HHZFRFEEBAFPHEE 15 FERI7HE (2005F) 1 H

L

AEBER KT 5 BERT L RERT O AR E IO\ T

—7 A5 ¢ FEik#ER S aldehyde dehydrogenase (ALDH) 2 D& ET%

k% B ERT-BRITH T LB O f

R REY, R OEZ?, kBE SAEP

7 AF e F Bk ERE aldehyde dehydrogenase (ALDH)-2 i8{&ZF 2Bz X 5 KB O REEREE~ OB LR

RTBERE-T, BERTIRERFOMAEFEHORERYORT S, T 0RBRTEHEBNE
ORI O THISER 2 #5E & U TR~ 7, EFI ALDH2*1/*] B#ETEEYF T 2Bk T1H
MERED 120, TR TR OBEEATED e o1, FEEQ AT 1 v 7 FENORE, SMmEOIT
HERTF LB LS, EWHEIEREREEBMI Thon, 74 a— MR, BHCETOREMED
oM RER T -7, UL, ALDH2 BEFEEIEH, Lo s biEmEOMy F5ETF Tkt
st, ALDH2 BEFLEH L EMEOM DN R EOBHEEIEEDO L AT AL OEBEDEK X
- T T X,

Fhr7aa— L BERE ALDH2 BEFEE L HDL a v A7 o — 2 ORIOHEEEASHRE L. BCE
ARKFHT7T o —niBHEE 7 A 2 — AV BiKREESR ADH3 BT 2R 0B & B L CAA A D ALDH2
BEFEBMCIIHDL 2 v AT o — A Bt - KGR Lic, ADHSBETER LR, 7o
2 — A fRE S ALDH2 RIABEETF AR 2/ T 58BETIHDL 2 v AT o — A% Eiflehrote, 20
7-% ALDH2 RIBEEEFEE % H T 5 A TRSRBEC L 5.LHBENHGR T TE VL Bbh 5,

pidl]
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Iz

. FL&®IC

BESIVREOHFILE DEBDORERCTL T
HEEABREYRCT, ThThOEXROEMOBEIL
KR L -TELS, Rl TRExORBCRT B %
WEhOEROEROBE #RT, ol 1 DDORIEGHE
WMOBRIMEEOERTOREL I LT 72 =— 2
4 b v JRAE phenylketonuria © X 5 75, i@ HH—E
EFREOHEK, BERTOEBMEIBIEONT X vk
HOCEETHD, TOX ) IHEIRK 1 o FIfcE
Phb, —HBRPEOBER 1 O FHBErh 5,
EXEA V7 ATYFD LS RERETHE, #ERTFOER
BRIBERT TH BN v 7 AL VI A LA L DBEET
e, LsL, B—HBETFEEDHECI 2, REE
FRETOREERIT, FliiE, HATIE 80,000 D
HAERZHLTIAREL, 2oy RPARETER
HEOFH\7 = =— ¥ + v [RIE phenylketonuria T3,
AT 3 f##: 7 = =— 7 5 = phenylalanine D fX
WEFRETRRBLRL, ERTHMERYE T,
Phenylalanine 23 RO MK & RCERE L, £OHRE

1) F#fZ TRERBETEE R P8
2) PEAREABER
3) HHEMAFELREES B

PER, TA»ARE, RECTEBREEYR-.T, %<
DENFHEEDIDILT = =—A 4 b v RIERE 2
LT 5, REDEBYE DL R L phenylalanine £ HL
BYHRTHZ LT, BREORBMERYEETS
ZEPBRSL, TOMKICLED 7 e=—r N VREED
P CHOMMAEBE R ¢ LR D, 7 = =—
Ly b VvIRERBETFREE AL LELDRITAE
b, EBEIEERTEIRERTHAMC L Y ERT 2,

K1 DFHBHEEHEDHE T, BEATHET
DEHYRT, 1 v 7 rzVvFORTOMICE 2, —
WOAZDE ST K FIE LIV, Sl &b IDX o7
BE&O—HT, #WofERiEo L5 tBERT, H50
BRI N -REREY M v o vV RIERA
EFTBEDTHASI, _

