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Functional analysis of MASP-1 as a therapeutic target for lupus—-prone
nephritis in MRL//pr mice
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FZERC R OBEE (Fns0) : MASP-1 KO MRL/Ipr ~ v A Z{E#L L MASP-1 KT L 2 #ifAH
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MASP-1 KO MRL/Ipr ~ 7 A Ci%, EpAEM & ik U CHiR C3 1HE o - T dsDNA HriRfiE
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B DN—=T ARG ROFIILBIFERIRNGRE LTATH D Z RS,

MR R OBEE (3530) : Lupus-prone MRL/Ipr mice deficient for MASP-1, a serine protease
essential for activation of the alternative complement pathway, were generated and
analyzed for development of autoimmune lupus-prone disease. Aged MASP-1 KO
MRL/Ipr mice showed reduced serum C3 consumption, reduced serum anti-dsDNA levels,
and no/moderate glomerulonephritis compared to age-matched wild-type littermates,
indicating that suppression of MASP-1 would be an effective therapeutic strategy for
human lupus nephritis.
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