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Abstract; Objective This study aimed to determine the role of macrophage-activating lipopeptide-2 ( MALP-2) on
the expression of hemoxygenase-1 (HO-1) and NAD(P) H: quinone oxidoreductase 1 (NQO1) ,and then investigate its reg-
ulatory mechanism to better understand the self-protecting mechanism upon mycoplasma infection.  Methods THP-1
cells were cultured in vitro and divided into control group and experimental group. In the control group,equal volume of cul-
ture medium was added. For the experimental group, different concentrations of MALP-2 were added for 5 ~ 120 min or
12 h,and the expression of HO-1 and NQOT1, phosphorylation of Akt were detected by Western blot. Also, PI3K inhibitor
LY294002 was used to investigate the role of PI3K in HO-1 expression. Immunofluorescence and electrophoretic mobility
shift assay were applied to examine the nuclear translocation and DNA-binding activity of NF-E2-related factor 2 (Nrf2).
Silencing of Nrf2 was achieved by RNA interference and expression of HO-1 and NQO1 were detected by Western blot.
Results MALP-2 induced THP-1 cells production of HO-1 and NQO1 in a dose-dependent manner, as demonstrated by
Western blot. In addition, MALP-2 could also activate PI3K,and LY294002 inhibited HO-1 and NQO1 expression. MALP-2
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could also induce the translocation of Nrf2 to the nucleus,and increase its DNA-binding activity ; but this activity could be

inhibited by PI3K inhibitor. Silencing of Nrf2 expression significantly inhibited HO-1 and NQOI1 expression.

Conclusion

MALP-2 can induce THP-1 cells expression of HO-1 and NQO1 through PI3K/Nrf2 pathways.
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