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Medication after deep brain stimulation operation in Parkinson’s disease

\ Chen Ling
(Department of Neurology,The First Affiliated Hospital ,Sun Yat-sen Universtity)

[ Abstract }Medication should be combined with programming in patientsAwith Parkinson’s disease after deep brain stimulation (DBS)
surgery. This article summarizes postoperation medication from less than one year to fifteen years in Parkinsonian patients receiving

DBS. Levodopa equivalent daily dosage(LEDD) should be reduced in controlling motor symptoms. Drugs used to improve non—motor

symptoms might be similar with that preoperation.
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