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mL EFTHTEWERC - REEERA O
rolz (p=0.7894) (E3).
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4 PMX-DHP HifTHOIEURE & £FHO IL-12 {8

(p=0.4918) (A 4),

PMX-DHP #ifT# 0 sFas {HIZFET-HET 144.7+
114.0 ng/mL, &FHT 86.3+109.4 ng/mL 36T
BTEWERChLWERERAONE P oT
(p=0.4054) (A 5),

PMX-DHP {780z F b F 3>, IL-18, IL-
12, sFas, TNF-a MO Z 2T OHEEBERIER
1 Wmd,

PMX-DHPfEfTiw D =¥ F b F ¥ Y {ER
8.84+14.7pg/mL » 5 4.3+10.2 pg/mL & T L
T NBEEZEIRES -7 (p=0.1037) (X 6),

TNF-« 1% 119.94+124.6 pg/mL » & 92.2+
108.9pg/mL CETFT LN EBEZ IR D oz
(p=0.1664) (®7),

IL-18 {# 1% 120.2+116.4 pg/mL » & 84.1%
78.1pg/mL ICET L, IL-12 & 49.1+52.7 pg/
mL 5 34.2+30.0 pg/mL Z{E T Lzt wind
HEEZ2AD L o7 (p=0.3142, p=0.3141) (X
8, 9,

sFasf# 13 97.4+109.9 ng/mL 2> & 43.1+33.8
ng/mL WEBIET Lz (p=0.0325) (E10).
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HO® Fas & ligand DS 2HEET 22 LT, &3k
apoptosis K k> THREE N2 R EMENEE LS
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BinuhedEZONTWSES TTREbADLNIE,
sFas &L BHEISERBCBVTEAT I L
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—7%, IL-18 13 Y > /%8R Fas ligand O#EEE% &5
», Fas BHEMBEO7 Ry —Y A 2HEL, —F [L-
BEoTEEEINSIFN-y A FasHLEORE
PEOLLEEZONTWBS, IL-18 81z
IFN-y OEL£ZET DD TER L IL-12 56 DH)
BHBDETHD, IFN-y OEEFEIZ >V IL-
12 £ IL-18 O X WHEERAIRED s A Tn
5, TNETOHRED & 51 sFas, 1L-18 ixBfuss
KBV TEERREHzHY, 2L RERR
BIEL TWw3 DL Bbitsr™,

BmfEREIC PMX-DHP 2772 Z Lic &
D, MADLYFMFME T4 M AERE
TERZZLIRINE CHE L TERWT, &
&, 2o PMX-DHP MEfTERI L BER O %
AlzbDTHY, = F bFyr, IL-12, IL-18,
TNF-a, sFasE&£ 3 3 PMX-DHP DE#
RUERAZRA LI bDLEZTHLINTHS D, 2
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% 2 2BEMo PMX-DHP fefTic & 3 P/F 1, UUE
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a, sFasZEpH > TWAEREMNE LN S,

4%, PMX-DHP & T %o IL-12, IL-18, TNF-
a, sFas DHEEs L EKEO PMX-DHP © Zh
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[Original Article]
Evaluation of IL-18 and sFas Levels Treated with PMX-DHP

Satoko Imai, Nobuhiro Sato, Masahiro Kojika, Gaku Takahashi,
Masanori Hakozaki, Yasushi Suzuki, Yasunori Yaegashi, Shigeatsu Endo

Department of Critical Care Medicine, Twate Medical University, 19-1 Uchimaru,
Morioka City, Iwate Prefecture, 020-8505, Japan

Japan Journal of Critical Care for Endotoxemia
(Jpn J Crit Care Endotoxemia 2006 ; 10 : 96-101)

