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Z DS BA4PNEE BUMIZIEIS LW 5. 28 H RS
TEERAENEIE L CWAHEFIX17FHH L, =0
2 B ARG I IR BT T PaO2/FiO2 25 200 7
WMCThorz. EEEIZ, T ORERNIE30 B LAEIZ
T LTWND., SEORR TAERIER O BEIEMEK
RaelE, WHUNICAEHEEITHIZALND Z &N
HBNE otz ZORYTHABROMEHRATE L
T, (ERENDHE SN TV EERE, [EMEELZTR
W24 HTEERRREIEF°IPF & HIRB R Fl /e & %
HLZS BAEANT°Kaplan-Myer 04T L7223, BEEZEZ -
FERFIEHIE TE oz, LA LATEA 2L
AL T A E B BITo e BEIRIZB W T L E
WHBIRENRA L., 2HRERROERESLD
v ha— VAR OBERR A F T HIEF R & THREE
RIEAT O 8FNEIIA S MICAEFRIMET LTz, &
R R T XD ICAERIERFORKRIEE & LTl
ELDHEN T CEEEZ A L O TR, 4
BT CEAEERY A7 L LTI TE 2 o7z,

AIFEILNL 2 DOMBEENFET 5. T —2
H& L TARUIRIZABRIER O RITFE LT 5
7o, IPFEEROFH% %2+ 757 M TE TV,
VIR L7238 BBl 31T % IPF FIE > b D AEFF

ML, AEREZ28H BLBORTT —F R EE
ALTWRN. IPF D SFEAETFEN 58% & 00 m WO
RiZlpolc o, TOHIBRENTZT—4 Db L
EzbND., ZOHELTI8HEV D BH DAL
DXIRBI T D728, ZIE RN C O FFAMm A3 K #
Thoiz. AEFRIERFO LDHESSS H B ® LDHEZ
ISLCHICHEEL A LD RENRH L & Eb
iz, FTARRAERIES O THMICITIBENE
DFTHEE TH D . AW Tl s 4 1841,
PMXJEEZ 26 CHEIT LT 2. L LSHEETOD
FEflbdh o, HBFEEE LTAT A KLl
HOPFRAN 161D & 3 T IRE R E M 5
T AT o T RRIEPHYL S TR T
BARBRRBTHDHIZD, AT 04 K UL AEER
WBELVBRHICIT O ZENREETHD. £DEDIZ
TR E WO T — X DOFERLYHAREICT 2 NEMENE
Y.
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AERIERIIAT B4 FoOL 2 BEH O BHICE
WTHTHRAETHD. RIEFELB%I48, 28 H
THEEMFRARLNBELTRY, BHEESEN
H & D HIVIRWERINKREE D TND . JEFIER
WL BRENVEEDNEOY R T 7 B —E T LT
WS ZENREELEZ LN,
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VB MR 2 B0 B 7S KL-6 fEDOEHiZ 8N B $ 5 if9%

R K& RNV AT R EH #wn ML B

[EFx] MEEMEOMIE~—0—Th 5 KL-6EORFEIL, FEMEMEBOFEZE, 15D
BHE, BIOHMITPHRABICERATHS. LnLAaNs, KL-6IIT&MMEEEMERMEEICR
T ORERERMETIZ L, ERRZMNICRIT 2 FERAMIIROND. —F, WEEmME ORI, K
FEGURZRRIC LV R AERE L, MIEKL-6ERFEHEICAB T 2REBLRBIN D2, £
RAEPER 2 1S 381 5 M35 KL-6 [E D ZEFEZE &N L TR TH 5. [BH) &FEEE 2%
ISR D MIE KL-6EOEFMEEEOFEAR L NZT 5. [FHIE] 200944 A 55 20134E 11 A
FETIT, MBI BB ST ABEE O & 2 VB MG 28 (BRI RRAERE (IPF), 4% 204 B 1 e
2% (NSIP), MBJFUR B R EPEAT 28 (CVD-IP), @HMEMZ (HP), SHEA GFIHRHEIE (CPFE)) g
ORT, MIEKL-6EAFELL EOBIZ4ELL ERIE S, P & AT 1B EHE S
TWAHBEFEEZXRIC, BEABH, EFEGCA~IA)ELAFNIA~2A)OMEKL-6HEETFD
T ORI L, MIEKL-6EOEEHEEE 2% Am & ICHE Lz, ER] miEKL-6fE, IPF
&9 CVD-IP, CPFE CTHEITED > 7. fEH O Mg KL-6 fEDZEB L, CVD-IP, CPFEIZk:
B2 LT, NSIP, {F/EEHEHP, BEEHP CHEICKE o7z, (E/EBEHP & BB HP T,
HEREAFOM TMIEKL-6EORBRFEHEET N A o, oMEMMEE KL T, &
BEE HP CIEfig KL-6 EALZFTICHREIHEM L, FEBEEHP T, MEKL-6EIZEFICEEID
ML v Dfm] BEERZORET S L < ERBRHEPIZ, miEKL-6EDEHMELSD)
DIREVVVERITHE, WBEMR O EZ BE T2 LERH 5.

BRI ESE MR - MR ERNE
TOOVE A R RIS DR EISEEE MFgE S
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A. TAZEERY

KL-61%, MIEMEE Cimghic LR+ 5729,
Kk 7R VMR R OTFERZWT, 1REDRHE, KO
—HOBRB T THRAUED~—H—E LTHHATSH
BH1-4]. UL L7Zen 5, KL-6 12 (345 Fl VB P R
BICRT DRBRRMEITZ UL, HEERMERZ %
BALMiZe LIS O A FERENEIT I O HERIRS W 12 S
ThY, #HHEECHE, EREFROTUE, ~ MeR
FOHLIR, BRBEIRFEAER, HRCTEEZWIER X OYRE
BEBERNNIINETH D, —F, WM Ok
W2, FERPFEEZEICLOMIRENBLL, MG
- KL-6MENZEREIC 3 2 KRB bR S LD 03 [5),
KRR VB MENT R BT B 5 KL-6 1 0 ZHiitk 25 %)
B LTIIARATH D, AUsto B, &FERE
PERT A R 2 i 8 KL-6 8 O B EitE g o f %
G2 L, IBEERZE CIEZEmirE R B 2 oo E
PR R THBEIZZ WO NENE AL ST
D.

