i RE AT E BT B 5 ALHREMEMEE & HRCT LOBEMEMREE & OBIE | ARDS 67 SEBIATN & BEERD S

T HIEE 72%, FHEE 13%OFHIAGETH o7
(B2). vy bAT7HE25%FE LT, AITHK

% (n=39) & &MEH (n=28) Cix, A&, &

EEIZBW T ALRIEERBEE (143 H vs. 5.1
H) g, -7 (p < 0.001).

3. ATHIRZREIEM% (VAP) OF4EEE HRCT

A7 & DBE&%

1) F84E 28 B LAAR O N LIF0R 238 i 0 A 75,
RAESE AR DR E 2 7R HRCT A 2 7 IZ[#
T 572002, NLHRIEREEMZE (VAP) OFRER
%, AQTRERLSEFETHELL. AT
EEED VAP BIEZIL, 308%2xf L, EEFHO%R
JEFIL 60.7% L AEIZEWHEETH - 7.

4. FEMEOREDEEE HRCT X7 & OBER

SIE 28 HLAANS, E5ME (5, HERRSAE, R
TRE) OFAEDS, 861 (11.9%) [ZBD LNz, JE
AMEFE DT ENZDWT, ROCHI#IZTH v b A
TEERD AL L, 227 280 I TREE 74%, FHE
F£ 80% T, FHEINHHETH -7z (X 3). A3 7 280
xHh v bATELEE, BIMEOREESRIL, X
I 7ARMERE (3.2%) (23 LT, HEIZ (p < 0.0001)
12, EEEE (83.3%) THEETH - 1-.

FEAE 28 H LN D barotrauma® FEAE R

(%) p <0.0001*
90 ~ | |
83.3%
80 ~
70 -
Az TX=rF
20 -
11.9%
10 -
3.2 %
0 L '
£ hEH <280 > 280
(n=67) (@=61) (n=6)

ER R

BRELE A T 0 A5, A L0k 2% B8 & i 5 &
(ventilator associated lung injury) 5| &#& 2 L, &
NEZE L 52 M IHETERERF I £
BARENARDS DFHAHMESE LI LML N
TWwb., ARDS 24§ 5 iR A TIFREFH O
BEADSHLNE R > TALW Y, FfREHAL
-k B BT T o N LIk BE Rl 15 0 B E [ F 12
DWTIE, T F TR,

F 4 1%, HRCT A%, ARDS ORELRHE %
KM 52 &Ex23kE"Y L, ARDS BHilFICBIT 5
HRCT L DFHEMGEHLALORENFTFREAF L %
DB EEMELTE/A29, 4[HIE, HRCT 2
£ B AT AL DL A Y A5, PR A LI
REHRTIZBT 5 N LR ELERNEE O BERF
2% 09 BH, 22T, 67 EFIDORIE X etk
RErE L7z, $2bLBEIFIC, HRCT L, #ii
B LD EE L E 2 SN BERIE, AR
WA E LS Y, TRIZXASEEIAE~DE
BEBIEREITAFPL N E L o7z, BRENA
LTHRERTH > ThH, BET S ANTIFHRAZH
BAREOERELZY I AZENTRBEEIN. AT

sensitivity (%)

Az=0.84
100
o0 )/
80 |
70 / HRCT score =280
60 {
50
40
30
20
10
0
100 80 60 40 20 0
specificity (%)
ROCHE# A 5D Barotrauma FE4 O F 8l
BE 74% PHERE 80%

3  HRCT LO#HEEM 2 b OFEE L, Barotrauma F4 D1
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EDTRENT, FAIMEOREERIZOVWTDH, ZH
BFOHRCT A 2 7 L7 FHEIAfFTH Y, A2
T OFEIEF TOH L 2 IIE WV EIMER A FE T
RTE7. ARDS DESMFIZDOWTIE, FifR#ED
ANLHRERPENEDORE LT B SE LW &
PHER SN TV B D, 4£ENIEZH 14 HEURRIZE
WESEELTBY, BEOHE Y LI, W
ZAZHEATIOHE ) WA TR A OB SRk S
7o, BWTERICIRAERSRETE IR OILE 2 EBIE, JE
NEREVFFVEVWIHERTHD, BEOHE%
EIF AR Lo/ FmE LT, MEENA
TR ER T Cdh o Td, HRCT L OFRHERETE MR
EOLMPBY &, NTWHREEERSED
susceptibility 7/~ L T\ 5,
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(B8] EREMBERSEERR, 2ENRASL, FICRENFEZRIIBVWT, HELDEL,

