/1/111/1V) /0/1/ 17151
Subtypes of emphysema
(Centrilobular/Paraseptal/Mixed) 11/6/8 13/5/12
%LAA 7.2x4.1 3.0%35 28.0x12.3

Data are presented as mean=£SD.

CPFE: combined pulmonary fibrosis and emphysema, IP: interstitial pneumonia, COPD: chronic obstructive pulmonary disease,

M: male, F: female, BSA: body surface area, IPF: idiopathic pulmonary fibrosis, JRS: Japanese Respiratory Society, LAA: low

attenuation area

Table 2 Comparative Baseline Pulmonary Function Tests in Patients with CPFE, IP alone, and COPD alone

CPFE (n =25) IP alone (n = 25) COPD alone (n =30) P value

FVC (L) 2.5+0.9 2.2+0.7 3.0%+0.8 0.0087
%FVC (%) 85.2+27.5 76.8+19.9 94.5+20.1 0.0392
FEVio(L) 1.9+0.6 1.8+0.5 1.5+0.8 0.0520
FEV1.0% (%) 78.6+13.3 84.3+8.6 47.8+13.3 < 0.0001
%FEV10 (%) 98.1+31.6 94.4+21.0 66.5326.8 0.0003
%TLC (%) 83.5+18.5 74.7%£18.1 114.0+15.3 <0.0001
%RV (%) 93.3%+24.8 76.5+18.9 155.1%+50.1 < 0.0001
RV/TLC (%) 39.2*+10.4 37.1%5.3 456+11.9 0.0105
%DLco (%) 49.9+19.1 54.6+19.1 67.6+18.2 0.0089
%DLco/VA 47.2+18.1 69.6+19.3 49.4+15.2 0.0010

Data are presented as mean=SD.
CPFE: combined pulmonary fibrosis and emphysema, IP: interstitial pneumonia, COPD: chronic obstructive

pulmonary disease
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COPD alone

Figure 1A: A COPD alone case shows largely focal xenon ventilation defects.

IP alone (IPF)

Figure 1B: A IP alone (IPF) case shows slightly decreased xenon ventilation with several defects and volume loss with diffuse hypoventilation in

the fibrotic lesion.

LTV 7z (Figure 1). —J, CPFERBZE TiX, KUESD
DREPHALE 2D, WA EEEEIC KB ZRD
B, TSR, SR LNRTET DAL
(upper-predominant defect type), ifitiD Xe s3Af3 4
KRR T+ 5H DD, COPD alone fBF & (127
DREBRRBEITRGT, EELXesfixd 2T
5 ¥ (multifocal defect type & diffuse defect type) iZ
YT B T LN TE - (Figure 2). 2 D Xe AR,
COPD alone/IP alone/CPFE = 51.7 £ 20.6% / 82.2 =
14.7% / 72.2 + 15.1%) T, COPD alone(ZIP alone,
CPFEIZHARTHREIZAEE TH -7 (P < 0.0001, P =
0.0003). & 512 COPD alone B T, EJEEIEIC
HARTEEEIVE CARICXe S MEMET LT
7= (EESEEE VIVIII/IV = 69.1 & 21.6%/47.1 £ 15.8%/46.3
+5.1%/30.7 = 16.6%, P = 0.0182). —J5, IP alone &
FETIIHEEZI R Tb DD, KREJEHITXesy
FER DRV MEFRNZ & - 72 (FEIEE VIVII/IV = 89.0
10.9%/80.7 + 4.7%/88.6 = 6.2%/77.7 + 8.6%, P =
0.2156). #a& - ML DBARIZ BV TIE, KUESSIL,

PR - MR KIEO—B 2588 (V/Q match), #riE(L
B, BRI T e R R IR T S
fHZ 3 - 72 (V/Q mismatch) (Figure 3). Xe3His
& BT HERE N T A — & — L ORRIZEB VT,
Xe /3 Ai % & FEViu, %FEVi, %DLco/VAIZHELIE
DOFERE (R =0.5579, P < 0.0001, R = 0.5279, P < 0.0001,
R = 0.2982, P = 0.0318), %RV, RV/TLCIZHERA
DOFIRE 2D 7= (R =0.5943, P < 0.0001, R = 0.5789, P
<0.0001).