B. ARG *

200944 A 7252013 4E 11 A £ TIoEaKEES
ERE BRI BRI B D VI ABRE D 8 5 BE T,
BT ANT L, BEMEMROBELBENHY, MiF
KL-6 % 4 L0 EOMIZ4ELL ERE Sd, D7
EHAEEIEL EHE SN T EE 2 L.
78, MiEKL-6{EDEEICFEAY 5 2 5 AlfetEs
& 2 fl s O & ORI, SERIMERT 2, R BRI 2%,
Pneumocystis jirovecii ifiZ¢ (PCP), Cytomegalovirus [ifi
ROEPHHICZ W R ETIIMRNT ) SR LT, B
WARHFE 24 DS, BT h VT OBHIER A I
FE LT, MEMEMR(EF261) %, FeIME#R
HERE (IPF, 16 51)), FE4e B R A 28 (NSIP, 16 1),
J 05 BE R DM i 2% (CVD-IP, 33 431)), ik it
% (HP, 1441), KIEAJHITHRKESE (CPFE, 1341)
12433 L7=. IPF, NSIPDOZWix, R L&/ ED
PUR O I X 2 B0 o it ¢ o Btk % 2
2, RERMEREMRR R EEOFRS E WE
F2R[6] 1 HE U CAT o 7= (4 B9 Bl 4 1 8 41,
Clinical IPF 133, Clinical NSIP 11/5]). HPIL, #£fH
B L, KEXERERALAZIEIZ, M) azxRe
YTHEPUREZIEAN N L IEA v a RROTA

DFEH, HDWITERERAEC K 58 L BREREIC
L HMWEBEOFEIZ LY BZW L7z, HPIX(E)E B
HP(House-related HP, 94) & &R HP(Bird-related
HP, 5#) D28 53 THENT L7~ HFEHRCT T
BV R OAFAEN B & A3 72 BIRYp 2 CVD-1P & 2
Wr L7z, BRI 2 e & O & 072 /R %
RETEY, MEHRCT T EEEICEEEZE A
TRECHEMERZ 2D b D%, CPFE &IBKZY
L7z.

2 P o> if 75 KL-6 {8 O fix RE & & /NE %
Kmax, Kmin& L, EZE(6H~ 9 H)DImiEKL-61E
DI KME & fe/MEE Z €4 Smax, Smin& L, %
Z(1 A~ 2 ) OmiEKL-6E% Wmax, Wmin & L,
AR o L IE KL-6 i 0 28 8 (Kmax-Kmin & 5
13 Kmax/Kmin), & Z& D i KL-6 {i ¢ 25 8 (Smax-
Smin, Smax/Smin), 4 Z& @ (i & KL-6 & D 2 &)
(Wmax-Wmin, Wmax/Wmin), [{EKL-6fEDE &4
D ] T O ZFHiVE A B) (Smax-Wmax, Smax/Wmax,
Smin-Wmin, Smin/Wmin){Z-2W\W T, #KEBEFICR
R EREEAMEITHRE L.

FEFHENTIZ, SPSS Statistics version 19(IBM L) %
AV, ZRERLERICIE, Kruskal-Wallis #7E, 2 BER
LE# 2 1%, Mann-Whitney URRE % VY, p<0.05%
AEZEE Uiz, YRR, TRIEOBEHED EIT2ME %
FA Tz,

(HEEANOER)

AWFZEIE, BEICPRBREE IS C— AR T =T
WS ILE KL-6 D EH LT 2, @EDOH VT T —
B % TEAIRAT L7272, A ~ ORI 20
BET—FOWDFWNCE L TE, BANRE T
TRVERICEREICE B X OMT 21T - 72

C. ME#ER

BHVEMEMRIC T D, RAENRE, mAERE, F
i, PERI, WREOFERE, BEFRLAZF BT DLHEK -
e/ KL-6 fH (FEE IR YER 2 ) 36 L OKL-6 fH D
EEIE(FE R ERE) L pEEL R IR,
KL-6 I EHAR & JEEE ISR BB CHEBR AR
IR o . FEEiE, IPF, NSIP, CPFEIZILig
L CCVD-IP CHEIZEFETH -, MRlIL, CVD-
IP ¢ 235 /33 5], NSIP T9i/16 /1, Bird-HP T3]
ISP MER% <, CPFEIX2BIBMETH 7=,
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R MEMT 261238 1) 2 1 KL-6 fEOZEEZLE)IC B 5 B 5%

1. SEBEVERRICBY 5 Mg KL-6 fE O ZEEiMEZAE).

total IPF NSIP CVD-IP House-HP Bird-HP CPFE pliE
fiE B3 92 16 16 33 9 5 13
HEE AR 020+436]  926+458]  793+297|  1071+455#  671+430 856+541 884406 NS
EEEREK 19+12 18+12 17+7 24+15 1810 1549 1248 t NS
£ 67+11 72+ 9 7249 61+12 *# 64+14 68+7 7046 1 0.009
e Bl (£ i) 41 3 9 23 3 3 0l 0.000
EmEEEL) 29 2 5 5 2 3 12| 0.000
Kmax 1943:+3129] 1642+ 645| 2350£1766| 12861024 *# 4939+9193 1| 2715£1615 1| 1111763 *#§  0.006
Kumin 655+572| 741267 6754395  519+358 %  1101+1487 8134527 499+202 * NS
Kmax-Kmin | 1288+2655]  901+630| 1674+£1561]  766+701 #| 3838+7836 1 1002+1333 #| 612625 #3§|  0.004
Kmax/Kmin | 2.93+1.85| 2.39+1.21] 4.00+2.91] 2.40+0.87 # 4.5042.53 *t|  3.72+1.64 *| 2.22+1.07 #%§ 0.010
Smax 1578+3119] 1298+541] 1811+1684]  1025£760 *|  4657+9294 13564851 897+606 * NS
Smin 7154606 778+267|  793+445| 5524379 *#|  1147+1561 8954518 563210 % 0.029
Smax-Smin 89242667 594+614] 1018+1443 489+470| 351047852 *1] 4614392 3344468 t NS
Smax/Smin 2.05+1.14] 1.96+1.08] 2.19+1.41 1.86+0.63] 3.46+1.88 *#1 1.56+£0.26]  1.58+0.59 ¥ NS
W max 1378+1193| 14334672 15391025 10554923 *# 189342489 2495+1580 1  1046+518§  0.034
W min 8094735 9614447  748+411]  621+486 %  1388+1828 10024628 6424321 % 0.050
Wmax-Wmin | 627718 540+678 791682 4494491 # 758+£956] 1493+1485 t 494491 NS
Wmax/Wmin | 1.92+1.11] 1.79+1.25 2.29+1.70 1.6620.50 1.710.82 2.76+1.39 2.01+0.98 NS
Srmax-Wmax | 218+2413| -135+631]  271+882 -24+392| 2764=7021 *1|-1139+1496 5 -156:489 #  0.015
Smax/Wmax | 1.13+0.82] 1.02+0.57] 1.12+0.46 1.02:+0.28] 2.33+1.97 *t| 0.62+0.36 ¥4  0.86+0.30 3| 0.005
Srnin-Wmin -07+241] -183+238] 454220 % -81+216#  -240+£353 # -107+207 -102:+161 NS
Smin/Wmin | 0.92+0.23] 0.8620.18/1.09£0.29 %  0.89£021# 0.86+0.25 # 0.89+0.16|  0.89+0.18 # NS

