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Correlation of Adiponectin and Hs — CRP with the Prognosis of Acute Cerebral Infarction. Chen Lindi, Kou Xuelian, Tang Weiguo, et
al. Department of Neurology ,Zhoushan Hospital , Zhejiang 316004 ,China

Abstract Objective To investigate the correlation of adiponectin and high — sensitivity CRP( Hs — CRP) with the prognosis of a-
cute cerebral infarction. Methods Totally 147 cases of acute cerebral infarction were divided into big, middle, small groups on the basis

of cerebral infarction volume,the volume was calculated according to the DWI of head MRI. The levels of APN and Hs — CRP before and

e BH ST A R RN (2011A06)
VB BN 316004 W VLA S Ll B e 4 28 N B

-85 -



J Med Res,Jun 2015,Vol. 44 No.6

7,14 days after treatment were measured . The NIHSS, BI scores were evaluated, and the results were carried on the comparative analysis
of groups APN and Hs — CRP changes and NIHSS, BI scores. Results When the infarction volume increased, the levels of APN de-
creased and recovered gradually after treatment. Hs — CRP is the opposite. When the infarction volume increased, NIHSS score gradually in-
creased and Bl score decreased, NIHSS score decreased and Bl score increased significantly after treatment. When the infarction volume
increased, the levels of APN and BI score decreased , while Hs — CRP and NIHSS score increased. APN levels were negatively correlated
with NIHSS score. APN levels were positively correlated with BI score, hs — CRP levels were positively correlated with NIHSS score, and

hs — CRP was negatively correlated with Bl score. Conclusion The level of APN, hs — CRP was closely correlated with the severity of

cerebral infarction. Determination of APN and Hs — CRP level regularly is very valuable to assess the prognosis of cerebral infarction.

Key words Acute cerebral infarction; Adiponectin; Hs — CRP
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