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[ Abstract] Objective To explore the effect of leptin on neurorehabilitation and on the expression of dopa-
mine receptor D2 (Drd2) and cytosolic phospholipase A2 (¢PLA2) in the cerebral cortex after convulsive brain in-
jury. Methods Five-day-old Sprague-Dawley rats were randomly assigned to a control group (CONT) , a leptin
injection control group (Leptin) , a seizure group ( RS) , or a seizure with leptin injection group ( RS+Leptin). The
rats in the RS group and the RS+Leptin group were injected intraperitoneally with lithium chloride (5 mEq/kg) and
pilocarpine (320 mg/kg) on day 6, and then scopolamine methyl chloride (1 mg/kg) 30 minutes later to block the
peripheral effect of pilocarpine. The animals in the Leptin and RS+Leptin groups were then given leptin (4 mg/kg,
i.p.) injections daily from days 8 to 14. The animals’ plane righting reflex and negative geotaxis reaction reflex were
observed on day 23. The open field test was performed on D30. Real-time reverse-transcription polymerase chain re-
actions ( RT-PCRs) were used to detect the expression of Drd2 and ¢PLA2 mRNA in the rats’ cerebral cortexes on
day 34. Results There were significant differences in the plane righting times and negative geotaxis reflexes a-
mong the four groups, with those in the RS and RS+Leptin groups significantly longer than among the controls. Both
reflexes were significantly quicker in the RS+ Leptin group than in the RS group. There were also significant

differences in the locomotor scores in the open field test among the four groups, with the average scores in the RS
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and RS+Leptin groups significantly higher than in the other two groups. The RS+Leptin group’s average was signifi-

cantly higher than that of the RS group. The expression of Drd2 was significantly higher in the leptin, RS and leptin

+RS groups than in the control group, and that of the RS and leptin+RS groups was significantly higher than that of

the Leptin control group. The expression of ¢PLA2 in the Leptin and RS groups was significantly higher than in the

CONT group, while that of the RS+ Leptin group was significantly lower than in the Leptin and RS groups.

Conclusions Leptin has a neurorehabilitation effect on the behavioral impairment caused by seizures, at least in

neonatal rats. lts neuroprotective mechanism may be related to the regulation of Drd2-mediated cPLA2 expression in

the cerebral cortex.

[ Key words] Seizures; Leptin; Neurorehabilitation;

Cytosolic phospholipase A2
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Cardiac output and cerebral perfusion after a stroke

BACKGROUND AND OBJECTIVE Restoring penumbral perfusion is the key therapeutic target in patients with acute ischemic
stroke. In cases of insufficient or unsuccessful vessel recanalization, maintaining normal to higher mean arterial pressure (MAP) is an ac-
cepted goal. MAP is expected to improve cerebral perfusion (CP), as constant cerebral blood flow (CBF) is maintained over a wide range of
MAP due to vessel autoregulation. This study assessed to relationship between CP and CO.

METHODS Subjects were ten consecutive inpatients with a large ischemic stroke in the middle cerebral artery (MCA) territory. Symp-
tom severity was assessed using the the National Institute of Health Stroke Scale (NIHSS) and the modified Rankin Scale (mRS) on admis-
sion and at discharge. Following hemodynamic baseline measurements, all patients were monitored with transcranial color-coded duplex
sonography (TCCD) and transcranial perfusion sonography (TPS). Cerebral perfusion was assessed by transcranial color-coded duplex and
transcranial perfusion sonography. Time-to-peak (TTP) values of defined regions of interest (ROI), as well as hemodynamic parameters,
were assessed, including MAP and cardiac index (CI).

RESULTS The analyses of CI and MAP levels, TTP and MCA velocity revealed highly significant inverse correlations of CI and TTP in
the affected and unaffected basal ganglia ( P<0.001) and (P<0.0001), respectively.

CONCLUSION This study of patients with acute ischemic stroke suggests that the cardiac output may be more relevant than mean arte-
rial pressure as a guide while optimizing cerebral penumbral perfusion.

[ 4% B :Fuhrer H, Reinhard M, Niesen WD, et al. Paradigm change cardiac output better associations with cerebral perfusion than blood
pressure in ischemic stroke. Front Neurol, 2017, 22; 8(706).]

Transcranial magnetic stimulation for the elderly with cognitive impairment

BACKGROUND AND OBJECTIVE Medications to improve cognitive impairment among patients with Alzheimer’s Disease include
acetylcholinesterase inhibitors and N-Methyl-D aspartame receptor antagonists. However, these drugs often have only limited and transient
effects. As recent studies have suggested that repetitive transcranial magnetic stimulation (¥TMS) may be effective for improving cognition in
older adults, this systematic review and meta-analysis was designed to clarify the efficacy of this treatment modality for patients with mild cog-
nitive impairment.

METHODS After completing an extensive medical literature search, the authors identified 13 published studies of which 9 were ran-
domized controlled trials. From these, 7 parallel-group randomized controlled trials with complete outcome data were used for the final analy-
sis. Most of the subjects had mild to moderate cognitive impairment at the onset of the trials.

RESULTS Subjects included elderly patients with cognitive impairment, with 107 in the active and 87 in the sham treatment. The most
common target of the rTTMS was the dorsolateral prefrontal cortex. With sessions ranging from 1-30 per study treatment, and most including
five sessions per week, those treated with rTMS were found to have a moderate improvement in cognition ( P=0.01). No serious side effects
were reported in the studies.

CONCLUSION This study found that high frequency repetitive transcranial magnetic stimulation may improve cognition among elderly
patients with mild to moderate cognitive impairment.

[ #% H : Cheng CPW, Wong CSM, Lee KK, et al. Effects of repetitive transcranial magnetic stimulation on improvement of cognition in

elderly patients with cognitive impairment ; a systematic review and meta-analysis. Int J Geriatr Psychiatry, 2018, 33: el-el3.]



