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Experimental study of antiviral effects of recombinant eukaryotic plasmid

PcDNA3.1-MxA on Hepatitis B virus
HUANG Qin.et ol
(Department of Infectious Disease and Gastroenterology ,the Children’ s Hospital , Chongqing Medical University )

{ Abstract JObjective: To investigate the anti-HBV effects of the recombinant eukaryotic plasmid PcDNA3.1-MxA in HepG 2.2.15 cells
in vitro. Methods: The recombinant eukaryotic plasmid PcDNA3.1-MxA was transfected into HepG 2.2.15 cells with Lipofection after
extracted and confirmed with restrictive endonuclease analysis. The control group was Hep(G2.2.15 cells transfected with PeDNA3.1. The
levels of MxA mRNA were detected by RT-PCR and the titers of HBsAg and HBeAg in supernatant liquids were detected by ELISA.
Results: The RT-PCR results showed the level of MxA mRNA in the treatment group was much higher than that in the control group. The
titers of HBsAg and HBeAg in supernatant liquid of the treatment group were significantly lower than those in the control group cells(P<0.01 ).
Conclusion: The study indicates that MxA protein can inhibit replication and expression of HBV.
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Experimental study on the establishment of skeletal muscle denervated atrophy

models by high intensity focused ultrasound
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[ Abstract JObjective: The aim of this study was to evaluate the possibility and the safety to make use of image —guided high~intensity
focused ultrasound (HIFU) to establish the skeletal muscle denervated atrophy models. Methods: One of sciatic nerves of 12 rabbits was
treated by HIFU, under the guidance of ultrasound imaging. The other side was control group. The observation time was 1 week,2 weeks
and 4 weeks after HIFU treatment. The thickness?of soleus muscle was measured by B-mode ultrasonography. The weight of gastrocnemius

muscles and soleus muscle was measured. Histological analysis of gastrocnemius muscles and nerve sections at the HIFU site were

EENR 4% m1982- ), B, 5+,
BERF 6 0 AR AT
BIREE: £ %, B, %%, E-mail: diaosan@sina.com.

performed. Results: All the rabbits had taken place in the
obvious symptoms of claudication. The soleus muscle and

gastrocnemius muscle from the treated group were atrophy. The
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