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Regulatory effects of reactive oxygen species on the
production of PAI-1 in 3T3-L1 adipocytes and its related
possible mechanisms
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Abstract

<FONT face=Verdana=>AIM: To investigate the regulatory effects of reactive oxygen
species (ROS) on the production of plasminogen activator inhibitor 1 (PAI-1), and
try to determine the signaling cascades involved in it. METHODS: 3T3-L1 cells were
cultured and differentiated into mature adipocytes. Cell viability was measured by
MTT. The PAI-1 mRNA expression levels were evaluated by quantitative real-time
PCR. Quantification of the PAI-1 protein levels secreted into conditioned medium
was performed by multiplex immunoassay and sandwich ELISA. The
phosphorylation status of protein kinases was determined by Bio-Plex
phosphoprotein assays. RESULTS: In 3T3-L1 adipocytes, H202 significantly
augmented the expression of PAI-1. Also, H202 activated several signaling
pathways including ERK1/2, JNK, Akt, p70 S6K and JAK/STAT. Verified by protein
kinase inhibitors, Akt, JAK/STAT and ERK1/2 may participate in the H202-induced
increase in PAI-1. CONCLUSION: H202 markedly up-regulates the production of PAI-
1in 3T3-L1 adipocytes via some intracellular signaling pathways such as Akt,
JAK/STAT and ERK1/2. </FONT>
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