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Atorvastatin Inhibits Inflammation and Increases Serum Level of VEGF in Acute Cerebral Infarct.

Inner Medcine, Chongqing Red — Cross Hospital ,Sichuan 400025 ,China

Xie Jing ,Wei Youdong. Department of

Abstract Objective To investigate the effect of atorvastatin influences on serum level of VEGF, IL — 1B and TNF - « in acute
cerebral infarct patients,and to study neuroprotection mechanism of atorvastatin for acute cerebral infarct. Methods Acute cerebral in-
farct patients were divided into control group and atorvastatin treatment groups(low — dose group, high — dose group). The clinical meas-
urement was introduced by Neurological deficiency score and Activity daily living. Serum level of IL - 18, TNF - « and VEGF was meas-
ured by enzyme linked immunosorbent assay. Results After atorvastatin treatment, serum level of IL — 18 and TNF — « decreased and
the expression of VEGF increased in acute cerebral infarct patients. These indicators changed significantly after one week treatment in Low
— dose group (P <0.05), after three day treatment in high — dose group (P <0.01). Conclusion Atorvastatin can restrain the expres-
sion of IL - 18 and TNF — a and increase the expression of VEGF in acute cerebral infarct patients. Atorvastatin can enhance recovery of
vascular cognitive impairment to protect neural function by restraining neuroinflammation.
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