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Abstract

inflammation and recruit more immune cells in the inflammatory site to resist the invasion of microorganisms.

When the pathogenic microorganisms invade the human body, the body will produce

Toll-like receptors (TLRs), as the main receptors of the pathogens, play an important role in innate immunity.
And neutrophil is the main effector cell in the nonspecific reaction and can be adjusted the intensity of bacteria
inflammatory reaction. Therefore, in the inflammatory response of bacterial infection, neutrophils and Toll-like
receptors are expected to find effective immunotherapy against bacterial infection.
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receptors, TLRs){E Ay A 146 248 i 1R 1) o J5 A 1) B 2
AR, 5 A HR PR 2 1 7 R R TR 5 AH 5K 9 1)
RE, DRI, S ORI 5 SR Tol IR A2 48 =1 Fh 4 Rz 41 g
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1 TLRs5 s 4HRERY R ETh&E

TollFF: 52 A4 & w11 L 248 P 1 1) 95 Jid A 1) B 22
A&, TLRs W] I 72 2 IR & 4& 45 14 8(leucine-rich
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associated molecular patterns, PAMPs), ] ## % i
I A R, S B R A R A R AR 12
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TLR2)Z 5 & N o P ki 41 il 55 48, 3% INCXCL2 &
TNFo(tumor necrosis factor alpha)=5 A <4 i X+ )
PR, I TLR2BE PRI B3 ) /N BRUE R 7 TLR2Z ik
7 24 i 55 4 1) 98 i A A7 AN AT k2 (1) 5244 . Elizabeth
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FEHE HOUE 2 8 K2 B TLR 2B 228 2 i s i et 26
A4 4 Ity A 54 B ) BT 52 AR y(peroxisome proliferator
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ML ZEERI . B LA, 9 9ORE R AR, rh Mk 4 e
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N, R KL A B ANCRT AR o DA,
RAEARRE T S AE H, B AT DR PR 52 R4
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Fig.1 Neutrophil phagocytosis and regulation of immune response
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