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Treatment advances of vancomycin resistant enterococci
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[ Abstract] Since its discovery in 1986, vancomycin-resistant enterococcus (VRE) has increasingly become a major nosocomial
pathogen worldwide. Typical clinical manifestations include bacteremia, endocarditis, intra-abdominal and pelvic infections, urinary
tract infections, skin and skin structure infections, and, rarely, central nervous system infections. VRE infections continue to be a clinical
challenge despite the advent of new therapeutic agents. Understanding VRE epidemiology, transmission and risk factors for colonization and
infections are keys to its prevention. The epidemiology, risk factors, mechanism of action, advances of drug treatment of VRE and infection
control strategies were reviewed in this article.
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