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Expression and significance of classical inflammasomes in TNF-a-treated human synovial
sarcoma SW982 cells
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Abstract: Objective To investigate the expression and significance of classical inflammasomes in TNF-a-treated human
synovial sarcoma SW982 cells. Methods SW982 cells were treated with 10 ug/L TNF-a for different times, and then their
expression of NLRP1, NLRP3, NLRC4, AIM2, ASC, IL-1B and IL-18 was determined by qRT-PCR, Western blot and
immunofluorescence. Results gRT-PCR revealed that levels of NLRP1, NLRP3, AIM2 and IL-1p mRNA in SW982 cells
were increased 12 h (P<0.01 or 0.05) and decreased 24 h after TNF-o treatment, while NLRC4 and IL-18 expression was
downregulated (P<0.01). Western blot showed that AIM2 and NLRP3 expression was time-dependently upregulated at the
early stage of treatment and down-regulated 24 h later, while NLRC4 content was unchanged. Immunofluorescence staining
uncovered that both AIM2 and ASC were co-located in the cytoplasm of SW982 cells 24 h after TNF-o treatment. Conclusion
TNF-o can simultaneously activate NLRP3 and AIM2 inflammasomes in SW982 cells.
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AF, B E), PVDFE Millipore, £ EH), RH
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H EH FF3l(s°-3") P=#)op GenBank[F5! &

NLRPI L ATACGAAGCCTTTGGGGACT 119 NM_014922.4
T ACAAAGCAGAGACCCGTGTT

NLRP3 ot AAAGGAAGTGGACTGCGAGA 129 XM_011544055.2
TiF TTCAAACGACTCCCTGGAAC

NLRC4 st ;2 GGAAAGTGCAAGGCTCTGAC 129 XM_017004619.1
T TGTCTGCTTCCTGATTGTGC

AIM2 iotid AGCCTGAACAGAAACAGATGG 120 NM_004833.2
T CTTCTTGGGTCTCAAACGTGA

IL-1B L CCACAGACCTTCCAGGAGAA 121 XM_017003988.1
T GTGATCGTACAGGTGCATCG

IL-18 k4 TGCATCAACTTTGTGGCAAT 169 XM_011542806.2
T ATAGAGGCCGATTTCCTTGG

GAPDH k¥ GGACTCATGACCACAGTCCAT 109 NM_000194.2
Tz CAGGGATGATGTTCTGGAGAG
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B E)/m NLRP1 NLRP3 NLRC4 AIM2 IL-1p IL-18
0 1.00+0.02 1.00+0.02 1.00+0.02 1.00+0.02 1.0040.02 1.004:0.02
12 470+0.13° 4.7840.35° 0.10+0.02° 6.280.23° 599.04 +46.30° 0.02+0.01°
24 3.7940.52° 3.4340.11° 0.06+0.01° 8.5540.29° 440.67+8.60° 0.06+0.01°
48 1.62+0.18 0.75+0.06 0.07%0.01° 1.31£0.03 72.13+7.80° 0.04+0.00°
72 1.324+0.16 0.55+0.05° 0.10+0.01° 0.50+0.03° 53.58+6.58" 0.06+0.01°

50 hrbdk . °P<0.05, °P<0.01.
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