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PMX-DHP #if7s IL-18 & sFas O

SHmTF EEER
o R N A N
-3

AN

[ =
NEBFEE &

i =

=
=]

PMX-DHP MifTic & D, =¥ F M3 & > {fid 8.8+14.7 pg/mL » 5 4.3+10.2 pg/mL
1z, TNF-a {3 113.4+126.4 pg/mL % & 86.92110.0 pg/mL &, IL-18 fEiX 120.2+
116.4 pg/mL 225 84.1£78.0 pg/mL 2, I1L-12 {EiX 49.1+52.7pg/mL & 34.2+30.1
pg/mL iz sFas &1 97.41109.9 ng/mL # 5 43.1+33.8 ng/mL ic I bET L7z,
JL-18, sFas 3 & U' TNF-« fEE Tt h b EEOMEEBFR2 » 5> lz, PMX-DHP
3, TYFRFYIERUDEL, BrOBERT2ERET 2WREENSTRR I NI
2B |FBEE : PMX-DHP, IL-18, IL-12, sFas, TNF-«

L &Ic

Propionibacterium acnes (P. acnes) DJIEIEE
BHTHRE LT~ v X2 & lipopolysaccharide
(LPS) »# 54 2 &, MM#EH I interleukin 12 (IL-
12) L i3E7% % interferon y (IFN-vy) BEARER
FUEL N, Zhdinterleukin 18 (IL-18) &
I NG I 2R olz, Db, 3 Tiium
FECIL-18 B LR L, HEE L IL-IBEFERD
HEBGSA SIS T DWW THE LTz,

Fas ligand (FasL) & tumor necrosis factor
family (TNF family) 2@ 3 5 HBEOBEH T, Fas
ST 5 2 LT & Y HIEI apoptosis 2FEE T 5
BEE R 5 T\ B, soluble Fas (sFas) 23k
H O Fas & ligand OFEEEHET 5 Z & T, sk
apoptosis iZ & - THEE N 5 N EHMIIIELE U
F, 2O EBREBOFERDO—DKZE>TREDT
BhrouhEbEZONTWES TTIRbAbNRE,
sFas BIER S BB T SEREHFC LA T 3 ¢
EHH|EL TG,

Fj-, BRIUEMSBETSERBETIRIL-18 &
sFas B ERUBROEEE? L (RIRLTWS Z
LbEELIZS

&0, BrinfE B L PMX-DHP % 2 K
WL R h+vy, IL-18, IL-12, sFas BX U
tumor necrosis factor @« (TNF-«) fEOZELIZD
WTERE L7z,

1. WRBLUFTE

KPR, BEDHZVIIBEORKL SRHELE
Brrbiz, BFENAZPMEZRESOARERT
To7z,

MEOWERFIIELITRT 21 5ITH 3. Fhmid
Ty 68.4 5% (Bl 134, KM 8% ThHoT.,
APACHE-TIRa7%317.8,SOFA A a7 7.97T
Holzo

BUMGE D2 Wi ACCP-SCCM Consensus Con-
ference DEHEIC X o 72%

PMX-DHP i 2 BsfE{TV>, BRI PMX-DHP i
FHEEERM R TERET Y, MBBZEEE T

% HPERAEEEHYUAEFHE (T 020-8505 HFEEMHAA19-1)
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® 1 PMX-DHP HfIRiO x> F b+ ¥, TNF-a, IL-18, IL-12, sFas

fEDOHERIRIR

P ir+yv>y TNF-«

1L-18 1L-12 sFas

TR MRV

0.1876 0.0254 0.0493 0.2120

0.4159  0.9128 0.8318 0.3562

0.7300 0.7104 0.3684

TNF-a 00002 <0000l 0.0164
_ 0.6703  0.4036
IL-18 <0.0001  0.0080
- 0.4775
IL-12 0.0286
sFas
r value
p value
(pg/mL) (pg/mL)
70 - p>0.05 500 - . p>005
60 - O
500 ®
50 -
400
g 40 .
§ O g, 300
& 30 =
O
2 200 4
O & 170
O
108
10 4 —_ 1 100 A
R 8. Q=zo == :
X ESic FECEE s i
(a=17) (n=4) (n=17) (n==4)
1 PMX-DHP fTROFETHEEFHOT 2 PMX-DHP ifTBOXTH L EFERD
RN D TNF-« f&
—80°CIZ TREL 72, i Pearson OREHV, Wb p<0.05 THEE

