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point( P <0.05) ,and the expression of B-catenin protein gradually decreased with the extension of the time in the

two groups. Neurons expressed an increasing trend from 3 d to 14 d, while the number of neuron in the experimental

group expressed better than that in the control group,and cell morphology was more regular. Conclusion Oscilla—

ting field stimulation can improve the expression of B-catenin protein and neurons regeneration in the injured spinal

cord , which would contribute to neurological improvement after spinal cord injury.
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The effect of HDAC6 silencing on

proliferation in neonatal rat atrial fibroblasts
Cao Wei, Shi Kaithu, Tao Hui, et al
( Dept of Cardio-Thoracic Surgery , The Second Affiliated Hospital of Anhui Medical University ,
Dept of Cardiovascular Disease Research Center ,Anhui Medical University ,Hefer 230601)
Abstract Objective 'To explore influence of histone deacetylase 6( HDAC6) on neonatal rat atrial fibroblasts ac—
tivation and proliferation. Methods  Atrial fibroblasts were treated with transforming growth factor31( TGF-81) for
48 hours. qRT-PCR was applied to assess the expression of HDAC6 and o-smooth muscle actin( a-SMA) mRNA
levels. The protein expression levels of HDAC6 and a-SMA were detected by Western blot. MTT assay was used to
determine the proliferation of atrial fibroblasts. Lipofectamine™2 000 Reagent was used to transfected atrial fibro—
blasts with siRNA-HDAC6. Results After cardiac fibroblasts transfected with siRNA-HDAC6, HDAC6 expression
was declined and a-SMA expression was decreased. The atrial fibroblasts treated with TGF-31 that HDAC6 expres—
sion was increased and a-SMA expression was increased. The activity of cardiac fibroblasts was decreased after
transfected with siRNA-HDAC6. Conclusion

markedly and could be a new therapeutic target of preventing atrial remodeling. The application of its regulator will

HDAC6 can suppress proliferative activity of atrial fibroblasts

provide the new idea and method for the prevention and cure of atrial fibrosis.
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