Abstract

Following PMX-DHP treatment, the levels of endotoxin, TNF-«, IL-18, IL-12, and sFas
all decreased, as follows ; endotoxin : 8.8+14.7pg/mL to 4.3+10.2pg/mL ; TNF-a .
113.4+126.4 pg/mL to 86.94110.0 pg/mL ; IL-18 : 120.2:+116.4 pg/mL to 84.1%78.0 pg/
mL ; IL-12 :49.1+52.7pg/mL to 34.2+30.1 pg/mL ; sFas : 97.4+109.9 ng/mL to 43.1+
33.8ng/mL. There were significant correlations among serum IL-18, sFas, and TNF-«
levels. The results suggest that PMX-DHP eliminates various humoral factors, as well as
endotoxin from the blood.
Key words : PMX-DHP, IL-18, IL-12, sFas, TNF-«
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PMX-DHP 23E%) & B b /- BUEME % gis & E R
BT A IL-18, IL-12 OfEt @ 1 ERERE

EMEE REE s
IR 3 AR T
EHESETT B T

=

oKk T O NEEE
J\ER R

=
=

EFNL 58 OBM SRMEBI Y 7 LARMREBRME» SR Y F M Y VIEZ 2
L, BUEGSEERLSEEEHL . FESE 2 Elo PMX-DHP 2E{T L7z, PMX-
DHP X vl R ¥ ERETL (374—52 pg/mL), MERR(LREITEHICRE
Uiz (P/FH, 198—307), 1L-18, IL-12, TNF-a OETICfEv: SOFA 227 dHEL
72 (14—11)o 7R P —Y ADIEE L 2% NMP b SOFA R a2 7 OHFIHFVEI Lz,
PMX-DHP iz kY, $F x> F b &y U EMETL, DT IL-18, IL-12, TNF-«, IL-
6, NOX 3 & U NMP #MET U7, PMX-DHP 31 r > N b F ¥ U ERETEE, K
MFERFORBERCESEL Tws L Bbh s BERTOEE 2 MH UEROBBCHFE L

Tw3 b0 EEbiiz,

2B | FE | eSS N SEER, 1L-18, IL-12, NMP, [HikssR{bae

L &I

4 vy —7xu rFEREFTDH 5 interleukin
18 (IL-18) XX DEYEMEEE T 2 KEMRY 1 b
HATHBL,

IL-18 ik~ 27 u 7 v —¥, EHED Kupffer #
BamsEEINSB2 P acnes AL 1B LPS
2RET LR IL-18hEErEEL TBL L
HEOBEAERIRED 5T, AST, ALT OfES EF
Lz O®|ENDH 53,

bhbhix, Th CRINERICIL-18 K8 EA
L, EEE L IL-18 ENEEOHBERNA SN
B DWTHE L BERERRO IL-18 E%
BELC, IL-18{ENBERADOEERE = RBLL,

IL-18 fE LA ) VB ERNCHBIRR M A 6 B
Z ¥, BE: % IHER AR 2fEREF (multiple organ
dysfunction syndrome ; MODS) i 8> C IL-18 43
ERL, 7RI =Y RAEN L CORBEEECES L
TWBHEEEMIC DL T HE L7, 7z, BUGRFD
REL IL-18 L Db DIz DT hEE LIS,
SE, BIv Ry UIERE L BRIEES
BREArL2EEHEO 1M X L TPMX-DHP
(polymyxin-B immobilized fiber direct hemoper-
fusion) ®HEFTL IL-18, IL-12ZDY¥ A v A A4 >,
NO O E#AREHEY TH % nitrite/nitrate (NOX) B
FU7 R M= XA DFEE L2 5 nuclear matrix
protein (NMP) & 2oW TR LD THET %,
RBAEPGRZ, BEDDVEBEOKED S

* BFEERAFESMPAEEIHEE (F 020-8505 HFEEMATAN 19-1)
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PMX-DHP 286%) & Bbh 7: JUMER SR TSEREC 810 5 IL-18, IL-12 ORET | 1 EFIRE