A FRE P O M35 KL-6 O g KfE Kmax, H/MEKmin, EZE6 A~ 9 A) DML KL-6 D KAl Smax, /Ml Smin. £ZE(11 H
~ 28) D KL-6 D KAE Wmax, H/ME Wmin. * p<0.05 vs IPF, # p<0.05 vs NSIP, T p<0.05 vs CVD-IP, I p<0.05 vs House-
HP. § p<0.05 vs Bird-HP

B IRICR T AR e SN TWR D2 T2 DI,
IPF 25, NSIP 54, CVD-IP 5, House-HP 2,
Bird-HP 3%, CPFE 124 T& ¥, CPFE ClLiRiasl
BHINZ o7, RAEWFE b I E-42 H (238 ~
1604 A ) ORIT, IPF 441/1641 & NSIP 1 #4/16 ] T
BEEENH Y, IPF 24 & NSIP 1 I3 B MHEET
T L7z,

EREE T DR K KL-68 Kmax X, CVD-IP, CPFE
X Y IPF . NSIP, House-HP, Bird-HP CTHEIZE < (£
1, . 288 O K /NKL-6fE KminiX, CVD-
IP, CPFEX Y IPF TH EIZ & 7 o 7=. CVD-IP,
CPFE C(IKL-6EIZIPF L W HEICE2 o7, &8
1 D KL-6 fE @ 28 B (Kmax-Kmin & 5 Vi3 Kmax/
Kmin) %, CVD-IP, CPFE|ZLL# L C, NSIP, House-
HP, Bird-HP THEIZKEZ -7 (F 1, X2). £,
Kmax/Kmin %, IPF X Y House-HP & Bird-HP TH &
WCRkED 072 (F 1, K2). EFOHAKKL-6HESmax
& B /NKL-6fESminl%, CVD-IP, CPFE(ZLb# L T
IPF CH BlC@ o7, EFEDMIEKL-6fE D)
(Smax-Smin ¥ 7 |X Smax/Smin) i%, IPF, CVD-IP,

30000 o
20000+
]
-
=i
i
10000~
<&
s <
g D
= =5
0 1 ; T
IPF | CYDIP | Bird HP
NSIP House HP CPFE
1. BEMEEMAICBT 2 2B 0 MmiEKL-6 D i KE
(Kmax)

CPFEIZ L8 L, House-HP TH: K T, ¥ {Z Smax/
Smini, NSIP X ¥ % House-HP TRKEN-72(F 1,
[X3). AZFEOIMEKL-6 180 & KfE Wmax 1%, CVD-
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12.00 :
10.00-
8.00-

6.00~

Kmax/Kmin

<&
O,

4.00-

2.00-

00 r— T T T 7 T
IPF NSIP CVD-House Bird CPFE
Ir HP HP
2. B FERFVEMEN 21 36 1) 2 il i o il KL-6 D5 KA &
/IME O Fr (Kmax/Kmin)

6.00- o

5.00-

4.00-

3.00

Smax/Smin

2.00-

1.00

.00 T 1 H i : H
IPF NSIP CVD-House Bird CPFE
IP HP HP

3. B RERTEMERIZ BT B E RO MR KL-6 O 5 K & fie/ME
D 7% (Smax/Smin)

IP, CPFE|Z ki L C, Bird-HP TH B 12 & <,
CVD-IP & W IPF, NSIP CE»-72(F1, K4). £
RO I 1E KL-6 fE D /ME Wmin %, CVD-IP, CPFE
IR LT, IPF CHEIZE -T2 (R ).

FRICEH T RERERIE, EFELLFOMIEKL-6
B RAEDZ ) (Smax-Wmax, Smax/Wmax) Toh > 7c.
House-HP Ti&, IPF, CVD-IP, Bird-HP, CPFE & Lt
# LT Smax-Wmax , Smax/Wmax BNHEICKE <,
A F T A_E MG KL-6 E I LTz (& 1,
5). —J5, Bird-HP TiXCVD-IP, House-HP & It

8000~ o
6000-
- i
o
£
£ 4000~ .
o 3
© (o4
2000 N

'l - 1 ¥ ¥ ¥ i
IPF NSIP CVD-House Bird CPFE
IP HP HP
4. AT 0) 2 A FED M TH KL-6 O KfE (Wmax)

6.00-

Smax/Wmax
i
[
T

2004

uOG T 1 1 i H i
IPF NSIP CVD-House Bird CPFE
I HP HP
5. A TERVE MR J I d 1T D ih KL-6 DE Z R R E & A2 R
0> L (Smax/Wmax)

L C, Smax-Wmax 288l SEEE S — B R Ho
PEPEME & 720, 461/501 CRZFICHALFTITMIFE
KL-6EN A BZIZEEIM L Tz (1), 7238, Bird-
HP T, NSIP & Eb#Z L C Smax-Wmax 23MEfE 2D
ZMEECh DEMICH VY, AFTifyEKL-6fE2 -
F9 22 B > 2. Smax/Wmax DIFEEIfE1.13+1SD
YT 219580 &V oid, IPFEMAHEEF
& House-HP 3 #1/941-C, HP 34 Ci3 Smax/Wmax 3
3L EEIERFICEMETH 7. Smax/Wmax 73 0.5 LA
T (Wmax 28 Smax D 2% LA By THh -7z D, AR
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I KL-6fE2N B 28 LTy /= CPFE 1 f1 & Bird-HP 5
BIR3E] THoTz.

D. £ =

BE MR 228V T, MiEKL-6 N E& 4
HERE LT, FERMEMBSHEE O S HEEIC AR S
U5 VB AR OWETE, B RUBRYSE CTh 5 PCP X
Cytomegeilovirus iR D& F, HAWERR OEOF, N
FEHIE R E OO, £ L THFREICL D
WM R OBEER B o s, AT, BE
PEF R BT 2 MiE KL-6 B0 EHiEE#ICEER L
T, Ao A MR bl U Culb et il 2k C 2R
FTENZEZHRBICRODLZ EE2HLMNC L. &R,
Bird-HP ~ClZ4ZE(Z, House-HP T E (215 KL-6
EOHEMMNE =, L L7235, House-HPJE
BT HEFCIMBIRDOEFIC LV EDORR B T4FE
LI ERFRANTERL, LAFITEELRDDLE
BlhdH 0, £/ Bird-HP TiX, EBIEE G o6
IERECHEERIEICLY, AFICWETHELMNLH
HZEICHEETARETHS. EHEKRTIE, P
BRI b bd, 2 ORI BB Crdam morE it
ROTZWrNIREE T, FpRMEREMERME &2 ST
W=, PR (PEAR O BT, PEHk
HyrPylry b, BOFERE)OH E DGR
TSI BB AMETE L, B Ch o7
Z IR DRSS R SN D, BRI
Jifize, 1PF, NSIP ®#5]1k, HRCTE{E DI TidIE
IR EEZEG S B 0 [7], BRI ORI
FEHMEEBEZROTHAEIE, FEANEMZ, PCP,
Cytomegelovirus fide, W D& G372 DRI E LTz
BT, EEERR O AR E BT ALENDH D &
Ez bbb,

