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[Abstract] Objective To explore the effect of NAD" treatment for AIS in the mouse model of transient
focal brain ischemia(tMCAQ). Methods Animals was divided into control group, sham group, tMCAQ group
and tMCAO + NAD" group. tMCAOQO model was generated by nylon suture method. We built the tMCAO +
NAD" group by the intra-peritoneal injection NAD" 50 mg/kg immediately after reperfusion. The behaviour
was quantified 48hours later. HE-staining was performed to compared pathological changes and infarct vol-
umes by, meanwhile, nissl staining was used to detect the Nissl changes. Results Compare to the sham
group, 48hours after ischemia, severe damages were determined in tMCAQ group, including pathological
changes, increasing infarct volumes, decreaseing of neurones and Nissl signals. compared to the the tMCAO
group, the tMCAO + NAD" group had significant decreases of infarct volumes(P<C0.01), less neurological
deficits(P<C0. 05) and more neurones and the Nissl signals. Conclusion Our study indicated the protective ef-
fort of NAD" for brain after transient middle cerebral artery occlusion.
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[Abstract] Objective To study relationship between the level of serum IGF-1 in elderly patients with
type 2 diabetes mellitus combined with acute cerebral infarction, neurological function and carotid artery
plaque. Methods 60 elderly patients with type 2 diabetes mellitus combined with acute cerebral infarction trea-
ted in our hospital were selected as the research object from June 2014 to October 2015. According to the se-
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