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Bacterial strategies for overcoming the defense of host cells
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Abstract: The complex interactions between pathogen and the host cause humans' or animals'
diseases. The interactions can result in different levels of the host's damage in the cells, tissues and
organs. On the one hand, the pathogenicity and virulence of pathogenic bacteria are depended on
the pathogen; on the other hand, they are associated with host factors and the interactions between
pathogen and the host. Combining Streptococcus suis, in the aspects of adhesion and colonization,
invasion, evasion and spread, bacterial strategies for overcoming the defense of host cells were
summaried.
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Fig. 1 Bacterial defence against phagocytesm
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Note: D: Bacterial defense against phagocyte engulfment
include the induction of programmed cell death. @: Inhibi-
tion of uptake by translocated effector proteins. @®: Effector
proteins can also be used to down-regulate other host cell
nuclear responses. @—®): Should phagocytosis occur, bac-
teria can escape from the endosome into the host cytosol or
interfere with endosomal trafficking as well as maturation of
the phagosome and the subcellular localization of defense
factor.
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