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[Abstract] Objective To investigate the role of high mobility group protein B1 (HMGB1) in endotheli-
al-mesenchymal transition (EndMT) induced by angiotensin [[ (Angll ). Methods Cultured human umbilical
vein endothelial cells (HUVECs) were randomly divided into four groups,as the blank control group,the Ang
II group.the Angll +siHMGBI group and the Ang [l +negative control group. After 5 days of treatment,the
morphological changes of endothelial cells were observed by inverted microscope. Western blot was used to
test the expressions of HMGBI1,CD31, VE-cadherin, fibroblast specific protein 1(FSP1) and a-smooth muscle
actin (SMA) protein. Results Compared with the blank control group,the cells in the Angll group changed
from cobblestone to shuttle morphology,and the expressions of HMGBI1,FSP1 and «-SMA increased signifi-
cantly, while the expressions of CD31 and VE-cadherin decreased. The differences were statistically significant
(P<C0.05). Compared with the Angll group,expression of HMGB1,FSP1,a-SMA decreased and CD31, VE-
cadherin expression increased after interfering HMGBI1 expression. The differences were statistically signifi-
cant (P <C0. 05). The cell morphology all changed into shuttle morphology in the Ang [ group and the
Ang [l +negative control group,and the variation trends of protein expression were same, there was no significant
difference (P>>0. 05). Conclusion HMGBI is involved in EndMT induced by Ang Il in endothelial cells.
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