ELE, R, BIRTELE RS AR E 0% OBt
KHRISEETEBREIN D, D 1 7 ORETIE,
EROBILEBREORTFOMAGHEICL > TRZIZ A
b, ZDFA FOKTGOEECIIET &k CRER
Fhaviru—AT5Z LIk T, REREILARE
BT bitv, TO7d, Sox 4 F7OEEIL T4
BER) IR 5,

TA2—-AKBeEER 2 OBEDO—DTHHT IV
7 e ¥k B aldehyde dehydrogenase D &{5 25 £
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H—BE1FRE
(NI rURERE)

LRI TRE
(BOELEOEFERR)

K1 #BEZEFEIBRERFOHEEA
TRUOKRBRBEEF LRERFHNDERD > TRIE
Téﬁ,%hfﬂo@%@%%ﬁgu%ﬁmlofim
B,

BALE 7 o7 ADSMCHEE LRV, KETILZ O&E
FERLBETHIBEREOE AR T A LT L -
T, BERFLBERTHRONEEECEE IKES Y
BChH, 2DXHCHHBEFEEOHB HERN - A
BHCREI N A BHIIATEUEMcERAOER &
BANEDL SR oo BB L T 3,

. MRADERELK

L7 100,000 FaTOHIEFR Tik e » BB ES
P SRR EENSHIEF L Qe 7702 EFET
tLR % » ¥ T v A homo sapiens B>, 7 27 Tk homo
erectus "t v 7 b s X (Java) &, ¥FvhuSA.
~XF R v R Sinanthropus pekinensis (FFE) ; L T=
—ua XTI, 27 v T x—n A Neanderthalensis (X
2) Auviz, UL, 30,000 8 E Tl 0L M
HEL, e ABREELTHELERMLI LR
LTwvot, COEBOTEIBELTIL2 DO%HAH
D, 2EFHECHMLVBR DS —FRTRERNS
HIRicH D, TXTHEARALHEREL TS L35, 5
DERIBE—RERELEZ S, §H, DNABERFK BT
HEMOELHIT L >TO [HRAOERFH: 77V rig
B HnEDCE-> TE e, BRADDNA, FHiwi b
2V P )7 ERTRZMIPBRERCIETEEL TS
$ha2 v FY 7 DNA (mtDNA) DFE X b, AEHE
DEEFERIEERNELV2, et 3B ERE
Th5HIERHELMTE-> T3, BRACKTZAE
MOBELUEIE - & LIRFHee, Brekbav8E
BThrF v v o— ORI TOREFERIIZIICKA

AFEDOABL - 7IVHE—ZiRHR

BEA FIUhA

J—ay/NA

R F—ANSUT
FOFA i

207 & Hij

A

K7 FIE—I

X X

4

FERERRA

A

72)h

3—aw/N

TFIF SyIEA

2 &% -9 LA homo sapiens, homo erectus (Java), 3 v b 8 7R « % % v ¥ A Sinanthropus pekinensis (PE) & 47 v

F &2 — A Neanderthalensis



FR17H1H

gV, b, B—HRAADTF v v U —HDERT
OERI, a—u .y TUT, FLTT 7V »0BK
ANEOTERIDIIEIEKE L, FEHEI VR T
7 ) A EFEH X EF LT, Cann & Wilson t% mtDNA 1
B 2EEFERIRLEHETHHOBT 7Y A A

OEICHEETHIEERLEY, ThiIZARE TV .

ADNBRNCT 7 VA CTRELICZEXBHRLTNS, D
D77V ANRRREROERE L TOBEHEHEYE
YEETARBNL ORI ERER TS, BH
RBEBIT 7 I EREMBOBRALLOMOBLEER
DBREAYBRLT, c€ HELVART 7Y ARE
T4 H 5 100,000 > 5 400,000 R E Lz L2 E
Hlt, BRAOHDEEDEETHER, e otk
S NEROD R E c P ETVATH 708 & Rl
4%, Rogers & Harpending & X % mtDNA &7 o &R
% 10,000~50,000 ADHER T B +F€ - €L v RO/
#ER, 50,000~100,000 /T T 7 VI LB B L7
EVWIOSEETHLEY, WL 2rhDRT v Frs—
VMADERDEODNA PRB I ALY, i
mtDNA DEBFRVCFHRHFT O DNA FHC L v
TvFnz2—nr AODNAPKZHHEDOL O LFEHER

