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Effects of matrine combined with temozolomide on the expression of MMP2, MMP9 and VEGF in glioma tissues in rats with
gliomas
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[Abstract] Objective To investigate the effects of matrine combined with temozolomide on the expressions of matrix
metalloproteinases (MMP)2, MMP9 and vascular endothelial growth factor (VEGF) in glioma tissues in rats. Methods C6 glioma models
were established in 80 rats. The glioma models were evaluated by MRI, HE staining and immunohistochemical technique. The rats with
C6 gliomas were randomly divided into 4 groups of 20 animals each, i.e. control group in which the rats were treated only by
physiological saline, matrine group in which the rats were treated only by matrine, temozolomide group in which the rats were treated
only by temozolomide, and combination group in which the rats were treated by matrine and temozolomide. The solution of drug
corresponding to each group was intraperitoneally injected once a day for 14 days. The expressions of MMP2, MMP9 and VEGF protein
and mRNA in the glioma tissues were detected respectively by western blot and qRT-PCR in all the groups. Results The successful
establishment of C6 cell glioma model was proved by MRI, HE staining and immunohistochemical technique. The levels of MMP2,
MMP9, VEGF protein and mRNA expressions were significantly lower in the combination group than those in matrine group (P<0.05),
which were significantly lower than those in temozolomide group (P<0.05), which significantly lower than those in the control group (P<
0.05). Conclusions Matrine can enhance the chemotherapeutic effect of temozolemide on gliomas in the rats and matrine combined with
temozolemide can significantly reduce the expressions of MMP2, MMP9, VEGF protein and mRNA in the glioma tissues in the rats.
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