IR MEFYAMEORIEIZ N by VRN
BREBRELETT 272 Ty N F Y VIMEDS v
bA 7{Ei1x1.1pg/mL TH 5, IL-18 I enzyme-
linked immunosorbent assay (ELISA) (MBL, #
HE, HAE) THE LT, IL-18 OBERIX 12.5
pg/mL THh-olz, IL-12, TNF-«  ELISA (¥
. H BIOSOURCE, Camarillo, USA) THIZE L7z,
FOHEBFRIZFNEFhN 2pg/mL, 6 pg/mL Th-
7zo sFas  ELISA (MBL, &HE, HZA) THZE
L7z, ZORIERRIE, 0.5ng/mL ThHho'e,

BEERINEO R Wilcoxon D%, FHEIRR

HY Ll
I # =R

PMX-DHP fEfT8# 0= > ¥ b & ¥ VEIZEFE
T10.5+15.9 pg/mL, FET-Ff ©1.3%£1.0 pg/mL
LEERTEEOEMICED >N ERERALR
otz (p=0.275) (E1,

PMX-DHP /{7 #% ® TNF-« {E X E T T
169.8+219.0 pg/mL, % 7F &t T 108.1+£98.3 pg/
mL ECEHTEETEI>LBNERERAONE
notz (p=0.6302) (F12),
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(pg/mL) : p>0.05 ‘
@
400 -
]
@
300 -
x
|
= 900
—136
100 ™ @
@
0 e P
(n=17) (n=4)

3 PMX-DHP MifTHOFETH L £FFFHO [L-18

(ng/mL)
500 - | p>0.05
@
400
300
@
&
200 - )
) @
— 145
®
100
86 @ ®
0 . e
H1eRE FETRE
(n=17) (n=4)

5 PMX-DHP T8 DICTHE & £HF# O sFas {§

PMX-DHP T 0 IL-18fE X B C & T
136.4+128.0 pg/mL, EFFHE T 116.4+117.4 pg/
mL Y FCHTEVWERAC b LPEEEZERA 5N
ipole (p=0.7894) (H3).

PMX-DHP i o IL-12 fEIRFETH T 76.3+
83.3 pg/mL, EFERET 42.7+44.1 pg/mL ESETRE
THEVWHEREZ > LBEEEREON G o7
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EI0EE 1R 2006, SIHEF, E

(pg/mL)

950 — 2005
200 S
@
150
O
=
100 -
@ —_—78
50 -
Gk esisd [
(a=17) (n=4)

4 PMX-DHP MifT OFET#E & &7FR O IL-12 {2

(p=0.4918) (X 4),

PMX-DHP M7 D sFas HIZFETET 144.7
114.0 ng/mL, £ T 86.3+109.4 ng/mL & T
BTEVWERIC - LVEEERALNE PO
(p=0.4054) (E5),

PMX-DHP fEfTep = >~ ¥ b ¥ ¥ >, IL-18, IL-
12, sFas, TNF-« {EED %2 OFBERERITE
1 w7,

PMX-DHPEfF Dz F b F ¥y VER
8.84+14.7pg/mL » 5 4.3+10.2 pg/mL Z{ET L
T REEZ D E»r o7z (p=0.1037) (F6),

TNF-@ 1% 119.9+£124.6 pg/mL % 5 92.2+
108.9 pg/mL I ET L BNERERRD B0 T
(p=0.1664) (AT,

IL-18 {8 1% 120.2+116.4 pg/mL 2 & 84.1%
78.1pg/mL BT L, IL-12 &% 49.1£52.7 pg/
mL & 34.2430.0 pg/mL Z{ET Lz wdFhnd
HEZP»TD o7 (p=0.3142, p=0.3141) (X
8, 9,

sFas 8 1% 97.4+109.9 ng/mL 2» & 43.14:33.8
ng/mL WEEWET LR (p=0.0325) (E10),

2 BEfG > PMX-DHP MifTic & 0, MiEkSRILEED
%3 (P/F ko b&), MED LR, REOENFE
woht: (T2,
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{pg/mL)
70 _ p>005

60 -

Endotoxin
.
<

(4%
<o
!

