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Introduction DNMT1 inhibitors treat MEN1 tumors Conclusions
We have  demonstrated that Our studies

inactivation of menin (the protein product of
MENT1) increases activity of DNMT1 and

-

Dnmt1 enzyme analysis

indicate that both DNMT1
inhibitors, TdCyd and aza-
TdCyd, are safe and
effective for the treatment
of MEN1 related pancreatic
tumors in the pre-clinical
setting. Since these agents
have been safely
administered to patients in
phase 1 trials, we believe
that our study supports the
development of DNMT1
inhibitors as a treatment for
patients with MEN1
associated tumors.
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