/b, ETFERREREZESDOEARE
f%‘(?:j‘? 7:0

I. %

fEG) 1 58 &%, FBik

BAHERE Rt i R&E O L

BURE 4 B4 BFE TR 30 A ERBER TR
BL, WIsHBIcYe sy —TiAI R,

SEBEREELAE ¢ M 76/40 mmHg, BR$A 132/5 &
Vay 7REBEHo 70, BEBREREHTH - 2,

kpehsl L BREYT, WMARESHEBET, WT
FREBREMRLEYT, HIltEs a v 7 ThoTz,

BAREB 4B 4HIRK, BREITCNL T TAE
EHITU. 5 H, W TFEROMBARTH T HRYT
BT iETT U 7zo Pa0,/F10,Lk (P/F L) 186 & &pERE
RREEEREH L, ALWHREREEL, MAP, FFP,
ATFaATIvREERELRE, Z0%, &t BUN
(30~90 mg/dL), ¥t V¥ E (35~55 mg/dL)
DOEWL LR PR, MIEEN, MEETE L EERE
Tz,

4 BTAEL Y TR OBRRBEERD, Al
WB L IMERE TP aeruginosa D3, BIF » 5
MRSA 2SR a iz, 5 BEIAE X D #BFHEIHT,
YR Fy U EREBEERL, 511 Bicyay
IR L oI, CORRDOTYF MF Y /ER
278 pg/mL L EEER LTz, FDBIVF bFy Y

Bl

EIXEETCHER L, 5H 27, 28 Hiz PMX-DHP
ERTL, TUF MRV VEORBRET, &EY
4 M4 2, NOXEOET B L HEROHE 2D
72 (R 1~3), SOFA 2 a7 Dtk r NMP g, IL-
128 L IL-18 {EIIZIR ST vIVicHER LT (F
4), fEsR{EE (P/FH) otEe IL-124E L IL-
1B E REEEREA SN (E5),

FEFNE, 0%, MBEEN, mEETBEETY,
Vol AERBEELLZDODORBSEOaY fu—)
DIEET 7 H 6 Hic MODS TFET= LTz,

2 Bl PMX-DHP i 0EL OBRERTFOEL
PR1IWCRT, £/, R2ZZEBEETOZFIAFILOD
HHRTOMBERBRERT, NEFOASO P/F
e IL-12, IL-18 R ZZREREEDE D
BER M A & iz (r=—0.8245, p<0.0001;r=
—0.7461, p=0.0002), %7z, P/F b & NOx &
LEEOEOHEBEBERMEA Sz (r=—0.5074,
p=0.0224), SOFA 2 27 & NMP fEffic 3 EED
EOMHBEBEGRIRD &5 iz r=0.7930, p<
0.0001), SOFA 2 a7 & IL-12, IL-18 iz 3w 3
NHEEOEDHEBEBKRIA ST (r=0.7470,
p=0.0002 ; r=0.7298, p=0.0003), SOFA 227
£ NOxEM W b EROEDHBEGS AN
(r=0.7478, p=0.0002),

PMX-DHP
(pg/mL),l l l l
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58 7R
SOFAscore 13 10 10 10 12 12 11 121414131311107 8 15161619

1 PMX-DHP #ifTRED = > F b & ¥ VEDOHER
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600 -
- 400
- ~1
. 500 %
Y |
2 4004 300 &
y ©
:: 300‘ - _200 )—1
o]
H 200 2
- 100
100+
0 T T T T T T T T T T T T T T T T (( T T T T 0
\...y_..l\.._w__/
11 13 15 17 19 21 23 252 27 28 293031 345 6
5H 78
SOFAscore 13 10 10 10 12 12 11 121414131311107 8 15161619
® 2 PMX-DHP Miffi¢D x> F + ¥y Y, TNF-o, IL-6, I1-8 fEOHE
1 E 5 g (zmol/L) (pg/mL)
(pg/mL) NOx, [1-12 Hfig
700+ -200 X
6007
. 5007 - 150 x
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,“,. - o]
“ -100 ;
T 3009 g =
H o
R o
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58 7R
SOFAscore 13 10 10 10 12 12 11 121414131311107 8 15161619

3 PMX-DHP fEfTleO > ¥ b ¥ v, IL-12, IL-18 fHOHER

o =z £

bhbhid g T PMX-DHP fig cizimd o
IR PFYUEBLIUNOXERET T 225, M
FOYA b AA VEOEENTIZ LA LR LR W E
W|ELRS LrL, ZOBROEHERLEMFE T,
YA M4 ELETTIHEREBELNLY, 20D
HROMER, PMX-DHP EED 7 —¥ &, 24 KR4
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E i (pg/mlL)
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1L-18 o
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g, 4007 / N o b s
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4 PMX-DHP HafThe® IL-8 fE & P/F DR

