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[ Abstract]

late the exogenous gene specific expression in HCS for hepatic fibrosis treatment. Methods

The value of treatment to hepatic fibrosis with GFAP promoter directs EGFP targeting to hepatic stellate cell

Objective To find the possibility that the glial fibrillary acidic protein (GFAP) promoters modu-
Established a model of
carbon tetrachloride-induced hepatic fibrosis in mice. pPCDNA3. 1-mGFAP-p-EGFP plasmid was constructed and in-
jected into mice liver by hydrodynamics based transfection method. EGFP expression in the liver was observated un-
der Fluorescence microscopy to evaluate the efficiency of GFAP promoter. The co-expressions of EGFP with
DESMIN and o-SMA was detected by immunofluorescence. Results The expression of EGFP in liver driven by
GFAP promoter was co-localized with HCS specific markers such as DESMIN and o-SMA. Illustrated that GFAP

promoter could drive EGFP specific expression in HSCS but not in hepatocytes of liver fibrosis murine. Conclusion

These observation demonstrate that GFAP promoter could in vivo regulate expression of target gene in HSC, offering
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a useful tool for gene therapy against hepatic fibrosis.

[Key words] glial fibrillary acidic protein promoter;
cells; hepatic fibrosis
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