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Study advance to fetal sudden death in the late trimester in intrahepatic cholestasis of pregnancy
TAN Da- yong, JIAN Li, WU Wei — xin
Depriment o obstetrics, chongqing medical unwersity first clinical college (400016)
ABSTRACT: Fetal sudden death in the late trimester in intrahepatic cholestasis of pregnancy( ICP) is hard to anticipate and monitor, there-
fore with high risk. T’ s mechanism is still unkown. The mian research direction nowadays is the influence to the placenta and the damnification to
the fetal because of the high serum bile acid level in the pregnant woman and fetal. Especailly a series of researches on the bile acid impairing

cardiomyocyte function have proved the cytotoxiy of bile acids to the fetal heart is the vital factor that leads the sudden death of fetal.
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Progress in Studies of the Anti— inflamatory effect of Erythropoietin
WANG Wei, XIAO Ying - bin
Department ¢ Cardiovascuar Surgery, Xingao Hospital, Third Military Medical University, Chongqing 400037, China

ABSTRACT: Erythwopoietin, the principal regulator of erythroids progenitor cells, is widely used to treat anemia caused by many diseases.
In recent researches, EPO has been proved to have many different non— hematopoietic biological effects, in which the arti— inflammatory effect of
EPO has drawn much attertion from the researchers. However, the mechanism of this effect is sill unclear. This paper reviewed the anti— inflam-
matory effect of EPO and is potential mechanism, and previewed the prospect of the clinical application of EPO.
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