B

E. #&

FMEMERMZOBET S L T8RP, miF
KL-6 {E DM AT 25 K & VEERF T, @Bk it
ROFGERLZEETIOILERD D,

F. BETERIEH
‘A EBEMIETHY, FFTRL.

MBI 2350 2 M1 KL-6 fEDFEIAE) 2 B 5 a9k

G. RRE

LACHER L
2. FREEK oL

H. FIR9BAEEED HFE - BRI

1. REFEEE 2L
2. ERFEReE 2L
3.FEOM 2L

L ZEXW

1) Ohnishi H, Yokoyama A, Kondo K, et al.
Comparative study of KL-6, surfactant protein-A,
surfactant protein-D, and monocyte chemoattractant
protein-1 as serum markers for interstitial lung
diseases. Am J Respir Crit Care Med. 2002; 165: 378-
1.

2) Yokoyama A, Kohno N, Hamada H, et al.
Circulating KL-6 predicts the outcome of rapidly
progressive idiopathic pulmonary fibrosis. Am J Respir
Crit Care Med. 1998; 158: 1680-4.

3) Ohnishi H, Yokoyama A, Yasuhara Y, et al.
Circulating KL-6 levels in patients with drug induced
pneumonitis. 7Thorax. 2003; 58: 872-5.

4) Janssen R, Grutters JC, Sato H, et al. Analysis of
KL-6 and SP-D as disease markers in bird fancier’s
lung. Sarcoidosis Vasc Diffuse Lung Dis. 2005; 22:
51-7.

5) JREK, RIESR, BB, M. AEREZ
(IS IR AEE) U 7o B B g Vs UL i 28 0 1
Bl H PR £EE2008; 46: 1045-1049.

6) HAMRZR S OVE AMERTRE 20 - 1BRY
A NI A AMEpZEES . FrRERERNR 2
Wr &I oOF5 & WEF2M. B MILE,
2010.

7) Silva CI, Miiller NL, Lynch DA, et al. Chronic
hypersensitivity pneumonitis: differentiation from
idiopathic pulmonary fibrosis and nonspecific
interstitial pneumonia by using thin-section CT.
Radiology. 2008; 246: 288-97.
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FEFE PSR MERE (IPF) 12 351 5 Il 28 oA T U A 5 s Be
[ i 2% (CVD-IP)

HE GRS YN Rl HE A ke
R A= AT B ACRR B EER

MEMMRIIBREREOSIHEE LTE<mbh, BREAZEICEL > TRONDLZ L H
B, IO D e S AT o BB R BE B R M il 4% (interstitial pneumonia associated with
collagen vascular disease; CVD-1P) {X 55 & 1 fifi#¢ (Idiopathic interstitial pneumonias; I1Ps) @ 10-

20% IZHIEL TV D LS STV DA, R t#HEE (Idiopathic pulmonary fibrosis; IPF) 727
BICBIER S BEEAL L7 BN 220, ARBFZETIE, IPF 1N B &SR, IPFR2Wr s BRI 6
FE LD 6 o HLL LSS - 72 EG & FiR AT CVD-IP L B L, TOMESHKEZ L o X
7T TIWRE Uz, fERIE, R ZESEATHNZ1061(9%) TH D, FIE L7 BIRR O NI
BEI i U ¥ = T (theumatoid arthritis; RA)4 1, BAMEEA 2238 M. 4% (microscopic polyangiitis; MPA)4 /3,
3 f7 JiE (systemic sclerosis; SSc)1 7, A—/3—F v 7 (overlap) JEMERE[SSe/ & = — 7 L U EMERE(S]S) ]
I BITHode. FEIATHIRIZ39FETH Y, BEFIELRIT 1 0.91%, 54 9.85%, 104 15.5%
Thole. MHELITECVD-IPIZIPF &l L CHELMENR L, TREFTH 7. Coxlb
PINY— FET L0, IPFIZET 2BRURBIED A ERERE I, o, MEMEERET R o
EROZHED U ANEROFETH D Z LA LN E R o7z, IPFICIID 0 bR A S TR
CVD-IPAEL TRV, ZOTHRITBIFRATREMERH 5.

AR ER R B
T OEAMERRBICEET D IREATEEE  BE
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GEA=):D

i) & f4 fiti 2% (interstitial pneumonia: IP) {Z B J7 5
(collagen vascular disease: CVD)DEPHEE L TR
Mo, CVDDOBMNII L > TIPABZE S D
T BRI o XS R SEATR O
55 R[5 ' 4 i 2% (interstitial pneumonia associated
with collagen vascular disease; CVD-IP) (&, IPF2WriF
ICIEBEFD CVD 2R A 22 L TR b9, £<
VRIS PERR ' PE M 4% (idiopathic interstitial pneumonias;
[IPs) & BW SN TN D PP 1IPsIZINT, FEARE
Y 8 & P it 2 (non-specific interstitial pneumonia;
NSIP) (X LA L 0 B & MR B & OB EN RS &
IUTHE D 0, KEFEMENSIP D214 12 CVD S FE
THRENZNO. LI LR G, K3 fiRE
JiE (idiopathic pulmonary fibrosis; IPF) 2Kt 12 CVD
DIFIE U T2 i 1 IE RS A 7 920,

A, Fxid, IPFR2BrZIC CVD 2 FEIE L 7R
EL hRANT T o TR L, MREETH
CVD-IP DFIESEZ A AN T H & & biZ, IPF &
JiEZE ST CVD-IP DR RG & FEe T L7z, &
LIz, IPFR2WiReZ 3817 2 CVD FIED TRIE -+
Wit L7z,

