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[ Abstract)

tion of neural stem cells (NSCs) in rats after middle cerebral artery occlusion (MCAQO).

To study the effect of hyperbaric oxygen (HBO) on the proliferation and differentia-
Methods
dult, male, Sprague-Dawley rats were randomly divided into a control ( CON) group, a hyperbaric air ( HBA)

Objective

Seventy-two a-

group, a normobaric oxygen (NBO) group and a hyperbaric oxygen (HBO) group. All were subjected to MCAO.
Rats in the CON group did not receive any treatment; those in the other groups were treated with HBA, NBO or HBO
daily beginning 2 hours after the operation. Western blotting was applied to detect the expression of nestin, MAP2
and GFAP at 2, 3, 7 and 14 days after the MCAO. Results
cantly higher than in the other groups on the 3rd, 7th and 14th days. It peaked at day 3 but remained high until day

The expression of nestin in the HBO group was signifi-

14. Similarly, expression of MAP2 was significantly higher than in the other groups at least until day 14. GFAP ex-

pression was significantly lower than in the other groups. Conclusion HBO can increase neural stem cell prolifera-

tion and neuronal differentiation, and inhibit the proliferation of astrocytes.
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Subthalamic deep brain stimulation and cognition in parkinson’s disease

BACKGROUND AND OBJECTIVE While bilateral, subthalamic deep brain stimulation (STN DBS) is an established treatment for
motor symptoms of Parkinson’s disease (PD) , the effect of this intervention on cognition remains controversial. This study assessed the effect
of this treatment on cognition within the first six months post-surgery.

METHODS This prospective study included patients with PD who underwent bilateral STN DBS implantation, and were followed for at
least 36 months after surgery. Before and after surgery, all patients were assessed with the Unified Parkinson’s Disease Rating Scale
(UPDRS) , for levodopa equivalent daily dose (LEDD) and with neuropsychological testing. Global cognitive function was assessed using the
Mini Mental Status Exam (MMSE). Patients were excluded if they had a preoperative MMSE score of less than 25, a repositioning of elec-
trodes within three years, staged bilateral surgery or missing follow-up MMSE scores.

RESULTS Thirty-six patients were enrolled. The mean change in MMSE scores from baseline to six months was greater than the change
from six months to 36 months (P =0.015). Baseline LEDD (P =0.005) and the axial subscore of the off-UPDRS motor score (P =0.023)
were significantly related to the change in MMSE score during the first six months.

CONCLUSION This study of patients with Parkinson’s disease, undergoing sub-thalamic deep brain stimulation, found a rapid decline
in global cognitive function six months after surgery as compared to the period of six months to three years.

[#% H :Kim H, Jeon BS, Yun JY, et al. Initial cognitive dip after sub-thalamic deep brain stimulation in Parkinson’s disease. J Neu-
rol, 2013, 260 2130-2133. ]
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