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Role of miR —29 Family in the DHCA - associated Neuron Injury. Li Hongmei, Ge Junwen, Zhang Rufang, et al. Department of Car-
diothoracic Surgery, Shanghai Children's Hospital, Shanghai Jiao Tong University, Shanghai 200062, China

Abstract Objective To investigate the expression and role of miR =29 family in HT22 cells with low temperature OGD/R, and
further explore the specific role and its related mechanism of miR —29 family in DHCA - related neuron death. Methods The HT22 cells
were randomly divided into the control group, low temperature OGD/R group, analogue group (agomir — NC group, agomir —29a group,
agomir —29b group and agomir — 29¢ group ), inhibitor group (antamir — NC group, antamir — 29a group, antamir — 29b group and
antamir —29¢ group). The OGD/R model was established using an airtight container and an anaeropack. The expression of miR —29 fam-
ily on HT22 cell was determined by quantitative PCR. CCK -8 kit was used to detect the number of living cells. Western blot was con-
ducted for the quantification of Bax and PUMA proteins. JC — 1 and H2DCFDA were used to measure reactive oxygen species ( ROS) level
and mitochondrial membrane potential (MMP) of HT22 cells, respectively. Results The expression of miR —29 family was significantly
declined in low temperature OGD/R model (P <0.01). Overexpression of miR - 29 family significantly alleviated the HT22 cell injury
induced by low temperature OGD/R, and inhibited the expression of Bax and PUMA protein ( P <0.05). In addition, the injection of
miR - 29 family analogues inhibited the increase of ROS and MMP in low temperature OGD/R model (P <0.05). Conclusion MiR -
29 family could exert its protective effect against OGD/R — mediated HT22 cell injury by reducing oxidative stress.
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