PMX-DHP

5 E l (pg/mL)
1L-12 11-18
400+ ~200 X10
300- g riso
A 2
2 yug =
& 2007 oA -100 .
[«9) “A ﬁ
: =
100+ “.‘ L 50
A
0 ¥ T T T T T T T T T T T T T T T Q( T T T T O
GIFF 8% 6HF 8B
11 13 15 17 19 21 23 2526 27 28 293031 3 45 6
5H 7H
SOFAscore 13 10 10 10 12 12 11 121414131311107 8 15161619
5 PMX-DHP fafTiEo NMP, 1L-12, IL-18 [HO#

Ty —VDEETETA AL LT, IL-L
IL-8, IL-12, IL-18, TNF % ¥¥3% %, IL-18 D&
YiiEtE & LT, IFN-y OFF&E, Fas Y4 FOF
msss, NK filgoEHt, 2oy A » 44 V&5
#, iNOS OFil, Cox-2 DFHEREVH B, £77,
Bx OREERTIL-18 L IL-12 BHENER 2
FLTwbrwbhTwa,

LE O TIL, IL-18 & IL-12 iX SOFA 227
YEEOMBEERICH Y, EEEERIRBLTY

fzo T b IL-18 & IL-12 »REER R IcBEb > T
WAHAREMEZRBR T2 Db, IL-18 &
sFas O IEN S BB S EEF I BT 2 &EI
ONTRTTIHEL TE 7%, SEOMRETII,
IL-18 8 X *IL-12 X P/F le e B OMBEERE H
D, IL-18 & IL-12 3RESE & b B ER1 4
iz, IL-18 OIPREE & OBE{RIX Jordan 5128
FHELABRRTWEY, KEFADOT -5 X ENEEN
2 b0 Bbhiz, F7z, IL-18 ONERREEE 1z N3
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#& 1 PMX-DHP TRl 0EL OBERT 0L

PMX-DHP
1fEH 2 |H
IV R bFF¥y (pg/mL) 374— 107 104~ 52
TNF-« (pg/mL) 184 — 154 179~ 168
IL-6 (pg/mL) 203— 173 195— 175
IL-12 (pg/mL) 141 - 133 150 — 127
IL-18 (pg/mL) 1,669 — 1,414 | 1,200 1,075
NOx (uzmol/L) 124> 109 90— 50
NMP (ng/mL) 301> 287 262 — 233
P/F It 198 — 288 252 —~ 307
SOFA 2a7 14— 13 13— 11

R 2 ERhoEL OBERFHOMHEBEEER

v Fr*y¥>» TNF-« IL-6 IL-12 1L-18 NOx NMP
S 0.5357 0.4916 0.5305 0.4735 0.4387 0.3968
0.0149 0.0277 0.0161 0.0349 0.0536 0.0832
TNF-a 0.6527 0.7750 0.4757 0.3362 0.6538
0.0018 <0.0001 0.0340 0.1472 0.0018
IL-6 0.5248 0.4788 0.6538 0.7810
0.0175 0.0327 0.0018 <0.0001

1L-12 0.7683 0.2866 0.6614
<0.0001 0.2205 0.0015
IL-18 0.6196 0.6726
0.0036 0.0012
NOx 0.5934
0.0058

NMP
r value
p value

VeI TNF-a b BEEL TWE LE3NT»
3, bhibhDF—FTH TNF-a & IL-18 HiZ
HEOMHBEBERNAONBZIEPSDIEIILDL
Bbhiz,

IL-18 1213 iNOs 2HFE T 2FA AL T3 &
Wb 3 AEFICBWT S IL-18E & NOx {#
WEBEOMHBERE AL NIz, £72, NO & FRESE
WHELTWwB EEbhTnaE, FEFIZBWLT
b NOxfE & P/Flbic B oMBERBEGELALN S
L5 NO bIFIREE S L Tw 5 aREMENE
25,

