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Protection Effect of Cilostazol on Cerebral Ischemia/reperfusion in Rats via P38 MAPK Pathway. Lan Linyou, Hong Xiping, Cai Yuan-
hui. The Fifth Affiliated Hospital of Wenzhou Medical University, Zhejiang 325000, China

Abstract Objective To elucidate the anti — apoptotic protection and the mechanism of cilostazol on focal cerebral ischemia/reper-
fusion (I/R) in rats. Methods Seventy — five healthy male SD rats were divided into five groups (n =15) for experiments: sham — op-
erated group, ischemia/reperfusion (1/R) group, the low dose cilostazol (10mg/kg) group, the middle dose cilostazol (20mg/kg) group
and the high dose cilostazol (40mg/kg) group. The neurofunction was measured by Longa EZ method. The Tunel test kit was used to ex-
plore the cellular apoptosis in hippocampus. The expression of caspase —3, MAPKs, p - P38, p - ERK and p - JNK were detected by
western blot. Results As compared with the sham — operated group, the score of neurofunction and apoptotic cells in I/R group was in-
creased statistically. The score of neurofunction and apoptosis rate in each cilostazol group was lower than that of I/R group. Compared
with the I/R group, the expression of caspase —3 and p — P38 was down — regulation in cilostazol group in a dose — dependent manner.
Conclusion Cilostazol has certain neroprotective effect in rats after ischemia/reperfusion injury, which may be related to down - regula-
tion of the level of P38 MAPK pathway.
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Analysis of Ectopic Pregnancy after in vitro Fertilization and Embryo Transfer. Zhou Yan, Guo Yinhua, Wang Huihong, et al. Hang-
zhou First People's Hospital , Zhejiang 310006 ,China
Abstract Objective A total of To investigate the incidence of ectopic pregnancy and influential factors of ectopic pregnancy in

women with in fresh and cryopreservation thawed embryo transplantation after in vitro fertilization (IVF) or intracytoplasmic sperm injection
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