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Regulation of autoreactive B cells in an anti-DNA antibody-
knock-in mouse model
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e B oeE (i) - 2= 5~ F—F 2 (SLE) 1225\ T, HORIGH Y 3Bk #
Z RN HIE T DIRRIEOBRBE N L EN S, SLE EF /v [H DNA HilkElIE T/ v oA v« ~
AL AV, BOGHE B AR ED X O ICHIE STV D0 E T LTc, BAEHES (Homo)
O g B AT E B IZ L TR Y | B TR S LTz, Homo B oD B Al I E:
figlZ BV TR ICEWEIG TofiT DM 278072, Homo B4 B Al IZEF AR LA~ Tgh -
IgD OFBENMETLTEY 7Y — (BRIME) 2> TnbdEEX LNz, KRETNLDI L
7 HDREFHT X 0 SLE OJREEMRMTIZ D72 N 5,

WFZERCR-OMEEE (F530) : A therapy that inhibits only autoreactive lymphocytes is desirable
for the treatment of systemic lupus erythematosus (SLE). We analyzed an SLE model

‘anti-DNA-antibody-knock—in mouse’ to know how autoreactive B cells are regulated.
The homozygotes’ splenic B cells were significantly decreased, and their maturation was
inhibited in the bone marrow. Homo’ s B cells tended to move to the marginal zone in
their spleens. Homo’ s B cells showed low expression levels of IgM/IgD, and were supposed
to be regulated by anergy. Further analyses will elucidate the pathophysiology of SLE.
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(2) SLE /B3 TiIHt DNA Fifk7e & oo B Pk
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EBAEAE) X TH RS R=H CRICERE
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(1) RAAKi =T AOFRB AR LT, 40
i~ 7 AR ZBE L DNA ZfhH,
v 7 A LT-HLDNA Uik (R4A) iE{sT-% PCR
EIZ LV HEhE UIElE L 77, Homo Ml & BB D
EME, B JH S & PCRIEIC XV BYiE
LCERT 5, T7bb, EY JH B0
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(2) s L7-H0 DNA HUR DI B A fe iR
T 5712, 8 BERD RAA-Ki ~ 7 A X v £2if.
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(3) R4A-Ki =7 2D B MR/ b & f#br+ 5 7=
DI, 9 KD RIA-Ki ~ 7 2 DK ERE % 5
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# 1. R4A-Ki =7 2D Hetero B D MERER+
DOREIZ L B~ U A Digfs 14

Number (%) Expected
WT 33 (23%) 25%
Hetero 72 (50%) 50%
Homo 38 (27%) 25%
Total 143 (100%) 100%
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(4) "BHECOHERRZ £ 031072 5T DNA HUikEE
£ BHIRE IIC 7= E D < EEZ LD,
E D53 D B MR AN EAT L TV D D
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(6) KIZ Homo M oD fLfi A B H L . T1-BHEAw,
T2-B AHfa, JEhe B AlAe, ks B AR OE %
B b LTz, TI-BAHAL, T2-B fifd, JEi B
R O i sof B 1 By AR RS BE REE IS D 7 0y
ST, BB B MRk Homo G

B B LGS R T2 TN 2, 45451 BT
MDEEZT~T- L A, TI-B ik, T2-B
FAE, JENE B M OB AT B AR L AR A
D3 FaHE B AR D B F I EE N L T,
PLEX Y, BB COEERRZ a3 iu7=ht DNA
PURBEEE B fliia 0 % < 1304 B ffaiZ 01k
LTWh EEBZ b, WEDOIET bk
HBMIAH CEICEb S L STy
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X 3. R4A-Ki = ™7 A D gDt s e th,

(6) R4A-Ki ~ 7 2 DR D B Al el DM % 3
RGP O YA L 0 B
FEDOGIE 707 ) R &~ Homo Y
@ B AR mIZ TgM 238 ®, RIA-Ki v 7 AT
a7 ) UNREEH L TWD I L B
HDHZENTE, LaL, BAEAIZENR
Homo %! "G TeD BhfE: B i 23 2 BH 238/ L T
Wiz, iz, 7e—Y% A FA MU —T T1-B
FRRE, T2-BMERE, JERE B MAD. 06 B AR
D 4D>D7— NI TT IgM & 1gDh DOHETR
BEEfRAT L& 2 A, TI-B M0 IgM FEEMN
KT L, 7XToO B ME Iz T Igh %
HAMMET LT,

(7) RAA-Ki ~ 7 2 D il B i AE O FERE & F7 -~
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(F &%) R4A-Ki ~ ™7 2D Homo % D [l B
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Bl B W Tl ICEmWEIA THMm T D
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TR E T2, RAA-Ki ~ 7 A D B Ml ERAY
=L Z A Homo oD B fifa ClLEp A=Y
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720 RAA-Ki ~ 7 A D B i DRERE 2 T~ 5 7=
OINT T ARAREEEZIT o2& Z A, Homo
D B HIBUIHIEA~DORISAME T LTED
T Y= (BEEUE) (ke Tu D AlHEMEDS
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