PED XS CPREERZT2ATY, WIREES
Hie—2OEFHEIBEEL T2 D TRERLE
S ORTFHEES L THEEEZRIEL TS Z ENE
25,

IL-18 i3 sFas # ML T7 R —Y A 2HEET 5
ruphTws, —%, NMPR7RMN—Y R EE

166

b b OHIEBTERRICEREH I NS, D NMP i
TR -VARZBRHYTEZWY, NMP 2HIE T
32 L3O EER/T S I EBWETD
25, PMX-DHP LD 7R F—YAZETEE3
ik, PREERZUD L LEROEES
b7z6 L, RN SOFA 227 OWEKED - T
WwabDrEbhs, IL-18 L FREEZEDEEICD
WTDIRESH H D, IL-18 »SAERI O R fEE 1 B
boTwATREHEbEZ 5,

BRI 12 36 W B FE 4 DR B R IC NO 2358 < B
ELTwaHgEHIcowThhbhid Ih: THE
LTC&RE AERABLWTS P/F I, SOFA Xz
7 & NOX ENEEOHEERBAONL I LS
RREERIC NOBBEE L Ty aAEEE b EbLN 5,

FIEMZ, By b F Y VIERE>THS
PMX-DHP # {7 L 72 4%, b - & B Hic PMX-
DHP 21721, -8 bo b EEEEPLT
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RESEONBEF TRz, BT TRED D
VROV TERWI EBTREREREEST2
DERbh3,

VEFICB T 2T H 55, BRIESES RS
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PMX-DHP ik Wz v FiFyv2BRETB L
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Effective Therapy for IL-12, IL-18, and P/F Ratio Treated
with PMX-DHP ; A Case Report

Shigeatsu Endo, Nobuhiro Sato, Yasushi Suzuki, Masahiro Kojika,
Satoko Imai, Gaku Takahashi, Masanori Hakozaki, Yasunori Yaegashi

Department of Critical Care Medicine, Iwate Medical University, 19-1 Uchimaru,
Morioka City, Twate Prefecture, 020-8505, Japan

Japan Journal of Critical Care for Endotoxemia
(Jpn J Crit Care Endotoxemia 2006 ; 10 : 162-168)

Abstract

A 58-year-old male patient. After sustaining multiple trauma, he developed Gram-negative
bacillus, which led to hyperendotoxemia with septic multiple organ failure. PMX-DHP
treatment was conducted twice, after which the blood endotoxin level decreased significantly
(374—52 pg/mL), and the pulmonary oxygenation improved markedly (P/F ratio, 198—307).
The SOFA score also improved (14—11), along with decreases in the serum levels of IL-18,
IL-12, and TNF-«. The serum NMP level, an indicator of apoptosis, also decreased along
with the improvement of the SOFA score. Following PMX-DHP, the endotoxin level de-
creased first, followed by a decrease in the serum levels of I1.-18, IL-12, TNF-«, IL-6, NOX,
and NMP, in that order. It was considered that PMX-DHP decreased the blood endotoxin
level, with consequent suppression of the production of humoral factors, which might be
involved in the development of the patient’s pathological condition in the presence of sepsis,
thereby contributing to the improvement of symptoms.
Key words : Septic multiple organ dysfunction syndrome, 1L-18, IL-12, NMP, P/F ratio
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PMX-DHP 70 IMGB 1 80kt

AN R HE TR R B fE
R ¥ REIE R
E3

wA T OSHEF
NEERE EBREE

=]
=]

PMX-DHP 2 RHIMETIC L D = > F b & & »fH13 8.8+14.7pg/mL 5 5 4.3+10.2
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BinsE D2 Wik ACCP-SCCM  Consensus Con-
ference DEHEIZ X - 728, Acute lung injury/acute
respiratory distress syndrome (ALI/ARDS) 02
Wit Bernard 5 DEZWE#EIC L 5 72%, PMX-DHP
W2 BEREIAETT L, FRImi: PMX-DHP He{TREfAE Al
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[Original Article]
Evaluation of HMBG 1 Levels Treated with PMX-DHP

