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Editorial Note
Many studies reported that genetic variation in interleukin-1 (IL-1) receptors/Toll like receptors (TLRs) are susceptible to infectious diseases.
TLRs play an important role in the innate immune response to invading pathogens. TLRs are emerging in conditions such as asthma, rheumatoid
arthritis, sepsis syndrome, and systemic lupus erythromatosis, suggesting that targeting of TLRs might be useful therapeutically.
TLRs are functioned by Toll/IL-1 receptor (TIR) domain, which occurs in the cytosolic region of family members. TLRs subdivided into two
groups based on homology to either the Type I IL-1 receptor or Drosophila Toll receptor extracellular domain. Type I IL-1 receptor includes the
receptor for the important Th1 cytokine IL-18, and T1/ST2, which may have a role in Th2 cell function. Drosophila Toll receptor includes six
mammalian TLRs, including TLR2 and TLR4, that largely mediate the host response to gram-positive and gram-negative bacteria, respectively.
Signaling pathways activated via the TIR domain trigger the activation of downstream kinases, and transcription factors such as NF-kB, and
involve the adaptor protein MyD88, which contains a TIR domain itself [1]. Most of the inflammatory responses downstream of TLRs are
dependent on a common signaling pathway mediated by the adaptor molecule MyD88 [2].
Toll-like receptors (TLRs) recognize common microbial or host-derived macromolecules and have important roles in early activation of the
immune system [3]. Many of the pathophysiological processes involved in cardiovascular, autoimmune, and other inflammatory conditions
involve TLR activation, and there is increasing evidence for modulation of TLR expression in such diseases. Many TLR isoforms have been
implicated in a wide variety of diseases [4]. Therefore, better understanding of the mechanisms of TLR-targeting therapies will allow more
specific treatments to be developed for infectious diseases. Ongoing studies are expected to further clarify the role of genetic variation and disease
susceptibility in this important class of innate receptors, and provide important clues for therapeutic targeting of TLRs for therapeutic
interventions and treatment of infectious and inflammatory diseases [5].
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