P74

Peri-lead idiopathic delayed-onset bilateral edema after implantation of deep brain
stimulation in a GBA mutation carrier: a case report
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Peri-lead idiopathic delayed-onset edema (IDE) is a self-limiting edema along a single intracranial
lead, occurring > 72 h after surgery in the absence of trauma that could rarely complicated deep
brain stimulation (DBS) implantation for Parkinson’s disease (PD) treatment [1]. No risk factors for
IDE predisposition have been identified and switching-off the stimulation has been proposed as the
safest managing options for IDE [1-2]. We report the case of a 39-year-old male carrying a GBA
genetic mutation (G202R) with an early onset of tremor dominant PD who underwent the DBS
intervention and a few days later developed symptomatic and bilateral synchronous edema along
the leads. Due to the presence of severe parkinsonism, stimulation was switched on the 16th day
after implantation once measured normal impedance values even though the edema was still
present, with a satisfactory improvement on motor symptoms. According to the literature, G202R
mutations have been associated with a subtype of Gaucher Disease [3] characterized by nonimmune
hydrops with abnormal nonimmune interstitial fluid collections [4]. Regarding the absolute rare
incidence of bilateral and synchronous IDE, we assumed a possible correlation between genotype
variants of GBA mutation and the predisposition to the occurrence of IDE [5-6-7].
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