£ =

ZHVE TIZ CPFE O B T 7% FEHUR P Xe A
XL BDECT#AWTC3IDE B ER L, KIEHR
K OBHEALER D RAE « DA ERERICH BN L,
TE BRI &2 1T - 7o g2id 2. MEBHRCT At A
DOHTHE, K[EMEB S EZIZL, X, M&E:
b N HEMEMZE DER PR GERH Y, EE
W EOETERFEL LTHERINLTWA. &5,
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Xenon T AJEIZ X B Dual Energy it CT % FH V7o KUE A HITARMERE 0O 15 5K 1 2 PO 5

Figure 2A: CPFE of upper-predominant defect type shows xenon enhancement defect in emphysematous lesions affecting
predominantly in both upper lobes, whereas relatively preserved in the both lower lobes with sporadic fibrosis.

Figure 2B: CPFE of multifocal defect type shows multifocal defects of xenon enhancement in both lungs, without large
enhancement defects such as COPD alone.

Figure 2C: CPFE of diffuse defect type shows uneven diffuse defects of xenon enhancement in the both lungs, without large
enhancement defects such as COPD alone.

Ventilation

Perfusion

A) COPD alone B) IP alone (IPF) C) CPFE

Figure 3A: Coronal xenon ventilation and iodine perfusion shows decreased xenon enhancement and perfusion in emphysematous
lesions (COPD alone).

Figure 3B: Coronal xenon ventilation and iodine perfusion shows preserved xenon enhancement, whereas decreased perfusion
in the fibrotic lesions of the lower lobes (IP alone).

Figure 3C: Matched defects of ventilation and perfusion are seen in the emphysematous lesions, and the ventilation is relatively
intact, whereas perfusion is decreased in the fibrotic lesions (CPFE).
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CPFE D CTEIBIZI T 5 ERICEBHRI N H Y,
FENEICRIT B ENEROMER L > TND, E
BUZE 2 OFEBNZ BT, A 22RO &R
FOPHHEEANIRIE L, WHEOHMOEE b ENE
R DZ &5, CPFE & W THHEMIZIEZ D
T EIFTET, ZHERRRHE A TR 2 T R
ELTCHEL, ZOHnbIm UM E R4 o
ENEBOEERFBELE X 5. 2 TARIFETIT,
DECT % A /= Xef A — & lung PVBIZ X % fifisfh
KL MPBOREERAM 21T 5 Z LIZ L - T, HEFBD
SRR O NTREE OHR R 2 FEMICIER L,
ML & OBEEMEZ T35 2 Lok - T, CPFE®D
Bz 7B AR AR AR 2 D T & AN ATRBIC AR
HEEZ DD, G, NEBINIRAE U7 BHZEME
RETREE Y RLR[E 3B EE T LT, DECT
W XeA A — 2 L PERBEREMR AT R & o B
PERRET SN TERY, KRF LRI Xe p iz L
FEVI°FEV s & ONIZ B OMBERBRGRERO TN 5.
AHRETIL, CPFE D Xe ki, HLHAYIZ upper-
predominant defect type, multifocal defect type 72 ©H TR
|Z diffuse defect type D3I34S 25 Z LW TE T2,
HF1Z multifocal defect type & diffuse defect type Tl
GIEGR & R LSS EME IR T A7, @ OM
HCT CIE o b OIREDER N2 AR £ L,
XedA A—VOFRAENREWEEZZ N, S5
A E]ORETTIL, COPD alone D& BIEF T Xe 4
BNEBEIENP 22 800, [IRHIRORRE, %
WHAZEMMSEE LB KM T 20D EEZ LI
fo. =05, ML OBMRICB W T, KBS & HE
{LEB T OFEA D SN > TEBY, 4%k
SATDEECEIT, L0 EfRBER - mFEoAmo
Rl ATV, E T2, %LAA KD b Xe AR A
B RBIERIBRHLNDD, FTOERE L THKIE
A1 COPD DIRZER % DM ORISR E X L~/

LPABEMEREDTFAEN R SN D b O LHER S,
&S B2 DFE AT DAL D BN ik & L CHIRE
TED.