Masahiro Kojika, Nobuhiro Sato, Yasushi Suzuki, Satoko Imai,
Gaku Takahashi, Masanori Hakozaki, Yasunori Yaegashi, Shigeatsu Endo

Department of Critical Care Medicine, Twate Medical University, 19-1 Uchimary,
Morioka city, Twate Pretecture, 020-8505, Japan

Japan Journal of Critical Care for Endotoxemia
(Jpn J Crit Care Endotoxemia 2006 ; 10 : 199-203)

Abstract

The endotoxin level decreased from 8.8414.7 pg/mL to 4.31+10.2 pg/mL following a 2-
hour session of PMX-DHP treatment. The HMGB 1 level decreased significantly from 66.5+
74.9 ng/mL to 31.3145.6 ng/mL. Comparison of patients with endotoxin levels of = 1.1 pg/
mL with those with endotoxin levels of <1.1 pg/mL in terms of HMGB 1 revealed that the
serum levels of TNF-«, IL-18, and I1L-12 were all higher in the former group, i.e., patients
with endotoxin levels = 1.1 pg/mL. Comparison of the HMGB 1 level before PMX-DHP
treatment between group that eventually survived and group that succumbed revealed no
significant difference between the surviving group (62.2+71.1ng/mL) and the deceased
group (84.8+99.7 ng/mL). In patients with ALI/ARDS, the P/F ratio increased from 193+
62 to 233+66 following the 2-hour session of PMX-DHP. These results suggest that the
mechanism underlying the efficacy of PMX-DHP involves the suppression of endotoxin-
mediated production of HMGB 1, cytokines, etc.
Key words : PMX-DHP, HMGB 1, Endotoxin, IL-18, P/F ratio
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PS-CHD I E bk 2= U 7z septic ARDS #EH
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96 £ TIET LA, RY Ak vehzeai (SH-1.0) 2 H U 52 BEfEsT L, P/
F 1386 2 LR L, EWLMBELEEsR 2 3oz, ARDS OfillEESHEITER
B L EEEEICH L, PS-CHD B—o QBERIEIC L 2185 Z L IRB S M,

5| MR - ARDS, WUfE, FiEESR{tag, PS-CHD

L &®IC

ARDS i3 &S (acute lung injury © ALD
DEFEFI L EZ N IEHREDORBTH 5, T
EEOMESE 20/ 788, FRLEMERNKE M
B, flia>y 794 7 v ARDE TIRERIE % 5%
1, ALRPREER 2 S o SRR e LB LT 570,
EMEMAEELE BEOV LD E LTEBTIRILL
fEfTE T3

SmEbhbiil, sMEL2 L ARDS 2 FEL 2
EERNEBE 12 PS-CHD % MifT L Bid LB E
B ERER L 7- D THRET %,

I.E @
G 73 el BT 1 5 M A OO bR
TH-577,

H17 %4 A%H 16 BtE, H Hg L cREEHHEE
SRR [EEES (2 — b~UL b2 L), XAIEE & IEE

fBZ2 L7z, 16 B 30 MRS HREBRIEA L2 5 0%
FE 68/45 mmHg, JCS10 £ £FRERRDIzH, K
BHEIZTYBEERGRAL Yy —TA L ko7,

W vy —#g AR, JCS3, IME 60/38 mmHg,
APACHE-IIRA a7 24 Thoizo EBWCV 74
VEERO L, AHFE L PPF EEHE LRI
vavyrhoili, BEifgZ CEMEREAE(C2
77y VEC), FHEEG (), mAlMKig02
BWieho—X M EEE, MENV—VERABRAB L
ot

Atk | MR LD/ 08 2 mHIC AL
IR SRAET & A o o, FFBGIRARERICIERL 1228
— IR R MR R B, BRI R v — Y R EfT
U7z (353212 C Enterobacter asburiae), CRP 15
mg/dL BLE2tEHE L, MOF DTSR SN, HBHF
LR 0MmEI VT F=vfE4.8mg/dL ETERL
EMBERENEH LB IVFEBCHEVYa v 7R
BE 72 Y PMX-DHP f{7#, #H CHDF ZHfT¥