}\Iﬂ%w%&ﬁaﬁ;ﬂﬂi X1 CERE R DFHREEZHDLZENLEHEEDTWA, 4,
RPN 2 47 O SRR A 2 iﬁﬁc:ifr L NPPV OFE M E 15T L 72,

[755&] N B AR R BRI 3B\ T IPF & réiﬂ'i CHWTENNPPV # A L7 29 fEBl 2 x5 & L7z,
NPPV (21 BiPAP Vision (Resplromcs Inc, Murrysville, PA, USA) 2MERA N7z, MIHIREE
CPAP E— FIZX DE&EEFE 12 cmH0 2 HEEE L7z, MR LCHEET o~ F— 2 X2 R0 8546
FERBIEAR & L7z, FiO: 13 PaO: 60mmHg Ll E# RO R EME E L 7.

[$5R] 2961, FHER 70.7+£8.4, %'rat/ M 2316, PaO./FiO2 162+75, KL-6 1382+1086
U/ml, SP-D 424+41.5ng/ml TH 7. EFIAT T4 FrOV A D 5 V213 methylpredonisolone
2mg/kg/day OMERFEFEE, TV Fvo s L EFIFE o HBEETHEBEESN. 3D AER

I3 27.6% T, AFEHBPRMEIT 2 BTH o7z, 9 FIHTEE ALK ER IR L1265t
t L7z, 20 ﬁua;tﬁ% 70T, 12BNIET, SBIAELF L7, 3 BEFELIET T, PaOyFiO,,
KL-6, SP-D, % BALF FT R CTE % h o72. NPPVE A 2 B4 D PaO,/Fi0:>200 #%3 7
HAEFOBRERFTH o7z,

[#558] IPF 2t ERERIZ B 5 first-line DI FE L L TO NPPV iE, ETAEHETHMT
& 5. NPPV E A 2 BE[E{£ D PaO./FiO: dME— D FIEHER T TH - 72. NPPV » LIiEE N T
WEBRABIT L7EFIZ2FIFEC L, HEATIFRERIZ L 2 FNMEERRO L, o7,

Noninvasive positive pressure ventilation as a first-line intervention
for acute exacerbation of idiopathic pulmonary fibrosis

Hiroyuki Taniguchi, Yasuhiro Kondoh, Kensuke Kataoka, Naohiko Murata

Department of Respiratory Medicine and Allergy, Tosei General Hospital

Background: In acute respiratory failure, especially in immunocompromised host, noninvasive
positive pressure ventilation (NPPV) has attracted attention as a means to avoid intubation, reduce
mechanical ventilation-associated pneumonia (VAP), and improve prognosis. Because patients with
acute exacerbation of IPF (IPF-AE) tend to be treated with immunosuppressive therapy, we suppose
that NPPV may improve survival by reducing intubation and VAP. We evaluated the effectiveness of
NPPYV for the treatment of IPF-AE.
Methods: Patients who fulfilled the criteria of IPF-AE at Tosei General Hospital and were introduced
NPPV were included in the study. BiPAP Vision (Respironics Inc, Murrysville, PA, USA) was
used for NPPV. Initial setting of NPPV was CPAP mode and CPAP level was gradually increased up
to 12 cmH:20. Pressure support was given if high respiratory frequency or respiratory acidosis was found,
and a FiO» was set by lowest value to keep PaO; more than 60 mmHg.
Results: This study included 29 patients (age 70.7+8.4, male/femal 23/6, Pa0./FiO; 162+75, KL-
6 138211086, SP-D 42.4+41.5. All patients were treated with steroid pulse therapy and/or
methylpredonisolone of 2mg/kg/day, followed by combination corticosteroid and immunosuppressant.
The 3-month survival rate was 27.6% (8/29), and the median survival time (MST) was 32 days.
Nine patients (31.0%) required intubation after 2days (median) of NPPV, but all died within 32 days
(MST 8days). Twenty patients managed without endotracheal intubation. Twelve of 20 patients
(41.4%) died within 70 days (MST 27 days) without intubation, and eight patients (27.6%) survived
at 3-months (MST 300days). There was no significant difference in PaO,/Fi0,, KL-6, SP-D, and
BALF findings between 3-months survivor and nonsurvivor, Only a PaO:/Fi0.>00 after 2 hr of NPPV
was independently associated with 3-month survival.
Conclusion: Our findings indicate that NPPV is a viable option as a first-line intervention for IPF-AE
despite high frequent failure. Only a PaO2/Fi02>200 after 2 hr of NPPV was a predictor of 3-month
survival, Patients with IPF-AE who failed NPPV should not benefit from endotracheal intubation.
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=
R