X #

1) REATE, mASH, THEMm, i RrretEf &
PR 2% (IIP) DERIRAZ T B B3 RWESR. B
ERREREOE AR EFEIICIE T3
FEEREE p20-32, 1992.

2) Cottin V, Nunes H, Brillet PY, et al. Combined
pulmonary fibrosis and emphysema: a distinct
underrecognised entity. Eur Respir J 2005; 26: 586-
593.

3) Raghu G, Collard HR, Egan JJ, et al. An official
ATS/ERS/JIRS/ALAT statement: idiopathic pulmonary
fibrosis: evidence-based guidelines for diagnosis and
management. Am J Respir Crit Care Med 2011; 183:
788-824.

4) Wells AU, Desai SR, Rubens MB, et al. Idiopathic
pulmonary fibrosis. A composite physiologic index
derived from disease extent observed by computed
tomography. Am J Respir Crit Care Med 2003; 167:
962-969.

5) Goo HW, Yang DH, Hong S-J, et al: Xenon
ventilation CT using dual-source and dual-energy
technique in children with bronchiolitis obliterans:
correlation of xenon and CT density values with
pulmonary function test results. Pediatr Radiol 2010;
40: 1490-1497.

6) Chae EJ, Seo JB, Lee J, et al: Xenon ventilation
imaging using dual-energy computed tomography in
asthmatics. Invest Radiol 2010; 45: 354-361.
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KA DF VB PE 2% (CPFE) IZ A W 5 MiLAE ISR K1 D e 2

WEF DEsA”

CPFE AT B E Ui, FREIRIENE ME DA F~—0—& LT 515 Pentraxin(PTX)3
MEVEBIAAEIET 2 Z & 9> b Dana Point 5 JE3 R & 1R 5 —HERIAET D AN H D . 1E-
T, 1REFEARO IR & LA & L COREDOBIL LB E S, £/, CPFERIEICKIER
72 Tl EARR OB L b HEI E NS,

FORER R FH— A (PR
TR AMEREERICET 2 FENIREE BHERE
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A. T ERY

SIEA OB E M 4 (CPFE) i3, &AL & g
JRRBOHFET 2720 Tl <, MO liis e o &0
BN ) ERIREFRE A B3 5 (1), s Eo
Dana PointZ3 38 Cld, [MEMMRCHHEAEIZFE D M
mn i, il PR O oA e S M i A A L
K5 &%, MEIMRMENSIE (PAH) & 132
RAFICL DL DL LTHEIMBHCOE I TS,
F 72, CPFE T, RUESCHIEMMZORRELL -
ZEWIEIE % 295 “out of proportion” JEF 23
fF7£ L, Dana point /03D 5 3 BEDOEFF 720 Tl
BN TH 5.

Pentraxin3(PTX3) 1%, 77 F & 40kDa D G R HE K
ISERATHD. PTX31L, IL-6 %24 L CHFlECREEL
ENLAHCRP EE7 D, IL-1, TNF-0Z& /1 L CTREFO
AWM, <7077 —2, SRz S
FEA S, BIREE(LCDATEZE DS A A — T — &
LTHER SN TWD(2). &I TIEL, PAHDO A F
v —H—L LTHHATHA LV IHELH TV
(3).

LL ko & 5> 5 CPFE, [ & % M %5 (IP), GOLD
stage2 LA E D FRIE S A 7D COPD D3 -D>DIERED
R G B 1L % > 72 E B O plasma PTX3 D L~3b
Z 4 % Z & T CPFE O i fLE D 2 5T L
7.