1) BFERAFERHRAESESE OF (HBHKME >y — (T 020-8505 &FREMMTAN 19-1)
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FaER X %

M CT

1 PS-CHD JEfTAT D ARDS E{&AT R

% 1 PS-CHD FEgtt

NET 4 = SH-1.0

avy =) TR-525

PLgEEH AYNVEBF T 7TEAY v b
(20~40 mg/hr)

mEFR>>7  70~90 mL/min

EHTHR +7% v b BS 500 mL/hr

T8I 600~800 mL/hr

AT 52 R

WRkrok & 13,210 mL

2%, NA & DOA f#tH T CHiE 98/54 mmHg & ¥
MmiEMEY 3 v 7 385 U 7o, 55 26 %5 H @ Murray
® ARDS Z2#3#3 T LIS © 3 L EEMEENTD
S5HP/FH ETETLE (B1), BERE»S
¥ MRSA DEEINTW»5,

PS-CHD: 2>V — Vg TR-525 (VAT 4 #
W) T, NET 4 — Vi SH-1.0 BV AT 4 H1V)
EER L, FiBEHE L TAYNVEF 77ER
% v b 20~40 mg/hr fEFA L7z, 1 [E® PS-CHD %
MR ER LR T, DR VIRL 20 REREED
PS-CHD #3# 3~4 \ffifT L, & 46w H 2 d PS-
CHD /7% P/F [ 386, LIS : 1.5 F THELRFRD
(X 2), fasEnRed ZE/ L LI HD %38 3 B
& THAT, FIRHZFE O 58 % H i HD ORER»
A TH o7z, VBV HBTE 85 fmH kRt &
oz,

I % =

MOF % 9 BEEF OREIZER T 5, B
ARDS &0 3 BOERRRICKEA 2 L 23H D, FEik
B IR SR & e B, ARFERNZ P/F EL 96 1

5 PS-CHD T4l X 5 (5 46 55E8)

LIS 3 & SEMEE 2R/ L7z ARDS 566 TH
%73, PS-CHD Iz & % 2 IMEE LGB s i Rb
WEICE LI,

ARDS O¥FgEIWZE, 1) VA P A VAT 42—
F—, PR EOREWEIC LY MEARK, il
MR OBEE W L 2 mEEEERAE 2) KB
EUIMESENE, 3) 274 T —F — I & BHE
ME R, 2 oRAKEFD LD BENEREEHHE
Tl& azotemia, acidosis, BMEMMiIKENNRE» B
THRF LB TS, Fric, FFMEEERICHD
FELEMRAECT LT, AT 4 x2—%—ER
REFHh, BEYCMBEE EEETONEEEZ
BNTWB4 KY A NVKR 2ROy = v
N7 A T ORFAERNIIRIERRE T, &VIRIES
HEEEE LINEEDEY o — VRS TCRE LI LR
HEHEBNIANEEET 2NET74 -V TH
5,

P4 bAA VBECER TR, PSEIZ PMMA
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HEBRLHRRETH- T, ETTHTYF—v X
PEH VY AME, FRREECHLTERYERY
ko, [FEIRFIC ARDS O¥REEZTIBL, PSERH
v CHD 285HMICITY Z L THREVTE2bDL
HEHT %, _

SEbNbNIZIME R ARDS 2EHREEL
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[Case Report]

Case of Septic Acute Respiratory Distress Syndrome (ARDS) Improved by PS-CHD

Yasushi Suzuki®, Nobuki Shioya®, Tomohiko Onodera®,
Hideyuki Makabe®, Yasuhisa Fujino?, Akiko Sasou?,
Masahiro Kojika®, Nobuhiro Sato?, Shigeatsu Endo?

1) Department of Critical Care Medicine, 2) Center of ME, Iwate Medical University, 19-1 Uchimaru,

Movrioka City, Iwate Prefecture, 020-8505 Japan

Japan Journal of Critical Care for Endotoxemia
(Jpn J Crit Care Endotoxemia 2006 ; 10 : 302-304)

Abstract

We reported that pulmonary oxygenation was significantly improved after PS-CHD
therapy in a 73-year-old woman with acute respiratory distress syndrome (ARDS) and

multiple organ failure (MOF).

