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Molecular-targeting prevention against human papilloma virus-positive cervical
cancer
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The molecular mechanism of the onset of cervical cancer is that E7 molecule
derived from human papilloma virus (HPV) inactivates tumor-suppressor molecule RB. Therefore, if RB
can be reactivated by the suppression of the expression of E7, cervical cancer may be prevented even

with HPV-positive.

In HPV-positive cervical cancer cells, the suppression of E7 expression by siRNA showed the
reactivation of RB by dephosphorylation. However, by E7 suppression alone, RB reactivation occurred
but cell proliferation was not inhibited. Contribution of molecules other than E7 is considered
for cell proliferation in HPV-positive cervical cancer cells, and it may be necessary to target
multiple-molecules to prevent HPV-positive cervical cancer.
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