B I D W98 T3 55 5 4 B R HE E - (idiopathic
pulmonary fibrosis; IPF) O 2MHMEOFHIdE L <,
FEALIRER IPPV) 217> THHGAPEHL W
ZEDHEIN TS,

—7, IFRBHNBEERS (NPPV) (X, HRIEIH
REOSHMRAEREZIZBVTILY, AT
MEMI R (VAP) %2 EOEBHE X B &8, Fi&IC
bHIEERE SN TV A T8 IPF O SAMEETIIZ
EAEDERTAT O A FEER GIEHIHISE - E
ENBH7ZHNPPVIZEEWBTHL EEZ LN A,

PEo &) Em,rL, BRTEMUI LD, FF
ZEHHEBEEMZO 2UMEEFICBWT, #EI
I By x Ik L, B D PEEP (2 X Alilifi#4 H
& L7z NPPVHEEEZT-oTBY, ZOHE LT
WFco &8+ 5.

HNREFE

1998 47 A5, 2007 1 A £ TOHIMT, 4
BRI CTIPF OSMHEEL ZH L, AMERALIC
X LT NPPV {2 & 5 IR E B % Fias L 72REHB] 29 41
{122 X retrospective {2 NPPV DfFE i, IGHAER,
FHREFZ LXK L.

NPPV &1

NPPV (2 2 FiO:7% % W §E 7 BiPAP Vision

(Respironics Inc, Murrysville, PA, USA) #% f#i f
L 7z. NPPV {E, CPAP 4cm H:O, FiO» 1.0 T B #4
L, 412 12cmH:0 % HAZIZ CPAP ¥ s €72,
Z D% b CPAP KT 12emH0 % M T % £ ) R
H72.FiO2 (3 Sp02 > 90% & % \* & PaO, > 60 mmHg
AR B RARMEIZERE L 72, CPAP EId FiO: A%
0.40 K2 7% 5 F T, BOIHERTA LI
FEL BRMET S K=Y 22 &6 LA IRHE
HEMB %479 720 ST-mode b §F 1 L 72 IFIRIRAE
REEICBIZ L, NPPV E A% 2 B[, 24 FEET%
DIMEH ADFERESEZEIZL, BEPLEIED
PHEEF L7z HEOHBIIIEARADEL 0 Ry

RIFEREE R - 7 LV F -
*  BFgEm N E

IZEBIC AN, BETIZHIE L.
jl‘)l: .g

TRMOLEITIZ, 1%, Mann-Whitmey O U
¥E, Wilcoxon DFF S EMBE = vy, 447
#43 Kaplan-Meier % fV 72, fEfRER S LT 24
BLL/

m R

BEERCIAMBERFRERE

0 EBIOWRIE, B2 %, K6k, F1
FEENIE 707 £84 K TH » 7z, AMEIETE LIET I o fiz
#3 TRl T IPF & B & M7z REBNE 5 B, FA
ZHTL SN TR WASIPF & ERIRZHT S 1, Lbid@
BesEBZ 15 Bl TH o 72, IPF O AHEERRER
6 BIZAT b, FOMNFUIZA T O A FH+ i
HIZSHI(27TAR) Y ABH], Y rukA 77
IR28D, 2784 FHIOADEEZ1IHTH -
7z, SEBEERNZIPF L BRT S TWw i was, 2t
WERFICRBEBE CIPFORMMEL D S h
THEBNEOBITH Y, 2D ) HL3FITLRIOME CT
% ECTHEEMMRDHEE R R SN,

HBEts @ POo/FiO: DE 1L 134.4+51.2 TH O, KL-
6t 1382+ 1086U/mL, SP-D (3 423.94415.4 ng/mL
Tdh -7z, (Table I, 2).

