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Protective effects of Esculin on glomerular mesangial cells exposed to high glucose

and its related inflammatory mechanisms "
YAO Hongyue' s LIU Chunna® ,LIU Xinyu'®
(1. Department of Endocrinology sthe First Hospital Affiliated to Jinzhou Medical
University s Jinzhou s Liaoning 121001 ,China ;2. Department of Pharmacology »
Jinzhou Medical University,Jinzhou sLiaoning 121001 ,China)

[ Abstract] Objective To investigate the effects of esculin (ESCL) on glomerular mesangial cells
(GMCs) exposed to high glucose (HG). To investigate the protective effect of ESCL on diabetic nephropathy
(DNP) and its associated inflammatory. Methods GMCs were used for establishe DNP cell model and divided
into 5 groups,included the NG group,the HG group,the ESCL-L group,the ESCL-M group and the ESCL-H
group. The total protein content,volume and survival rate of GMCs exposed to HG by different concentrations
of ESCL were observed. The contents of tumor necrosis factor-a ( TNF-a) ,interleukin-6 (IL-6) and stromal
cell derived factor-1 (SDF-1). In addition, the expression of protein kinase B (PKB) was tested by Western
blot. Results Compared with the NG group, the amount of GMCs decreased in the HG group, the survival
rate decreased,the volume and total protein content increased (P <C0. 05). Compared with the HG group, the
amount of GMCs and survival rate increased,and volume of GMCs and the total protein content decreased by
different concentration of ESCL (P <C0. 05). Compared with the HG group, the contents of SDF-1,11.-6 and
TNF-a decreased by different concentration of ESCL,by which also increased the expression of p-Akt and de-
creased Akt (P<C0. 05). Conclusion ESCL could protect GMCs from DNP injury through regulating p-Akt-
Akt pathway,inhibiting inflammatory factors and chemokines.
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