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WFFEREROBEE (F130) @ & FARERIABRIZ VA N ARG 2 B IIE, EEET 2R
HMHNTW DM TIREBFIRETIIANTH L. ZoWFOMIZ A E L, b M
EE AV XY LHME (MC)Z W, 7 A /L REHLUEYL 2 &L 3% polyinosinic-polycytidylic acid
(poly IC) Z RN & L CHIT D BMRIED FHEL 7T U o 7K 2 et L7z, Poly IC I
MC LicHilaRm % BIKTH D Toll-like receptor (TLR) 3 & fla N 21K D Retinoic
acid-inducible gene-l (RIG-1)/melanoma differentiation-associated gene-5 (MDAS)DFHL A FHE L, =
WO DZFEERE I LT B FERIERDE S FREDIEHL S R &N T2, 5%, ThbDORIERIK DR
PRAGHENHI DS H 72 7 IR EERIR & 72 D ATRetE D 6 5

WFZER R OBEEL (F30) : Viral infections may trigger the development of inflammatory renal disease
or the worsening of pre-existing renal disease. Viral double-stranded RNA (dsRNA) can activate not
only toll-like receptors (TLR) 3 located within intracellular endosomes and retinoic acid-inducible
gene-l (RIG-I)-like helicase receptors located within the cytosol. RIG-I and melanoma
differentiation-associated gene-5 (MDAJ5) are members of the RNA helicase family in the cytosol,
and both act as pathogen recognition receptors. The activation of TLRs and their downstream
immune responses can be induced by both infectious pathogens and non-infectious stimuli such as
endogenous ligands, and this mechanism may be involved in the pathogenesis of autoimmune renal
diseases. Based on our recent experimental studies using cultured normal human mesangial cells
(MCs), we found that novel TLR3/RIG-I-mediated signaling pathways in MCs may be involved in
the pathogenesis of glomerular diseases.
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