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FFZERR R OMEE (F130) @ Vaa BRSELE T XY SLE 2 3JET D BXSB I~ 7 2D SLE ! Fegr2h
SR % IEEAIZE B % 72 BXSB. TIB™ Ci, FRREN NG S, Fegrzb SR IS s (5 1
ThbEBEZBND, Lol Yaa D72y BXSB ffl%, SLE Y Fegrob M H4% 57 SLE 23808
B9, Vaa & SLERY Fegrob RN IIFMIER N & 5, Vaa HEAFE T TOD SLE . Fegr2b 2
Bl 2B 72012, NZW % BXSB & 5\ I BXSB. TIB™ & AZFC L 7= F1 M DypRhe & s L=, # Dk
R, HIE FLOSLERRBIZ, &H F1 CTREICHIH SHv, SLE R Fegr2b 2RO BENED B S
77

WFZeR R OMEEL (3530) :The autoimmune—type Fegr2b is suggested to be one most plausible
susceptibility gene for systemic lupus erythematosus (SLE). We previously found that
there is a strong epistatic interaction between the autoimmune—type FegrZb polymorphism
and Y chromosome—1inked autoimmune acceleration (¥aa) mutation, thus severe SLE observed
in BXSB males neither develops in BXSB females nor in the congenic BXSB. IIB® males
carrying wild —type FegrZh. Present studies examined whether the wild-type FegrZb could
suppress SLE in mice carrying JYaa—unrelated SLE susceptibility genes. Comparison of
disease features between SLE-prone (NZW x BXSB) F1 females and the congenic (NZW x
BXSB. I11B%¥) F1 females showed that, as compared with findings in the former, SLE features
were inhibited in the latter. Thus, the FegrZb polymorphism is a key genetic element for
not only Yaa—related but also JYaa—unrelated lupus.
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J. Immunol. 177:1646, 2006) .
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