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Structure of the SARS Coronavirus Nucleocapsid protein
Dimerization Domain: Implications for Helical Packaging of Viral
RNA
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The human promyelocytic leukemia HL-60 cells can be induced to
differentiation toward macrophage by treatment with PMA.
However, very little is known regarding the early events that
control differentiation of HL-60 by PMA. In this report, we
demonstrated that PMA (10nM) treatment results in cell cycle
arrest in G1 phase. Addition of PMA stimulated PKCa
translocation in 5 minutes andthe maximum response was seen 30
minutes after PMA was added. Upon activation,PKCa is gradually
degraded. The PKCa down regulation was observed within 24hours
after PMA treatment. The PKCa translocation is associated
withRb underphosphorylation. Rb underphosphorylation was
apparent at 5 minutes and gradually disappeared within 24 hours,

consistent with the time course of PKCa activation. Because Rb



phosphorylation can be regulated by D type cyclins andCDK4, we
also examinedthe expression of D type cyclins, CDK4 and CDK4
inhibitors(p21cipl, pl6INK4a) in HL-60 cells after PMA
treatment. Cyclin D3 but not cyclinD1 or Cyclin D2 was expressed
10hrs after PMA addition. However, expression of both CDK4 and
CDK4 inhibitors(p21cipl, pl 6INK4a) were not affected by
PMAtreatment. Although we can not directly prove that CDK4, p21
cipl and p16INK4a are regulated by PKCa. According to what Zang
et al. (1995)found, PMA inducingHL-60 differentiateinto
macrophage, was probably due to PKCa activation, and the
induction of CDK4 inhibitor p21cipl, followed by Rb
dephosphorylation, and eventually thecell cycle arrested at G1

and committed cell differentiation.



