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Inhibition of glucocorticoid receptor o using hairpin siRNA expression vector in vitro
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Abstract: Objective To investigate the silence effect and biological effects of glucocorticoid receptor a (GRa)
on LPS-induced cytokine expression by designing a hairpin GRa siRNA expression vector (pPUR/U6-GRa siRNA).
Methods The pPUR/ U6-GRx siRNA expression vector was constructed by gene recombination, and then transferred
to the cultured ECV-304 cells. At 48 h after culture, the whole cell protein was extracted and detected by Western
blotting using rabbit-anti-human GRa polyclonal antibody. The cells were stimulated with LPS at 48 h after pPUR/
U6- GRx siRNA trarsference. The TNF-a and I1-1B productions in the supernatants were detected by ELISA. Re-
sults The pPUR/U6-GRa siRNA expression vector was successfully constructed. Western blot analysis demonstrated
that siRNA against GRa reduced the expression of this protein at 48 h after pPUR/U6- GRa siRNA transference, but
the productions of TNF-a and IL-13 in the supernatants were enhanced when the cells were stimulated with LPS.
Conclusion The pPUR/ U6-GRax siRNA expression vector can reduce the expression of GRa protein and enhance the
poductions of TNF-« and T1-18 after IPS stimulation, which would be harmful to tissue repair after trauma.
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A case report of primary angle closure glaucoma accompanied by glaucomatocydlitic crisis
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