NPPV DR E

CPAP mode TE R L 7=ERiZ 21 5, ST mode %
7B 8 BT o 7. CPAP DEGIEETOF
¥J CPAP 1% 10.942.0cmH0 T# - 7-. ST DFEFIHE
T % IPAP 10.6£2.3cmH:0 / EPAP 5.3+2.1cmH:0
ThHo7:.

Table 1 HEEEH (n=29)

45 Bk 23/6
£ 70.7 = 8.4
24 A 23 (79.3%)
B.l 1011.3 =+ 623.1
SHBEMOIPFOSZE 20 (69.0%)
SENMER TR 5
ERGEIZKDEE 15
SHBEMOIPFAR 6 (20.7%)
S EEROPa02/FiI02 200K /200LL 26/3
BAL OEFT 18 (62.1%)
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Table 2 ZHHMESOBERZE

Ey+igEz
otk £ 8 (n=8) RLE (n=21) p
Fi 70.7 + 8.4 74.5+7.4 69.2+8.5 0.124
PaO2/FiO2 136.01+102.6 164.4+57.5 124.644.6 0.104
2H# :Pa0O2/Fi02 230.8+103.9 269.1+97.5 216.3+104.8 0.262
KL-6 (U/mL) 1382+1086 969.2+372.7 1541.3+1235.4 0.588
SP-D (ng/mL) 423.9+4154  235.0+120.1 496.6+468.0  0.104
LDH (IU/L) 532.61+:200.0 485.3+196.7 551.6+203.1 0.416
WBC (x10%/ L) 115855702 12.5+5.8 11.2+5.8 0.541
Pit (x104 L) 24.5+16.0 31.3+23.6 21.7+11.2 0.288
CRP (mg/dL) 11.2+7.5 12.3+8.1 10.7+7.4 0.446
BUN (mg/dL) 17.7%+10.9 15.9+6.9 18.4+12.3 0.879
Cr (mg/dL}) 0.78+0.40 0.84+0.45 0.64%+0.19 0.227
Alb (g/dL) 3.25+0.40 3.27+0.47 3.23+0.58 0.523
'%dx:@ & %fﬁ Survival ratio
EFTOSUMEZHEDOI N A EHFRIZ 1.0 1
27.6% T, HFfFHAMTBRGE (MST) (332 HTH - 0.8 ]
7z (Figure 1). H#H912 9 BIASIEE, 20 575 NPPV
%47 L7-. NPPV #65EHIIE 2 2 3.6453 H, 061 MST=32days
13.1£122 HTH o7z (p=0.0051). #HEH 9 Bt 0.4 -
STHRE L7, 30T 2 B AR S IAE 6 9, 02 ]
260, g 161 TH o7z, NPPV & #ft L /- y
20610 9 b 12 FlEFE A TIERA~OBAT 4+ 2 01 | | ,
9T, 8 FliLMEE LEMFERE L 72 (Figure 2). 0 30 60 90 day
371 LLEEFEI 8 Bl % A g%é’ FETHIE BRFL Figure 1 Survival curve of over all after IPF-AE

LCHE L. FEEi% KL-6, SP-D 2 &% 507K
T RICEFICAELE*RD o7
(Table 2). NPPV #k % Hi M Z A%
104+3.7 H, B# 100+13.3 B TE%FR Total
DhmoTz. 29

All cases were initially introduced to NPPV.

