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diameter ( LVEDD) left ventricular end systolic dimension ( LVESD) and serum ¢TNI CKMB Mb and LDH signif-
icantly increased ( P <0.05) and the levels of ROS MDA ILH4B IL-6 TNF-a and the mRNA and protein levels
of SENPH and HIFH « in myocardial tissue also significantly increased ( P <0.05) while the levels of LVEF
LVFS serum GSH and SOD significantly decreased ( P <0.05) and the SUMOylates level of HIFd o protein in
myocardial tissue also significantly decreased ( P <0.05) . Compared with CIH group AAV-shSENP- group had
less myocardial pathological damage the levels of LVEDD LVESD and serum ¢TNI CKMB Mb and LDH signifi—
cantly decreased ( P <0.05) and the levels of ROS MDA ILHB L6 TNF-a and the mRNA and protein levels of
SENP- and HIFH « in myocardial tissue also significantly decreased ( P <0. 05) the levels of LVEF LVFS serum
GSH and SOD significantly increased ( P <0.05) and the SUMOylates level of HIFH o protein in myocardial tissue
also significantly decreased ( P <0.05) . Conclusion Inhibition of SENP- expression can alleviate CIH induced
myocarditis and oxidative stress in rats improve myocardial injury and cardiac dysfunction and its mechanism may
be related to the improvement of HIF4 o SUMOylates level thus inhibiting HIFd o expression.
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Construction of macrophage-specific MST1 knockout mouse model
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Abstract Objective To establish myeloid ( including macrophage and granulocyte) specific knockout mice of
mammalian sterile line 20-ike kinase 1( MST1) gene for furtherinvestigating the role and the mechanism of MST1
in macrophages in related clinical diseases. Methods — Mst1""" LysM~Cre ( referred to as MstI*""*" hereafter)

mice were generated by crossing Mst1"/"*

with lysozyme ( Lysm-Cre) mice. The loxP site and Cre gene were am—
plified by PCR for genotyping. The knockdown efficiency of MST1 in macrophages was verified by quantitative PCR
and immunofluorescence. The main immune cell populations in the livers were detected by flow cytometry. Results

Mt LysM-Cre ( Mst1*"*") was the genotype of macrophage specific knockout MST1 mice. The results of
qPCR and immunofluorescence showed that the knock-out efficiency of MST1 was more than 70% in bone marrow—
derived macrophages and peritoneal macrophages. Flow cytometry showed that macrophage knockout of MST1 had
no significant effect on the main immune cell populations in the liver of mice. Conclusion Macrophage-specific
knockout of MST1 mouse model is successfully established which lays a foundation for further investigation on the

role and mechanism of macrophage MST1 in clinical related disease.
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