She developed septic ARDS and acute renal failure caused by liver, lung, and spinal injuries

due to a traffic accident.

The Pa0,/F10, (P/F) ratio was improved from 96 to 386 after PS-CHD therapy. This
hemofiltration was useful for treating high microvascular permeability pulmonary edema in
ARDS. PS-CHD therapy may play the key role in treatment for patients with ARDS.

Key words : ARDS, Sepsis, Pulmonary oxygenation, PS-CHD
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RS IME

HufE B L O PMX-DHP 2Bl 5> F | ¥ o v HIEEDOKRES

{EREETE

(S

/NEERETE
A RS

LI

VD ANARGE AW F XS lE
13, MEERGLEE L DMAEDLYT, =V F X
PURRMNHIEEE L TEBLTERL, L2L,
77 AEHHBMEZO TN F Ry F—F
277 2ABEUEENETHY), TNEHEELLT
WEIN2MHF s F XSy P A 7EICE
LMK LRE LT 22 22780 -
2o — 7, 1992 4F |z £ "B & #L 72 systemic
inflammatory response syndrome (SIRS) %
BT LT, BIENZET D K& (&L, sep-
sis TIXHMIETH 2B EMbiz v,

bbb I BRI EZ AL 722> F M X
PrERERESE (HS-EtA) #2RE L C&
72V, Fi2, REREREINEFRERO KIS 23
1 & L 72 endotoxin activity assay (EAA, Spec-
tral Diagnostics, Toronto, Canada) 3§72 7 ifi
oy P hxovAlEEE L CTEEBEINTY
5, InbFHRoOMP =y F X rRlEER
FLYWERICE > - BmEBERES L O
PMX-DHP ORfTHI#IC BV TFHMi L 72,

MNBR L Fik

HS - EtA i3 m 4% (EtPLA) & { I Bk 45 &
(EtWBC) 122w TAT » 7z, ~%) v g i »
LIF5 2 AE & AmERSG T Z BR E L, 0.02%
SRS P A KA T 10 5 &R L 242 70 °C 10
g U IR OREBR T 2RI L 72, Bikho

E NS
HEEEE

55

I FhrXxoolg, X/ A—F—MT-251
(FesiE T3 (%K), KBR) % AW iz @R 4
M CRlE L7z, fEk, BRI ROGK
BAT90 e\ L 120 4ric Bl E & 1, MERARIR DR
HEFZZFNn# 3.5pg/ml B L r2.0pg/ml
72olz, bbb ROGKRBOHIRD v MT-
WIB XL ) A—F—52HTHRHER0.01
pg/m! DEEERIE AT - 72,

EAA 1341z $T LPS IgM ¥ifk & zymosan %
Wi L CiFEk o) oxyradical BE & B8 % lumines-
cence THI%E L 72 (tube2), F 72, BRI T
LPS IgM#$i4k % fin 2 7 \» negative control
(tube 1) & oxyradical EEREN 7' I b —E 74 B
K& (4,600pg/ml) o LPS 2L 72 positive
control (tube3) # &&= L, EAAfE Z (tube2
FE 5% E —tube 1 % 56 5 ) / (tube 3 3 6 ¥ BE
—tubel) FEhMENHTEINS (EA unit),

MNEGEGITLIME, BEERLATMH L & 336T, &
87 MBPE %17 - 72, FRIMEENKEEIZ L Y SIRS,
sepsis, non SIRS ? 3 # iz 473 L ANOVA &
post-hoc test THE L 72, F 72, EtIkEHE &
(PMX-DHP) #MBEL£M 5 BTV, £ DRI

BOHERIZ DWTRRET L 72,
b7 2R

EA fix EtPLA, LBP, sCD14 & 1Z#HBIL %
o2, EtWBC : B # B 72 (R=
0.435, p<0.01), EA, EtPLA, EtWBC ix
sepsisEE A ZF 1L F N 0.637+/—0.253,

AFEMRESEYGHAL 57—
ICU & CCU 30 5%, 2006
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