NPPV %67 14 2 Bf 12 51T % PaOo/FiO: |
J:[: 200 o: Tﬁj\iﬁ L 7:: i%/E}O)%f(i % 77 70 3 Duration of Continue NPPV 'ntubate Duration of
N T " \ NPPV NPPV
YRAN—EICTHET A L 200 L EO 13.1+12.2days* 20 9 3.6+5.3 days*

TV — 7D MST 1X 38+18 H, 200 KifmD
7 Vv — 7 T £ 10+5 H (log rank test
p=0.0016) L HEEX RO,

Survived
8

*p=0.0051

survivors

non-survivors

Outcomes on 3-month

Figure 2
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ratio

1.0
H Log rank test p=0.0016
081 % .
: MST 38 days Pa02/FiO2
064 " o >200
" -o- <200
044 i, .
O
027 MsT 10 days™
S sassssmeusussessseseRsREEARARS o
0 T T T T
0 30 60 90 day

Figure 3  Survival curves based on PaO2/FiO: ratio at 2 hours after

NPPV introduction

z £

AHFZE Tld NPPV (2 X 2 IR0 & B 4 45 J8 M M 4
#ESE (Idiopathic pulmonary fibrosis, IPF) O 2 EHE
DFEFNTEIT L Z DR EME L. &K TD 3 A
AAEFERT276%TH Y, (ERTE SN TS IPF
DOEMMEL & OB EITFRASES DI TE61-

100% DR E BB LWHERTH 72, F72,

NPPV 12 & 5 MR B SRBL L, 18 AR ICH2
TFLA9EMIETHEL, RERNFE L 22 o7
#ELZ 20 B 8 B (40%) AT, 12 61 (60%) HSFE
T L7, ek, IPFAMHEE, &5t DR
BICBITAHEALTRERIZDLDOTTFEREAR
TH), ZOBLIEETHIEIRELHEESINT
WHZ LM REETLE, AWNREIIBT A
NPPV REXTH A EBbN b, F7-, NPPV EH
W B A5 A LR EICRAT LT i &

DOTHETHDENZ L.

LSOO T3 v B TOELGE, EHTI
NPPV EABOERIIAEELEZIIRDOSN o
7275, NPPV 3 A # 2 I ] T @ PaOy/FiO: 7%, 200
PAEDEB TR B OREFN L FEANEFED
B CH ot WEEMASEHETL TNEIL
Mb, NPPV IR EGAFFRLFETHY, NPPV
DFIHEIL, P00 L EDFEBITD 389%I123F L,
200 K OREFI TORIIZIL 9.1% &, FiFHIZ BRI
HIEMAEO LN, TS OFEEIE, Antonelli
& @ ARDS147 FEFIZ first line T L 7 NPPV O
) T, NPPV #E AL 1 KEfH @ P/F 2% 175 Lk
THbH I ENNPPV QBT L TRAE L T
T DRRIZAEHEL TV 5B IO ARDS DHE T
13, 24 BRI O Fi0:>0.5, PEEP>10 T® P/F I &
% ARDS BEFIVFTFHEARTH L EMESINTW
50 AEOERIE, IPFEMMEICIBNTY,
NPPV (2 & % +43 7% CPAP EH T T PaO./Fi0,<200
THHEFIBOTFHEARTHY, FHETIR
HFThsbIEERLTWA, bitbiud, HHE
MR 412 BT H NPPV I & 5 CPAP T, 4, 8,
12emH.0 & [E% LT 51256V PIF 22L& L, NPPV
DCPAPIZ LD, FiflB0EE, $4bb, Hilao
B0 7-0 SNATREE S L 25, 40
DFEHE S A b, NPPV & F\v 7244 7% CPAP I &
5 PIF D ENFHRAE DR 5 T et A HER
Y (o
IPF 2 E 2 & O 2HIPRALIZ3§ 5 NPPV