[\~
<
1

101 8.8

11 s I

i %
6 PMX-DHPHi%O > FFyfE0E

(pg/mL) p>0.05

400

300

IL-18 -

200 -

100

B %
8 PMX-DHP gt IL-18 fEDZ 1L

m = £

75 AEHREONEEET A R hFy Yy
BEERREE2ERT 2t 2bhbhlldIhiT
%< DE R LT ELIB, F 7z, M d 5 v I3 FAT
DOHRBRZEIYv 7077y —o THIlG > TE
EEni: TNF-a®, THRRCX-TEEEILE
IL-2 258 A gt U, BBk, FERER, Vo8
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(pg/mL)
600 . § ]

500

400+

TNF- «

B %
B 7 PMX-DHP#i#® TNF-« HOZEL

(pg/mL) p>0.05
250 - ; .

200 -

150 ~

IL-12

100 -

50 491
0342

0
D #%
9 PMX-DHP #i#0 IL-12 0%

RLMEMNEHIICERALT, = by B
HEEHBL, 35T bAAVEED74—F
Ny JEEEPREI LI LICED, KEDY A b
HADBEEIN, TAOBESRIAAY /4K
PENERR, —BREERLCOEERREET 2, %
LCBIEEY a v 7 2EREL, S 5kBHEET
PENEERETSHY,

Fas ligand (FasL) I3 tumor necrosis factor
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(ng/mL)

<0.05
500 —F

400 -

300

sFas

200

100

® 10 PMX-DHP Hi#® sFas fHOZEL

family (TNF family) B3 2 HBEOEEHT, Fas
WCEET B Z 2k YHIfE apoptosis ZFE T 3
BeBE 2> Tvw 545, soluble Fas (sFas) »S#lifEsR
WD Fas & ligand D& *HET 52 T, £k
apoptosis iZ & » TERF & 3 REMIENFE LS
J, ZOZEMEROERO—2ER>Tw5DT
Bk dFELZONTVRES, T TRbbLNIE,
sFas BSEEHRASEBRHICBWTLERET S I LY
MELZ

—7, IL-18 13V >»»¥8R®D Fas ligand OEEER &
W, Fas BHEBO7 R —Y A 2BEL, —F5 IL-
1BWEoTHEEE NS IFN-y X Fas TR DO HK
PEHLEEZZOLNTW S, IL-18 I BT
IFN-y OEEZET IO TR IL-125 5 DF|
BYMNETH B, IFN-y OELEFEICOWTIX IL-
12 ¥ IL-18 O W HERERBRED s T
%, INETOHED X 512 sFas, 1L-18 iZHufuiE
CBLTEERREZHY, 3ETEDRBPR
EELTWw3 D ERbh 3>,

BrInfE B PMX-DHP 2 fEfT 2 2 Lic &
p, POy bFYfE 4 M4 AERE
TERBZZLIFINETHREL TEL2NS, &H[FH
1%, 2B PMX-DHP JEfTER L EROEL 2
AlebDTHY, =R bFyr, IL-12, IL-18,
TNF-a, sFasE&£ ity 3 PMX-DHP OE#EH
BUEAZBEILIZbDEZBZTHIWVTHS I, 2

100

BI0EE1S 2006, SHBF E»

2 9 2 Ko PMX-DHP fiffic & 3 P/F i, IUE
HmE, REoFik

Hif #
P/F k. 189458 © 243+105 p<0.05
R & (mL/hr) 43+46 © 61%x73 p<0.05
I sEEAILE 85+21 © 113+32 p<0.05
(mmgHg)

B PMX-DHP ic & V) sFasfHIZEER{ET 2
RL7zosFas HUARERTCEZVLIIOTNLET
L7z,

2 B PMX-DHP 12 X v, FERRILEEDTEE,
MEDER (B3 WEEEKORE), REDEIS
FAHoENTEY, VNI FYVRERERETHILER
DIV MFYVE NI TEH L ORER
FOEMEIF S WBERESOHE S o8
TbDEBbhd, z0—*% [L-12, IL-18, TNF-
a, sFas EMNHEH- TWAAREENEDLN S,

