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[ ABSTRACT ] Aim To investigate the effect of paeoniflorin (PF) on secretion of inflammatory factors and expres-
sion of ATP-binding cassette transporter Al (ABCA1) in THP-1 cells. Methods Afier pretreatment with PF (107,
107, 107°, 107" and 107 mol/L) for 0.5 h, THP-1 cells was co-treated by LPS (1 mg/L) and PF for 24 h. Levels of
interleukin-18 (IL-1B), interleukin-6 (IL-6) , interleukin-8 (IL.-8) and tumor necrosis factor-a (TNF-a) in supernatant
of cell culture medium were tested by enzyme linked immunosorbent assay (ELISA). Expression of ABCA1 in THP-1
cells were measured by Western blot. Results Compared with control group, the levels of IL-13, IL-6, IL-8 and
TNF-a in supernatant of cell culture medium were significantly increased (all P<0.05) and expression of ABCA1 was sig-
nificantly down-regulated in LPS group ( P<0.05). Compared with LPS group, the levels of IL-1B, IL-6, IL-8 and TNF-
a in supernatant of cell culture medium were significantly decreased (all P<0.05) and expression of ABCAI was signifi-
cantly up-regulated in LPS+PF (107, 107 and 10™* mol/L) group (all P<0.05). Conclusion Paeoniflorin inhibits
the secretion of inflammatory factors and down-regultion of ABCA1 expression induced by LPS in THP-1 cells.
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Table 1. Effect of paeoniflorin on the secretion of IL-1p, IL-6, IL-8 and TNF-« induced by LPS in THP-1 cells(x+s, ng/L, n=35)

V| IL-18 IL-6 IL-8 TNF-a

Xt 2 64.23+5.71 397.74+31.27 85.16+6.75 28.73+3.75
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PF 4 62.83+7.23 378.14+41.33 84.75+7.18 27.11£5.36
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LPS+PF(10™° mol/L) 4 87.21+7.39"
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Figure 1. Effect of paeoniflorin on the expression of ABCA1
induced by LPS in THP-1 cells(x+s, n=5)
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