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new idea for the study of atherosclerosis. Methods

Sixteen 8-week-old ApoE =~ mice were randomly divided into

control group and PHPS1 group. The aortic root was fixed with formalin and sectioned. The collagen and macro-
phage contents in the plaque were evaluated by Movat and Sirius red staining. The activity of ERK and the expres-
sion of MMP-9 in the descending aorta were detected by Western blot. Results The plaque area (0.52 +0.05),
(0.31+£0.03), collagen content (0.062 +0.013), (0.136 +£0.022) and macrophage cell ratio (0.799 +
0.031), (0.621 £0.043) were different between PHPS1 group and control group (P <0.01). The results of
western blot showed that PHPS] inhibited the activity of ERK and decreased the protein expression of MMP-9 (P <
0.01). Conclusion
MMP-9, thus reducing the degradation of collagen in fibrous cap and stabilizing vulnerable atherosclerotic plaque.
atherosclerosis; SHP-2; PHPS1 ; plaque stability; MMP-9

PHPS 1, an inhibitor of SHP-2, can inhibit ERK activity and decrease the expression of
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Effect of lentivirus mediated silencing of NIPBL gene on osteogenic

differentiation of mouse bone marrow mesenchymal stem cells
Jiang Dekun, Zhang Huirong, Pan Jinyong, Ma Wenqing, Liu Hui,Dong Lili
(Dept of Pediatrics, The First Affiliated Hospital of Shihezi University School of Medicine, Shihezi 832000)

Abstract Objective  To investigate the effect of lentivirus mediated silencing of NIPBL gene on osteogenic differ-
entiation of mouse bone marrow mesenchymal stem cells (BMSCs). Methods  The third generation C57 Mouse
Bone marrow mesenchymal stem cells were divided into experimental group, negative control group and blank con-
trol group. The lentiviral vector was transfected into mouse bone marrow mesenchymal stem cells, the transfection
results were observed by inverted fluorescence microscope, and the expression of NIPBL gene was detected by real
—time PCR. The cells of each group were cultured by osteogenic induction. The alkaline phosphatase activity was
detected. Real-time PCR and Western blot were used to measure the mRNA and protein expression of OCN, BMP-
2 and RUNX-2. Results The expression of NIPBL mRNA decreased in the experimental group (P <0.05). The
activity of alkaline phosphatase in experimental group was lower than that in negative control group and blank con-
trol group (P <0.05). The gene transcription and protein expression levels of OCN, BMP-2 and Runx-2 in experi-
mental group were lower than those in negative control group and blank control group (P <0.05). Alizarin red
staining results showed that the negative control group and blank control group had more red calcium nodules than
the experimental group. Conclusion  Lentivirus mediated silencing of NIPBL gene reduces the proliferation of
mouse bone marrow mesenchymal stem cells, inhibits the expression of osteogenic differentiation related genes, and
reduces the osteogenic differentiation ability.

Key words lentivirus; NIPBL gene; bone marrow mesenchymal stem cells; osteogenic differentiation; Cornelia

de Lange syndrome



