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Abstract: Objective To investigate the inhibitory effects of naringin on HaCaT cells inflammation induced by lipopolysaccharide
(LPS) through NF-«xB/P38 pathway. Methods LPS (0, 0.1, 1.0, 10.0, 20.0 pg/mL) incubated for 24 hours stimulated human
immortalized keratinocytes HaCaT to simulate psoriasis model. MTT method was used to observe the changes of cell survival rate,
and Western blotting method was used to detect the expression of IL-6 and NF-«xB protein. MTT method was used to observe the
effect of naringin (0, 5, 10, 20, 40, 80, 160, 320 umol/L) on the survival rate of HaCaT cells. The optimal concentration of LPS and
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naringin was selected. Naringin (20 and 40 umol/L) acted on HaCaT cells of psoriasis model for 24 hours. Reverse transcription
polymerase chain reaction (QRT-PCR) was performed to determine the mRNA expression levels of IL-6, IL-1B, IL-17 and TNF-a.
Western blotting were used to detect the phosphorylation levels of P38 MAPK and NF-«xB p65 and the inflammatory factor IL-6.
Results LPS increased the survival rate of HaCaT cells, and up-regulated the protein expression of NF-xB p65 and IL-6, which was
dose-related, and the inflammatory response peaked at 20 pg/mL. 5 ~ 160 pmol/L naringin had no obvious toxic effect on HaCaT
cells. Compared with model group, naringin can significantly inhibit the transcription of inflammatory cytokines IL-6, IL-1f, IL-17
and TNF-a (P < 0.05). Meanwhile, naringin can significantly inhibit LPS-induced phosphorylation of P38 MAPK and NF-kB p65,
inhibiting the expression of IL-6 protein (P < 0.05). Conclusion Naringin inhibits inflammation of HaCaT cells induced by

lipopolysaccharide and plays a role in improving psoriasis. The mechanism may be related to the inhibition of P38 MAPK/NF-«kB

signaling pathway.
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0.05), W& 2. AW 5T 5 £ 3% A o 55 K FE 20,
40 pmol/L A J2 H #EAT B 5%

x1 5|MF7
Table1 Sequence of primer
514 EFG -3 531
TNF-a CCTCTCTCTAATCAGCCCTCTG GAGGACCTGGGAGTAGATGAG
IL-1P ATGATGGCTTATTACAGTGGCAA GTCGGAGATTCGTAGCTGGA
IL-6 ACTCACCTCTTCAGAACGAATTG CCATCTTTGGAAGGTTCAGGTTG
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B-actin

CTCCATCCTGGCCTCGCTGT

GCTGTCACCTTCACCGTTCC
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Fig.3 Effects of naringin on mRNA of inflammatory factors in LPS-induced HaCaT cells ( X s, n=3)
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Fig. 4 Effects of naringin on protein expression of NF-kB and phosphorylation p38 MAPK in LPS-induced HaCaT

cells ( X s, n=3)
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P& AT HaCaT 40 J R 3E R4 VEFH . A 046 i NF-xB
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