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[ Abstract] Pneumocystis carinii is an opportunistic fungus, which can cause Pneumocystis pneumonia
(PCP) in humans. It is a common disease in patients with immune deficiency such as acquired immune
deficiency syndrome (AIDS), organ transplantation, tumor radiation and chemotherapy. Although impaired
immune function is the basis of PCP, previous studies had shown that immune-mediated inflammatory
response is also the main cause of patients’ morbidity and mortality. With the rapid development of
immunology, more attention had been paid to the immune factors in the pathogenesis of PCP. This review

summarizes the latest progress of immune response to pneumocystis, so as to provide some inspiration and

basis for the prevention and treatment of PCP.

[ Key words] Pneumocystis pneumonia; Adaptive immunity; Innate immunity; Cytokine; Inflammatory

response; Acquired immune deficiency syndrome
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