B. M5 5%

fitit K JE % A = @ COPD45 JiE %1 (65.6 £ 2.8 7% ),

CPFE30EM (67.2 = 1.375%), B MEM 2% (1P)40 JiE
(63.8 £ 1.67%) ZAMIRICEE LTz, £, WM&
EOZEIE, Loa—7Tik, ZRHmns0OHE
J£& LTRVP>40mmHg % LH 7 —T VT T,
S i B R E mPAP = 25mmHg, i E IR A E =
15mmHg, & 55T (PVP) = 240 dyne * sec * cm-5
& L7z (Tablel). PTX31%, ICIZ T4 547~ Plasma
7% BLISA THIE L=,

C. #ER

gk L7z 3BED R C il B I ESEFE, COPD T 11
JE %], CPFE CISJE®I, IP T2 B TdH - 7=.

Table 1: Study Population

ng/mi
100! *:p<0.001; **<0.05
] o °
E 10] * ko :. *
2 AR S hd
) 0.8 0% © %—
E 14 A
o o-.'.o
° ®
0.14 '
 [p—— o000
0.01 7 v v
COPD CPFE IP

Figure 1: Plasma PTX3 level in CPFE

ng/mi
100 *:p<0.01
10 - ’é '
©
E °e * :ﬁ'.... g 80
H
8 14 == o ®
a °®
=]
o
0.1 Y3
®
0.01 r r
COPD CPFE CVD-IP

Figure 2: Plasma PTX3 level in CPFE with PH

PTX3 DM E X, 3EEO2HTITV, £ i
25 & Bl IR BE D2 0TIV, #EFRAT I
ANCOVAVEZ Hl iz, 2FINZF1T 5 plasma PTX3 L
~ULiE, COPD 1.352£0.185 ng/ml, CPFE 4.333 +
0.710ng/ml, IP 2.798 = 0.495 ng/ml T CPFE, IP T
COPDIZH LT, F 7 CPFEIXIPIZEE L CHERHHM
HEZ%b > CElE%R Uz (Figurel). i) =7
C plasma PTX3 1%, COPD 1.358 * 0.395 ng/ml,
CPFE 6.275 == 1.17, 1P(Jifi & & i BB S 1 B
JitiZ& E41)5.688 == 1.166 ng/ml ¢ CPFE, IPi%, COPD
W2 U CREFENEE #%%O’Crﬂ o LT,
CPFE & P[] CIEA B 2EITRR O 220 - 72 (Figure2).
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plasma PTX3!%, CPFE & IPICRWTHEMEEZRL,
F7-, FEMmEL 29 5CPFE L IP T, £V SfH
oL, BRICIPIEBERBCTH Y, Z ol
Ei%, PAHT®» 5. PAHIZFAT 5 plasma PTX3 1L,
2.85ng/ml LA _E% cut-of fE (3) & 9% & MG FHIZ K
WCHHEHATHL LI MENRENLTVS. 2oz
L EEZ A D EARPIRICHT DS NTEE 23
% CPFE @ —HREiL, BRIl (IP) D PAH @ PTX3 &
FIREN N EOMEEZRLTEY, COPDRKES
P AT AR AESE OO fifi & L & 8272 U PAH VM@ 2 Dana
Point 735 1 BEIZIZ W D ATREME RSB T e o 72, &
7o, BRERZIE, FMERTENRO NIEOBE 23 A U T
WD & D A (4) P CPFE T, R AYTY 8o B
JEFEDRL N & HBET D & COPD RAFFEMEMHRAE
FELZ A O FHENIRO (LD & TV D A[REEDR S 2 b
%. CPFEDJRELZTERN O bMF L TAH DL &
W, TERER L OYREEN R RIEMFZHLMNIT D
AREMER BV, A1k, B OITENROTEREFH)
MRAT, SRIEARR R IR AT A 2 O RER R R L
EEZ L.

SIEA ORI HEAT 2 (CPFE) 12T 5 1% B Sk R 7 0 3 8

SEW

1) Cottin V, Nunes H, Brillet PY, Delaval P,
Devouassoux G, Tillie-Leblond I, Israel-Biet D, Court-
Fortune 1, Valeyre D, Cordier JF; Groupe d’Etude et
de Recherche sur les Maladies Orphelines Pulmonaires
(GERM O P). Combined pulmonary fibrosis and
emphysema: a distinct underrecognised entity. Eur
Respir J.26:586-93.2005.