Table 4 A%
2 £ (n=8) T (n=21) p

NPPV

I (B) 10.1+11.4 10.4+3.7 10.0+13.3 0.192

E£—F, CPAP /ST 21/8 6/2 15/6

PS (cmH20) 5.4+1.3 5.0+£1.4 5.5+1.4

ATFASFER

@®mPSL;1g/8. 3B/ 22(75.9%) 5 (62.5%) 17 (81.0%) 0.569

@mPSL, 2mg/kg/iB 7 (24.1%) 3 (37.5%) 4 (19.0%) 0.569
RIS

CsA 13(44.8%) 4 (50.0%) 9 (42.9%) >0.999

CPA 3 (10.3%) 1(12.5%) 2 (9.5%) >0.999
IRLREYR 14(38.3%) 4 (50.0%) 10 (47.6%) >0.999
BSFARYY 16(55.2%) 2 (25.0%) 14 (66.7%) 0.107
FoFhOELIN 12(41.4%) 0 12 (57.1%) 0.017
PMX 3 (10.3%)  0(0%) 3(14.3%) 0.638
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DEHHIZODVWTEIFVHESINR TV,
Blivet 5 D8 T, NPPV X SBIIZHE T &N, 2
BIAEEICRAT, 1 HIATNPPV 12 THEL, 2 BIATEL
#L ICU %#;BZE L7z Y. Fumeaux b O Cit, fifi
FRAESE 11 BIIC NPPV 23E A L TV 5 25 EflidE &
HROEELEY. Iho0fFERIE, SHMobhvbi
DR EETENH AN, PEEP %D H ATIAEE
ORERE, FTHRETOES, BEYEREL EDE
BNRADENEG L TV AAENESD L. 41,
IPF S EIZ BT 5 FHERRAFOE % 5185 70
BEThHAH).

&
B

IPF 2SI ESEFIIZ BT 5 first-line DIFIR EH &
LTODNPPV IE, 37 AEFE27.6% &+ R T
NEBEF LTV B VDS EMER CETWRETH
‘vz & ). NPPV EA 2 FEfi]#% D PaOoFiO: X
M—DFEBRERTFTH - 72. NPPV 2 S 3EE AT
MR EHABIT LEMTEFIZEE L, &AL
MR EHIC L B2 ARMEIERRD o7z,
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Reduction of in-hospital mortality in patients with acute exacerbation
of interstitial pneumonia recognized after introduction of non-invasive ventilation
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Introduction: Invasive mechanical ventilation is not recommended in the treatment of acute
exacerbation of interstitial pneumonia (AE-IP) because of its accompanying high mortality rate. However,
the role of non-invasive ventilation (NIV) has been uncertain.
Ob jective: To elucidate the impact of introducing NIV on the prognosis of AE-IP.
Method: During the periods before and after the introduction of NIV for treatment of AE-IP at our
hospital, i. e. from October 2001 to September 2003, and from October 2004 to September 2006,
we screened the medical records of AE-IP, defined as patients fulfilling all four of the following criteria:
1) those previously diagnosed with interstitial pneumonia (idiopathic or associated with collagen
vascular disease), 2) those with acutely worsening hypoxemia with new infiltrates in lung fields,
3) those without signs of bacterial infection, heart failure, and/or drug induced pneumonitis, and
4) those treated with high-dose corticosteroids. Subsequently, we retrospectively compared their clinical
characteristics and in-hospital mortalities.
Results: Before the introduction of NIV, in-hospital mortality of 11 retrieved cases was 73% ; of
whom 5 invasively ventilated patients all died. After the introduction of NIV, the mortality of 27
retrieved cases was 30%, of whom one ventilated invasively and 5 ventilated non-invasively survived,
but 5 ventilated non-invasively died with do-not-intubate orders. The overall risk ratio of in-hospital
mortality was 0.41 (95% CI 0.21-0.81) while that of cases who received mechanical ventilation, either
invasive or NIV, was 0.45 (95% CI 0.24-0.87).
Conclusions: The application of NIV seems to decrease in-hospital mortality of AE-IP and should be
considered in the treatment of severe cases.
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The effect of hemoperfusion with an immobilized polymixin B column
in acute exacerbation of idiopathic pulmonary fibrosis

Hiroshi Ishimoto, Noriho Sakamoto, Hiroshi Mukae, Shota Nakashima
Shintaro Hara, Misato Amenomori, Daisuke Yoshioka, Tomoyuki Kakugawa
Hanako Fujita, Takashi Harada, Shigeru Kohno

