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Evasion of anti-infectious immunity by Brucella - A review

.o *
Wurong Quan, Yongjie Yang
Agricultural College of Yanbian University, Yanji 133002, Jilin Province, China

Abstract: Brucellosis, caused by Brucella species, is a worldwide zoonosis. As facultative intracellular pathogens,
Brucella possess non-classical virulence factor, but its virulence is very powerful and can elicit chronic infections of
both animals and humans. Evasion of host anti-infectious immunity is a prerequisite for chronic infections, this ability
appears increasingly crucial for Brucella virulence. As successful pathogens, Brucella can escape or suppress innate
immunity and modulate adaptive immunity to establish long lasting infections in host cells. In this review, we address
the molecular mechanisms of Brucella to evade anti-infectious immunity. This will shed new insights on Brucella
virulence and will, potentially, open new prophylactic avenues.

Keywords: Brucella, innate immunity, adaptive immunity, evasion
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