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Methods: Primary HAECs were exposed to normal glucose (NG, 5.5 nM), high glucose
(HG,30 nM), IL-1β (10 ng/ml), HG + IL-1β (10 ng/ml) and HG + anti-IL-1β antibodies
(1000 ng/ml) or HG + IL-1β small interfering RNA (siRNA). Pathological changes were
investigated using confocal microscopy and electron microscopy. Confocal microscopy was
performed to detect the co-expression of CD31 and fibroblast specific protein 1 (FSP1).
To study the effect of protein kinase C-β (PKCβ) activation on IL-1β in HAECs, HAECs were stimulated with 30 nM PMA
(PKCβ activator) and 0.3 uM PKCβ inhibition
(LY317615) for 48 h in the NG or HG group. The expressions of PKCβ and IL-1β were detected by RT-PCR and Western blot.
And the concentration of IL-1β in the supernatant of HAECs was mesured by ELISA. The expressions of FSP1, a-SMA and
CD31 were detected by Western blot.

Results:

Conclusions: Our fingdings suggested that HG-induced phenotypic transition of HAECs might require IL-β activation 
via the PKCβ pathway.

Objectives: Previous studies have shown that high glucose (HG) induced endothelial cell (EC)
damage via a phenotypic transition of EC. There is increasing evidence suggesting the role of
inflammatory cytokines in mediated HG-induced EC damage. However, little is known about
the potential role of interleukin-1β (IL-1β) in the process. The aim of present study was to
investigate whether IL-1β mediated HG–induced phenotypic transition in human aortic
endothelial cells (HAECs) and to determine the possible underlying mechanism.