5 iE

1990 4E 7> 5 2007 4 % T O MR M B W\ ol
SAVIZIPF 155 O HFEIESID 9 6, ERIRIEHRAZ
DIZDERS LIz 4Bl bR, 11PIESER & L
7z. IPF ORMIEMEZ 2011 EDEBE T A KT A 1
EILL, 2fE2 1 ba AT T 0 TICHEFRI L
720 CWIRZESEATHT 1L, “IPFR2r6 » H LItEIZ
TRDOCVDDReWr L e 2 7 L 72 SED)” & EFR L7z,
BEHE U 7~ T (rheumatoid arthritis: RA), ZF&PERE2%¢ -
FZ & #5575 (polymyositis/dermatomyositis: PM/DM), &
FZE (systemic sclerosis: SSc), &M=V 7~ h—
7 A (systemic lupus erythematosus: SLE), > =—7 L
E{ERE (Sjogren’s syndrome: SjS), PAMKBINIZFE 1
B (microscopic polyangiitis: MPA). #2¥#kx b &
(2, IPFR2Wike £ 721X CVD 2RO REIR AT .,
Fri, MhegeeRR A, 16, TR EEZFMmLUL.
HRCT i SLIZRER 04390 & e 7oA 2 51 L
77 . 1218% (consolidation), A U A F A# (ground-glass

opacity: GGO), HMEIRE (reticulation), /NEEH MRS
i (centrilobular nodules), 4:3Jifi (honeycombing), Z&
B &S S HEAE (traction bronchiectasis), VU >/ HiflE
K (lymph node enlargement), ZEM (cysts). 3 EREME
AT RS ERS BRI HEIL L CREI L P P20, FRLAT AL
12T, 7 L (absent)0 4, I (mild)l A, s
JE (moderate)2 i, FEFE (marked)3 s & B BEBATIZ A
a7k U CRHE L7z ; BkE 2 (alveolar inflammation),
BRHETL (fibrosis), KJEN~ 7 v 7 7 — ¥ (intra-alveolar
macrophages), #& & {L i ¢ (organizing pneumonia),
BRAEZEFIB B (fibroblastic foci), MHULAERES U Lo
V8@ (lymphoid aggregates with germinal centers). F7c,
TREFT RO M BN L7 18T (honeycombing),
FH 72 B¢ (extensive pleulitis), FFEA 22 & AR
i# (prominent plasmacytic infiltration), Ifi.% J& FH D%
72 JBIEURGHE (dense perivascular collagen).

FHER

IPF ERW Lo LN BT EBE Y A KT 4 v B2,
definite 104441, probable 2451, possible 5451 T & - 7= (Fig.
). R % Table 1127, BOBBIZHIM Y (6.4
+ 49T 1041 (9%) A CVD % F&4E L, fififp 48 5t
fTRICVD-IP &35 Z 7=, IPF 10141 & it 28 6T
BLCVD-IP 1041 % [hie 32 &, % TH BICEFL
PEAZ <, BAL Y Lo SBRAY I DMEAE T - 7273,
OO BB FOMAF L ST THEEY
b ipinoiz.

MR 28 54T R CVD-IP O CVD 2 Wil D R 5 & %
Table 212779, J&JE L 72 CVD D N ER X RA 441,
MPA 441, SSc 141, Overlap iE{ZERE (SSc/SjS)1 il Tdh >
7-. CVDZHFERIT632 = 74 B TH 0, FHn
L (50%), IPF 2o & CVD FAE £ TOWIIL3.9
+ 24 THoTo. 2, AT aA FHIGZEH
FIOFEH DLW CVD ZZ80E L TR Y, Z2WrE
IEF b CVD BEER - FTRLOHBUZ L D5 b DT
ol RAFEBFNIEHITY ¥~ F K+ (theumatoid
factor: RF) Btk £ 5 BARIZE 0 HHEL L, MPAJERIIE 2
BN I (case 7, 8), 3BUASMLIR & £ 5 SMER
H(case 6, 7, 8), 2N EAEM CIAE R R 2
B % 5B (case 5, 8) &R, MPO-ANCA (T4 5%
Eipofo. Fio, SScIEGNI LA/ —EK & FRIIE,
SjS JiE B VLM R MR 2 JiE T L & £ 5 LSRR 23 22 W 3
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ARCT n=82 n=24 n=5
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l \ | 1 t I
SLB UIP || Probable || Possible || Not done UIP || Probable || Possible UIP

n=29 n=2 n=2 n=48 n=21 n=1 n=2 n=
{ ]
1
. . IPF Probable | | Possible
{PF diaghosis n=104 R n=5

Figure 1. The algorithm of IPF diagnosis in the enrolled patients.
All 111 patients were diagnosed with IPF (definite, n=104; probable, n=2; possible, n=5) according to the
algorithm of IPF diagnosis.

Table 1. Characteristics of all the patients

Characteristics All patients CVD-IP IPF P value
No. of cases 111 10 101
Age, yr 64.7+9.4 59.6 £ 8.0 65.2+93 0.03
Gender, male/female 99/12 5/5 94 /7 <0.001
Smoking habit, n 41/56/ 14 2/5/3 39/51/11 ns.
Current/former/never
Observation period, yr 64+4.4 87+59 6.1x£42 n.s.
Surgical lung biopsy, n (%) 63 (56.8) 7 (70.0) 56 (55.4) n. s.
Initial IPF diagnosis, n
definite/probable/possible 104/2/5 10/0/0 94/2/5 n.s.
Laboratory data
LDH, IU/L 253 £ 85 280 + 89 251+ 84 n.s.
CPK, IU/L 90+ 48 101+62 89 £ 46 n. s.
CRP, mg/dL 0.94+£2.97 0.42 +0.40 0.98 £ 3.08 n.s.
KL-6, U/mL 1129 + 739 1707 + 1408 1096 + 694 n.s.
SP-D, ng/mL 273+ 195 357+ 179 269 £ 196 n.s.
PaO; on room air, Torr 795+ 149 793+ 11.0 794 +152 n.s.
Pulmonary function tests
FVC, % predicted 84.2+20.9 83.7x21.7 842+20.9 n. s.
FEV 1.9, % predicted 81.9+9.2 84.0+43 81.7+9.6 n.s.
DLco, % predicted 84.5+25.1 86.4 £ 30.6 84.2+24.7 n. s.
Bronchoalveolar lavage (BAL)
Macrophages, % 90.6+11.3 94.5+3.7 90.1+£11.8 n.s.
Lymphocytes, % 6.2+8.0 3.0£3.5 6.6+8.3 0.04
Neutrophils, % 1.6£6.0 14+£15 1.7£63 n.s.
Eosinophils, % 1.4+4.7 0.6+0.9 1.5+5.0 n. s.
CD4/CD8 ratio 2.8+2.4 34£26 2.7£25 n. s.