4%, PMX-DHP & T#® IL-12, IL-18, TNF-
«, sFas OHREB L UEREO PMX-DHP O Zh
5 DOEHRTF I T B ERARRE T2 J L bBET
b5,

HiRE AP0 —IE, HAENFIRE - FEHEEY
B L UEBFEARMFRRRC Lo
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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, Iwate Medical University, 19-1 Uchimary,

Movrioka City, Iwate Prefecture, 020-8505, Japan

Japan Journal of Critical Care for Endeotexemia
(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-¢« :
113.4+126.4 pg/mL to 86.9+110.0 pg/mL ; IL-18 : 120.2+116.4 pg/mL to 84.1+78.0 pg/
mL ; IL-12 : 49.1452.7 pg/mL to 34.2+30.1pg/mL ; sFas : 97.4+£109.9 ng/mL to 43.1%
33.8 ng/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 256%) & Bb 7> BIMEH % fis N SERER
B 5 IL-18, 1L-12 OWE! © 1 EFERE

EHREE EEER
NIRRT S HEB T
EHEET HW B

=

$goAR T OMNERE
EBE F SR
NEREE

=]
B

BT 58 B Bk, SRIMBBRIC Y 5 AU REBYYE» 6B Y F b F Y VILEER
L, Bimt S REee R 2 45t Uiz, AR 2 Bl PMX-DHP 2 HifTL7c. PMX-
DHP iz X hifithz > ¥ b v U ERETL (374—52pg/mL), MR LAEREFR CEE
L7z (P/FH, 198—307), IL-18, IL-12, TNF-a O{E Tt SOFA X a7 b wWEL
2 (1411, 7EP—Y ADIEE L %2 NMP{ES SOFARXa7 DOHEW T LTz,
PMX-DHP iz & D, ¥ F b3y EMETL, DT IL-18, IL-12, TNF-«, IL-
6, NOx 8 & ! NMP #METF L7z, PMX-DHP Moy F b VERET S, M
MERORERRICES L Tw3 L Bbh 2 R TFOES 211G LEROBE TS L

TwabDEEbhT,

5| FIEE | BUEN SR T &ERRE, IL-18, IL-12, NMP, Hiles#{uae

L &I

4 vy—7zu yEHEREF TH 5 interleukin
18 (IL-18) B DEYIER 2B T 2 REHEY A b
HATHBY

IL-18 ¥~z u 7y —¥, BIHED Kupffer #i
Jam SEE X NB%, P acnes ALEE 1 EEEIC LPS
PRET A IL-18 itk 2 RELTB L L
oG ED 5hT, AST, ALT OfFd EF
LiweDEELRDH 53,

bhbhiz, ZhE CRINERCIL-188 LR
L, EEE L IL-18 ER AR OHBREGN S N
52 LT OWTERE L BEREARO [L-18 {EZ
BELC, IL-18 EDRERAOEER 2 KIRL,

IL-18 fH R Y N B EM BB R B A 51D
Z s, BUMFEM L SR SEREE: (multiple organ
dysfunction syndrome ; MODS) 238> T IL-18 %%
ERL, 7R —YREALTORBRCESL
T B AR DWW T b G LT, 72, BMBROD
JREEL IL-18 L DL Y KDV THHREL 2%
&E, By P&y riER2E L RINEES
BERA4ERED1H L TPMX-DHP
(polymyxin-B immobilized fiber direct hemoper-
fusion) ZHEfTL IL-18, IL-12Z&0D¥ A4 b A A >,
NO OEERHPEY T dH 5 nitrite/nitrate (NOX) B
FU7 R MY ADEE L % % nuclear matrix
protein (NMP) W DOWTHKRET LD TEHRET %,
B BEWRIL, BEDSVIEBEORENSAHE

* BRERAEEFMBAEEBE (T 020-8505 HFRBEMATAR 19-1)
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PMX-DHP »5%h & Bb - BIEN S BES T SEREFIC B 5 IL-18, IL-12 OfRET : 1 EflHReE

