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Abstract: Streptococcus pneumoniae is a common opportunistic pathogen that can cause various
infectious diseases, including acute otitis media, bronchitis, sinusitis, community-acquired
pneumonia, septicemia, and purulent meningitis. Autophagy, a lysosome-dependent intracellular
degradation pathway, plays a dual regulatory role in both bacterial infection and host defense
against pathogens. During S. pneumoniae infection, host cells can activate xenophagy to eliminate
invading bacteria. However, this pathogen has evolved multiple evasion strategies, such as
interfering with autophagosome maturation, escaping autophagic encapsulation, and even hijacking
the autophagy pathway to promote intracellular survival and dissemination. Recent years have
witnessed significant progress in understanding the molecular mechanisms underlying the dynamic
interplay between S. pneumoniae and host autophagy systems during bacterial infection, yet a
systematic review synthesizing these findings remains unavailable. This review focuses on the
interaction network and key mechanisms of S. pneumoniae with host cell autophagy, aiming to
provide theoretical foundations and research perspectives for developing novel targeted therapeutic
strategies against S. pneumoniae infections.
Keywords: Streptococcus pneumoniae;
clearance; pathogenic mechanism
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