基于Pubmed的文献整合服务系统
读者使用指南
在充分利用购买数据库资源的前提下，我馆与其他资源馆进行资源互补，极大的提高了用户外文文献的使用需求；此系统数据基于PubMed而建，其期刊资源范围广泛，包含了PubMed的所有文献，并与本馆购买的资源进行完美的整合，若检索到的文献属于本馆馆藏，那么将揭示本馆购买的期刊及文献链接。若是本馆馆缺的资源，由合作的图书馆通过馆际互借方式把全文传递到用户的邮箱里，来满足用户的科研需求。（当前合作馆为解放军医学图书馆与上海生命科学院图书馆）
一、系统的功能及特点：
1. 系统提供中英文互译检索功能，用户可输入中文关键词检索，方便实用。
2. 系统各用户馆通过与中心站点互签协议的方式获取该中心站点的资源，同时也可通过该中心站点的文献申请调度获取其他中心站点（如解放军医学图书馆、上海生命科学院图书馆）的资源，真正实现了一站式查询和获取资源的梦想。

3. 系统不受外部网络条件的限制，本地检索速度快，全文服务快捷、高效。PubMed提供的全文服务能满足用户的基本需求。

4. 系统提供免费及授权文献下载的便利，其他文献通过云端提交请求获取。
二、读者注册指南
登陆网址http://pubmed.bjmu.edu.cn
输入公共账号： bdly 密码： bdly123456进入公共账号登陆界面。如图：
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点击页面右上方“注册”，完整填写个人真实信息（标“*”为必填项）后提交，等待管理员审核。如图：
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三、读者使用指南
注册用户被管理员审核通过即可登录系统使用，登录网址：http://pubmed.bjmu.edu.cn，输入注册的用户名、密码即可进入系统检索和申请文献。

1．如何检索
普通检索：

此系统提供的普通检索模式与PubMed的检索策略一致，PubMed的所有检索策略均可使用，检索结果与pubmed结果一致。
高级检索：包含字段限定、布尔逻辑组配
2．检索结果的过滤

检索结果可根据需要选择：结果排序、文献分类、出版时间、出版类型、出版语言、馆藏资源等过滤，来精炼检索结果。如图：
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1. Exposure assessment suggests exposure to lung/eancer carcinogens in a painter working in an automobile
‘bumper shop.

‘Boowook KimJin-Ha Yoon;Byung-Soon Choi;Yong Chul Shin
Saf Health Work. 20137 4% 4216207

2, Targeting RANKL may help reduce spread of lung cancer to bone.
Bonekey Rep. 201352838110

3. Docetaxel and Cisplatin regimen for non-small-cell lung eancer.
Jessie Yang;Dominic A Solimando;J Aubrey Waddell
Hosp Pharm. 2013 488 7Mi5507




3．如何获取全文

A 在检索结果里，点击所需要的文献标题进入文献获取界面，有授权及免费期刊链接的点击[image: image4.png]


 文献链接 可直接打开全文；
[image: image5.png]ERM proteins in cancer progression.
-0 Cell Sci 22014 Bra2y M:Pra Wia6775

XwktE#: Jarama Clucas;Ferran Valderrama

S FT: Members of the ezrin-radixin-moesin (ERM) family of proteins are involved in multiple aspects of cell migration by acting both as
crosslinkers between the membrane, receptors and the actin cytoskeleton, and as regulators of signalling molecules that are implicated in cell
adhesion, cell polarity and migration. Increasing evidence suggests that the regulation of cell signalling and the cytoskeleton by ERM proteins is
rucial during cancer progression. Thus, both their expression levels and subcellular localisation would affect tumour progression. High expression
‘of ERM proteins has been shown in a variety of cancers. Mislocalisation of ERM proteins reduces the ability of cells to form cell-cell contacts and,
therefore, promotes an invasive phenotype. Similarly, mislocalisation of ERM proteins impairs the formation of receptor complexes and alters the
transmission of signals in response to growth factors, thereby facilitating tumour progression. In this Commentary, we address the structure,
function and regulation of ERM proteins under normal physiological conditions as well as in cancer progression, with particular emphasis on
cancers of epithelial origin, such as those from breast, lung and prostate. We also discuss any recent developments that have added to the
understanding of the underlying molecular mechanisms and signalling pathways these proteins are involved in during cancer progression.
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B不是免费文献，可点击“馆际互借”申请全文，“填写申请单”。
注：个人注册用户自动读取姓名、邮箱等信息，无须手工填写。
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