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ZN@mXEH Generation of a transgenic animal model of hyperthyroid Graves’
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Graves’ disease (GD) %, L TSH Lt 7% —H|#Pifk (anti-TSH receptor stimulating autoantiboy) (TSAb) %%,
TSH receptor (W LTC7 =X MEA#BTAHI LRI THERINZHEBEENLHOCRBERETH LH, 2D TSAD
DEARF, BECVW2BFRALHIrISATHERY,

BEIZ, GD BEIisH®k TSAb 4 clone 2%, in vivo, in vitro TO TSAbWERZETAHIEFRIL S, X512
genomic DNA 5, REZ7O 7Y VEEFOH, LM, #iFrL, HERNIRESN TS, KRBFFETIE, GD
DRIEEFELBET 5720, ZOHREZ T TY O promoter, enhancer FBIE% 5 { & HEH D VD] (3.7kb), Cu (4.7kb) L
84 (5.7kb) % tandem (25845 L, C57B/6NCrj mouse (23 A L7z TSAb-transgenic mouse (TSAb-Tg~w X) Z/EH, A
SWFHROREZEIRFT 21T o 72 LT O#EHE conventional condition T CHEREL 72 TSAb-Tg~ 7 A2 FHWTHRE L
AR
1. HESWENRE

TSAb-Tg?‘?Xt%‘FTg?@X@]ﬂIi%FP@ free thyroxine [FT4] & thyrotropin [TSH] %#lzEL, TSAb-Tg~v X
CBOWTHELRFT4O LR, TSHOMHE S L IMET 229720 TSAb-Tg< 7 A TIETSAb & FTADEELMBE % RS
7z (P<0001), *™Tc pertechnetate ¥ ¥ F 257 4 —IZBWT, TSAb-Tg® I ARF Tg= 7 AICHBEL T, FEIEV
WY AAERL? (P<00D)o 5612, TSAb-Tg< 7 ATid, FIRIRERMBOBER, MEOHMAENRE SN, T/,
FEBERICBWTDH, TSAL-Tg~v Yy ARETgY T ACHBLT, HEAR2LAEZRLE (P<005), ML, TSAb-Tg=v
ADSHRBROR VE  OBAMINC & 2 FREBETEEEZREL TWAH I LARENT
I. REFERE

£ YRR BT A BHMREOEEORBMP TOERLBY, BEATOERLEMEZED, ~ 7 A EEAO B
HOBMIFEIT LT, EEABLMEEROBMAED bhiz, 510, EEFRREELES 5 TSAD-TgR 7 AN Y F
RUF Y HF4 FOBROKZSICE-T, FTRBREEDOTTHE, KN BARKEOEN, BEENBMEKOBDZRDL,

DLk, GDOEFVEMWE LTHTSAD-TgR 7 ADREEPH R EINTze 61T, TSAb-TgR 7 AIZBWT, H
CHRERBIIBIILHOCERDHHEO—DThH 2 HERIGHBMIOKZE (clonal deletion) ASEFHIIIHEEZ - T2 W hE
H, BEAOBMBL Mifis HOHGOBEEOMERISRBR ST, $72, FRRBETLEOREIMEERIZE > THRATH
D, specific pathogen free THEHB L7 TSAb-Tg~ 7 AT TSADPEETZ D00, FRBBELES DD LN Lo
Too BEOKERID, TSAL-Tgw 7 RAIETCHAOBEEDINS, BELRECIIZBERTIILoTRENSIEBIENS
WEEEDE Z Hh, BEERNICHFET S BIMEDS, BORAEE L BEENRC LARKBR I,

AEFFR TR L7 TSAb-Tg~ 7 A, GDORERFLPRERNT L OWEEZ BT L-0IIBO X THAZETVEY
WKhbltEzbhb,
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Graves' disease (GD) &, L TSH L &7 % —RBHifk (anti-TSH receptor stimulating autoantiboy) (TSAb) 7%,
TSH receptor i LT7 T XA MEAZETAZLICI > THER SN IMBIHFENLTHORBERETH S5, £DTSAD
DEERFE, BECVLZLIRFRIFALSHIISATH R,

AWFETIL, GD OREWF &S 579, GDAFHIK TSAb E4 KD promoter, enhancer §iR % 5»{ G HEEEL
%L, C57B/6NCrj mouse (23 A L 72 TSAb-transgenic mouse (TSAb-Tg<w Z) DR ITbNI,

HESILFRMETIZIE, TSAb-Tgw 7 ALFETgT Y R EBXRT, MEPFD free thyroxine [FT4] @ EH, thyrotropin
[TSH] o#psl, 3 L IHET, ® Tc pertechnetate ¥ ¥ F 7574 —IZBI2EBIIEVR Y AAZRED, 512, FRR
BRI OBIE, MEOHMENSR SN, UL, TSAb-Tg< 7 AHEIREFVE > OEERMINC & 2 FRIREBIEITE
EAXRIELTWAE I LARENT,

RIBFEHRITTIE, €Y Y SHRECBT 2 BARBOFEGOREMP TOEHLBY, BEANTOERLEMERD, <
v ZEHEAN O BRIBBOMINCFET LT, BEABLMRBEOBINARD Shi. E510, EFEPRREIEL 2T 5 TSAD-
TgRIANDYREE)HF v HF4 FOROKSITL - T, FRBBEOITLE, KBHREOKM, BEENBMREORK
L EBDIzZ, '

PLt, GDOEFNVEME LTHTSAD-TgX 7 ADRYUNI WM R E NI, E51Z, TSAb-Tgw 7 AZBWT, H
CREEBIIBILHCEROFHO—2TH 2 HCKIHEBMRHMOEKE (clonal deletion) PSEAHIIEZ > TWAHT
BEME, BRI B(B1) Ml s HOHAOELEDOREEITRBR SN, LD GD ORERF L RER T OBHICHR
L, OWTREEBEORBILESTHLIANEV, #oT, FRXIIEL (B®) OFENRLELTHESHLLDLED
Bo kB, FEMZFEHBEL, PRIELA7HEBORXATEL ZNICBEL-AM LR, SBLBOOLNLETDH
5o

- 620 —



