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Abstract -
and in 90 patients with liver cirrhosis by the chromogenic substrate assay in which plasma

Plasma endotoxin was measured in 31 patients with alcoholic liver diseases

was pretreated by an improved method. Pretreatment of plasma with perchloric acid
vielded a soluble fraction (supernatant) and an insoluble fraction (precipitate) ; the super-
natant was neutralized with 0.18 M sodium hydoxide and the precipitate was solubilized
and neutralized by adding 10 9% triethylamine.
fractions were measured by the use of S-2423 or endotoxin-specific Endospecy as a sub-
strate. Irrespective of substrates, a greater part of plasma endotoxin was recovered from
the precipitate in patients with liver cirrhosis.

Endotoxin concentrations in these two

When total endotoxin concentration in
plasma from cirrhotic patients was calculated by the new acid method, it correlated well to
several parameters of liver function including total bilirubin, albumin, prothrombin time
and cholinesterase. Endotoxin concentrations were notably elevated in patients with Child
C cirrhosis. The elevation of plasma endotoxin was prominent in with poor prognosis,
variceal bleeding or advanced hepatoma. Plasma endotoxin detected by this new method

may become a useful clinical parameter to predict the outcome of liver diseases.
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Fig. 1. Standard curve for quantitation of plasma
endotoxin in healthy subjects.
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Fig. 2. Plasma endotoxin concentrations in nor-
mal subjects and chronic alcoholic liver
diseases in the supernatants and precipi-
tates resulting from PCA treatment. En-
dotoxin was measured with a synthetic
substrate S-2423.
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Fig. 3. Plasma endotoxin concentrations in healthy subjects and
patients with alcoholic liver diseases.: Comparison between
the heating method and the improved PCA method.
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Fig. 4. Relationship of plasma endotoxin concentrations to prothrombin time, serum
albumin, cholinesterase and total bilirubin. Endotoxin was measured with a
synthetic substrate S-2423 after the improved PCA pretreatment.



MRy ® b F sy HEDR D OH L MEEAEE DR L

Z DERNES  FHRB BT 25K

2. New PCA ¥z X % Ifich Et B & D H#g

New PCA ¥z X b Jl%E L ic i Et #E XER AN
=8)2.8+2.0 pg/ml, FFEEZE(N=25)51.5445.2 pg/ml
Ly, FEETRBEFAL VAR (D<0.005) & ER
ALt OB, PCAMEHBIEICX 5 LEF EtBE
&L New PCA¥RIC X % Et BE & oI XHBERIfR 12 7s
by T, Wl Et BE & New PCA B2 X % Et BE
& ORI W IEDAHBREMA (r=0.36, p=0.114) 237
bhic. i, 05 BIFEZE 11 filics\ T New PCA
ERTBRCRIGEREAEZF LEt 2 WEL T, New
PCABI IS Bt BEYFHLE UMERBEL L Lis T

= 100-

£

2

-~ 80"'. fr=- 0-56
£ p <0.01

= .

2 60d.°

(o]

g e

w 404

«

€

& 20

o .

. P
0 20 40 60 80 100
Serum HDL-Ch(mg/dl)

(159)

5, Fi#511.2+6.7% D Et ’NEBICAE L Tt &
EIhi.

3. i Et IREE & FFEERE - FRIR1R & OBtk

D FERROEREE S-2423 12 X BUE

T — AHFEERRT, M EtEEIRS = b
v VEVRE, TA7IV, 2 ) VZRTFST—ELAED
FHEABAGR, BV A ¥ VB & IEOFEEIBIFRIC B - - (Fig.
. FleZoFER X 5114 Et fEiififE HDL-=2 v x5
FIVAT =) vESADOHEBEBERIED -
(Fig. 5). & bIFFEZEGIz> ¥ Child £4E2 5 i
BEtEBE®%5 &, Child A19.3+5.5pg/ml, Child B

" —Jl,

= 100+
£
a J
R 80 =-0.48
£ p <0.05
X
2 60 .
(@)
©
c
Ll 40-
(]
E -
< 20
[a
0
100

200 300 400
Serum Transferrin(mg/dl)

Fig. 5. Relationship of plasma endotoxin concentrations to serum high-density lipo-
protein(HDL), cholesterol and transferrin. Endotoxin was measured with a
synthetic substrate S-2423 after the improved PCA pretreatment.
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Endotoxin was measured with commercially

available substrate Endospecy® after the improved PCA pretreatment.
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proved PCA pretreatment.
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