2) Inoue K, Kodama T, Daida H. Pentraxin 3: a novel
biomarker for inflammatory cardiovascular disease. Int
J Vasc Med. 2012;2012:657025. doi:10.1155/2012/
657025. Epub 2012 Jan 4.

3) Tamura Y, Ono T, Kuwana M, Inoue K, Takei M,
Yamamoto T, Kawakami T, Fujita J, Kataoka M,
Kimura K, Sano M, Daida H, Satoh T, Fukuda K.
Human pentraxin 3 (PTX3) as a novel biomarker for
the diagnosis of pulmonary arterial hypertension.
PLoS One. 2012;7(9):e45834.

4) Santos S, Peinado VI, Ramirez J, Melgosa T, Roca
J, Rodriguez-Roisin R, Barbera JA. Characterization
of pulmonary vascular remodelling in smokers and
patients with mild COPD. Eur Respir J.19:632-8.2002
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[V PRI 28 A OF I P _E B T
SOX2 WEIFFII R 2 Pk BT 5

M St FRE R A B il L g B’
/NI FogE? ik FHe’ fEm  ZRR’ EH &N gk T
A AR RE)Il AAE? U R B EE SNE=Y
Blrr et B B

Sex-determining region Y-box 2 (SOX2) (3 ¥u o (K 3q26 AN E T 2B R+ TH 0, Jifi + BHH
RS B R T b A oM R RAIE R THE - MREIRBE L T D FxidME
PERi g8 BB D> S SMRHEGBIBR X7 FE/ NI BTRE 46 191 % o AT S AL L O 1 SOX2 583 4 7
A CERARIR BRI MET L7z, SOX2MRIFEHITAMALR| TR LA IZ mBHE (88.9%) TH Y,
EHBTICBIT D BT % (p=0.032), RFEREICRIT 2 REZA4EFLEARICEEL T
VW2 (p=0.029).

EZF A BILFHAEASS ROMFHERE FREET
MR 2t L 2 — Wﬂ

SORER g 2 — AR

FERE T BhE SR BRPR R

TOOVE AR BB D AR MR E
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®1 HREEER

B B384, ks 4

R PRfE T2 5% (38 ~ 83 h%)

MRS . EEMRMEERE 32 4, WRMUERE 84, FEMRERE 64

ARG MiEEgE T EECIRR 42, XUSUIRR 1, BRRUIER 3

SRR R LRRE 27, IR 16, KRN SWE 2, BRRELEEE 1
- MEMZ . UIP pattern 32, non-UIP pattern 11, NOS 2

SRR ZZ AR (FP L fE)
ERIE: BT 18 (FE 6,
B 124

APEREEE T 4

-EEPRYRHAN: TA 16, IB 11, ITA 3, TIB 5, IITA 7, IIIB 3, NA 1
28 473)% (0.76 — 133. 5)

A. TAREW

eI D 5 B, R TILEGFR, KRAS/
BRAF, ALK, cMET 7 & @ driver genes 3%1541, H
W2 O TAERIRE ORI G L 7o T B,
B ERE CIEHL TRV AENDL V. Sex-
determining region Y-box 2 (SOX2) |3 Hu1h K 3q26 fEIk
WCALE T AERERTCTH Y, Afi - SESEEH R LR
TAS EAEEICEB IR - \EIZEEE L0288
RHEREGETFO—2LEZ LN TV (1-3).
P X EVE R B DAVEHOEIER X7 3R/
R JiTIEE 46 1] 2 el B2\ S dE A L 22 01T SOX2 38 Bl &
T TR B 2RISR T LT,

B. A% F &

PR IUIE T A — 7 b— 7 HURRIE LA B 1
R Y = — TR FR 3K (Dako EnVision+ dual link
reagent) ¥ WV CTHFETHIT L. v¥XE /7
a2 —F /L HUE (Anti-SOX2/D6D9 XP rabbit monoclonal
antibody, Cell Signaling Technology) % 1:50 D 7R
RTHW.

