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TABLE 5-4 JRIGTELLRG TS ISCLIETRIEN T H

TLRs* Ligands Microbes
TLR1 Triacyl lipopeptides Mycobacteria and Gram-negative bacteria
TLR2 Peptidoglycans Gram-positive bacteria
GPHinked proteins Trypanosomes
Lipoproteins Mycobacteria and other bacteria
Zymosan ‘feasts and other fungl
Phosphatidlyserine Schistosomes
TLR2 Doubla-stranded RNA (dsRMA) Wiruses
(] R es | Gram-negative bacteria
F-protein Respiratory syncytial virus (RSV)
Mannans Fungi
TLRS Flagallin Bactaria
TLRS Diacyl lipopolypeptides Mycobacteria and Gram-positive bacteria
Zymasan ‘feasts and other fungl
TLR7 Single-stranded RNA [SSRNA) Wiruses
TLRE Single-stranded RMA (ssRNA) Viruses
TLRY CpG unmethylated dinudectidas Bactarial DNA
Dinucleotides
Herpes virus components Some herpasviruses
Hemezoin Malaria parasite heme byproduct
TLR1O Unknown Unknown
TLRI1 Uriknown Urapathogeanic bacteria
Profilin Toxoplasma
TLR12 Unknown Unknown
TLR13 Uinknown Wasicular stomatitis virus
“All function as hormodimers eacept TURY, 2, and 6, which form TLR21 and TUR2/G heteradimers. Ligands indicated for TLR2 bind to both; ligands indicated for TLR1
bind to TLR2/1 dirers, and ligands indicated for TLRG bind to TURZAE dimers.
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Initiators of the alternative pathway

TABLE 13-1

of complement activation

PATHOGENS AND PARTICLES OF MICROBIAL ORIGIN

o - . e
Many strains of gram-negative bacteria (T 6)"SL' ch.w UL‘S)"
Lipopolysaccharides from gram-negative bacteria U|'°-Lj.-°s as 3-’,*:' ul-' JM-",J
Many strains of gram-positive bacteria s(@') ‘;a.o.!' |) ),& Jled

Teichoic acid from gram-positive cell walls

9 ph Jolge

Fungal and yeast cell walls (zymosan)

Some viruses and virus-infected cells ‘S’SL C"h‘" -
Some tumor cells (Raji) ;|)_>| °
Parasites (trypanosomes) c3
NONPATHOGENS “la
B st —
Human IgG, IgA, and IgE in complexes D s —

Rabbit and guinea pig IgG in complexes RIMIN —
Cobra venom factor

Heterologous erythrocytes (rabbit, mouse, chicken)

Anionic polymers (dextran sulfate)

Pure carbohydrates (agarose, inulin)

SOURCE: Adapted from M. K. Pangburn, 1986, in Immunobiology of the
Complement System, Academic Press.

factor % factor D'

/—\P} y b =
B

=
[

° Iy

>

P &

Figure 2-34 | biology, 7ed. (© Garland Science 2008)
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