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[ Abstract] Objective To observe any effect of low-frequency transcranial magnetic stimulation (rTMS) on
the sleep and mood of elderly insomniacs. Methods  Thirty-four elderly insomniacs were divided randomly into an
experiment group (n=18) and a control group (n=16). The experiment group received rTMS of the right dorsolateral
prefrontal cortex, while the control group was given alternating magnetic field stimulation at the same site. Before and
after 4 weeks of the treatments, all of the subjects were assessed using the Pittsburgh sleep quality index (PSQI) , the
Hamilton anxiety scale (HAMA) and the Hamilton depression scale (HAMD). They were also assessed with those
instruments omitting the sleep items in order to reduce the possible impact of any sleep changes on the HAMA and
HAMD scores. Results Before the treatment there were no significant differences in the groups’ average PSQI,
HAMA and HAMD scores. After 4 weeks all the measurements in both groups had decreased significantly, with the
experimental group’s averages significantly lower than those of the control group. Conclusions 1TMS treatment is
more effective than alternating magnetic field treatment for the elderly with insomnia, significantly improving their
sleep and mood.

[Key words]  Elderly; Insomnia; Transcranial magnetic stimulation;  Alternating magnetic fields;
Prefrontal cortex
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Oral anticoagulation after intracerebral hemorrhage

BACKGROUND AND OBJECTIVE Studies have shown that intracerebral hemorrhage (ICH) accounts for 10 to 20% of all acute ce-
rebrovascular events, as well as a significant amount of stroke related disability and mortality. Studies have also demonstrated that oral antico-
agulation treatment (OAT) is associated with an increased risk of ICH. This study was designed to determine whether the resumption of OAT
after an ICH is associated with long-term outcome.

METHODS Data were analyzed from three, large studies of intracerebral hemorrhage, including RETRACE, OAT-ICH and ERICH. In
all studies, adult patients diagnosed with ICH had been taking OAT at the time of the hemorrhage as a treatment for atrial fibrillation (a-fib).
All subjects were followed by phone interviews for up to one year for OAT resumption, mortality, modified Rankin scale scores (mRS) and
new stroke events.

RESULTS Data were analyzed for 1,012 survivors. Anticoagulation was resumed in 178 of 633 of those with non-lobar ICH (28% ) and
86 of 379 of those with lobar (23% ) ICH. There was no significant association between OAT resumption and early mortality for either non-lo-
bar or lobar ICHs. The resumption of OAT was associated with a decrease in all-cause mortality (P=0.002) , all-cause stroke (P=0.003) ,
ischemic stroke (P=0.002) and a good outcome (scores of zero to three) on the mRS (P<0.0001).

CONCLUSION This study of patients with intracerebral hemorrhage, each taking oral anticoagulants for atrial fibrillation, found that
the resumption of oral anticoagulants was associated with decreased mortality and improved functional outcome.

[ % A :Biffi A, Kuramatsu JB, Leasure , et al. Oral anticoagulation and functional outcome after intracerebral hemorrhage. Ann Neurol

2017, 82(5) : 755-765.])



