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2% DMSO for 120 h and the medium of K562 was changed every 24 h. The changes of cell counts cell cycle the
positive rate of TMB and the expression of CD235a were detected. Results  Proliferation of K562 was inhibited in
GO/G1 from 48 h to 72 h and G2/M phase from 96 h to 120 h by sodium butyrate and the positive rate of TMB
was(22.02 £2.27) % at 120 h. Hemin had no statistical significance on the proliferation and cell cycle of K562

and the positive rate of TMB was( 90. 83 +2. 69) % at 120 h. The proportion of GO/G1 of K562 treated with DMSO
increased but there was no statistical significance on cell proliferation after 72 h culture and the positive rate of
TMB was( 1. 84 +0. 48) %
The level of CD235a of K562 exposed to sodium butyrate and Hemin improved compared with control group and

which was not significantly different from that of the control group(2.89 +0. 18) %.

DMSO group after cultured 120 h and there was no statistical significance between two groups. However there was
no statistical significance between the expression of CD235a of the DMSO group and the control group. Conclusion

According to the comparison the changes of proliferation cell cycle positive rate of TMB and expression of
CD235a of K562 after erythorid induction it is found that Hemin is a more effective reagent than DMSO and sodi—
um butyrate in inducing erythroid differentiation of K562 .
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Advanced glycation end products induces macrophage M1 polarization

via RAGE/TLR4/STAT]I signaling pathway
Tang Xiangrui' Zhang Yong’ Zhu Ling® et al
(' Dept of Cardiology 3201 Hospital Hanzhong 723000
*Dept of Cardiology Shaanxi Provincial People’s Hospital Xian 710068)

Abstract Objective To investigate the molecular mechanisms of advanced glycation end products ( AGEs) —in—
duced macrophage M1 polarization. Methods Primary MO macrophages were isolated from mice bone marrow.

Specific inhibitors of Tolldike receptor 4 ( TLR4) and receptors for AGEs ( RAGE) namely TAK242 and FPS-
ZM1 were used to pre-ireat the macrophages. Then the macrophages were exposed to AGEs at 2.5 5 and 10
wmol /L respectively. Flow cytometry was used to detect intracellular reactive oxygen species ( ROS) levels; immu-
mofluorescence staining was used to observe the expression of M1 macrophage phenotype hall marker inducible ni—
tric oxide synthase ( iNOS) ; ELISA was used to determine the concentrations of inflammatory cytokines secreted
from macrophages; Western blot was used to evaluate relative expression levels of cytosol and nuclear proteins. Re—
sults AGEs treatment induced elevation of intracellular ROS levels interleukin 6 ( 1L6) ILI2 and tumor necrosis
factor a ( TNFa) concentrations relative expression levels of cytosol TLR4 phosphorylated signal transducers and
activators of transcription 1 ( p-STAT1) and nuclear STAT1 expressions in macrophages in a concentration depend—
ent manner (all P <0.001) . Pre-treatment of TAK242 significantly reduced iNOS expression inflammatory cyto—
kine concentrations p-STAT1 expression and STAT1 nuclear translocation in AGEs—treated macrophages in a con—
centration dependent manner ( all P <0.001) without affecting TLR4 expression and intracellular ROS levels. Pre—
treatment of FPS-ZM1 significantly reduced iNOS expression intracellular ROS levels ( P <0.001) inflammatory
cytokine concentrations (all P <0.001) TLR4 and p-STATI expressions (all P <0.001) and STATI1 nuclear
translocation ( P <0.001) in AGEs-treated macrophages. Conclusion AGEs can induce macrophage M1 polari—
zation via RAGE/ROS/TLR4 /STATI signaling pathway.
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