C. FR#HER

KB BIE VEIE N IE O 72 DI EHO BB 23 i
ITENT-RVEMER B 464 (1), B384, &«
PE8 4, MFlRIL38 ~ 835k (FFRAE 727%). MREET
VLB 32 44, IR R 4, FEMYERE 64 . ffiaX
IRHEEE N EEYIbRA2 4, KIRIBR 14, BURUIBR3 4.
R CIURIE B 27 B, BRE e, KmiE

1. SOX2 e fHmkIL . A: 737% 2B (case 33), ¥ LR /@Al
FEVE PERf 28 (UIP), SOX2 BREEME: ; B: 6055 5 (case 48), R L
§ /UIP, SOX2 B&t ; C: 7158 7c (case 21), lit#iE /UIP, SOX2 [&1k: ;
D: 615%53 (case 1), i /UIP, SOX2 83514 .

PR WA 261, MR LR 1 6. W RoME
4 fili ¢ 12 UIP pattern 3241, non-UIP pattern 11 1,
NOS 2 4. EEERFTHIIA 1645, 1B 1141, 1A 35, IIB 5
B, TIIA 7451, TIB 3 451, NA 1. BB 2SR (ke
fB) 1328.4 » AT, THRITAET(EITEBESTY))28
4, BB 184 (filiE 6, BWEIEIEE 4, = Ofth 4, A 4).
FIIT 124, RMEEEIZTAIZA LT

ﬁ&“ﬁ’:ﬂ%ﬁﬂ:%éﬁ T SOX2 FEBULHRIL R IR
LFERECABICEEL TR, EEMEZE~D
SOX2 58 ¥ 7 (355G IR T B R (27 1) @ 1041
(37.0%) & 1461 (51.9%) 12 & vz (®1,2). SOX2
BB A 51 (31.3%) DRSE, 1 B IRR T LR,
25 D RABARRE N 3 WIS 22 BT DY, SOX2 TR
PEAGILIE R BB 08 S AR AR I 1R 0 b7
Do 7.
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o5 p=0.0001

20

B SOX2++

15 B sox2+

10

O sox2-

5

0 . -
nonsgquamous squamous
2. SOX2iBFEIFEHF BB THIRE LR EFEICEEL,
SOX2 5% / 59 5 PE R 13 T = B2IE (27 41)) 00 1049 (37.0%)/14 451
(BLIYDITA BT,

Overall survival for squamous cell carcinoma

1.0

0.8
|

SOX2+/++

Survival

0.4

p=0.029

0.0
L

T T T T T T
0 20 40 60 80 100 120
Months after resection

E3. SOX2IBFIFRBLIIRF EEHE CTIERIF R4 F L BEL T
7= (p=0.029).

SOX2 BBIFE BRI R E LR ClX R e eER L
BEMEE L T2 ([X3; p=0.029). 5, ZFE/INHR it
TIESOX2 R BILTH L ITHRE TR -72. SOX2
WRBEBII AR CRALERE S ARICEEL
TV (®4; p=0.032), AMEMEE - BE MK
HERD 2o n2AEFEOFERBE#EIT RN T
(5,6). SOX2EBFIFEIIHEE ClERV S EEES
%< B bz,

D. 2E

{3k comparative genomic hybridazation (CGH) f##fT
B8 3 e AR B R U (3q24-qter) & < 123926 fEIK
DR T VAR TESEES - i - Bl - FEEHORF
ERBIC B HEBEICBIE S LD DNA = B — R

FRVEVENT 28 & OFif B S _E B2 9 C 1 SOX2 BRI BUL BRIF 22 T4 L BIE T 5

Relapse-free survival for all histologic types
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copy number aberration & L THILGNTEY, it
FUDR 2002412 YO M7 L RT 7 MNELFINC IR
DUNTAT o T2 g O AW 8 B PRV 2R C b Rk D
é%ﬁ%&ém 3q26 FEIBHEIR D EMERET & L

I ¥ BF PIK3CA, SKIL, RNA component of the
memw%w&Bym@Eﬁéﬁgnfmtm)
2009 4F Bass & I genome-wide study (Z & = THAMR
3q26 fHIEk THIME L T DB 5 F1d sex-determining
region Y-box 2 (SOX2) Tk 2 Z & A X7z (1).
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