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Abgtract Hepatitis B virus X-interacting protein (HBXIP) wasfound by binding with Gtermind of hepatitis
B virus X (HBX) , and downrregulated the activity of HBX. To further invegigate the efects of HBXIP on
proliferation of the cel and its nolecular mechaniam, we oondructed the eukaryotic vector of expressng
HBXIP ,termed pQMV- hbxip ,which was gably trangected into human normal hepatic L-O2 cdls, named L-
O2- hbxip. Both MTT assay and BrdU incorporation assay dermondrated that the growth rate of L-O2- hbxip cell
was increased cormpared with control group , the results from FOM assay showed in L-O2 hbxip cdls,the
number of G phase was sgnificantly reduced while S phase was enhanced , regpectively , suggesting that
HBXIP pronote the cel proliferation. Furthernore , the proteins involving in cel cycle regulation were
examined by Wedern blot analysds. Wedern blot results showed that HBXIP was able to pronote cdl cycle
progresson via up-regulating cyclin D; and cyclin E ,and down-regulating p21 and p27 .
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Fig.1 Expresson o HBXIP examined by Wegern blot
analysis

HBXIP was over expressed in L-O2 hbxip cdls.
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Fig.4 How cytometry analysisfor cel cycle
(A) L-O2 cdlstrandected with enpty vector of pOMV- Tag2B ;
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Fig.5 Expression levds o proteins invaved in regulation
o cdl cyde, such as cydin B, cydin D;, cydin E, p2l
and p27 were examined by Wegern blot analysis

(A) Overexpresson of HBXIP:

1. L-O2-pQWV cdls, 2. L-O2 hixip cdls.

(B) RNAI o targeting HBXIP mRNA :

1. pSlencer-control , 2. pSlencer- hbxip
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