(2005 4€) ' 39

oo TWABI EFHLMNC Lz, 7V IAE—N AL
BARAK BT S DNA DEOEDELXBETHE, h
5D 2> DKL 400,000 £ LL BB HEL 2 2 & AR
%5, |
R3THHrIB X, BRANDT 7Y 06, &
W, 707, 2—0y AR ST, £ LTHREECE
> Tfbote, fo T7 A7 e FEKFEESE 2(ALDH2)
DERERITIET o7 ARMBD T 27 A bahhic
67,000 FERj L DRI Z ol Z L2 B,

M. 7ZiLa—ILRHEESE

2ODERVATF A, DFEY T AT —ABIKERE
(ADH) &7 A7 e FEKSHEEB SR (ALDH) A7 42—
AR T AFELBRE R R T, 25 21 ADH
74 V¥4 Ak, ADHI1, ADH2 & ADH3 #fiEFic X -
Ta— K NEIhTwWa, 2hbido g, —Aiew LT
\» Michaelis-Menten S (Km) %> ($7bbRH
RN E V), ADH2 & ADH3 WX E BT 4 VA A
Beh, Rty R ESlness (M9,

ADHWR X - TODZ & ) —ANGREN, 7T 7T
T e FOAHE ZhPERPHICALDH I X » TRHX

B3 AmHEOEL LI

Ihav Y7 DNAZBHFTRHE LA Wilson D [7 7 Y 2 BE—EFEH] wXs&, BRAOHE sz ypE¥IvRA.yEx
VA2 FERI7 7V A CHAE LI EERD, BRANRT 70206, FHE, 727, 33—, A@hHoT, FLTEE
ZH o TRIbot, foT7 AT e VEAFZEEF 2 (ALDH2) BEFORKFRILER 7 o7 AR MLOT 27 Arborh
F2 67,000 48T X D BICAR T - B/ B (ALDH2 OBRERNEAT 2% # TRLE),
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Ethanol CH,CH,OH

} ADHI, 2, 3---

Acetaldehyde CH,CHO

i

ALDH]1,2,3--

Acetate CH;COOH

B4 7ra—aKBEEE
2ODERV AT A, TAra—ABKEEE (ADH) &
7AT e VRAEEBER (ALDH) B7 va— 2 REE
B HEEARELYE S, ADHIZ L > TOZH 7 — A
DIEIR, TEFTAFE FHARE, hidesr
ALDH i & » TR I BB 71 5,

NEEBC e D, IS Ko O ALDH 225 5 A%,
B2t Lo ALDH2 #EFR L > Ta—-Fahk
bV NV TEER TN T AT Vo UTIHER
ZEWKm %81 579, ALDH2 811158 12 64
DRBEECH B, EREEEO 71 v ¥ 1 a3
7YV IR2OEDYya v IBI0RETBG (FT7=v) B
AT7=v) R—HERRERMEZ o fcfcddiL, 7
B VEBERD D GAA DRLTID AAA Lich, D
BROVVVALERTAIDIEZ S (K5)?, it
W7 OTEROFEEL NI OBRCRBNAS Y, KB
BlF7 27T e PO ER L TEBPR b &3k
fhDFER Y Z 1910, ALDH2 RIBwiz~7 v A&k
ALDH2*1/%2 & & =& 1k ALDH2*2/*2 i 5,

IV. ALDH2 BLFZRESME

KE,HLFEBORBREMESCRYOME LR LB
BT HZEBNHBRTWEDY, ZOEFIROWTAR
Birarngv, BAAZEDTOELL DILET o7 A
KB X D EME, B, XX BHLIBTERTVH
@5 THREACEEAE] Lt EhsHEOERYEY
Bo KB X > TR ATz Z ) — I 7 A3 —1
BAERBZICI->TTEr7AT e FItfRBZHh, X5
7 AT e FIRKRERC L - TECHICEER &Ky
BINb, LIANTAT e FRIKEBED LI TED
DT T e FKEEEF 2 (ALDH2) 2tE7 2
TADHELHRRERIC L 2 REBBERYF->TWv25, db
W7 U7 ADT A a— A3 58, ALDH2 &
HOLDHKBEET L 7AF e FASRIRB#I I
L\f;b’)jﬂl#ﬂl%ﬁ'g"é Aol "l ¢ o’CEC 59)11)25)26)0 5]

