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Effects of sitagliptin on proliferation and

contents of 3-NT in Schwann cells under high glucose
Xu Dandan Ren Mingshan Wu Yuanbo et al
(Dept of Neurosurgery The Affiliated Provincial Hospital of Anhui Medical University Hefer 230001)

Abstract Objective To investigate the effects of dipeptidyl peptidase-IV ( DPP-IV) inhibitor sitagliptin on the
proliferation apoptosis and content of 3-nitrotyrosine (3-NT) in rat Schwann cells(RSC96) in high glucose. Meth—
ods Schwann cell model was established by culturing RSC96 under high glucose (100 mmol/L D-glucose). The
model were treated with peroxynitrite anion (ONOO ™) inhibitor uric acid (UA) (1 pmol/L) and sitagliptin (1
wmol /L) for 48 hours the effects of UA and sitagliptin on the proliferation and apoptosis of RSC96 under high glu-
cose were observed by CCK-8 and flow cytometry. The effects of UA and sitagliptin on the expression of 3-NT pro-
tein in RSC96 were detected by ELISA. Results Compared with normal control group the hyperglycemia group in—
hibited cell proliferation promoted cell apoptosis and expression of intracellular 3-NT protein (P <0. 05) ; UA and
sitagliptin could promote the proliferation of RSC96 under high glucose inhibited apoptosis and intracellular 3-NT
protein expression(P <0. 05). Conclusion Sitagliptin can increase the proliferation activity of RSC96 under high
glucose inhibit apoptosis and reduce the damage of RSC96 cells induced by high concentration of glucose by inhib—
iting the nitrosylation stress of cells.
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Expression and correlation of DNMT3A and CTGF of abdominal

aortic coarctation induced myocardial fibrosis in rats
Yang Jiankang' > Shi Kaihu' > Tao Hui' * et al
(' Dept of Cardiothoracic Surgery The Second Affiliated Hospital of Anhui Medical University Hefei 230601 ;
*Cardiovascular Disease Research Center of Anhui Medical University Hefei 230032)

Abstract Objective To investigate the expression and correlation of DNA methyliransferase 3A (DNMT3A) and
connective tissue growth factor (CTGF) of abdominal aortic coarctation (AAC) induced myocardial fibrosis in rats.

Methods 60 male SD rats were randomly divided into model group and control group. The model group underwent
abdominal aortic coarctation while the sham operation was performed in the control group. These rats were execu—
ted to collect the blood samples and cardiac tissue then HW/BW were calculated. The contents of type [ collagen
and CTGF in myocardial homogenate were measured by ELISA. HE staining and Masson staining were used to ob—
serve the degree of myocardial fibrosis. The expressions of DNMT3 A and CTGF were detected by Western blot. Re—
sults Compared with the control group the HW/BW of the model group increased significantly. The contents of
type I collagen and CTGF in myocardial tissue homogenate of model group were significantly higher than those in
the control group. HE staining and Masson staining showed that collagenous fibrosis was found in the myocardium of
model group obviously. Western blot showed that the expression of DNMT3A and CTGF in model group was appar—
ently higher than that in the control group. There was a positive correlation between the contents of DNMT3A and
CTGF in myocardial fibrotic tissue. Conclusion Upregulation of DNMT3A plays an important role in the formation
of myocardial fibrosis which may be related to the elevation of CTGF.
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