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PRL-2 deficient enhanced bactericidal activity in macrophages

DU Xin-yue', YIN Cen-nan', FANG Yan', WU Jian-hua', ZHAO Wei', WENG Yong-qgiang®, WU
Chen-yun', WANG Zhao-jun' (1. Department of Immunology and Microbiology . Shanghai Jiao Tong
University School of Medicine , Shanghai 200025, China;2. Department of General Surgery, Huadong
Hospital af filiated to Fudan University, Shanghai 200040, China)

Abstract: PRIL-2 (protein phosphatase of regenerating liver 2) is a member of protein phosphatase of regenerating liver family.
The role of PRL-2 in the immune system is still unknown. Our study focused on the role of PRL-2 in the immune system. We
found that PRL-2 was constitutively expressed in mouse immune tissues. We generated PRI-2 knockout mice and found that
there was no significant change in the development of the immune system compared to WT mice. In vitro experiments showed
that, mouse bone marrow derived macrophage (BMDM) with or without PRL-2 showed no difference in cytokine production
and phagocytosis, but PRL-2 deficient BMDMs have significantly enhanced bactericidal activity compared to WT cells. Taken
together, PRL-2 might play a role in the immune defense against bacterial infection through regulating bactericidal ability of the
innate immune cells.

Key words: protein phosphatase of regenerating liver 2; macrophage; bactericidal activity





