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Clinical application of deep brain stimulation
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Abstract: Deep brain stimulation (DBS) has achieved great development in the field of neurosurgery technology
during the past 20 years. DBS plays a role in the regulation of neuro-circle by sending high-frequency impulses to
stimulate the brain nuclei or nerve conduction. DBS has been a common therapy in the treatment of essential tremor
(ET), Parkinson’s disease (PD) and dystonia. Tens of thousands of patients with movement disorders have
underwent DBS therapy since the its approval for ET treatment by FDA in 1997. In China, the first DBS was

performed in PD patient in 1999. Since then, thousands of patients with movement disorders have received the DBS
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implants. The indications of DBS have been expanded from the movement disorders to other neurological and

psychiatric diseases, such as Tourette’s syndrome, obsessive-compulsive disorder, depression, anorexia nervosa,

refractory pain, epilepsy, vegetative state and Alzheimer’s disease. Although the mechanism of DBS remains

unclear, DBS will become an important alternative therapy for most neuropsychiatric disorders in future.

Key words: deep brain stimulation (DBS); movement disorder; neuropsychiatric disorder; epilepsy; refractory pain;

vegetative state; Alzheimer’s disease
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