The potential of spermine analogue SBP-101 (diethyl dihydroxyhomospermine) as a polyamine
metabolism modulator in ovarian cancer
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The naturally occurring polyamines, putrescine, spermidine and spermine, are ]
polycationic alkylamines that are essential for cellular growth and proliferation. A. SSAT activity A. Survival
As such, many cancers are reliant on elevated polyamine levels that are
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