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The Inhibitory Effect of 143 on LPS-Induced

Cellular Inflammatory Response

Zhang Guanggin,Ma Mengjiao, Yu Xiaolu, Wen Chuanjun
(School of Life Sciences,Nanjing Normal University, Institute of Molecular and Cell Biology, Nanjing 210023, China)

Abstract ; Inflammatory abnormalities are a large group of disorders that underlie a vast variety of human diseases. We have
previously screened a compound ,named as 143, with efficient anti-inflammatory effects. The present study aimed to examine
its effects based on LPS-induced inflammatory cell models in RAW264.7 and BV2 cells. MTS was used to detect the effect
of different concentrations of 143 on cell viability. The NO kit was used to detect the change of NO content in cell culture
supernatant. The expression of NF-kB p-p65,iNOS and COX-2 protein was detected by Western blot. The results showed
that 10 wmol/L 143 had no effect on the cell viability but significantly inhibited the release of NO in LPS-stimulated cells.
In addition, 143 significantly inhibited the expression of inflammation-related protein factors,such as NF-kB p-p65,iNOS,
COX-in LPS-stimulated cells.
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Fig.2 The effects of 143 on the cells viability

2.2 143 Xt4RaLE S EiFHR NO 2@ 2N

— %A A (nitric oxide ,NO) VERy—Fh BIE 731" BT, HA sUARH T — A AL A& U ( nitric
oxide synthase,NOS). %5 A — & fb & & A (inducible nitric oxide synthase,iNOS) & — &L & & WL
(NOS) [A] T-fig Yy 3 Al AL Z — WEESAEIL NO AUAE B UHLIAR A 2 i SORE R, AL Hh iNOS 4 [ (1) 3Rk
e BTE, s i A ) NO & B2 S s M, R Y NO 225 LR 4 M bk L 20 B i B AR
TSR 4 ALY S R, Ah NO 34 5 e 1) 2% A 3 R AR s DA OC ). DR A I 40 33 v NO 1) &5 f T LA
— AR b S A A A ARE YRR EE . AR S R T NO A R SR A 143 X6 2 8 5V R NO
TR B B 5.

g 3C Bi7R, 1 143 Ab3E RAW264.7 ZiHi, 5725 U BRAEAR LG, A 143 W EEH 3 wmol/L B [ 7
NO BT FEAK (P<0.01) , A 143 ¥RFEE A 10 wmol/L i 7% NO 8 B PEFEAR (P<0.001) ;28 143
TANEE 1 h Z 5P LPS B AnHE 20 h 2 )5, 53E 143 FACBRALAH L, 055 35 10 L3 e NO & i 25 1k
FEAIC(P<0.001) , BB 143 X} LPS 75 S 4 R i NO A7 il .



PSR 4R (AR R 55 42 B 1 11(2019 4F)

BLAN  IBTE BV2 4IPS T 143 X F3E R NO S 520, an & 3D frs, FH 143 FAbFRANAE 1 h 2
Ja A LPS HB AN 20 h, 5AETAC AR LY, 143 ZEHE 10 wmol /L B X 40 g LPS 155 5 19 210 il B il
NO EA3 #§il4EH (P<0.001).

A _100p B _20r
= =
3 80F S sk
g y=104.295 9x—-6.273 49 g y=54.050 88x-3.047 5
S 60F  R=0.99961 =4 R=0.995 25
S S 10h
E 40r E
= =
(5% Q 5 |
g 20r 2
=] Q
U L L L L L U L L L L L J
0 0.2 0.4 0.6 0.8 1.0 0 006 0.12 0.18 024 030 036 0.42
Absorbance Absorbance
C 301 D I
sfekok ok sk
o 25 o 75+
Z Z
S 5 20F Hi 5 5 00 Hith
3 sl £ 3 45
2E b s £ E
8 < 10k 8 < 30
5 ** sk Q
= sk ﬂ H D g 15)
0 1 1 1 1 ] 0 1 ]
143 (umol/L): - 3 10 - 3 10 143 (umol/L): 0 3 10 0 3 10
LPS (2 ug/mL): _— - - + + + LPS (2 ug/mL): _— - - + + +

A:RAW264.7 A NO BERARHEI 4R ; B BV2 4T NO BEBARHE LR ; C: 143 X RAW264.7 4l NO B ; D - 143 Xf
BV2 il NO BEHCEE M 5 + . 525 AT IRALAH L (P<0.01) 5 s+ . 525 A IRALAH L (P<0.001) 5 ##H# . 525 FO IR LE (P<O0.
001).
3 143 3R NO KM
Fig.3 The effects of 143 on the release of NO in RAW264.7 and BV2 cells
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