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Abstract

X gene is one of the four genes of hepatitis B
virus (HBV). HBV X (HBx) protein, which was
coded by HBx gene, is a multifunctional regula-
tor of cellular signal transduction and transcrip-
tion pathways, and it is not only essential for the
regulation of host immune reaction, participates
all the HBV-related pathogenesis such as inflam-
mation, carcinogenesis and other pathological
process, but also play a critical role in HBV in-
fection, replication, and gene expression. Down-
regulation, knocking-out, or functional blockage
of X gene can obviously inhibit the replication of
HBV. In this review, we attempted to describe
the current advance on the role of X gene in
HBYV replication and gene expression, and sug-
gested that HBx had been a promising target for
the treatment of HBV infection.
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