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[Abstract] Objective To study the signaling pathway of proliferation and angiogenesis of tumor cells
promoted by thyroid hormone. Methods Human glioblastoma cells(SNB19) were cultured with thyroid hormone
(mainly T,, 100 nmol/L.) ,tetraiodothyroacetic acid (Tetrac, 100 nmol/L.) or protein kinase C (PKC) inhibitor
(2.5 wmol/L) in witro.The expression of phosphorylated protein kinase D 1(PKD1 ), phosphorylated histone
deacetylase (HDAC )5 and phosphorylated extracellular regulated protein kinases(ERK)1/2 were detected by
Western blots.The expression of vascular endothelial growth factor (VEGF) in supernatant was measured by ELISA.
The proliferation of SNB19 cells was detected by 3-(4,5-Dimethylthiazol-2-yl )-2, 5-diphenyltetrazolium
bromide(MTT) colorimetric method. Results Compared with control group, phosphorylated PKD1,phosphory-
lated HDACS and phosphorylated ERK1/2 were all increased in T, group (all P<0.05),and decreased in
Tetrac+T, group and PKC inhibitor group (all P <<0.05).The concentration of VEGF in T, group was enhanced
[(56.763 +£2.611) ng/L vs.(36.597 +0.933) ng/L, P <0.05],while reduced in Tetrac+T, group [(22.215 +
1.531) ng/L v5.(36.597 +0.933) ng/L., P <0.05], compared with control group. The results of MTT showed
that compared with control group ,the OD value of T, group was enhanced[(0.333 + 0.020) »5.(0.243 + 0.006 ),
P <0.05],and reduced in Tetrac+T, group[(0.060 + 0.016) v5.(0.243 + 0.006), P <0.05]. Conclusion Through
binding to membrane integrin av3, thyroid hormone promotes the proliferation of tumor cells by activating
the ERK1/2 signaling pathway,and promotes angiogenesis by activating the PKC/PKDI1/HDACS signaling
pathway.
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