CVD, connective vascular disease; IPF, idiopathic pulmonary fibrosis; CVD-IP,
interstitial pneumonia associated with collagen vascular disease; LDH, lactate
dehydrogenase; CPK, creatine phosphokinase; CRP, C-reactive protein; SP-D,
surfactant protein-D; FVC, forced vital capacity; FEV , forced vital capacity in 1
second; DLco; diffusion capacity for carbon monoxide; n. s., not significant
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Table 2. Characteristics of the patients who developed CVD at the time of CVD diagnosis

Age, Sex . Duration Findings associated Treatment
Case ? > CVD SLB  until CVD . . . before CVD  Outcome
F/M . . with CVD diagnosis . .
diagnosis diagnosis
1 63 F RA UIP 4yrd4mo Arthralgia None Alive
2 60 F RA  UIP  2yrlOmo Arthralgia, None Alive
Muscular pain
3 62 M RA UIP lyrlmo Arthralgia None Alive
4 66 F RA uIp’ 4yrdmo Arthralgia None Alive
5 64 M MPA ulp 3yr7mo Rash (vasculitis) Macrolide Alive
6 76 M MPA None 6mo Renal dysfunction None Dead
7 65 M MPA None 8yr Alveolar hemorrhage, None Alive
Renal dyfunction
Alveolar hemorrhage,
8 66 F MPA None 4yrSmo Rash (vasculitis) None Alive
Renal dysfunction
9 64 M SSc uUIpP TyrSmo Raynaud, scleroderma None Alive
10 46 F  SSe/SiS  UIP 3yr  Raynaud, scleroderma, None Dead

Dry mouth

CVD, connective vascular disease; yr, year; F, female; M, male; SLB, surgical lung
biopsy; RA, rheumatoid arthritis; MPA, microscopic polyangiitis; SSc, systematic
sclerosis; SjS, Sjogren’s syndrome; UIP, usual interstitial pneumonia; mo, month

*: SLB was performed at the time of RA diagnosis

Table 3. Systemic findings and autoantibodies in the patients who developed CVD and in those with
IPF at the time of initial diagnosis

Characteristics CVD-IP IPF P value
Systemic findings
Raynaud’s phenomenon 1(10.0) 3(2.9) n.s.
Arthralgias/joint swelling 0 3(2.9) n. s.
Photosensitivity 0 0 n.s.
Unintentional weight loss 1(10.0) 2(1.9) n. s.
Morning stiffness 0 3(2.9) n.s.
Dry eye or dry mouth 0 3(2.9) n.s.
Dysphagia 0 0 n.s.
Recurrent unexpected fever 0 0 n.s.
Gastroesophageal reflex 0 1(1.0) n.s.
Skin change (rash) 0 329 n. s.
Oral ulceration 0 0 n. s.
Nonandrogenic alopecia 0 0 n.s.
Autoantibodies, n (%)
Anti-nuclear antibody 4710 (40.0) 46/91 (50.5) n.s.
Rheumatoid factor 3/9(33.3) 19/ 85 (22.3) n.s.
Anti-SCL 70 antibody 0/5(0) 0/55(0) n.s.
Anti-SSA antibody 0/5(0) 1/57(1.7 n.s.
Anti-SSB antibody 0/5(0) 0/56(0) n.s.
Anti-Jol antibody 0/4(0) 0/45(0) n. s.
Anti-centromere antibody 0/4(0) 1/36(2.7) n. s.
Anti-RNP antibody 0/5(0) 0/40(0) n. s.
Anti-DNA antibody 0/8(0) 1/74(1.3) n. s.
MPO-ANCA 0/3(0) 4/54(7.4) n.s.
PR3-ANCA 0/3(0) 1/49(1.9) n.s.
CVD, connective vascular disease; IPF, idiopathic pulmonary fibrosis; CVD-IP,
interstitial pneumonia associated with collagen vascular disease; MPO-ANCA,
myeloperoxidase antineutrophil cytoplasmic antibody; PR3-ANCA, proteinase
3-antineutrophil cytoplasmic antibody; n. s., not significant
Bl lpo T, B 2HI5E1T L, 16 (case 6) 1% Table 3127”7, FUZHLA (anti-nuclear antibody: ANA)
IP 2 MEHEE, 1490 (case 10)IFREARHTH Y, IPF2 X1+ £2T40 5L B2 GE S L, RFIE1S TU/mLLL
Wi I E TOHIMITA 584, 38EFETH 7. EERBGIEE Lic. IPRETRHC RO TILCVDBEEIR -

[PFEWTIRF D CVD BEEAEIR - BT AL & A EfiiE & BT CHRBIER L b2, IPF &R eiTR
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Table 4. HRCT and pathological findings in the patients who developed CVD and in those with IPF at the
time of initial diagnosis

Characteristics CVD-IP IPF P value

HRCT findings
Subpleural, basal predominance, % 100 97.3 n.s.
Consolidation, % 20.0 11.7 n.s.
GGO, % 40.0 28.7 n.s.
Reticulation, % 100 98.9 n.s.
Centrilobular nodules, % 20.0 6.4 n.s.
Honeycombing, % 90.0 72.3 n.s.
Traction bronchiectasis, % 80.0 66.0 n.s.
Lymph node enlargement, % 10.0 5.3 n.s.
Cysts, % 40.0 26.6 n.s.

Pathological findings
Alveolar inflammation” 1.41+0.58 1.30 £ 0.51 n.s.
Fibrosis” 200+ 1.10  2.11£0.80 n.s.
Intra-alveolar macrophlages* 0.83 £0.75 1.21+0.73 n.s.
Organizing pneumonia” 0.33 +0.81 0.13+0.33 n.s.
Fibroblastic foci" 0.75 £ 0.52 1.08 + 0.60 n.s.
Honeycombing, % _ 83.3 62.5 n.s.
Lymphoid aggregates with germinal centers 1.17+£1.17 0.18 £0.47 <0.01
Extensive pleuritis, % 16.7 10.7 n.s.
Prominent plasmacytic infiltration, % 16.7 12.5 n.s.
Dense perivascular collagen, % 0 1.8 n.s.

HRCT, high-resolution computed tomography; CVD, connective vascular disease; [PF,
idiopathic pulmonary fibrosis; CVD-IP, interstitial pneumonia associated with collagen
vascular disease; GGO, ground-glass opacity; n. s., not significant

" scoring of the severity: absent 0, mild 1, moderate 2 and marked 3

Figure 2. Pathological findings in the patients who developed CVD (Cases 1, 2, 5, 10).
All patients showed a pathological UIP pattern at the time of initial diagnosis. Lymphoid aggregates with
germinal centers were prominent in the patients who developed CVD.

