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Abstract Following the importances of telomere and

telomerase in senescence and tumor were remgnized,

AERF R BKE T RNA B RNA B &

(RdRp)
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the pathway of telomerase activation is becoming the
focus of this area. By now, MYC was found to play
key role in telomerase activation. It could activate
telomerase directly by binding to E-box in promoter

MYC

might mediate other molecules to activate telomerase,

region of TERT gene. At the same time,

such as HPV-E6 and estrogen. Estrogen could
activate telomerase directly by forming estrogen/
estrogen receptor complex binding to imperfect
palindromic degenerate estrogerm responding element

p33 and

involve

in promoter region of TERT gene. APC,
also

protein phosphorylation might in
telomerase activation.
Key words Senescence, tumor, telomerase, MYC,

HPV-E6, estrogen
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Abstract Due to the lack of efficient cell culture

systems, animal models, the low amounts of viral
antigens and RNA in infected tissues, knowledge
about the replication mechanisms, especially the
RNA-dependent RNA  polymerase ( RdRp) of
hepatitis C virus (HCV) is poor. Based on analysis
of amino acid sequence of HCV polyprotein and
analogy to the closely related flaviviruses and
pestviruses, it is assumed that NS5B may be the

RdRp of HCV. By

expression system and in witro RNA replication

Baculovirus and E. coli

system, it was demonstrated that the de novo
synthesis of RNA could be catalyzed by NS3B,
which resembles other viral RdRp. The biochemical
properties and the mutationfunction relationships of
RdRp of HCV were comprehensively reviewed, and
the potential of NS5B as an important new target for
antiviral therapy was also discussed.

Key words  hepatitis C virus ( HCV), NS5B,
RNA-dependent RNA polymerase ( RdRp), RNA

replication





