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Influence of BDNF-TrKB channel inhibition on expression of
VEGF in human nasopharyngeal carcinoma

CHEN Yue-hong, LI Shi-sheng, YANG Xin-ming
( Department of Otolaryngology-Head and Neck Surgery, People’ s Hospital of Hunan Province, Changsha 410005, China)

Abstract: Objective To investigate the influence of K252a, an inhibitor of tyrosine kinases B (TrKB) receptor,
on expression of TrKB and VEGF in human nasopharyngeal carcinoma ( NPC) cell line CNE-1. Methods Human NPC
cell line CNE-1 was treated with K252a of different concentration. Cell proliferation in different groups was measured by
MTT assay. Optimal concentration for intervention of K252a was determined. After treated with K252a of optimal
concentration, changes in expression of VEGF and TrKB at mRNA and protein level were examined with Western blot and
real-time PCR. Results (D) MTT assay showed that K252a could inhibit proliferation of cell line CNE-1, which was
positively correlated with the intervention time and concentration of K252a. Optimal concentration for intervention of K252a
was 400 nmol/L. @ Western blot revealed that K252a led to significantly decreased expression of both TrKB protein and
VEGF protein (both P <0.05). @ Real-time PCR showed significantly decreased expression of TrKB mRNA and VEGF
mRNA (both P < 0. 05). Conclusion Inhibition of TrKB expression leads to inhibition of tumor growth and down-
regulation of VEGE expression, which indicates that TrKB plays a role in angiogenesis of NPC via regulating VEGF
expression.
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100 U/mlfERE 28 ) RPMI-1640 35 585 FLBE 77, BUOA
B A 20 AT S5
1.2 MTT 525
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1.4 Western blot

Wtk K252 R AR T ) CNE-1 41 2%
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