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Fig. 1. Diagram of cell membrane and cell wall in
Gram-negative bacteria.
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Table 1. Biological Activities and Effects of Endo-
toxin
A.In the body
Pyrogenicity
Lethal toxicity
Schwartzman activity

Endotoxin shock

Leukopenia

Platelet aggregation

Depression of blood glucose

Vasocontriction and vasodilation

Miscarriage

Weight loss

Induction of nonspecific resistance to infection

Induction of interferon

Tumor necrotic activity

Adjuvant activity

Induction of tolerancer to endotoxin

B. In cells

Macrophage activation

Maturation of T and B cell precursors

Mitogenic activity for B lymphocytes

Production of mediators
Interferon, tumor necrosis factor, pros-
taglandin, leukotriene, interleukan-1,
colony-stimulating factor

C. In molecules

Complement activation

Hageman factor activation

Plasminogen activation

Limulus lysate gelation

43 RIrk(Fig. 4B).
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Table 2. Summary of LAL Results for Diagnosis of
Gram-negative Bacteremia

LAL results

Culture results

Negative Positive
Negative 27 2
Gram-positive bacteremia 5 0
Gram-negative bacteremia 1 9

LAL : Limulus amebocyte lysate
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Fig. 5. Comparision of plasma lipopolysaccharide, tumor necrosis factor-a, interleukin-18, and interleukin-6 levels
in patients with the septic syndrome( n=97), patients in medical intensive care who did not have sepsis( n=
20), and normal healthy controls(n=20). Plasma samples were obtained immediately after the identification
of patients with the sepsis syndrome and critically ill patients without sepsis who were in medical intensive
care unit{ MICU). The three groups were differed regarding plasma levels of tumor necrosis factor-a( TNF),
interleukin-18 (IL-18), interleukin-6(IL-6), and lipopolysaccharide( LPS)( P<0.001 for all comparisons).
Plasma TNF, IL-18, IL-6, and lipopolysaccharide levels were elevated in patients with sepsis as compared
with both critically ill patients without( P<0.01 for all comparisons)and normal controls{ P<0.001 for all

comparisons ).
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Fig. 6. Plasma endotoxin levels in normal subjects and
patients.
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(IL-13)3} AEBA-6(IL-6)Fo2 delx =l
LPSE A9l F4i3td A7) 37} cytokinese]
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F3704e] 8A cytokines3} endotoxin F%EA}o)
o] 447t ddck(Fig. 5).
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53] 273EE WEAEFY o] Hedl, s
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g B Fse] el A a5 o)A
A5l 22y H57]30] AeliEd 51 UiSA
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Yokota¥& 15 A4 AUzt P WSEAE
F3stgd<dul 10pg/mlolstgedl, RS FAfol A
66.7%, A3 22ty &b 100%, 2d5 4 100%
a2l 6% wd 33 14.3% 94 9 HEA
=7} 715 ek (Fig. 6).
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Fig. 10. Changes of ET concentration in water and bi-
carbonate concentrate dwelled for 0 and 18
hours. RO=water processed through reverse
osmosts, BC=bicarbonate concentrate.
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