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BTV, Pdcdd ORBENMEMTSAILEZRHLZ, £, TOXO#HE. HHVIETERHO KM T
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Undifferentiated cells like stem cells and progenitors can divide for self-replication, but can differentiate
for development and tissue homeostasis. Nevertheless, little is known about the mechanisms governing
the transition from undifferentiated to differentiating/differentiated cells.

Programmed cell death 4 (Pdcd4) is a translation factor that inhibits the target mMRNA translation. It has
been reported that cell proliferation is inhibited by overexpression of Pdcd4, but is promoted by its
degradation. Thus, Pdcd4 plays a role in cell proliferation; however, the role in cell differentiation requires
elucidation. | have demonstrated that Pdcd4 increases during differentiation in human neuroblast
SH-SY5Y and murine skeletal myoblast C2C12 cells, as well as in primary cultures of neural and muscular
progenitors prepared from murine embryos and neonates, respectively. Moreover, | have analyzed the
function of Pdcd4 in cell differentiation. Overexpression of Pdcd4 resulted in stimulated expression of the
neurogenic and myogenic marker, MAP-2 and myogenin, and changed morphology to neuron-like cells
with the neurite outgrowth and myotube-like cells with the extended cytoplasm in SH-SY5Y and C2C12
cells cultured under proliferation conditions, respectively. In addition, knockdown of Pdcd4 resulted in
suppressed differentiation in these cells cultured under differentiation conditions. These results suggested
that Pdcd4 is required for the induction of differentiation. Now | am analyzing the effects of Pdcd4
overexpression and knockdown on the induction of differentiation in the primary cultures and am screening
for the mRNA targeted by Pdcd4.
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