(xHv12)
1407 K487 51
L. —
.10 1415 1512 +10
GAAGH AAALys
(ALDH2*1) (ALDH2*2)

E5 ALDH2 BZFD=2 v v

ALDH2 BETFIXE 2 b0 R L H 55, BV
MBEEDOT A v F A 21Xz 7V VI2DHED Y 3 v 1510
CRTHG (F7=v) DA (TF=v) i—EERER
TRIMEZ shtdic, Sz VYRS GAAD
BFINAAA LD, FOREROYV v vALERTBR
DI B, E7 O 7HEROEDE S OBEFXIE
B, SKEH MFR7EbT7AT e FAEL BN
R Ted Lt fbDfERER T,

AARMOITET v 7 AL BT DWW O DEEHGE
78 ALDH2 BT %8 L i & O OBIE D\~ THFSE
Lic, LaL, BHERYEHERE L L 1 B L
D% OWETIRES OB OB ERE L L
7o DTH - 72830, HIRER Y #HEBE & Ui KBER
Tl ote, B AITHIBERYHRE L L GEETS
A5 it -, HAATO ALDHZ & {&F
Z/ L BIfLE & OBIEABE Lc?,

1. WERELHE

1) #HERE

WEEEHI IR L 2150000 A0 H T 5 BKESY
FETHrHIETH D, 1999 EERRZ 21T - 722,892
ADERD S 2,395 AnSEBEFHELCONTOL v
7x—AsAFeavev P RNBHR, HE T A CFEE
B 5815.7) &4tk 1478 A (FHER 56.3£15.6) 1K
DWTEHT 22 LKL, L LERTEZROR
FEREDIH 274 A (B 46 A, T4 A), 5w
EAGEERMAO 184 A (B 45 A, 139 A)
BERAZh, BEHRERBAEXBRFLcORRF
ALDH2 #EF LB L HDL 2 VAT 0 —A{HIDOWT
LRETTALDTH B, FOHRE L BHREELRT
OCERZEE LWk ot, ZOWMEREEERK
FEDOMBERLIT L > TEBZE N (No. 11-15, 1999),

2) EEFZRONH

DNA # HMERE» L L, Takeshita 5 O#&E L7
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HETKRY 2 5 —YHEBRIE (PCR) % A\ ~T ALDH2
EETEREAYRELLY,

3) W@ _
WREIZAR R TEENRMEF YA VT, 4kl
&b SRR Ok, WREIME & i3RI F % BURE
iz X > T2 ERE L7z, MEMEIT 2 BOFHY
oo SOBMEDERY, WMHEMHME =140 mmHg, *
TR M 290, ¥ ol MRETE OB O\ Fh s
HHZ L E LT, IEEFRE (BMI=body mass index) %
*hE (kg /HE (m) D2RTHEL,

4) TLI—-NLVERELC 2V TORBR
Tvr—brERAWT, BEEEMIN T FROERE
b7 A —EREOWTOEHR B, 1 8EF
BHORBEHERE L EREYEFL, 18FHO7ra—-1
BREYHE L. T L TREREMCYHCROBIE L

BRICRE L, KEE2HEMEIBEIE (22— .

23g), 3B0mIDE—L 2K, YL RF— v IA 2R
vAvEZ 72 (180ml) 2HREER LI,
2. BMEREDER

1) ¥RET |

%1, 2K BLOERRTFERT, BETF ST

ALDH2*1/¥1, *1/%2 & *2/*2 D E X BEH TEFREFR
45.8%, 46.0%, 8.2%, LM TFhEh, 50.6%, 42.0%,
T4%TH b, WERILH -, BT ALDH2 EET
SR L O 4&E BML MEr Y 7)Y VE X UK
B OB R S THEEHEEYR D, 2%, fio
BIEFHE & B LT ALDH2* 141 BEF B OEHR O
KBEESRLHEL, FLEDZSVCKRETE Dof,
SIHEE, BML FV 27U x) IR OBFETE D Eho
teo BUOEW, HE, 7L 27 0—AfEL HDL =
VAT B — Ul X OBER 3 RIZT HRIBETE
MBlchstz,

