533 &5 7 W
20134F7 A

NEEM =X THP-1 2084 i TNF-« #0 IL-10 B8 00

R ERR A2 E 4 (A ARBLA )

ACTA UNIVERSITATIS MEDICINALIS NANJING (Natural Science) -943-

F BV IMEEV K LI R H R
(" A R RS H I BR AT B, B e BR R B I R e oF JRI B V8 I st 210029 RS T30 — AR EE e H R, %2

B OMERF 232007;° BUOMTHHLER X85 — AN REER: DR, WYL B 310004)

[ E] B9 WEAI)E 285 (lipopolysaccharides, LPS) Sz S R SAZ AR KR THP-1 4R, 37557 A BN 75 3R M 520 1% 40
L4300 A 9 PR 7 g R AE R F-— o (tumor necrosis factor-ar, TNF-o ) FIHT A K F A IS 2 (interleukin, IL)-10 FIFEM, 77 % % H
1 wg/ml FHRINHKER IR (Porp hyromonas gingivalis , P.gingivalis )LPS 8% 1 wg/ml KIFFFE (Escherichia coli, E.coli)LPS Jl3# THP-1
200D 24 b, LS, 20 BER AR LPS FHRI 24 h AN TR R Z A, R ELISA SORKMZRMIA (30 TNF-o F11L-10
IPAKSERY A 58 . Pgingivalis LPS 8%, E.coli LPS 4 THP-1 40l 24 h &, TNF-o 1 1L-10 4335 7K - R4 00 4R A S 35 (P <

0.05), 2 Ff LPS FAZ RS , TNF-o0 73 MAKFEEER 1 YCORIEUS B BRI (P < 0.05) ,1L-10 ﬁJ\/MVJ(%}”'JiﬁL 1 S B 4 vy
(P<0.05), 5it: AT SZAEM T THP-1 20503 TNF-oc, fEE ARS8 1L-10, 2E 117 ] RE 2 2 FA 20 2R AR S AE A S g S IV

[K§IA]  NHRN 3 THP-1 400 ; IR SE R 1o ; AR R-10
[hES2ES] R392.12 [XEIRERD] A

doi; 10.7655/NYDXBNS20130718

[XEHS] 1007-4368(2013)07-943-04

Effects of endotoxin tolerance on the production of TNF-a and IL-10 in THP-1 Cells

,Xu Yan',Sun Ying'*,Chen Wu'

(Institute of Stomatology ,Department of Periodontology ,Stomatological Hospital Affiliated to NJMU, Nanjing
210029 ;’Department Hospital ,Huainan 232007 ;*Department  of
Stomatology ,Second People’s Hospital ,Hangzhou Gongshu District 310004 ,China)

Li Hui"?,Sun Mengjun'?

of Stomatology ,Huainan First People’s

[Abstract]
inflammatory cytokine 1L-10 in THP-1 cells. Methods: THP-1 cells were pretreated with 1 wg/ml Porphyromonas gingivalis (P.

Objective:To observe the effects of endotoxin tolerance on the production of inflammatory cytokine TNF-a and anti-

gingivalis) lipopolysaccharides (LPS) or lpg/ml Escherichia coli (E.coli) LPS for 24 h. Then,the cells were washed and stimulated
with the same LPS for additional 24 h. The levels of TNF-o and IL-10 in supernatants were detected by ELISA. Results:The amounts
of TNF-a and 1L-10 secreted by THP-1 cells stimulated with P.gingivalis LPS or E.coli LPS were increased significantly after 24 h (P <
0.05). After restimulations for another 24 h,TNF-a production was decreased significantly compared with that secreted by the cells
stimulated with the same LPS only once (P < 0.05),while the level of IL-10 was increased significantly (P < 0.05). Conclusion;
Repeated LPS stimulations triggered endotoxin tolerance and led to a decrease in TNF-a production and an increase in IL-10

production, which might have effects on periodontal inflammation.
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