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2-DG is taken-up by highly glycolytic cells such as muscle cells under heavy
exercise, brain cells and cancer cells. Since ABT cannot cross the blood-brain barrier, only cells
exposed to both agents under normal treatment conditions are cancer cells, and these are only cells that
are induced into apoptosis. However, 2DG-ABT combination was less effective in renal cancer cells. We
discovered that highly activated AKT was the reason for the resistance in these cancer cells. When we
inhibited AKT by beta-cyclodextrin, 2DG-ABT became more effective.
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Deoxyglucose-ABT Combination Therapy
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ABT Deoxyglucose Combination reaches
reaches everywhere accumulates only cancer cells
except in the brain in cancer & brain outside the brain

Harmless Harmless Kills only
cancer cells
outside the brain

Most pancreatic cancer cells (93%) express P-Glycoprotein, blocking ABT's entry.
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F & PISK-AKT Z'mH A 3L« 7)1
DM HFAE T 5, ERK A FHZE
% U< 1% PI3K H: R 7B EHR] % 2DG-ABT T
Mz % & PI3K BEHITZT 2% 2DG-ABT D% R
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BCD interrupts PI3K-AKT signal transduction
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