4tk Tk, ALDH2*2/*2 BEEF 4RO L D
BrdsLEmbhot, B8a v Ay o —fEiz ALDH2*1/*1
BEFHETIVELS hot, BETETEETIX
KAER L KBEEEOEE X b - kedy, Bt & ERi
ALDH2*1/*1 BEFEAB ot il OBETFHE Ok
Fob i N TR & KB BB OBES S b - 1,

2) mmE

X 6 ALDH2 BZF 4 L oFMEFKRE YR
. BT IFRE ALDH2X /4L BET SB35\ T
EBMEERREN G- 00y, TETILEREFLSHB

&1 ALDH2 EEFHE I L oBEFRRAT (BH)

BIETFEH
*1/%1 *1/%2 *2/%2 , p
N (Total=871) 404 393 74
F£ih (%) 58.4+154 58.9+15.3 55.1%17.5 0.2
BMI (m?) 23.0%£3.0 22.5%+2.9 22,127 0.02
BavAFdae—nr (mgd) 18435 184+32 189+32 0.5
FY 7YY P (mg/d) 160118 142+88 130+71 0.008
HDL (mg/dl) 5415 52+14 50+14 0.2
HKERE (YH) ©27.3+20.0 17.9+21.3 0.9+42 <0.0001
R EE 86.6% 71.0% 5.5% - <0.0001
WL 50.0% 49.2% 52.7% 0.9
#2 ALDH2 BIEF&HB L oBRET (&t
BIEFEE
*1/%1 *1/%2 *9/*9 P
N (Total=1424) 717 602 105
i GR) 56.2+15.9 56.1 +15.4 59.3+13.6 0.1
BMI (m?) 22.6+3.1 225+3.3 22.6+3.1 0.9
Barvzxio—a (mgd) 196+35 . 19834 206 +32 0.01
TG (mg/dl) 119+75 119%70 119£71 0.9
HDL (mg/dl) 61+14 60+14 61+16 0.1
HKERE (g/day) 45%17.7 1.5%5.0 0.1+1.1 <0.0001
KEBR 37.2% 15.4% 1.0% <0.0001
27 5.7% 7.0% 11.4% 0.1
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BIMERREOEIh o T, Bk OWRFBHImE & iLE
PImME %X 7 woikd, mMEMIDEET LR I~
ALDH2*1/*1 BIZF %R OHE CTEIr -1, Zh b DR
WIEEHETHED bR o7 (H8), KIKLETE
aVAT 4y 7BNIRRC I AEMECHYRERTF%
77, Bt iFEHsE BMIAEMEOMIT HERTF T
Hot, REE, BHcWIEODED MY RENTF
TH oty THETIRE 5 Tidleh» 7z, ALDH2 #IE
FTERIBEY, &t édEMEOMIBRERT Tilieh

SN (o

B (x%=12.1, P=0.002)
& i :
(n=380) g
EEfE

=189 o6 20 40 60 80

100 (%)

(n=878) 20 40 60 80

K6 ALDH2 &EF&H I L OFMERREK
B TR IERE ALDH2*1/*1 B F A4 B s\ CEME
BRENE 27, T CREBRERFEEMcEMES
REOEI o1,

IS A% 2 ot
(mmH.g)

(=0, 01)
140 ey

100 (%)

R =

130]

1207

1 ]

0
1"/1* 1*/2* 2*/2*

00"
1 M1* 12> 2*/2*
(n=314) (n=321) (n=74)

M7 ALDH2 BE=T2£H & OWEMIME & RMME (5
#)
A & b b0 AT B -~ T ALDH2*1/*1 B{EF
- BHOFMETEDS - 1o, RERRIE IR L1

V. 7I 30— )VERE, ALDH2 EFZH &
HDL L 2XFO—IL{&

KA T T 3 — Bk EEBEE ADH2 BisF 2 R/l
DRIBEIHEH TR TH B4, 40~50% DFKA D
ADH3 R EEREXHFTHZ LML TW5Y, Bff, K
BT L2 -2 BAKRER ADH3 BEF LA E TS
BEMREEM CIZHDL 2 v 25 v — L @RS, OF
BEORERMEVLOHREN Do (B9, —F
It®7 o7 A%\~ ALDH2 Bz F48 L HDL 2 v &
Fu—ifl, BIVCKBEBOBEGIIMLA T, %
T, FRIXALDH2 HEFEE, 7ra—2BREL
HDL 2 v 27 v — L {f & OROBEHE & FF~ 73,

