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KDMS null mutant model: kdm 5240 KDMS5 plays a role in endocrine regulation through activating steroid hormone KDMS5 promotes Cyclin E-mediated endoreplication in
ecdysone biogenesis via Torso and the MAPK pathway prothoracic gland cells
* In contrast to mammals, Drosophila have a * We have generated KDM5 null * The prothoracic gland is an endocrine tissue that produces the steroid hormone ecdysone, * spok>kdmb5 rescues the decreased * Prothoracic gland cells undergo multiple rounds of endocycles that increase ploidy up to 64C
single, highly-conserved ortholog of KDMS5, an mutant (kdm5149) and demethylase a master regulator of growth and developmental transitions throughout the life cycle. circulating levels of the active form of and are thought to upregulate the ecdysone biosynthetic genes to produce the ecdysone
H3K4me3 histone demethylase. dead (kdm5’/™¢") models. ecdysone (20E) in kdm5149 animals. pulses required for development.
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« Reexpression of KDMS5 in the larval prothoracic gland alone via spok-Gal4 is sufficient to Ecdysone and reduced MAPK signaling via phospho-ERK. both the developmental delay and lethality of We will also perform transcriptomic and genomic analys.es to.be.tter understz.and the
rescue the defects in growth and adult viability due to loss of KDMS5. kdm5140 animals. mechanlsms and targets of KDMS transcriptional regulation within prothoracic gland cells.
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