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BACKGROUND

The fact that histone methyl- and acetyl-transferases modify the structure of euchromatin and gene transcription has invited the development of

drugs against these enzymes. And while histone transferase inhibitors have been touted as potential cancer therapeutics, there have been

challenges to realizing their potential. Recent studies suggest a more specific utility for targeting cancer stem cells and enables therapeutic

options not previously available.

TECHNOLOGY DESCRIPTION

An appreciation for mechanisms that underlie the progression from a cancer cell to a cancer stem cells (see references) has yielded

therapeutic options to retard disease progression and the development of resistance. UC researchers have found that histone acetyl- and

methyl-transferase inhibitors may prevent the appearance of αVβ3 and thereby abrogate the development of the “stem” phenotype in a cancer

cell and facilitate treatment of such cells that become refractory to standard chemotherapeutic regimens.  This approach can be used alone or

in combination with other cancer therapeutics to decrease the development of cancer stem cells and also increase the susceptibility of cancer

stem cells to cancer therapeutic drugs.

APPLICATIONS

Cancer therapeutic options are enabled by development of stand-alone drugs and combination therapies, which can:

▶ suppress tumor progression and the development of cancer stem cells

▶ sensitize tumor cells to first-line chemotherapeutic drugs, particularly tyrosine kinase inhibitors  

 

ADVANTAGES

In addition to providing a new means of targeting a refractory cell population, this approach tackles the clinical challenge of patients developing

resistance to chemotherapeutics currently on the market.

STATE OF DEVELOPMENT

Earlier work (see references, below) showed that β3 expressions correlates with “stemness” as assessed in vitro and in vivo (xenograft mouse

model). New data demonstrate that this may be regulated by epigenetic genes identified.
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Worldwide rights available; pending patents available under confidentiality.
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