CVD-IPH GHEFHEM R H BEZETRD b e o T, BAARRAT AL CIE, SVRHII AR 23T i 72 IPF 56 41

HRCT T L & i B AT R A Table 412779, IP#2 LR SATRICVD-TP 661% S L, %E BT
WriE D HRCT BT RIL, JRE DS AR0E BT RO R LEES VU REBERERSERICEZ o7
BT CHREMFIAEZIIFR D o7z, R (P<0.01). FHRZ G478 CVD-IP DR ERALFL S & Fig. 2
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Table 5. Treatment and outcome in the patients who developed CVD and in those with IPF

CVD-IP IPF P value
Treatment for IP, n (%) 10 (100) 61 (60.4) 0.01
Corticosteroids alone, n (%) 8 (80.0) 12 (11.8) <0.01
Corticosteroids + ISA, n (%) 2(20.0) 34 (33.6) n.s.
Others, n (%) 0 (0) 23" (22.7) 0.09
Acute exacerbation, n (%) 1(10.0) 30 (29.7) n.s.
Death due to respiratory failure, n (%) 1(10.0) 43 (42.5) 0.02
Overall death, n (%) 2(20.0) 53 (52.4) 0.04

CVD, connective vascular disease; IPF, idiopathic pulmonary fibrosis; CVD-IP,
interstitial pneumonia associated with collagen vascular disease; ISA, immune

suppressive agents; n. s., not significant

" Pirfenidone (n=14), N-acetylcysteine (NAC) (n=5), intravenous immunoglobulin
(IVIG) (n=2), Pirfenidone + NAC (n=1), Pirfenidone + IVIG (n=1)

Log rank, P= 0.0433
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Figure 3. Survival curves of the patients who developed CVD and those with IPF.
Patients who developed CVD had a significantly better survival rate than those with IPF (log-rank, p=0.0433).

WY (case 1, 2, 5, 10).  Case 413 RA BBWREZ /MR
SRR DT oAV Te T2 OIRFT N BIEERAN L TV 5 723,
U BRI AS B AL UIP X Z — &R LT,
TRIENAE & T % Table 51287, iR ZE o7
CVD-IP {3445, CVDRWriIZ AT v A FHIEAIE
TSR IR O R E M Tk, IPF &l LT
HEIZIRERN S <, FRCAT v A REFEED
HREIZE -7, 72, IPFTIHELT 2= Fuo
N-TEF N AT A p EOIREN S W EENIC
bole. BMEMEL, MEFNEEEEIRNBOOD
IPF&:t»sb\T%MtErrw%of: @&m&k%t)@
B TIZIPFIZBWTHERIZS AFEHE T
IPF D R EEICT &Kﬁf‘%ot(mﬁ‘?‘/ﬂﬁ

TE 1 P=0.0433)(Fig 3).

IPF 2% 0O CVD D BIEFSIERIL, 14F 0.91%, 5
£ 9.85%, 104F 15.5% Tod - 7= (Fig. 4). Fl% k5
& L7z Cox AT — REF BN T, k(s
P— F13.333, 95%1EHHXH 0.732-6.441, P<0.01),
Jo BEALAE T RS BT DB RL A LD U SRR (o
B J<‘tt3 367, 95%1% #EIX | 1.503-7.434, P<0.01)
D {2 CVD IJE D F A F T d - 7= (Table 6).

£z ¥

CVDiZLIFE L i@%ﬁ%%é{#r%ﬁ L, - E
FCHET 57, CVDRWNIIESL > TIP DAL
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Figure 4. Cumulative incidence of CVD in the patients with IPF. Cumulative incidences of CVD at
1, 5 and 10 years were 0.91%, 9.85% and 15.5%, respectively.

Table 6. Predictive factors for the development of CVD in patients with IPF by univariate Cox proportional hazards model

Hazard 95% CI1

Variables . P value
ratio Lower Upper
Age, year 0.955 0.891 1.023 0.189
Sex, female 3.333 1.732 0.441 <0.01
Symptoms associated with CVD", positive 1.325 0.514 2.656 0.502
Autoantibodies”, positive 1.216 0.597 3.152 0.614
KL-6, U/mL 1.001 0.999 1.002 0.297
SP-D, ng/mL 1.001 0.996 1.004 0.566
FVC, % predicted 0.987 0.959 1.018 0412
BAL lymphocytes, % 0.891 0.649 1.028 0.168
HRCT findings
Consolidation, positive 1.196 0.278 2.801 0.747
GGO, positive 1.239 0.568 2416 0.556
Centrilobular nodules, positive 1.360 0.315 3.196 0.593
Lymph node enlargement, positive 1.341 0.311 3.136 0.607
Pathological findings
Alveolar wall inflammation, score 1.572 0.296 7.199 0.576
Fibroblastic foci, score 0.458 0.092 1.931 0.296
Honeycombing, positive 0.574 0.131 1.433 0.258
Lymphoid aggregates with germinal centers, score 3.367 1.503 7.434 <0.01

CVD, connective vascular disease; IPF, idiopathic pulmonary fibrosis; Cl, confidence
interval; SP-D, surfactant protein-D; FVC, forced vital capacity; BAL, bronchoalveolar
lavage; HRCT, high-resolution computed tomography; GGO, ground-glass opacity

* . . . .
: one or more positive systemic symptoms in Table 2.
kL . . . .
: one or more positive autoantibodies in Table 3.

Wranoz bbb, TPsD15-20% & HE ST
WO 2D XD IR S AT AL CVD-IP AR IC
SSc X PM/DMIZIBWTHEFT ST 5. TIPsIZIT
JERH{L 7+ 72 R BZSE (SSc sine scleroderma; ssSSc) 23
WEL®, #AREe SSc A RIET D Z &3 lE S

THYP, £7=, PM/DM TILMRHE L L1763 40%
WCHDEDEENTWEX. —F, IPsIZBNT
NSIPIZEART L 0 B CRBEMEREA L OBENHRE X
TR WO EEREMENSIP OB 12 CVD S FE
THMENL N, Sato B 1L 7 HI D i 2 HefT A
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NSIP Z 5t LTk v, SRR AERIC K D NSIPRZ
Wro> 6 » H LI PM/DM 44, SSc 14, RA 14,
MPA 1 BIZFIELT L WELTWD . e, K
DA TIL, FFIEPENSIP 0 3-10% (2 CVD & FRIE L
T WY, HEFRITHMIZ » H~ 8F Lk~
THo® LipLasb, IPFR2EEIZCVD 3%
SE L72 R T IER 12720, Lee Hid, RA-IP 184
DEFHZRB W TIFBRELATETH O, S
Jifi 25 R 5 W T 2 45 A8 3 Y R M i 2% (usual
interstitial pneumonia: UIP), 1fF23NSIP CTh o7z &
WAELTWDY. F72, van der Kamp &% SSc-IP I
BT HMIRESLATH A WE L TIHY, 3HF 142
SRR AERE TUIP & 2R ST 570, KR T
V%, IPFR2Irf4 12 580E L7= CVDILRA & MPA OSEE
MDEPoTDB, WTRORBRL G 21POEE
PRRERER N F — X UIP TH D Z ERmB T
%99 IPs 2 Wit I FERE T D CVD I 11Ps DALY
W&o TR AHEBMBH DD L.

