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[ Abstract] Objective To explore the mechanism of leptin inhibiting proliferation of Talaromyces marneffei('TM )
in macrophages. Methods THP-1 cells were cultured and induced to differentiate into THP-1 macrophages by stimu-
lation of phorbol 12-myristate 13-acetate( PMA) , and TM was add for co-culture, and the unswallowed TM spores were
washed away. The experimental group was treated with leptin, and the control group was not treated with leptin. The
colony forming unit( CFU) experiment was used to detect the proliferation of TM in THP-1 macrophages. Real-time
fluorescent quantitative polymerase chain reaction( PCR) was used to detect the mRNA expression levels of Toll-like
receptors(TLRs) and its downstream signal pathway factors. Results  The results of CFU experiment showed that leptin
could effectively inhibit the proliferation of TM in THP-1 macrophages at a final concentration of 1-15 pg/ml(P <
0.05), and the best inhibition effect could be obtained at a final concentration of 5 wg/ml. The results of real-time flu-
orescent quantitative PCR showed that the expression levels of TLR2 and TLR6 mRNA in the experimental group were
higher than those in the control group, and the differences were statistically significant( P <0.05) , but there were no
significant differences in the expression levels of TLR3, TLR4, and TLR7 mRNA between the two groups(P >0.05).



- 1188 -

Chinese Journal of New Clinical Medicine, December 2021 , Volume 14, Number 12

The expression levels of myeloid differentiation factor 88 (MyD88) , mitogen-activated protein kinase 1 ( MAPK1 ),

interleukin-13 (TL-13) mRNA in the experimental group were higher than those in the control group, and the expres-

sion level of IL-6 mRNA in the experimental group was lower than that in the control group, and the differences were

statistically significant( P <0.05) , but there were no significant differences in the expression levels of tumor necrosis

factor a( TNF-at) and macrophage inflammatory protein 1o( MIP-1ae) mRNA between the two groups( P >0.05).

Conclusion Leptin can inhibit the proliferation of TM in THP-1 macrophages, which may be achieved by up-regula-

ting the TLR2/6 signaling pathway and activating inflammatory factors.
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