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Advances in research on pathogenesis of malarial anemia

ZHANG Hang-ye,LI Yu-hong,CHENG Yang (Department of Public Health and Preventive Medicine ; Wuxi

School of Medicine ,Jiangnan University ,Wuxi ,Jiangsu 214013 ,China)

CNUHGEe) N Malaria is a serious threat to human health., Plasmodium infection leads to erythrocyte hemolysis and mye-

loid erythropoiesis inhibition, which in turn induce anemia. Severe anaemia due to malaria is a common cause of death in
children in areas with high malaria incidence,and thus carries a high disease burden. Although the specific mechanism of
malarial anemia is not clear at present,the related factors leading to it have been explored by researchers. This paper sys-

tematically reviewes the factors related to the pathogenesis of malaria anemia and provides a model on this basis, while

some relevant prospects are put forward.
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Fig.1 Mechanismmodel of malarial anemia
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