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AKT inhibitors may help to treat a number of cancers.
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AKT is a key downstream intracellular point of
convergence for a number of cellular signaling
pathways. These diverse signaling pathways are
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Antagonist dose response curves were also generated with PI-103 and LY294002.
Concentrations tested ranged from 10 — 0 uM for PI-103 and 100 — 0 pM for LY294002.
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