IPFIZRBWTHESE, TMETH D AITEIET 5 CVD
ZORET A L ENTHWAELODY, ZDkH
JiRZE ST CVD-IP (X, CVDIZ & 5 25 s H
ﬁ#éi?inm&[%?é:&@@%&%%ém
TNDHO KSRV T H IPF 2 WiREZ CVD
BAERER - T S B PR A D B 70 & iR AT
A CVD-IP & AT 5 2 S ZWEECH o723, &k
ThHDZ EIMAT, FHHERRT RLIC T 2
ZPES U B OIFAE S CVD RAE O F & 72 T
FFTHDHI EIRENTZ. Song i, IPF/UIP &
CVD-UIP Dy AR AT 7L 2 Lhi L, 228 |\ fifiTic
L0, EWRLEEES U RN S CVD-UIP %
RET LA THLL LWMEL TR, £,
Cipriani & & IPF/UIP & eigs L C CVD-UIP DR L
TR A i L, RA-UIPIZY > X8R A B 3L >H
BINZ & o 7= LA LTV 5. IPF O HELA AT A
WZBWTIRFLLE D Y o _JEIaAY B SL-DEF i
FRZE AT CVD-IP D A FEE D B 5 .

CVD BEERPHT A H L T2 23 CVD 2T ic
EORWEFIZHRF S TIXIPs & LTS
LW GEHE, UPsICB T 2 2 @ X 95 72 el
UCTD®, LD-CTD®, AIF-ILD*® & L T2k n
RIBEN TS, EZNEREA L, BEE
MIZH B2 CVDEFRIE L RN Z LD — DD
B AL LTHESNTVAD, ZWEMEDZ Yt

RLERPBEZRITIA 2> TRV RKBFFE T, 1P
2R D IPF & iR S TR CVD-IP & th#gt L T,
DT EE A e T IR R R RIS
Mot

— A, CVD-IPILIIPs & b L C P BT &
WE SN TND WP T4 OEVILIPF/UIP & b
BLTCVD-UPHTFHERIFTHLZ & LEHELT
BY, AT oA FRGENHIF~ DI EISMED B
HTHHFEEMENRE 2 LN TNDEY. FRo#E
EIMUWi@®ﬂ%mkm@LTf%ﬁﬁm
TEDTRENTVWDS B OO D® pE L [FE)4%|
@WFET&)&TP& IMITARHATH D, KEEIZ, ZM}F

WZRBIT AR A TR O RA-UIP X T # BIF CH
D. RAZMZIZEBI AT a4 FIEENITLI, #
SR O TH], AMEHEESIIFRD TWLRL.
AN O OMBERE AT 5. Bk o
%HXAﬁ747mﬂT&Drmﬁm9@w:k,
EHNZANEHI AR PITHOI TV AR TN &,
TRCOHOHEBRESIGEIT STV DR TR
<, BLT I T VL RNA B S (ARS) PLIACHT
v b U AT T R (CCPY Bk 7e S IEHIE S 4T
WIRNWT &, RERET NG, £, AT HrA R
RSN FNER DN CVDRIEZ~ A Y LTWHH
REMES & 0, IPF RGBT IEIE L7 CVD (TR 88
DR LTI L, AR TH L REL G ET
ERANAN

IPF I 70 7 & 3 28 S AT 2 CVD-1P 23 ¥ TE
LTHY, ZOTHIIREZATREMEN RSN,
IPF Z 29 A BICIE, FFIZRA, MPA72 KD CVD
FAEICHERE LA SRRBHET I LN H 5.
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NREIZTR & OFEMALMFT N SN TV DD, NSIP OMEE A HESL X 172 DI OB FTIL R,
& 7= temporal or special heterogeneity Z &5 L7c & D HfEVY. £ 2T, IPF/UIP @ CT 4 & s BRAH A%
otz l, 1. MR, 2. BB, 3. /NI - MIELBMES T, 47228 - R
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Idiopathic Pulmonary Fibrosis(IPF)/Usual Interstitial
Pneumonia(UIP) @ CT & & fRELS & D% HhIL 92412
PR O OFEMBRE A eI Tna (). Ll
P36, NSIP O AN 3L S 7= e DARG D BfF 92 1%
YN, UIP OJ BA KL 7B hallmark 13 1 “temporal or
spacial heterogeneity” & 2. “Perilobular or periacinar
predominance” TH H (2 —4), 12D\ TIERER
IS CTRTAICH § D MFiT e <y, £722
B L TH IR & OBNIZEBN LY 25 (),
FHITHER LoahTE <, BIReE s #u.

T, AWEO BRI, WEERB RO
& EAJF, temporal or special heterogeneity( 22 R « IFfH]
BYA#)— &), perilobular or periacinar predominance( /J>
BE - MIEIBRME AR ) & HLIT ST 5 IPF/UIP O
CTH %ML, IPF/UIPOCTRWi% XY IEf)D
BERLDETLHHAEZHLT L L THD.

B. A%

FEEE CT R N OSF it CT 18 & 1568 11T L Rl BE 72,

R BRI B IS 2 CT R
AT DT T AR B R L LI AR /3R

multidiciplinary diagnosis {Z C IPF/UIP & 2l &z,
SAELRIA AR 1561, FiRR 2 B & RS L7z,

CT1X0.5720 L 0.625m JE } OME & T volumetric
(ZHRE2 S 41, FOV20-35em, s & I S0 A B 45 & H
U CHEE S 7z, R i window width 1500 H.U.,
window level -750H.U. & L7=.

wEREEMT, CTHHRGEHE, 0.05mm/E CHIHE %
B L, BXBEERG L=, Tk, [F—KEmT
AEREASR 2 fERL L 72, #ESRIE A 1T Hematoxiline-eosin
et CTYE LT

FERATE AN — B L7z CT Wi A B8 0, JRELALRR G
TRBICL. BAMEEAIEENT, 2. RN, 3. /NIE-
MITED R ME AN, 4 ZERIRY - RERE RO AR — ST
THRTRERE LT,
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1. PABBER M B

BEASEE R M B IS 92 CTH L, T 05X
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B. WALk (K 1B) Th - 7-.
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2. W B fi 4. ZERAH) - RO Y — SIS T A FT A

BT DD 5 JIZIERN LM BN TWTZ A, FHY A JAEE T OEFEONIE, B NENIZIET %
RNEDYEFE & JE B OARMEIZLE D BIAFIZ LD Bt BHETRIRTED 2T LAY, ZEfA0 - RIS
TEO DA (FOMEEN) & B, FE5[MERE L — EZHRHR LT (X 4).
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LB X MAE RORER S, CIEORE 1) Ih H72 R FTRE T 5 (1X5).
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