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MREAROBME (EX) :

A global regulator of chromatin remodelling and gene expression, special AT-rich-binding
protein 1 (SATB1) has been implicated in promotion of growth and metastasis of a number
of cancers. Here, we demonstrate that the principal oncogene of Epstein-Barr virus (EBV),
latent membrane protein 1 (IMP1) upregulates SATB1 RNA and protein expression in human
nasopharyngeal cell lines. We show that SATBI protein levels are elevated in tissue samples
from patients with nasopharyngeal carcinoma (NPC). Taken together, our results suggest

that SATB1 functions as a prometastatic effector of LMP1 signalling in EBV-positive NPC.
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