2EL L b, EFERKREREEZEESOER R
f%f'fﬁ:‘ﬁ 7’20

I. & f

fEF (58 %, Bk

B Bili &0k L

RRE AB4HFHET TR0 S ETEER TR
BL, WIsHBITYE sy —TAS R,

SEBEREEREE ¢ MF 76/40 mmHg, MRHE 132/45 &
vay 7REBIZH o708, BERRREBIEH TH - 72,

Sebiiegln - BREYT, WARBRKEY, WT
FRE BT, WIS s v 27 Thoiz,

BRI D4 H 4 H 9K, BREIICHL T TAE
T L. ¥5H, M FEBROMFAR TH TEEY]
W HETT L 72. PaO,/F10,H (P/F 1) 186 & Bupmg
REEEZEHL, ALHRESESEL, MAP, FFP,
ATATIvEREL, TO%, it BUN
(30~90 mg/dL), #E VL E {E (35~55 mg/dL)
DOFERL EAE2RS, MIEN, ML HEENR
Tl 7,

4 BTAEL Y TRNGEOBRBRBEEZFED, &
BB X CMEEERE TP aeruginosa ¥, EIE» 5
MRSA 2 & iz, 5 BPIAIE & Y BFEEIR T,
IR EFYEBBEERL, SAIIHKEYay
ZREERoTz, ZORKOLY R F Y EI
278 pg/mL L BfEEZR LIz, FOBZVF MFY v

I =ETHR L, 5 A 27, 28 Hiz PMX-DHP
ZHTL, TR P FYUEOREBRET, &EY
4 MAA Y, NOXEDETH L EROKEL D
7z (B 1~8), SOFA 2 a7 DL NMP &, IL-
12 {8 L IL-18 {EIHIEIR ST VAV IR LT, (R
4), Mg {eE (P/F ) odE e IL-12E L IL-
1B EIIEHERBA SN (B5),

FEFNL, ZO%BY, MIEN, METHEETH,
WOl AERBHELBODBBDa Y bu—n
BAREET 7 B 6 Hic MODS TFEI= Lz,

2 Bl PMX-DHP #i#% oL OEERTOEL
BPRIWCERT, £, R2XIBAFTOZEALFLOD
BHERTFOHEBEERER T, FEFOZBFO P/F
FrIL-12, IL-18 MR TR T NEEDADH
BERR A STz (r=—0.8245, p<0.0001;r=
—0.7461, p=0.0002), %7z, P/F & NOX {EHiz
YERBOAOHBEEfREA ST (r=—0.5074,
p=0.0224), SOFA 227 £ NMP {Efic 3EED
EOHBBERERED 57 (r=0.7930, p<
0.0001), SOFA 2 27 & IL-12, IL-18 fizid ¢
N EEOEOHEBBRMN A SNz (r=0.7470,
p=0.0002 ; r=0.7298, p=0.0003), SOFA X a7
X NOx iz b HEEDEDHBBR: A5 h
(r=0.7478, p=0.0002),

[ shock | PMX-DHP [1]
(og/mn) || i1 |
700
600 CKY{;\\)
500
AN
& 400-
e
= 300-
AN
" 2001
100
0 T T T T T H T ll]llllll&(l T T T
11 18 15 17 19 21 23 2526 27 28 293031 3 4 5 6
5A 7H
SOFAscore 13 10 10 10 12 12 11 121414131311107 8 15161619

1 PMX-DHP JE{TE Qx> F + ¥ 3 EOHER
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EI0BE 1S 2006, EEEE, &

(pg/mL)‘é é g é (pg/mL)
700+ (2:808) B~ 500
eT
600- \
400
4 3
L 500 :
Y L
i 400 300 &
=800 00 B
H 3
200 =
100
100-
0 T T T T T T T T T T T T T T T (( T T T T 0
11 13 15 17 19 21 23 2526 27 28 293031 3 4 5 6
5H 7H
SOFAscore 13 10 10 10 12 12 11 121414131311107 8 15161619

2 PMX-DHP ffThD > ¥ b ¥ ¥, TNF-a, IL-6, -8 {HOMHRE

PMX-DHP

E {#mol/L) (pg /mL)

