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[Abstract]
MEKT1 and its phosphorylation during the course of vascular endothelial cell (VEC) proliferation, and to

Objective To investigate the relationship between iodine ion and the expression of both

explore the pathway of the promoting effect of iodine ion on VEC proliferation. Methods (D The vascular
endothelial cells cultured in vitro were divided into the control group (without any treatment) and four KI
groups (treated with 100 wg/L KI, 300 pg/L. KI, 500 wg/L K and 1 000 wg/L KI, respectively). @ The
effects of iodine ion concentration (100 pg/L, 300 pg/L, 500 pg/L and 1 000 pg/L, respectively) on the
@ The
expression of MEK1 in 300 pg/L KI group was higher than that in other groups (P < 0.05). 2 The MEK1
phosphorylation levels at Ser298 site in iodine ion concentration of 500 pg/LL and 1 000 pg/L. groups were
significantly increased (P < 0.05). @) The MEKI phosphorylation levels at Thr286 site in all different iodine

ion concentration groups were significantly decreased (P < 0.05). Conclusion The promotion effect of iodine

expression of MEK1 and its phosphorylation were determined using Western Blot method. Results

ion on vascular endothelial cell proliferation is related to the activation of extracellular signal-regulated kinase
(ERK) signal transduction.(J Intervent Radiol, 2015, 24 150-153)
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