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Abstract

The widespread use of antibiotics and vaccines has reduced the incidence and mortality of Strepto-
coccus pneumonia, yet, pneumococcal disease remains a common cause of infection and death in
children under 5 years old. Studies related to the immune defense of the complement system
against streptococcus pneumoniae are numbered, and show that pneumococcal surface proteins
play an important role in limiting complement mediated opsonization and phagocytosis of the im-
mune system. This review focuses on the mechanism of Streptococcus pneumoniae surface proteins
evading the immune response mediated by the complement system, providing a reference for the
future related research.
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