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Abstract Compounds
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cellular proliferation and is one of the leading causes of death N .
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fatigue, anemia, susceptibility to infection and nausea. To combat these o 9 EM
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cancer specific features to increase therapeutic selectivity has been Synthesized by Dr. Green and O n O ISEC S
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aspect of cancer is their high metabolic rate which generates a higher chemistry
reqwremen_t for_su_gar_s Qnd \{ltam_ms mvolv_ed " me_tabollsm. Qne Res U ItS Due to the Increased metabolic rate in cancer, cancer cells
iImportant vitamin Is biotin (Vitamin B7) which functions as an important

. . . . . are prone to the production of free radicals ROS.
cofactor for enzymes involved in gluconeogenesis, fatty acid synthesis

Compounds such as ferrocene have shown to increase

and amino acid metabolism. To increase the absorption of biotin and evels of ROS and cell death in cancer cells in COMDBARSOnN
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| S previ ' showr e ; ) transporter allows for an increased efficiency of absorption
generate ROS in cells. Thus, our project Is interested in utilizing ; of biotin in cancer cells. Bv coniugating ferrocene
ferrocene to induce oxidative stress and selectively targeting cancer g 1 | U orocone () | ferrocenyl derivatives a.ndybiotili i?is p?edicted that there
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cells by conjugating ferrocene to biotin. Therefore, our group has R e P (Feocene MCET) o o (ertocene 203 15K will be an increased absorption of the compounds by
generated a library of ferrocene-biotin conjugates to test their abilityto Soon (FereceneMORT) Froon (Ferocene 253 HE0 cancer cells and will result in hiaher levels of ROS and cell
selectively enter cancer cells and generate ROS. Experiments were death °

conducted utilizing ferrocene and a variety of conjugates (C1, C2, C3,

2) in both cancer (MCF-7) and non-cancer cells (HEK293).
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Conjugating ferrocene and ferrocenyl-derivatives to biotin will result > v | \ gos { | » Ferrocene generates elevated levels of ROS in cancer
IN Increased absorption in cancer cells which will result In Increased T 2" cells
ROS and cell death. * Ferrocene-biotin conjugates C1 and C3 are not toxic in
", o . o . o . o cancer cells
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