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bility. The chemotactic function of BMDMs in each group was detected by Transwell assay. The synergistic expres—
sion of TLR4 and inducible nitric oxide synthase( iNOS) was detected by laser scanning confocal microscopy. The
expressions of tumor necrosis factor-o ( TNF-)  interleukind @ ( IL4B) monocyte chemoattractant protein 1
( MCP4) and iNOS mRNA in each group were detected by quantitative real-time PCR. The expressions of TLR4
MyD88 TIR-domain-containing adapter-inducing interferon ( Trif)  phospho-interferon regulatory factor 3 ( p-
IRF3) NF-«B p65 NF-«B p-p65 and iNOS protein were detected by Western blot. Expressions of inflammatory
cytokines TNF-« IL-4 3 and MCP in cell supernatant were determined by ELISA. Results Compared with the
LG group high glucose can promote macrophage polarization. The transcripts of TNF-o« IL48 MCP- and iNOS
mRNA were significantly increased. The expression of TLR4 MyD88 Trif pdRF3 IRF3 NF-«Bp65 NF-«Bp-
p65 and iNOS proteins in HG group were significantly increased. The secretion of TNF-« IL4B and MCP- levels
increased. Both PF and TLR4 knockout inhibited the macrophage activation induced by high glucose. Conclusion

High glucose can increase the expression of TLR4 and downstream signaling pathways leading to the up-regula—
tion of proinflammatory cytokines. PF and TLR4 knockout can inhibit the activation of TLR4 signaling pathway and
down-regulate the expression of the production of inflammatory cytokines.
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Effects of IGF-2 on proliferation and adipogenesis differentiation of

hemangioma-derived stem cells
Zhang Kui Lou Yin Xie Juan et al
( Dept of Plastic Surgery The Second Affiliated Hospital of Anhui Medical University Hefei 230601)

Abstract Objective To investigate the effect of insulindike growth factor2 ( IGF2) on the proliferation and adi—
pogenesis differentiation of hemangioma-derived stem cells. Methods The proliferating infantile hemangiomas tis—
sues resected from three patients were collected. After collagenase digestion and separation CD133 immunomagnet—
ic beads were adsorbed to obtain hemangioma-derived stem cells. CCK-8 assay of different concentrations of IGF2
on the proliferation of HemSCs cells were cultured in EGM2/FBSH0% containing IGF2 ( 100 ng/ml) IGF2
plus OSI906 ( IGF2: 100 ng/ml; OSIV06: 1 umol/L) IGF2 plus LY294002 ( IGF2: 100 ng/ml; 1.Y294002:
10 wmol /L)  LY294002 ( 10 wmol/L) or no treatment the protein expression of C/EBPa C/EBPB PPARy adi-
ponectin  p-AKT and total AKT were detected. Results  IGF2 significantly enhanced HemSCs proliferation in
vitro the difference was statistically significant ( P <0. 05) . Western blot showed that the expression of C/EBPa
C/EBPB PPARwy adiponectin and p-AKT in IGF2 group were increased compared with the other groups. Conclu—
sion IGF=2 may affect the adipogenesis differentiation of HemSCs through the IGF4 R/PI3K/AKT pathway.
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