#e=t C-19
HEREMEEWRRRBREE

Rk 23 4 4 H 1 AEAE

HEEES : 17301
MIEiER - ABHME (C)
FHFTHARS : 2008~2010
FEES 20591349
MRREL (FIX) REEEWRRICBTHEEI—7y & LTOFEHBERERVNO, €O,
H,S D fEHT
MZRERRES (FEX) Analysis of reactive oxygen species, NO, CO and H,S as therapeutic
targets in the immune complex diseases
HEREKRE
FHK 7= (SHIMIZU KAZUHIRO)
RIGKZE - KEREEEZREARE - £HR
HEEES : 80170968

WFFERR OMEE (Fn3) -

AIEF & I RIEDNREYI T 2 EEGERITD—D>Th 27 VY ARISOEYE T /L% v
TRIEIZI T 5 Hydrogen sulfide (H,S) DEEIZ Gt L7, HyS OHEFETR & L T NaHS 23541 L |
AR~ o ZJGRENICER G- LT L 2ARBICRIERICEZ MR T, ET#EE 2 FDO—D2ThD
selectin D RE~ T A& AW [REEDEERIZ T E-, P-selectin K~V A TiL I,S DRIEM
FHIERIZERS B 7=23, L-selectin RIE~ T ATITERD N7, FEEOREIT 3 FED
selectin [Zxf 3 B HufA% H 7= blocking study THERd bz, BIH WS IFRIEIZIBVTHL
SIEVEICMB & . Z DM X T L-selectin 9 L TITON D2 ERH LR o7z,

BRI BT Th 5,

WFFERR OBEEL (330 -

To assess the roles of H,S in the IC induced diseases, reverse passive cutaneous Arthus
reaction was conducted using NaHS as an H,S donor. Furthermore, we conducted similar
experiments using selectin-deficient (selectin”) mice to determine the involvement of
selectin molecules in the H,S mediated pathway. Exogenous application of H,S dramatically
attenuated inflammatory reactions in wild type (WT) mice associated with Arthus reaction.
Namely, mRNA expressions of tumor necrosis factor— a, interferon—+vy and neutrophil
numbers were significantly reduced in the lesional skins of NaHS treated WT mice relative
to untreated ones. NaHS treatment significantly reduced these three parameters in the
lesional skins of E— and P-selectin” mice, but not in those of L— selectin” mice. Quite
similar results were obtained in the blocking study using WT mice injected with monoclonal
antibodies to E-, P— and L-selectin. Our results indicated that exogenous application
of H,S attenuates inflammatory responses in reverse passive Arthus reaction through

L-selectin involved pathways, but not through E- or P-selectin pathways.
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