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Clinical Significance of Plasma Endotoxin in Various Liver Diseases
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Keiko Takatori, Ayumi Wada, Itsuro Saito, Tsuneyo Ohumi, Kazunari Hino
and Yutaka Hirano

Plasma endotoxin concentration was examined in 166 cases of various liver
diseases. Plasma endotoxin was determined by a quantitative Limulus test using
chromogenic substrate with perchloric acid pretreatment. The plasma endotoxin
level was significantly elevated in decompensated liver cirrhosis and hepatocellular
carcinoma as well as in fulminant hepatitis. It correlated well with the lipid
emulsion test, ICG R,; and the hepaplastin test, which suggested that the plasma
endotoxin level might reflect reticuloendothelial function, blood flow of the liver
and parenchymal liver cell function. From these results, measurement of endo-
toxin in plasma is considered to be useful in the evaluation of liver function and
prognosis of liver diseases. (Accepted on September 22, 1988) Kawasaki Igakkaishi
14(4) : 617—623, 1988
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B8tk % Table 1 1< /R L 7=. I Et & HE

7o, REMAECX 7 AR 2 6 (28.6 %) % 7o kBB & R L7 & oix KreT, ICG 15 4H+#,
— o 5 1 20 30 pg/mi_Et Table 1 Correlation between
=20 2.06% 106 plasma endotoxin level and
A H (n=8)| § seoee 2.42+1.27 several liver function tests
F H(n=5) * b ° ° 37.52+45.68] ‘ n ‘ T \ P
_g)|omemee 2421+142
ClHin-8) ~ Kier | 73| —0.527 | p<< 0.001
CAHn=10) 2012138 ICG Rys| 145 | 0.452 | p<< 0. 001
cLo(n=2yfdmes oo so2z208 v-glob | 166 | 0.288 | p<C 0.01
ldec Lo —og[Bleeme o oo . . ss72627 Bil (T)| 166 | 0.121 ns
HCC(n 7O il sotemsss s ¢ ssess o ¢ & 6.71£581 Alb 166 | —0.108 ns
CCCn=7) % o L 6.89+7.70 ChE 166 | —0.084 ns
meta(lr.‘c:e) ooce 00 2.58+1.32 Cho 166 | —0. 091 ns
0J (n=6) ® we . . 6.15 £555 HPT 166 | —0.459 | p<C0.001
AH: acute hepatitis FH: fulminant hepatitis CIH: chronic inactive hepatitis GOT 166 0. 027 ns
CAH: chroni ive hepati Lc: ted liver cirrhosi
dec Lc: decompensated iver cirthosis MCC: hepatocellular carcinoma GPT 166 | 0.011 |  ns
CCC: cholangiocellul: i meta L ca: metastatic liver cancer
0J: obstructive jaundice Et: endotoxin * P<0.05 *%P< 0.01
Fig. 1. Plasma endotoxin level in various liver diseases
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Fig. 2. Plasma endotoxin level correlated
well with KLET
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Fig. 3. Plasma endotoxin level correlated
well with hepaplastin test
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Fig. 4. Plasma endotoxin level correlated
well with ICG Ry
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Fig. 5. Plasma endotoxin level correlated
well with y-globulin
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10 pg/ml LUF DIEFITIX 1T & A £ 23 SEFER T
B 72,2920 Beeson®® (I Et i&xt LT bio-
logical tolerance Mz T2 - &2 8L T
Bh, BEFEECRSOTHESEE L X %
D EE N BT 5 R EEE o M Et
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