(pg/mL) NOx, IL-12 Ibig
700~ -200 X
6007
D Z
400 Y
i . o0
r L1000
2. A ot
300 g <
H 0
200 5 B
100
0 T T T T T T H T T T T T T T T T QQ T T T T O
11 13 15 17 19 21 23 952 27 28 293031 3456
5H 78
SOFAscore 13 10 10 10 12 12 11 121414131311107 8 15161619

3 PMX-DHP fEfTfO x> F b ¥y, IL-12, IL-18 fHO#HR

I = ==

bhbhid I ¢ PMX-DHP git Ciind o
IR MFYUEBIUNOXERETT 34, M
FOVA M A MEOEENXIEE A EELL RV E
HmE L% Larl, £20BROLHERILRITE T,
VA P4 VEDETTI/ERFONLY 20
B OMEE R, PMX-DHP BH O 7 —% &, 24 B
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PMX-DHP »E%) & Bbh/: BllFEH L BBETERR BT 5 IL-18,

IL-12 O#E © 1 FEFRE

PMX-DHP (1]

g E g (pg/mL)
(units/mL) 1L-12 1118
700 - ~200  X10
600 -
500 L 150
%
A, 4007 e
§ F100 .
300
3
200 <o
100
0 T T T ¥ T T T T T | T T ] T T T (Q T T T T 0
11 13 15 17 19 21 23 2526 27 28 293031 3 456
58 7A
SOFAscore 13 10 10 10 12 12 11 121414131311107 8 15161619
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[Case Report]
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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, 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 : 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
(37452 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 IL-18, IL-12, TNF-~a, 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, IL-18, [L-12, NMP, P/F ratio
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ALI/ARDS &4HESI T 2 s> PMX-DHP 12 & D P/F Hiid 19362 2 & 23366 ~
FRU, BIEOERELE LTO PMX-DHP B8 R b V%2 AL HMBG1, ¥4
NAA VR EOEERHET A LI L ORIRE ST 5 THEERESTRRE Wiz,
525|B5E : PMX-DHP, HMGB1, =¥ F hFv >, IL-18, Hilesi{tes
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(Jpn J Crit Care Endotoxemia 2006 ; 10 : 199-203)

Abstract

The endotoxin level decreased from 8.8+£14.7 pg/mL to 4.3+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 31.3%45.6 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-a, IL-18, and IL-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 (84.8799.7 ng/mL). In patients with ALI/ARDS, the P/F ratio increased from 193+
62 to 23366 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 Mg E ik Zsh L 72 septic ARDS fEH

#BAR B EBEFEE NFFEE

FEER R BEEAY  EEEETY

NEHE EEEH EHEEE
2 B

SlE % 5 - AMITIR{EEEERE (acute respiratory distress syndrome ; ARDS) #
Seiie U Tz AR BUIAE BR3 R Y ALk o rhZe k% fl v 7z CHD (PS-CHD) % JifT L S
LEBLEFREET 5, AR 73 Al TREIMER A T4 L ARDS 2HfFL P/F
H.96 ZTET LR, KU Ak vohz8kig (SH-1.0) 24/ L 52 RibEFERT L, P/
F 1386 £ T LA L, EWRMBEEEUENR 2RIz, ARDS OiMEZRHEITHER
B HEEREBICE L, PS-CHD B—D2 DEBEIIGIC L 585 2 LSRR E W,
SR5|FIEE | ARDS, HulnfiE, Migg#R{taE, PS-CHD

i C &ic

ARDS 12 & 4 MiEE (acute lung injury . ALID)
OEFEH L E 2 SN DEREDRETH 6, T
EEOMEE 2T, FELEMENMAE, e
E, fiay 7947 Y ARAE CERREIVE % k-
31, AT 2 S DR e DR LT 505,
EMMEERLELEEOV EDE LTEHITIRIAL
MfTE RT3,

SEbhbhig, SMEEFE ARDS 2RIEL 7z
ERERIMGE B3 PS-CHD % jifT L dw LB/ fE
B2 RER LD THRET 5,

