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Progress in effect of nanoparticles on cardiovascular system
and their mechanism

ZHOU Wei, LI Yan-bo, GUO Cai-xia
( School of Public Health, Capital Medical University, Beijing 100069, China)

Abstract. With the appearence in large numbers and wide use of nanomaterials, the chance of human exposure to
nanomaterials is greatly increased, such as environmental, occupational or iatrogenic exposure, posing a potential hazard
to human health. More and more epidemiological studies have confirmed that nanoparticle exposure is closely related to
the occurrence and development of cardiovascular diseases. Therefore, research on the cardiovascular systemic toxicity
of nanoparticles has received much attention. Much work has been done by scholars involving cells, animals and epidemi-
ology, and some proress has been made. This paper briefly overviews the progress achieved in the cardiovascular
systemic toxicity induced by nanoparticles.
Key words: nanoparticle; ultrafine particle; cardiovascular system; toxicity

Foundation item: The project supported by National Natural Science Foundaiton of China(81102095)
Corresponding author. GUO Cai-xia, E-mail. guocx@ccmu. edu. cn, Tel: (010)83911774

(ks H . 2012-07-02  #:3Z H . 2013-01-21)
(A4 I+ I0)



