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The effect of GCs on BDNF signal pathway in
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Abstract: Brain-derived neurotrophic factor (BDNF) is a critical neurotrophin in the formation and reconstruction
of synapses, and alters the synaptic transmission efficiency by regulating pre- and post-synaptic mechanisms, which
in turn leads to the adjustment of neural structural and functional plasticity. Combined with neurons via activation
of TrkB and intracellular signaling, BDNF could exert its biological effects positively. Studies have shown that the
change of BDNF expression and function is associated with depression, and the elevation of glucocorticoids (GCs)
is also involved in the pathophysiology of depression. Notably, the increase of GCs can reduce the level of BDNF,
and the glucocorticoid receptor also can interact with TrkB, a receptor of BDNF. BDNF signal will be interfered
with the excessive glucocorticoids, which will alter the functions of BDNF, and lead to the hippocampus damage at
last. This review discusses the effect of GCs on BDNF in the development of stress-induced depression.
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Reduction of BDNF-induced glutamate release
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