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Fig. 1 Analyzed expression of TLR2 by SDS PAGE
A protein marker; B, €: recombinant TRAIL: D: before induced

by IPTG: E: induced by IPTG.
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Fig. 2 Analyzed titer of polyclone antibodies to TLR2 by

ELISA
H—— N: PBS; ¢ —— #: antr TLR2 Ab.
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Fig.3 Inhibited phagocytosis to SA of LPS-activated
macrophages by antibodies of TLR2, TRAIL and TNFa
B :nomal; O0:1PS; @:IPS+TIRILAL; W :LPS+TNFAb;

B : [PS+TLR2Ab.

2.3 ZIXMEMEMRELE UI37 B9800

RSN FE 7 d I PBMC BL 2 x 10% FLFF T 16 fL
B, 4 h 5, A 2x 10% ml (1 U937 41/, FLog e
18 h J&, BWUEW, W iS5 96 fLE L& &
LG, 595 nm R A . 15300 69 R A
Wi g i 4. 45 R W, LPS 41 Wik 4i )i
U937 MR IA 3 37.9% +1.8%; N H TRAIL
ZPUM TNFa 29005, EVEgl bt U937 [ 4 bk
AR R22.5% £2.9% F128. 6% £3. 1%, 1§

£

8

phagocytosis rate/ %
> 8
T T

1 I 2 I 3 4 5
t /min
Fig.4 TLR2, Inhibited phagocytosis to U937 cells of
LPS-activated macrophages by antibodies of TLR2, TRAIL
and TNFa
1:nomnal; 2: 1LPS; 3:TRAILAb; 4:TNFAb;5: TLR2Ab.
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Fig.5 Inhibited phagocytosis to SA of LPS-activated
macrophages by antibodies in low serum concentration(1% )
W :nomal; [):1PS; 0:1PS+TLR2Ab; W :1PS+TRAILAb;

B : [PS+INFAb.
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Fig.6 Inhibited phagoc¥tosis to SA of LPS-activated
macrophages by combined with the different antibodies
W :nomnal; O:1PSC100 pes1l) ;s B TLR2Ab + TRAILADL ;
W : TILR2 + TNFAb.
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The Inhibition on Phagocytosis of Lipopolysaccharide stimulated
Macrophages by Polyclone Antibody of TLR2"

WANG LiangHua, FENG Yu, ZHONG Shan, ZHU YuPing, LOU YongHua, JIAO BingHua
Second Military of Medical University, Shanghai 200433, China)

( Department of Health Toxicology, College of Basic Medicine,

Abstract

The phagocytosis to Stap hylococcus aureus

(SA) and cultivated U937 cells by macrophages derived

from PBMC was enhanced significantly under lipopolysaccharide (LPS) stimulation. The present experiment

showed that the application polyclone antibodies to TLR2 suppressed partly the phagocytosis of macrophages in

this model.

The LPS enhanced phagocytosis could be further blocked partly by polyclone antibodies to TRAIL or

TNFa. Cells cultivated in a lower serum concentration ( 1%) was also shown to be a decreased phagocytosis.

The results confirmed that TLR2 was a LPS receptor which mediated its signal transduction, while some serum

factors participated in the binding of LPS to its membrane receptors.

It further suggested that LPS induced

effectors such as TRAIL and TNFa might be the key mediators involved in the mechanisms of LPS-enhanced

phagocytosis.

Key words lipopolysaccharide ( LPS),

TLR2, antibody, macrophage, TRAIL, TNFa
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