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[ Abstract ]

Endometriosis( EMS) is one of the commonest gynecologic diseases with increasing incidence rate

year by year. It causes dysmenorrheal, abnormal uterine bleeding, infertility and so on. These disease seriously affect
women's health and life quality. Many researches have been made about its mechanism, especially, the mechanism of
NF-kBp65 in endometriosis. However, the mechanism of NF-kBp65 has not been fully elucidated and endometriosis

is lack of effective treatment methods. Here we summarize the mechanisms of NF-kBp65 in endometriosis, which is
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helpful for promoting its research and application.
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Research advances of target-controlled infusion analgesia L/ Yang, PENG Dan-hui, HUANG Bing,et al. De-
partment of Anesthesiology , the Tumor Hospital of Guangxi Medical University, Nanning 530021, China

[Abstract] The definition of target controlled infusion( TCI) is that of a computer-assisted intravenous admin-
istration of drugs for induction and maintenance of general anesthesia. Since few years, TCI -devices are available for
using in the postoperative analgesia. The purpose of this review is to summarize recent studies about TCI and reveal
its advantage in analgesia.
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