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EFE JCRB il 2 7 IR S TIEBIY > 7L, Bl U 72 e 2 R4 S B 03 E
TEH IR L, EAEIRIRES (2000 4E) 12 JCRB MR N 7 IZHFE LT L O TH D, ek
ARODOY T ATENERPHIFR S TEY | BRIT RIS OV TIEHAERNRHRE L TH
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ADD JEMRREESE 2 4 OWRMHEF N E, 77 AI FR=2D ) Fu /I I 7%
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avu == SN o 7223, DOX OIRINC & 5 ADHS O%HUZ k> CTan=—%
IEEIZE N L7 (K 8), ALDH2 (Z2W Tk, 2N U 7 v Miloo ALDH2 28 KX b
AHTATITERT 22 2BE L., Fxid, BEMNRAMTIEIRIEDRTLD
ALDH2 {EMHIROB T2 T A 8925 Z &I2 Lz, £ ORER, Fislc Bz iz ALDH2
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(7= A) BROLI, ElsbH o DNABEGHE L KT 5 &bl 7,
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50

T, WD A =R LREMS LR ORIV AT VT v REAZFETLOMN?
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1. ADD JEBERHICB W CIRE S vz ADHS6 &A% & ALDH2 Bin 2%, LB
IZ DNA LD, FERITH VX7 B L~V DR %779, 7 4 0 ADD SEREEIER] T,
ADH5 O 4 FEEOE BN EE 4 7oA G (homozygous, & 5 \ME compound
heterozygous) TIEE 72,

2. ADH5/ALDH2 LT /K48 & SCE#d 5., A. 11 Bloom JEMERE H 3 (Bloom)
& 261> ADD JEGERE R H ok PHA fl Y > 88k (L) ERHESEMARIZB W TR
5= SCE L~ (E#+SD), B. ALDH2-Y 7> kb (GAM) ZEHrofi Ak
U v 88kI% ADH5 £ > b B Z— (N6022 10uM) #il#4iZ X - T SCE $t23> Lk < EH+
%o

3. A. ADD JEMEREBE kD iPS filign b o2 v =—7 v &1, DOX (1ug/ml)
OEIME Y ADH5 235 L. o n =—0En K <#inL7-. B. ADD JEER:
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& FA OFTEMKERX, ALDH2 & ADH5 OJEMEIC XLV . NEMERAL LT LT B KR
SREND, FEoT=HRIALLT LT E RIZL > THl X - &5 DNA HBEIZ FA Kl
roTEEINS, W bDOBEDOKBEIZE Y., FAZ\WL ADD JEBERENRIET 5,
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