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Research on the Relationship Between Serum BNP Level and Subtypes of Acute Cerebral Embolism.

Wang Zhuoran, Zhou Ke, Deng

Yong. Neurology Department, the people's Hospital of Wuhan University , Hubei 430060 , China

Abstract Objective This paper summarized the different levels of serum BNP of CE and NCE, and was to assess the clinical sig-

nificance to identify the type of the cerebral infarction with serum BNP level. Methods 144 cases of acute cerebral infarction were select-

ed,of whom 45 were CE and 99 were NCE. These cases were in — patients of Neruology department, People’s Hospital of Wuhan University

from April 2009 to February 2010. In early morning of the first day and 2 weeks later, the serum BNP level was assayed. Results Serum

BNP level of CE was higher than the level of NCE, and the difference was significant. Conclusion Serum BNP level can serve as a clini-

cal serum mark to distinguish CE and NCE preliminary.
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Effect of 1,25 (OH) 2VitD,; Combined with Celecoxib on Sensitivity Increasing by 5 — FU Chemotherapy.
First People's Hospital of Hefei ,Anhui 230061 ,China
Abstract

Sun Genlin, Bao Yangyi. The

Objective To study the molecular mechanism of enhancing the sensitivity of 5 — FU chemotherapy by celecoxib (a spe-
cific COX-2 inhibitors) combined with 1,25 (OH),VitD, in the colon cancer cells. Methods The colon cancer cell lines HT29 were in-
tervented with one drug, two drugs and three drugs for 48h. Determination of MMP -7 and s — FasL titer was done through cell culture su-
pernatant by means of ELISA. After the determination of OD values was done by means of MTT, inhibition rates were calculated. Results

After HT29 cells were treated by one drug, two drugs and three drugs, the inhibition rate increased,and the concentration of MMP -7

and s — Fas decreasing was observed (P <0.05 or P <0.01). Conclusion The molecular mechanism of enhancing the sensitivity of
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