- 1384 - Z B 25 Anhui Medical and Pharmaceutical Journal 2017 Aug,21(8)

=il TLR4/NF-wB {55 it 1 0 th 5 2 655 5210
F it 20 A 5 B 52

= R
(1. KK F PR, # XX 430060;2. B+ Rk sk B s NP EREIRA, B Bk 445000)

WE:BR WREEZMEIMIEZM(LPS) FRN E R M R AEMHLE . FiE  DIIER R0 5 BALB/ ¢ /NERUEE, 75
S B EELNAE, L APC ARic F4/80 Yeta, 3 FH 0 2 40 M ASORS: I 2 B8 I s 4 s 005 6 1 mg « L™ B9 LPS il Lk By 1
WL, S 4140 : DMSO ¥ 5% R4, LPS X IE4L, LPS + {5 B 48 5 2 41(0. 1 pumol + L™1) ;LPS + il i 75 41 (1 pmol -
L") ;LPS + mfl it 5K 41 (10 wmol - L") ;3 1d ELISA FISif 52 & PCR(qRT-PCR) J5 k40 50 5 45 b B4 15 5% 135 W LA
KM b g RAE R F - (TNF-0) I 22-18 (IL-1B) | 11 4 Md A 3-6 (IL-6 ) Fil [ 41 i A~ 3E-10 (IL-10 ) F) 23K 1H L ; West-
ern blot 43I 5E Toll #£5Z 14 4 (TLR4 ) FIA% K F-«B(NF-kB) (1) p65 WIEBERR AL FIAEI . £5R TR T 1, APC #1
1Y F4/80 Yy €8 E RN ML 1Y SERERT 3K 97. 8% ; ELISA FISEHT i ft PCR S5 3L R, S RE 2 A0 395 T LI By LPS il an i N+
TNF-o IL-1B F1 IL-6 1383k (P <0.05) , 334 1L-10 BYFe3K (P <0.05) , H 2 I H — & B B AR #iM: ; Western blot 45 5 B 7%,
SRR FAE T UM H LPS Jli ) TLR4 (193235 /K - F NF-kB (1) p65 WILBE IR b RIE, 4518 FRERMBLRHLEI T BEZE 3 TLR4
NS5 S BB E L NF-«B, 3l IL-18 IL-6 Fl TNF-o (53305, IR TL-10 (9533

SRSBIA] - SRR T B AN M 5 8 A0 B R Toll RE3Z 1k 4 15538 i

doi:10.3969/]. issn. 1009 — 6469. 2017. 08. 006

Anti-inflammatory effects of Shikonin by TLR4/NF-kB pathway

to inhibit LPS-induced macrophage inflammatory
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Abstract: Objective Tostudy the roles of Shikonin inhibits LPS-induced macrophage inflammatory andanti-inflammatory effect ofper-
itoneal macrophages. Methods  The peritoneal macrophages of BALB/c¢ mouse were inducedby injectionintraperitoneal mediumand
were stained with F4/80. The groupswere divided as follows : DMSO control group,1 mg + L™"' LPS control group,LPS +0. 1 umol - L™
Shikonin group,LPS + 1 pmol « L ™" Shikonin group and LPS + 10 wmol + L~" Shikonin group. The levels of TNF-,TL-13,1L-6 and
IL-10 were detected by ELISA and quantitative real-time PCR method. The expressions of TLR 4 and phosphorylation of p65 ( pp65)
were measured by Western blot. Results  After treatment with shikonin,the expression of TNF-a,IL-18,1L-6 and IL-10 stimulated by
LPSwere decreased (P <0.05) ,while the expression of IL-10 showed the opposite effect (P <0.05). The expression level of TLR4 and
pp65 in peritoneal macrophages stimulated with LPS were inhibited by Shikonin. Conclusion The anti-inflammatory mechanism of
shikonin might be mediated by TLR4/NF-kB signaling pathway to inhibit IL-13,IL-6 and TNF-a and promote the secretion of IL-10.
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