BxXF-19

=

N H |

:I—
» ﬂ
K A K E

HEMREPRER (FNHRBAESHRE) HARRARBEE

k2 545 H 2 0 HEUE

HEES = 84404

MZRiER : BKERIBE SR

I HEAR - 2011~2012

EREES 0 23659179

MRREER (FIX) DEFROEEZEHLET IHESFELTO BB1 - JRE ) D DOHI-
R E| DR

ZeEEREL (¥EX) Study on BBl-crystallin and Heart

MRARE
BRA = (SAKAMOTO AIJD)
WITBIEANELBRSFEARE 2 — - IR - ER
mEEES : 40291067

PR RO EE (Fn30) « Fox id, BREBANLR L —ZERTH 2 & T, FEERORIE - #ERIZ
BB TAI=ARLDFERLEZHE L TWD, AOFRICEWTIL, DIEIERER 2
BI014. 6 DMBHIENLA X —TIL BBl — 27 U A X ) VIBIGFITHIREBRNFE L, Yk ¥ R
TEPKEEDOH TR DFHTHLRETDHZEEZALMNILZ, 512, BI014.6 ZIEF /LA
AR =R EEH LT, FHZIC BB1—27 VAR v OHERBTINANLAZ—5EHL
Too AWFFEIL. T E TIIAKRBEERZ R L EZONTET BBl—27 U ZZ Y UM,
DR OBEREHERFIC B W C R T REIZ AT 2720 DM@ L 5 TH A 9,

WFZER R OMEEL (330) @ We are aiming to find unexpected molecular mechanisms underlying
various diseases by using natural mutant hamsters. In this study, we found that BI014. 6
cardiomyopathic hamster had a point mutation in BBl-crystallin gene, causing the loss
of its protein product in the heart. Furthermore, we created a new hamster line lacking
BBl-crystallin protein by crossing normal and BIO14.6 hamsters. This study will set a
basis to elucidate the cardiac roles of B Bl-crystallin, which has been recognized as a
lens—specific protein so far.
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