I.E &

FEGNE 73 Aot BEAEE 1 R MU E CHE R E@Be
Tholz,

H174 4 A¥E 16 tE, H BB L CTRESER
ARSI [ (3 — b~V b2 L), A & IFEH

f#52 UTz, 16 [ 30 4387 HREBEA £ 72 525, [
JF 68/45 mmHg, JCS 10 ¥ £ HRERRED29, ¥
BHEIZTYEEEGREL Y Y —ICBA LR ST,

Wy oy —# AR, JCS3, HifE 60/38 mmHg,
APACHE-IIA a7 24 Tholzo BEHIWCCV 74
VRERO E, 2K L PPF #5656 L —RC
vavyrholilic, EEREK CEREREAEI(C2
75 vy VAR C), FFEE ), mfl<isoz
BT o—~_R MEE, MER LU REARARBL
ol

AR | PRI D7 8 2 HICAL
IR SRE T & o T2, FHEGMRERNCINE L 7248
—ER VR M R BV, BRI N v — Y R T
U7 (83812 C Enterobacter asburiae) s CRP 15
mg/dL L E#S#EEE L, MOF O#ETH RS>, R
EnVIEsVv7 S = E4.8mg/dL £ TEARL
AHBTENEH LB WRACHETY 3 vy 7R
BE & 72 b PMX-DHP /{74, #H CHDF % f{T¥

) AFERARESTHARERE, DA FERKEME ¥ > 5 — (F020-8505 HFREMATAN 19-1)
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PS-CHD [ ¥{bi:h3 25 L 7z septic ARDS £

PR X 4

&R CT

1 PS-CHD JE{THIO ARDS E#FTR

¥ 1 PS-CHD Efagdf

NET 4 - SH-1.0

avy—)n TR-525

HLEEEH AYNEF T 7ERAS v b
(20~40 mg/hr)

MIAR>7  70~90 mL/min

AT ¥7Zv + BS 500mL/hr

788 600~800 mL/hr

TR 52 FFfE

BBk R 13,210 mL

%%, NA & DOA #fHF CHuHE 98/54 mmHg & B
MEES a3y 7 356 Lz, 8269 H O Murray
? ARDS ZHE®ST LIS : 3 L GEMEEST D
S5NP/FLHLI FTETLE (F1), BEEREDS
IZ MRSA BEIEEINTW 3B,

PS-CHD : a >V —nid TR-525(B VX T 4
V)T, NETZ 4 —=WIESH-1.0CGEV-AT 1 A1)
EHEALR, UBEFELTCAY VBT 772X
¥ v b 20~40 mg/hr A L7z, 1 [E® PS-CHD %
MEEIER 1R T, BHEYRL 20 RREEE D
PS-CHD %3 3~4 [EfEfT L, 246K H 121k PS-
CHD fifT#2 P/F £ 386, LIS : 1.5 £ THEZED
(M 2), EREREDHLELLEHD 283 EoE
B CHTT, FREA%RHE 58 /% H iz HD DBkl A3
ARETH o7, VNE Y HWTESSIKH ICERE &
Bolz,

n = =

MOF %5 BiufEfEfl OBEIFE#IA T 5, B
ARDS &BIIIBIERREEICES Z L3 h D, TR
I GRS DS AR e B, KREMIX P/F HL 96 1

2 PS-CHD fEfTRIeE X R (38 469%18)

LIS 3 Lt BEMEE %237 L7z ARDS &#HHITH
%5 %%, PS-CHD i & % Sk bisE iRt
WEBZE LT,

ARDS OfFREICIE, 1) YA M AA VAT 42—
F—, IFHRER EOREWEC LD IMENE,
LR ORE I & 3 MEEREMARE, 2) K%
REMMERRE, 3) 274 2—F—2 & MM
BEER, ESKEHERD LD kEEBTEEHE
Tl azotemia, acidosis, AMEMKEHSRE »HE
TERF LR T3, FiC, MMEEEECHES
FELEERAKBECRL TR, A7 42— —BE
REHh, BERYCMBEFEEERTIRE EEL
S5NTW B4, KY ANKVRZERBEORMEIZY oy
b & A FORGHERAMKIEAER T, B BEE
HRELELINEEDEY 2 —VEFTTCRE LI £
BHEHELENTKNER2ETEI~NE74—1VThH
5,

YA bAA VBEICERTE PS BIZ PMMA
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