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Abbreviations 

LipopolysacchariJc 

Lipopolysaccharide- binding protein 

Kilo Jaltion 

( 1 lycnsyl phosphatiJyl Inositol 

Cluster defferentiation 

Tumor necrosis factor 

lntcrlcukin 

Soluble cluster delTcrcnliation 

Recombinant soluble cluster Jc!Tcrcntiation 

High density lipoprotein 

ProslaglanJin E.., 
~ ~ 

lntcrf eron 

EnJogenous pyrogen 

Mononuclear- Phagocytic system 

Plasma activating factor 

lnterleukin-1 receptor antagonist 

Twnor necrosis factor soluble receptors 

Platelet derived growth factor 

Natural killer 

Transforming growth factor - B 
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INTRODUCTION AND 

AIM OF TUE WORK 

I bclcrral cndoto-,:in dcrivc:d from the outer cell 

IIIL'Illhranc of t"-r:llll negative hacteri;1 is recognized to elicit a 
d11 nsc spcctru111 ,,j' patilophvsJPiogrc pilarm:Kologic ami 
JJnmunologic responses in human berngs (ftlorrison ami 
{ 'I<Tilch .. f'J.:'S/. 

It h~rs hee11 rcpc,rtnl th:rl endoto:-;rn rs present in large 

<jlJ:Ill(Jilc'S Ill the lll[C;llllC <IS :1 result of haclcrJ:d ckal!L :!lid 

thai c·ndoto:-;rn 1s ahsc•rbc:d rrom the colon and enters the 

po11:d circui:t!lotr Such portal cnduto.\:cmi:t n:prcsenls a 

JJorm;d phYsJolnsll' state (Utmstlefl et at., /9SS-No/an, 

I 'JS'J). 

II h:1s been observed that systemic cndotoxcmia is much 

JlloJc' c'L'illlllllll Ill c·JrrhotJc· patJciJls th;Jn 111 J](lllll:tl Jllli!Ylduals 

( l'rrtz et at., 19 76). Subsequent studies suggested that 

cnd"lo-,:emia 11 rilwul sepsis rs a consl;rnl l'ind111g in cirrhosis 

(Bigatello eta/., 1987-/Jode et aL, /987). 

I :,,d,,iu-,:111 lt;1s h:c·n suggc·stcd lu pL1y .so111c role 111 the 

p:ilhnph\siolo~' ol' li\cr disca~cs, particularlY such 

c• >lnpltcrllull>. :1.' l'O:I,u.ulop:illl\, In potensiott ;md ren;d 

Liilw c (!lllll~(in·d, I 'I lS-iVolan, /9B'I). 

Tlw lin·r sta11ds :1s :1 h;rcll'ri:il l'iltcr between the portal 

:111d s,·stcmic crrcuLi!i(lllS. and kuplfer cells ronn a pn,tcctivc 

h:1111lT hcll\ecn syslciJlic circulattoll ;md portal blood ilnll' hy 
rc·1nm ing emlotoxrn !'rum the portal blood (Fox ct a/., /9'10). 

kupller ec·lls not only clear endotoxin !'rom the 

l., nd:illLIIl but arc alsc' actrvatcd by fl. The rule ol' cndoto:-:in 
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11'-TROIJUCT/ON ANJJA.IM OF TilE tFORK 

activated kup!Tcr cells in the pathogenesis of hepatic injury is 
only begining to be understood (Toth alld Thomas, 1992). 

It has been suggested that the major defect in the 
handling of endotoxin in patients with chronic liver diseases 
especially with cirrhosis is due to the presence of portal 
systemic co !laterals which permit the circulating endotoxin to 
by pass the hepatic RES (VanDeventer et aL, 1988). 

Decreased RES fw1etional capacity has been suggested 
as another mechanism of endotoxemia in chronic liver 
diseases (Ingoldby et aL, 1984). 

The ;~im of this work is to measure serum endotoxin level 
m peripheral venous blood in Egyptian children suffering 
from chronic liver diseases and to study factors interacting 
with it. 


