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[ Abstract)
(MS) on astrocyte migration and its related mechanism. Methods Cultured astrocytes were treated with intermit-
tent MS with intervals of 1, 5 and 10 seconds. The PEA-15 inhibitor Bisl (10 pmol/ml) and the ERK1/2 inhibitor

U0126 (10 wmol/ml) were administered and cell migration assays evaluated the astrocytes’ migration. The expression

Objective  To examine the effect of the inter-stimulus interval (ISI) in magnetic stimulation

of phosphorylated ERK1/2 and PEA-15 was detected using Western blotting. Results The 1 second interval signifi-
cantly facilitated astrocyte migration, the phosphorylation of PEA-15 and ERK1/2, and the expression of MMP-9
(browse matrix metalloproteinase-9). The addition of Bis I significantly reduced the production of phosphorylated
ERK1/2 and MMP-9, as well as astrocyte migration induced by MS. In addition, pretreatment with U0126 also signif-
icantly decreased the astrocyte migration induced by MS. Conclusion 1s-ISI MS can induce PEA-15 activation and
subsequently lead to ERK1/2 phosphorylation and upregulation of MMP-9, which may contribute to the migration of
astrocytes.
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4 R R E i S
Transcranial direct current stimulation for post-stroke dysphagia

BACKGROUND AND OBJECTIVE Oral pharyngeal dysphagia (OD) has been reported in 20% to 81% of patients after stroke. As
transcranial direct current stimulation (tDCS) has been found to enhance brain plasticity, this study examined the effects of this intervention
on patients with OD after stroke.

METHODS Subjects were patients hospitalized for acute ischemic stroke who demonstrated dysphagia at admission screening. Of those
screened for participation, 60 were identified and randomized to receive either 20 minutes of active tDCS or a sham tDCS over the center of
the motor cortical swallowing network onfour consecutive days. The subjects were evaluated before and after this intervention with the Fiberop-
tic Endoscopic Dysphagia Severity Scale (FEDSS) and by clinical assessment.

RESULTS Scores on the FEDSS significantly improved from baseline to postintervention in both groups. More patients in the active
group improved by one or more points on the FEDSS than in the sham group (83.3% vs 36.7% ; P<0.0005). In addition, the active treat-
ment group showed greater improvement in all secondary swallow outcomes, including the Dysphagia Severity Rating Scale (P=0.001) and
the FEDSS (P=0.04). Pneumonia was identified in 53.3% of the sham group and 37.9% of the active treatment group, although this differ-
ence failed to reach statistical significance.

CONCLUSION This study of patients with stroke related dysphagia found that transcranial direct current stimulation can accelerate the
recovery of swallowing.

[ 5 H : Suntrup-Krueger S, Ringmaier C, Muhle P, et al. Randomized trial of transcranial direct current stimulation for post-stroke dys-

phagia. Ann Neurol, 2018, 2, 83(2) :328-340.]



