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TLR4 siRNA #= LPL siRNA £ 3] 4L 325, 5% 4m e, 5K R 38 X% 8 PCR #= Western blot #) CCDC80 578K 4 i, TLR4 |
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LPL #= p-NF-kB #) & ik B % Bk, £ CCDC80 i#l it TLR4/LPL & 242 8t NF-kB 15 5 il 3534 7& | A/ 38 w4 6,
¥ 5% B F IL-1B IL-6 TNF-o #= MCP-1 %3,

[FRESES] R363;R5 [ XERFRIRFG] A

The effect and mechanism of CCDCS80 on the expression of inflammatory factors in

macrophage-derived foam cells

LIU Xiaofei' , DUAN Yonghong' , ZHOU Min', LIAO Lingxiao®, LIAO Quan', LI Liang’, GONG Duo’

(1. Department of Neurosurgery, the Second Affiliated Hospital of University of South China, Hengyang, Hunan 421001,
China; 2. Insititute of Pharmacology, University of South China, Hengyang, Hunan 421001, China; 3. Institute of Cardio-
vascular Disease, University of South China & Key Laboratory for Arteriosclerology of Hunan Province, Hengyang, Hunan
421001, China)

[KEY WORDS] coiled-coil domain containing protein 80; inflammatory factors; Toll like report 4; lipoprotein li-
pase; nuclear factor-kB

[ ABSTRACT] Aim  To investigate the effect of coiled-coil domain containing protein 80 ( CCDC80) on the expres-
sion of inflammatory factors in THP-1 macrophage-derived foam cells and related molecular mechanisms. Methods
THP-1 cells were treated with phorbol ester (160 nmol/L) to induce the cells to differentiate into macrophages, and then
treated with oxidized low density lipoprotein (50 mg/L) to form foam cell, performing conventional cell culture in vitro.
The expression of interleukin-13(IL-1B) , interleukin-6(1L-6) , tumor necrosis factor-o( TNF-a) and monocyte chemoat-
tractant protein-1( MCP-1) was detected by ELISA | the expression of Toll like report 4( TLR4) , lipoprotein lipase ( LPL)
and nuclear factor-k B( NF-kB) was detected by real-time PCR and Western blot. ~ Foam cells were treated with TLR4 siR-
NA and LPL siRNA, and the effects of CCDC80 on the expression of TLR4, LPL, NF-kB and p-NF-kB in foam cells were
detected by fluorescence quantitative PCR and Western blot. Results CCDCS80 significantly increased THP-1 macro-

phage-derived foam cell inflammatory factor secretion and p-NF-kB expression.  After TLR4 siRNA treated foam cells, the
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expression of TLR4, LPL and p-NF-«kB reduced significantly.

and p-NF-kB decreased significantly. Conclusion

After LPL siRNA treated foam cells, the expression of LPL
CCDC80 promotes the activation of NF-kB signaling pathway

through the TLR4/LPL pathway, thereby increasing the secretion of IL-1@, IL-6, TNF-a and MCP-1.
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Table 1. The effects of CCDC80 on the expression of inflammatory factors in THP-1 macrophage derived foam cells
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Figure 1. The effects of CCDC80 overexpression on NF-kB and NF-kB p65(n=3)
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Figure 2. CCDC80 overexpression promoted the activation of NF-kB via up-regulating LPL expression(n=3)
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Figure 3. CCDC80 promoted the activation of NF-kB through the TLR4/LPL pathway(n=3)
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