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[ Abstract])
(A549) under oxidative stress and itsinfluence onthe expression of inflammasome NACHT-PYD-containing protein 3

(NALP3) and nuclear factor kappa B (NF-kB). Methods

Objective To study the effects of sodium ferulate on inflammation in human lung epithelial cells
Human lung epithelial cells A549 cultured in vitro were
divided into 4 groups, including control group, H,O, (100 pmol/L) stress group, NF-«B blockers group (PDTC
100 pmol/L+ H,O, 100 umol/L), sodium ferulate (SF) intervention group (SF 400 pg/mL+H, 0O, 100 pmol/L).
The expression of NALP3, IkBa protein were evaluated by Western blot, while mRNA levels of NALP3, NF-«B
(P65) were measured by qRT-PCR. The level of interleukin-1beta (IL-18) were detected by ELISA. Results H, O,
not only increased the mRNA and protein expression levels of NALP3, but also enhanced the secretion of IL-18 in
human lung epithelial cells A549 (P<C0.05) when compared with control group. NF-¢B blockers PDTC and sodium
ferulateresisted the effects of H, O, on A549 cells, that decreased the mRNA and protein expression of NALP3 and
the mRNA expression of NF-«xB (P65), reduced the degeneration of IkBa and the secretion of IL-18 (P<C0. 05)
when compared to H, O, stress group. Conclusion SF may reduce the expression of NALP3 and IL-18 by inhibiting
NF-kB, so as to reduce the inflammation caused by oxidative stress.
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1.2.2 FRE®RE H,0, x+ A549 a4 ik NALP3
mRNA # % » L5 s> o X 4 (0 pmol/L
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400 pg/mL BF B AS49 20 38 58 (4 45 5. 2 0 ot
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PCRAUHFAT K R Bty 3. 51 Wit | e
GenBank B # % NALP3.P65 mRNA (P65 2 NF-
kB M FEFE W H) ) cDNA B3, %% J5 ] Primer5 4%
P51, 519 Bes N & (519 H Invitrogen
ANFEIA D . NALP3 mRNA a4 5-TGGAT
CTAGCCACGCTAATG -3', FiE51 4 5'-AAACC
CATCCACTCCTCTTC-3", NF«B (P65) mRNA
B4 5'- ACCTGCCAGATACAGACGAT-3',
T sl 5'- GAAGCTGAGCTGCGGGAA-3',
GAPDH I8l #% 5-GTGAACCATGAGAAGT
ATGACAAC -3 ', FiE514 5'-CATGAGTCCTTC
CACGATACC-3", qRT-PCR #2137 £ Ui W #4815,
SN 25AF:95 °C 10 min, 3 A PCR 3, 116 35 2 5k
95 °C 15 5,60 “C 30 s JEH 40 W, J I 45 o )5 i
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SRV € YA 1

1.2.3.3 Western blot ] A549 40 8 NALP3.
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actin, IkBa/B-actin #Y'6% B AR B B9 5548 1Y
XS &, BEAEE 3 KM,
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Fig 1 Expression of NALP3 mRNA under different concentration of
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% P<C0.05, vs. 0 pmol/L H;O; (control group)
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Fig 2 Expression of NALP3/NF-kB mRNA in different group
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Fig 4 Expression of IL-1p protein in different group
% P<C0.05, vs. control group; # P<C0.05, vs. H;O; group
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NALP3 &L GG 10 il gz —.

] 9 ST 5 A2 B 5% 2% B 2F 4k Ak & 9 AL
30 0T 4 T 3 B AR Ak RO A Y T R
LB Wk - R ATE e Ak I ISRk =9 SN 1W.-2
FEHAE 2 44k 5 25 44k LA S0 LT BT 2F 4 Ak rh
T T RS - BT B 4 e mT R S A R E
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