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Preliminary study on the mechanism of inhibitors of DNA binding-1 promoting stem cell characteristics and
angiogenesis of breast cancer cells

HE Hong-zhou,CHEN Ping, LIANG Hua, LI Tai-jun, LI Xiao-rong ( Department of Thyroid and Breast Surgery, First People’ s
Hospital of Neijiang, Neijiang Sichuan 641000, China)

Abstract; Objective To explore the effects of inhibitors of DNA binding-1 (ID-1) on the stem cell characteristics and angiogenesis of
breast cancer cells and its molecular mechanism. Methods Immunohistochemical staining was used to detect the expression of ID-1 in breast
cancer tissues and adjacent tissues. The SUM159 cells were overexpressed or inhibited ID-1 levels by liposome-mediated transfection, and
divided into the Control group, the shRNA-NC group, the shRNA-ID-1 group, the pcDNA3. 1-NC group, and the pcDNA3. 1-ID-1 group.
Real-time f{luorescent quantitative polymerase chain reaction (qRT-PCR) and Western blot were used to determine the transfection effect. The
plate colony formation experiment was used to detect the ability of cell colony formation, the tumor ball formation experiment was used to
detect the self-renewal ability of cells, the tubule formation experiment was used to detect the tube formation ability of HUVECs, and the im-
munofluorescence staining and Western blot were used to detect the activation of Src kinase. Results The positive expression rate of ID-1 in
the breast cancer tissues was significantly higher than that in the adjacent tissues (P <0.05). Transfection of shRNA-ID-1 could inhibit the
expression of ID-1 mRNA and protein in SUM159 cells (P <0.05). After inhibiting the expression of ID-1 in SUM159 cells, the number of
cell colony formation decreased (P <0.05) ,the volume of tumor spheroid decreased, the number of spheroid decreased (P <0.05) , the
number of formed branch points of HUVECs decreased ( P <0.05) ,the p-Src fluorescence expression was weakened , and the expression level
of p-Src protein was down-regulated (P <0.05). Transfection of pcDNA3. 1-ID-1 could increase the expression of ID-1 mRNA and protein in
the SUM159 cells (P <0.05) ,while overexpression of ID-1 could increase the number of cell colony formation ( P <0.05) ,the volume of
tumor spheroid , the number of spheroid (P <0.05) ,and the number of formed branch points of HUVECs (P <0.05) ;at the same time, the
intracellular p-Src fluorescence expression was significantly increased, and the expression level of p-Src protein was up-regulated (P <0.05).
Conclusion ID-1 can increase the stem cell characteristics of breast cancer cells and promote breast cancer angiogenesis, which may be
related to the activation of the Src kinase pathway.
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Protective mechanism of celecoxib on ovariectomized osteoporosis
WANG Yu, A Jian-cuo, WANG De-yuan
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(Second Ward, Department of Orthopedics, Qinghai Red Cross Hospital,, Xining Qinghai

Abstract: Objective To investigate the effects of celecoxib on bone metabolism homeostasis and osteoporosis. Methods Bone mar-
row-derived macrophages (BMDM ) ,RAW264.7 and MC3T3-El were cultured in vitro. CCK-8 kit was used to detect the effects of different
concentrations of celecoxib on the viability of BMDM and MC3T3-El cells. Tartrate resistant acid phosphatase (TRACP) staining was used to
detect the effect of celecoxib on the differentiation and formation of osteoclasts. Real time polymerase chain reaction (RT-PCR) was used to
detect the nuclear factor of activated T-cells cytoplasmic 1 ( NFATcl) ,TRACP, cathepsin K ( CTSK) , calcitonin receptor ( CTR) ,BMP-2,

Runx2 and alkaline phosphatase (ALP) mRNA levels in BMUDM and MC3T3-El cells. Western blot was used to detect the expression levels
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