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Investigation of biological basis of GSK3beta-targeted therapy and its
translation to colorectal cancer treatment
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We explored the biological role of glycogen synthase Kinase SGSK)SB in
colorectal cancer (CRC) progression by focusing on the distinct metabolic profile and micro(mi)-RNA.

Expression of GSK3(B was increased in 70% of clinical CRC tumors, which was associated inversely
with expression of tumor suppressive let-7 miRNA but not with activation of K-ras or Src
oncoprotein. Metabolic analysis of GSK3( in CRC cells and tumors found that GSK3( was responsible
for tumor-promoting aberrant metabolism. For translation of GSK3p -targeted therapy to cancer
treatment, we also conducted preliminary studies on cancer therapeutic effects of GSK3B -inhibiting
seed compounds.
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