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INTRODUCTION-
Human papilloma virus an Infected cell division and basal cell start the 
procedure of keratinocyte differentiation that the triggers a strongly 
orchestrated pattern to the productive infection of the viral gene 
infection (1).  Ds DNA genome present in to the nuclei where in the 
epithelial cell dividing Cervical disease divided in to the high and low 
reason of the subset mucosa infective(2). Mostly high risk HPV 
infection during lifetime but cervical disease and cancer immune 
system recognizes and clear the virus (3). In men high risk human 
papilloma virus predomenentially a subset of or pharyngeal cancer and 
the women more than 99.7% in cervical cancer (4) .cancer progression 
is due to the persistent infection with the high risk human papilloma 
virus.one of the most common part cancer at the molecular level, 
cancer progression is due to the high expression of the viral 
oncoproteins E6 and E7, inhibit apoptosis and also accumulation of 
DNA damage and activate the cell cycle (5, 6).
 
Human Papillomavirus Life Cycle Of The Replication Divided 
Three Phases.
Stages-rst RNA species to be detected upon nuclear infection on 
HPV 31 revealed that RNA encoding the viral replication factor E1 and 
E2 (7). Early expression of the viral transcription factor E2 would 
allow to the regulation of the viral early promoter to direct expression 
of the E6 and E7 regulatory proteins (8). The E2 possesses one protein 
binding domain and DNA binding they linked by a exible hinge 
region they create homodimer they bind four palindromic sites. They 
are required E1 activated viral replication and these site located three 
part (9) .three of sites required for E1 activated viral replication and 
located to the viral replication (10).

E2 bind E1 they bind as a dimer of hexamers initial replication of HPV 
genome they generate many copies per nucleus (11) These 
amplication has been shown to be controlled by the E8 E2 Protein ∧ 
they make the complex of NCoR/SMRT.The rst phase of viral DNA 
replication and Contrast, the low risk HPV11 E4 has been found not to 
be essential genome maintenance. Infected cell circular viral 
replication are replicated in concert with replication of cellular DNA 
and equally These amplication has been shown to be controlled by the 
E8 E2 Protein they make the complex of ∧ NCoR/SMRT.The rst phase 
of viral DNA replication and genome maintenance. Infected cell 
circular viral replication are replicated in concert with replication of 
cellular DNA and equally divided into daughter cell through tethering 
of virus genome to host cell chromosome E2 bound to the chromatin 
binding protein (12). The E1-E2 complex itself may be sufcient for 
some HPVs to locate to cellular chromosome.HPV is capable of 
maintaining infection of epithelial cells over a signicant time. 
Division of an infected basal epithelial cell can produce a transit 
amplifying cell that is capable of differentiating and moving into the 
upper epithelial layer. Second stage of the replication host cell in 
concert .viral genome is again amplied (13)

In this last way they are divided two distinct replication cycle of human 
papilloma virus (14). First mechanisms utilized the recombination 
dependent replication by involves the hpv 18 and second mechanism is 
bidirectional replication (15). 

CONCLUSION
HPV infection and its replication cycle has been the subject  Of  
intense  research a ctivity for  over   50 years. There are Still signicant 
gaps in our understanding of both Strands of HPV pathogenesis. Tight 
regulation by E2 of Expression levels of these oncoproteins in the 
dividing Cells of an infected epithelium cell. Dampening 
downAmplication levels of viral genomes during a normal Infectious 
cycle via the E8∧ E2 protein may also help to Reduce the chances of 
elevated levels of E6 and E7 in Differentiated  keratinocytes. The ne 
balance between The activities of E2, E4, and E5 on the cell cycle and 
Apoptosis to allow  viral genome amplication, while Avoiding viral 
genome  integration into the host genome, Is crucial for the virus to 
complete its infectious life Cycle.
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ABSTRACT
In this paper aim to describe the role of viral protein in human papilloma virus productivity and replication of the life Cycle. Human papilloma virus 
have involved over millions of years to propagate themselves in a range of different animal Species including man.they are small double standard 
DNA that replicate in squamous epithelium and cause hyper Proliferative lesion, some of which   are at risk of malignant transformation .the 
infectious human papilloma virus Replication cycle is intimately linked to the differentiation program of the tissue. Most individuals will 
experiencetransient HR HPV infection during their lifetime but these infection will not progress to clinically signicant cervical disease or Cancer 
because the immune system eventually recognize and clear the virus .These viruses activate the cell cycle as the Infected epithelial cell 
differentiates in order to create a replication competent environment that allows viral genome  Amplication and packaging into infection.
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