Acute exacerbation (Aex) is one of the major causes of death among patients suffering from idiopathic
pulmonary fibrosis (IPF). The most popular therapy for Aex-IPF is high dose oxygen therapy,
mechanical ventilation with lung protective theory. Although steroid pulse therapy and
immunosuppressive therapy are done conventionally, these therapies are not so effective. The effects
of hemoperfusion with an immobilized polymixin B column (PMX) for the patients with Aex-IPF have
been reported recently. We have tried the PMX therapy for the patients with Aex-IPF too, and get good
prognosis of their clinical course. The aim of this study is to investigate the efficacy of PMX for the
patients with Aex-IPF by comparing the group of patients who had been treated with PMX, and the
group of patients who had been treated with conventional therapies. In this study, we showed the
significant effect of PMX treatment for the patients with Aex-IPF in the oxygenation of their clinical

course.
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Clinical efficacy of Polymixin-B immobilized Fiber — Direct Hemoperfusion treatment
for acute exacerbation of interstitial pneumonia and acute interstitial pneuminia.

Yoko Sogo, Takashi Ogura

Department of Respiratory Medicine Kanagawa Cardiovascular and Pulmonary Center

Despite of the poor prognosis of acute exacerbation of interstitial pneumonia (Aex-IP) and acute
interstitial pneuminia (AIP) , the established therapy for those diseases has not been attained. Polymixin-
B immobilized Fiber — Direct Hemoperfusion (PMX-DHP) treatment has been reported to be effective
for Aex-IP and AIP. We conducted this treatment for Aex-IP and AIP patients between Nobember 2005
and November 2007, and retrospectively analyzed the clinical and radiological outcome. Nine males and
seven females with average age of 66.5 (52-80) were included in the study. Twelve patients were with
IPF, two with DAD/amyopathic DM, one with AIP/DAD and one with NSIP/Sj 6gren’s syndrome.
Oxygenation was improved after PMX-DHP treatment in 10 of 16 patients. Eight patients survived over
28 days, and 6 patients survived more than three months after initial PMX-DHP treatment. White blood
cell count and neutrophil count decreased after PMX-DHP treatment. Improvement of oxygenation may
be due to decreasing count of neutrophils by PMX-DHP treatment. PMX-DHP may have a potential in
the treatment of Aex-IP and AIP.
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Case | Sex/age | Diagnosis P/F AaDO2 { LDH | KL-6 | SP-D | intubation | Previous therapy Outcome
ratio (3months)
1 80/F IPF 159 228 438 796 | 302.4 | NPPV - Dead
2 72/M IPF 326 25 246 1847 1 9589 | — - Alive
3 58/M IPF/UIP 214 42 393 1513 15609 | — - Alive
4 62/F IPF/UIP 126 522 498 4431 | 739.9 | intubation { PSL10mg+CyA175mg | Dead
5 75/F IPF 153 290 549 1524 | 283.0 | NPPV PSL10mg+CyA100mg | Dead
6 52/M IPF 145 320 374 2320 | 323.3 | Intubation | — Alive
7 77/M IPF 66 605 469 1130 | 450.0 | intubation | PSL5mg Dead
8 65/F AIP/DAD 106 439 534 1689 | 63.1 NPPV - Dead
9 71/F IPF 408 34 372 1538 | 219.1 | — - Alive
10 76/F IPF/UIP 142 152 383 1788 | 591.7 | — - Dead
11 65/M IPF 76 587 573 1393 | 660.7 | — PSL10mg+CyA100mg | Alive
12 68/M IPF 272 396 606 1312 | 544.8 | intubation | PSL10mg+CPA100mg | Dead
13 56/M DAD 104 431 525 1654 | 126.2 | intubation | — Dead
(amyopathic DM)
14 64/M NSIP(Sjogren ) 117 302 528 1756 | 677.2 | intubation | — Dead
15 69/F DAD 170 42 543 3579 | 310.5 | intubation | — Dead
(amyopathic DM)
16 71/M IPF/UIP 125.5 70 196 1374 | 1236 | — - Alive
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P/F ratio 169.3+93.1 183.6£1156 N.S.
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WBC /x| 16230.0+£14084.4 | 10358.1£8020.4 <0.05
Neutrophils / £ 1 14698.9+£9925.7 | 9268.4+6833.1 <0.05
LDH 1U/ 451.7%1169 493.24299.1 N.S.
KL-6 U/ml 1852.8+917.2 1854.8+811.2 N.S.
SP-D ng/ml 433.5255.0 570.9%519.8 N.S.
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