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HPV-inactive cell populations arise from HPV16-transformed human Reratinocytes after p53 knockout.
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Human papillomavirus-mediated carcinogenesis and tumor progression. Genome Instability & Disease,
2021, 2,71-91.

Self-assembling 3D spheroid cultures of human neonatal keratinocytes have enhanced regenerative o7 13
properties. Stem Cell Research, 2020, 49, 102048. :

The Marine Natural Product Manzamine A Inhibits Cervical Cancer by Targeting the SIX1 Protein.
Journal of Natural Products, 2020, 83, 286-295.

HPV16-transformed human keratinocytes depend on SIX1 expression for proliferation and HPV E6/E7

gene expression. Virology, 2019, 537, 20-30. 24 4

Stem Cell Properties of Normal Human Keratinocytes Determine Transformation Responses to Human
Papillomavirus 16 DNA. Journal of Virology, 2018, 92, .
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