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In response to stress, plants suppress their own growth by arresting the cell cycle. Our recent
studies have shown that in Arabidopsis, NAC-type transcription factors ANACO44 and ANACO85 play
a key role in cell cycle arrest at G2 phase in response to various stresses. It has been shown that
ANACO44 and ANACO85 participate in the protein accumulation of the repressor-type MYB3R
transcription factors which is involved in the downregulation of G2/M-specific genes, thereby
leading to G2 arrest. However, whether they act cooperatively or independentl|y has remained elusive.

In this study, we found that ANACO44 and ANAC085 are engaged in working together to arrest the
cell cycle. In addition, we revealed that ANACO44 and ANACO85 interact directly. These results
suggest that ANACO44 and ANACO85 form a protein complex and are involved in stress—induced cell
cycle arrest. We also conducted the RNA-seq analysis to identify the downstream of ANACO44 and
ANACO85. This analysis showed that the expression of genes involved in stress responses and protein
degradation is altered in an ANAC044/085-dependent manner. This indicate that those genes may
control the cell cycle arrest under stress condition.




