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What is the mechanism for TLRs to modify the onset and progression of NASH?
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BB L7z, wild type. TLR-2(-/-). TLR-4(-/-) D~ A%\, NBIIVEIFR ZHR S w72,
TLR-2 (=/=) BEIXARMAVERT 2R D HEHE TLR-4 (/) BEIINRRIPERT R FETE O #1027~ L 72, TLR-2(=/-)
~ 7 AT, FFZEIT D IGFBP-2 O ENMET L., pro—inflammatory cytokines DIEEL2NHE N
L7 TLR-4 (/=) ~ T ATIX, WDOFER TH -T2, BT D9 A A U EAEDERIZL D,
TLR-2 1 ZHERAVERF 2 R IE - MR ZPNH L, TLR-4 (38 L7z,

WFFERe R OMEZE (F3) © We investigated the role of TLR-2 and TLR-4 in the onset and
progression of nonalcoholic steatohepatitis. Wild type, TLR-2(-/-), and TLR-4(-/-)
mice were used and experimental steatohepatitis was induced. TLR-2(-/-) group
exacerbated the steatohepatitis and TLR-4(-/-) group completely attenuated it.
TLR-2(-/-) group decreased the expression of IGFBP-2 and increased the expression
of pro—-inflammatory cytokines in the liver. Opposite results were observed in
TLR-4 (/=) group. Here we showed that TLR-2 attenuated steatohepatitis and TLR—4
exacerbated it by differential expression of various kinds of cytokines
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