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Abstract

Helicobacter pylori (H. pylori) plays an essential
role in the development of various gastroduode-
nal diseases, such as chronic superficial gastritis,
peptic ulcer, gastric mucosa associated lymphoid
tissue (MALT) lymphoma, and gastric adenocar-
cinoma. The diverse clinical outcomes after H.
pylori infection are partly attributable to various
H. pylori virulence factors. These virulence fac-
tors can act at different stages of infection, in-
cluding (1) establishing successful colonization;
(2) evading the host's immune system and (3) in-
vading the gastric mucosa. In this paper, we re-
view the recent advances in research of H. pylori
virulence factors associated with the pathogenic
process of H. pylori infection.
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bk B e R 2B I XU, R, AR A4S
P55 i R X HTEA R MvacA iKY 5 9%
93 298 A PRI A S MESS) vac A LI Bk feAE—
AP AR DG I — B R XA DX, A7AE T
mX 2 [8], 43 Ad1(JGH ) FId2(F£71.69-81 bpiik
). U7 NHEhd 2 T R 4 A ) v AU
DN 255 SR, JLT- BT IR 4R 0 AR 143 s 1/
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