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confirmed that MycN « tly t the 5’-unt ¢ :ed / promoter region of

TUBEDOWN containi iis E-t otif.

Conclusions: The regu  ion of cDOWN by 1 <N could play a mechanistic role

leadiy to oor outcon ‘ne toma. M rer, our work provides further insight

into understanding the  ology of oblastic s. [In preparation]
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Figure 3-3. The nucleotide se
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delta CT

Figure 3-4. MycN binds to the IN pron. r.

Delta Ct of gPCR on ChIP f MycN bin ‘o the F-box motif region in the
MCM?2 (black ' )or D ar) promoter and absence of binding of MycN to
MCM 10 (white bar) promo devoid of I--box motif. The error bars represent the

standard error.
























3.1.7 Conclusions
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Figure 5-1. Thdn, Ardl, and M pathway wction.

Solid lines represent rmed i ctions v 21 s dotted lines represent hypothetical
interactions.









Figure . 2. Possible mechani of NatA a. ting Beta-Catenin.

An increase in the acti  y of i atenin t, % 1 NatA acetylation results in an
increase in cellular pr. ferat ough Myc ¢ " Cyclin DI.
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