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Effects of Kupffer cell NF-«B activation on liver regeneration after partial hepatectomy

in biliary obstructive rats
XU Ming-gingg GONG Jian-ping, XUE Lan, HAN Berrli, XU Feng (Department of He patobiliaty Surgery, Southwestem Hospital, Third Military Medical Uni-
versily, Chongging 400038, China)

Abstract. Objective To explore the effects of Kupffer cells(KCs) NF-kB activation on liver regeneration after 70 %4 partial hepatectomy( PH) in
rats with noncirthotic bile duct obstruction(BDO). Methods Wistar rats were randomly divided into nomal mats 70 %PH group (N-PH), BDO-PH
group in which 70%PH were performed after common bile duct chstmction for 1 week, BDO-PH IL-10 treatment group and sham contol group in which
recombinant murine 1110 (10 mg/kg) or nomal saline were injected via the dorsum vein of penis per 24 h afier BDO. NF+B activation of KCs were
detemined with electrophoretic mobility sift assay (EMSA). Expression levels of hepatic HGF (Hepatocyte growth factor) mRNA, I1-6 mRNA, II- 1B
mRBNA, TGF31 mRNA and TNF-a were measured with RT-PCR and ELISA. BrdU labelling of hepatocytes were detemined with immunohistochemical
analyss. Results NF«B activities of KCs » expression levels of hepatic 1I:6 mBNA, I1-18 mRNA, TGF-; mRNA and TNF« were significantly
higher and the expression levels of hepatic HGF mRNA were signifi cantly lower in BDO-PH group than in N-PH goup rats from 0~ 72 h after 70%4 PH.
BrdU labelling of hepatocytes reached the peak at 24 h after 70%6PH in N-PH group and at 48 h in BDO-PH goup. and the peak levels of BrdU la-
belling of hepatocytes in BDO-PH group were decreased significantly compared with those of N-PH group; NF-kB activities of KCs, expression levels of
hepatic II-6 mRNA, I1-13 mRNA, TGF-; mRNA and TNF-a were significantly lower and the expression levels of hepatic HGF m RNA were signifi cant-
ly higher in BDO-PH IL- 10 treatment goup rats than in BDO-PH group rats from 0~ 72 h afte 70% PH. BrdU labelling of hepatocytes reached the peak
at 48 h after 70%6PH in BDO-PH I~ 10 treatment group and the peak levels of BrdU labelling of hepatocytes in BDO-PH IL- 10 treatment group were
increased significantly compared with these of BDO-PH group. Conclusion The excessive NF-kB activation of KCs after BDO-PH inhibited regenera-
tion of hepatocytes s and adjustment of KCs NF-kB activities to a appropriate level could promote liver regeneration after BDO-PH.
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1 ELISA 70% PH TNF-« (ng/g x=+s
Tab 1 Levels of TNF-« in the remnant liver after 70%; PH by ELISA(ng/ g x +s)
Group n Oh 1h 6h 24 h 48 h 72h
N-PH 6 0.46 +0.12 0.30 0. 14 1.6310.24 0.3340. 14 0.42+0. 14 0. 474+0.13
BDO-PH 6 2.95+0.70 * 3.1440.55" 4.4740.95" 1.7940. 38 " 1.08+0.24 " 0. 6710.21
BDO-PH+ 11> 10 6 1.2140.45 28 1.7340.49428 2.1240.2348 0.79+0. 3625 0.68+0. 2758 0.5040.18

*;, P<0.01 v NPH; & P<<0.05, & P<<0. 01 vs BDO-PH
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