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Fanconi RI(FAIZETEOERMALE, BRER. BREERCSOEMERTERAK
SIEOBETERATH S, MIEL TR/ LAORKRERE, MMC REDIORY >Hh—
AICXT OBRREDLORBZAT 5. FERETFELTEREAKZRRTZ6 DDl
GEFRRIEEIN TN B, TOMEITAICHS ATV, I£E, FA EABAEN.
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FABGFO HR ICBW 3 REEZHS MTT BT, B&E=7 M B i1 DT40 %
AWT FANCG REI a2—% >~ Ml 2ER L7z, FANCG K38 DT40 #iaid MMC <
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X7, HIFREER [-Scel ic L 5%tk DNA “EHYINE HR IcE D EET 3HRIT. B4
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KpFFEIdFanconl HME (FA) RABEFOUVEDTHSFANCGHDNATFSHTI TS
DEFECENT, HRMEAARABHEHOMEZHESIBFTHINENERELELDTHS.

EFRE S X ZOPFFRICB VT b UBMSRDT40 2 A\ TRETFRBIC & 2 3/
RETRoK, Tibb., FANCGRETEBBLUIMBERIERA R4 CRVRATSSF
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