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[ Abstract)
mitochondria of dopaminergic neurons using a 1-methyl-4-phenyl-1, 2, 3, 6-tetrahydropyridine ( MPTP ) -induced
Methods

ther a normal control group ( treated with a 30 ml/kg intraperitoneal injection of physiological saline once a day) , a

Objective  To investigate any neuroprotective effect of hyperbaric oxygenation (HBO) on the

mouse model of Parkinson’s disease. Forty-eight male SPF C57BL/6 mice were randomly assigned to ei-
model group (treated with a 30 mg/kg intraperitoneal injection of MPTP once a day) or an HBO therapy group ( trea-
ted with a 30 mg/kg intraperitoneal injection of MPTP and HBO once a day). The expression of tyrosine hydroxylase
(TH) protein, PINKI protein and caspase-3 in brain tissue was measured using immunohistochemistry and Western
Results

were significantly lower in the neurons of the substantia nigra in the model mice. HBO therapy upregulated the expres-

blotting assays. Compared with the control group, the expression levels of TH protein and PINK1 protein
sion of TH and PINKI1 protein. Compared with the control group, the average level of caspase-3 protein in the neurons
of the substantia nigra in the model mice was significantly higher. HBO therapy downregulates the expression of
caspase-3 protein. Conclusions HBO can protect mitochondria and inhibit apoptosis of dopaminergic neurons in
the substantia nigra of brains with ( MPTP-induced) Parkinson’s disease by upregulating the expression of PINK1 pro-
tein and TH protein, and downregulating the expression of caspase-3 protein.
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Transcranial magnetic stimulation and motor function after stroke
BACKGROUND AND PURPOSE': Repetitive transcranial magneticstimulation (rTMS) is a noninvasivemethod which modulates cor-

tical excitability with several studies suggesting that this intervention may affect motor function after stroke. This meta-analysis reviewed the
effects of *TMS on upper limb recovery and cortical excitability in patients with stroke. METHODS: We searched for randomized controlled
trials published between January 1990 and October 2011 in PubMed, Medline, Cochrane, and CINAHL using the following key words:
stroke, cerebrovascular accident, and repetitive transcranial magnetic stimulation. The mean effect size and a 95% CI were estimated for the
motor outcome and motor threshold using fixed and random effect models. RESULTS: Eighteen of the 34 candidate articles were included in
this analysis. The selected studies involved a total of 392 patients. A significant effect size of 0.55 was found for motor outcome (95% CI,
0.37 -=0.72). Further subgroup analyses demonstrated more prominent effects for subcortical stroke ( mean effect size, 0.73; 95% CI,
0.44 -1.02) or studies applying low-frequency rTMS (mean effect size, 0.69; 95% CI, 0.42 -0.95). Only 4 patients of the 18 articles
included in this analysis reported adverse effects from rTMS. CONCLUSIONS ; rTMS has a positive effect on motor recovery in patients with
stroke, especially for those with subcortical stroke. Low-frequency rTMS over the unaffected hemisphere may be more beneficial than high-
frequency r'TMS over the affected hemisphere. Recent limited data suggest that intermittent theta-burst stimulation over the affected hemi-
sphere might be a useful intervention. Further well-designed studies in a larger population are required to better elucidate the differential roles
of various r'TMS protocols in stroke treatment.

[#% A :Hsu W, Cheng CH, Liao KK, et al. Effects of Repetitive Transcranial Magnetic Stimulation on Motor Function in Patients with
Stroke: A Meta-Analysis. Stroke,2012,43. 1849-1857. ]

Depression after spinal cord injury
OBJECTIVE ; Depressive symptoms after spinal cord injury (SCI) are thought to be prevalent, with estimates ranging from 7-31% .

This study examined the incidence and time course of depressive symptoms among patient with SCI, and their association with other clinical
features of the injury. METHODS :This prospective study included 130 patients hospitalized for traumatic SCI. The subjects were assessed
for depression, neurologic impairment, pain, patient rated affective disorders, activities of daily life and the use of antidepressant medica-
tions. SCI was categorized using the American Spinal Injury Association Impairment Scales. The patients were assessed at one, three, six
and 12months after traumatic SCI. Depressive symptoms were quantified using the Beck Depression Inventory (BDI) , with the severity of de-
pression tracked over time. RESULTS: At one month, 38% of the patients had mild, six percent moderate and two percent severe depressive
symptoms. After three and six months, 72% had no depression, 24% showed mild depression, four percent moderate depression and one
percent severe depression. Forty-five percent of the patients were treated with antidepressants at any time during the study period. The level
of injury did not influence scores on the BDI. Compared with historic data from patients hospitalized with stroke, multiple sclerosis, amyotro-
phic ateral sclerosis or whiplash injury, the level of depression in the SCI group was generally lower. CONCLUSION : This study of patients
with traumatic SCI found that the prevalence of severe depression is low, with most patients experiencing no clinical depression after injury.

[ ## B : Hassanpour K, Hotz-Boendermaker S, Dokladal P, et al. Low Depressive Symptoms in Acute Spinal Cord Injury Compared to
Other Neurological Disorders. J Neuro,2012, 259 1142-1150. ]
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