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Experinenta] study apout the protective effect of antt TNF-o M A b
on liver of rats w ith opstructive jaundice
QU Zhao lel, WANG Zhen j¢, LIUMu Ii2 HUANG Jimkang DONG Huimng  ZHENG shivou
(1 Deparmentof Fm er€ency Surgery 5 Debamment of Gastropn testinal Surgery 3 Deparment of Surgjca 1()nco}ogy
Affiliated HosPita] of BaghuMedical Colle€e Benghu233004 China)

[ Abstra c} ()bjcctivg To nvestigate the role of umornecrosis facory (TNFq ) in liver damage in ratswith obstmuctive jaund ice and
the Protective effectof antiTNFoqMcAhH M ethod§ Twen t_ fourmale Spra@ue Daw ey ratswere randan [y divided into three group§ bile
duct lgatory BDL) &roup bile duct [Batonty anti TNFoMCcAb( BDIA anti TNFoMCcAb) 8&roup and shan operation ) group
BDLA @t TNFoq M cAb group was suh ected © damage w ith ntravenous adn njstration of antiTNFqMcAb( 1mg/ kg for five days
sarting fran hesy rd day after bile duct ligatpr;l BDL group and ) goup were agm injstered wit saline in the same manner The |eve]s
of serim alanine am jotrans ferase( Alf[), aspartate an notransferase( AST) and INFo were detected in each goup The histdPahology
was opserved by light and electron mjcroscay i the |ver of rats with ohstructive pundic_e R esu 1t§ The levels of serum ALT AST and
TNFo 0 BDL 8rup and BDIA- an i TNF M cAb group were matked]y higher than hose in &) gouP(R< g 1) and the levels of
semm ALT AST and INFq 1 BDIA antiTNFqMCcADb 8oup weremuch fower than those n BDL 8rup( R 05 ©R< (g 01) the
changes of [iver hisopathologY werem nor in BDL+- anti TNFqMcAb goup SO group had no apparent change Conclus'pn:S TNF-«
may he one of the most mportantmed;iators n |[ve damage nduced by ohstructive pundic,e and the use of anti TNFo M cAb can reljeve
the liver damage
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