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[ Abstract] Objective  To investigate the expression of suppressor of cytokine signaling-3 (SOCS-3) in placental tissue of
patients with gestational diabetes mellitus ( GDM ), and the effect of over expression on trophoblast proliferation and apoptosis.
Methods Collected placental tissues of 530 GDM patients and 50 healthy pregnant women from June 2018 to december 2019 in The
Fourth Hospital of Xian. Fluorescence quantitative PCR ( qRT-PCR) was used to detect the expression of SOCS-3 mRNA in placental
tissue , immunohistochemical staining was used to detect SOCS-3 protein expression. The cultured HTR-8/SVneo cells were randomly
divided into blank control group,empty plasmid transfection group and SOCS-3 plasmid transfection group, using Lipofectamine 2000,
the pCR3. 1/S0CS-3 plasmid vector and pCR3. 1 empty plasmid vector were transfected into SOCS-3 plasmid transfection group and
empty plasmid transfection group cells, respectively. gRT-PCR and Western blot were used to detect transfection efficiency. CCK-8 , flow
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cytometry , Annexin V-FITC/PI and Hoechst 33342 experiments were used to observe the effects of overexpression of SOCS-3 on cell

activity, cycle distribution and apoptosis. Results The expression of SOCS-3 in the placental tissue of GDM patients was significantly

higher than that of healthy placenta tissue. After transfection of pCR3. 1/SOCS-3 plasmid vector in vitro, the expression of SOCS-3

mRNA and protein in cells of SOCS-3 plasmid transfection group was significantly higher than that of blank control group. Compared

with the blank control group,the activity of HTR-8/ SVneo cells in the SOCS-3 plasmid transfection group decreased ,the proportion of

cells in S phase increased significantly and the proportion of cells in Gl phase decreased, apoptosis rate increased significantly, and

there was an obvious form of apoptosis. Conclusion

SOCS-3 is highly expressed in the placental tissue of GDM patients.

Overexpression of SOCS-3 can significantly inhibit the proliferation of trophoblast cells and promote their apoptosis.
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