1. A% mEFEILRTO-LOAIE

JHERMBELEML, MEEEBETE IR 1T
FEAT CRIE Lo

U6 #A i &= PR A M =
(P=0.9) (P=0.7)
(mmHg) (mmHag)
130 | 80 |
120 | 70 |
110 | 60 |
100" =~ 50

T 1 242 T e 2
(n=575) (n=479) (n=76)
K8 ALDHZRETHE & & 0RO EHIILE & 15381
E
SHEFLEEME ST h -1, BERBIEE IR
ALtz

K3 BFEwCAT 17 B X sEn0ERTHERT

B g
E4 P <0.0001 P<0.0001
BMI <0.0001 P<0.0001
KRR P=0.03 P=05
obe ] P=0.5 P=05
ALDHZ s&zF5H P=0.1 P=0.3

(1%/1%) = (1%/2*+2%/2%)
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ADH3 BfnF£R L fKif. LHEEY X7

O < 1 drink/day

B = 1 drinks/day

I

ylyl yly2

AHD3BEFER

¥2y2

ADH3 BfnFZH L BKiBE, HDL = L A7 o —/ViE

(4]
N

8]
o

E-Y
[}

O < 1 drink/day

B = 1 drinks/day

AEHDLaOL ATFA—/L{E
-9
()]

44 |
42 —
40 .
; vlyl yly2 Y2y2
ADH3EEFEH

B9 ADH3EEFLA LM, HDL x v A5 o —uff, OFEEY R2 7L b)
ERUZADHI EIZFHHB T L OKB L 5 LHEEY 227 GEXNERE) OoRE8LYrRT., KEE®1H | KEEKRET
AHD3 #ETEHIEFER (lyl) BUHOLHBEE) R 7 #EE L L L E0EMEREYEL V5, SKEEN1H 18
WHEAML EO vyl BETLSHHEE P=0.04), RE~7 cFEE&HE 1y2) BETSEBHE (P=0.04), REHHEEHE (292
BEFLEEEHE (P<0.001) KW THBLHEEANEREMETL T35,
TEIZADH3 BETFEMN I L ORBIZ L AETEFHEHDL 2 v A5 u—A{E (EFa L A5 o—a) OEEL R, KERE
21 H 1 SKBEACRH © AHD3 BT SEHAEFER (y1y]) Bt h<EER 1 H | SKEEALD EORB~T aE&E (y1v2)
BETFEHBY (P=0.004), RB+cESE (y292) BETFLSHENE (P=003) THECLEENRNEHDL 2 VA5 v - 1{f

I T %,

2. R HDL, #I3L X7O0—-IBICOVTO#RSR

1A 2 MR UL F oSkl 2+ 5 Bk cir, #H%
HDL =2 v A7 u— (A (i, REKEE BMI HbAlc
THIE) 13320 ALDH2 $ETFAEBCERE RERK
ote GR1). LirL, SKEELN1H 2R/ EDOE
#h Tix ALDH2*1/*1 % T % B ¥ 2 ALDH2*1/*2 % &
TEBEHIVFHBHDL 2L AT o— A @OAEBICE
st (56+1 % 51+1 mg/dl, F#H=SE ; P <0.0001) (X
10y, i b OHEIT ALDH2*2/42 e T 4B T B 6
nich -t

1 A 2 B ToKMELY T2 5 Cik, HRER=

VAT o — A ff it ALDH2*1/*1 %# B3 5 BB\ T
ALDH2*2/*2 # 3+ 5B X h {Kh - (181£3 % 195
+4mgdl; P=0.001), 1 Bt d 2 HAMRIEL
FBY TS o v A5 g — A{Hix ALDH2*1/*1 %A
4% Bz 3\ C ALDH2*1/*2 2T % B X 0 {Ed
7= (1812 % 187+3mg/dl ; P=0.031) (K 11),

1 HEREE 05 B LU T ot i3, #HEHDL 2 v
A 5 v —AfEL ALDH2*1/*] IR FE&E 24T 5 H0
ALDH2*1/*2 #IZFEBXHF T AR LD &b o (60+
1 %f 58+1 mg/dl ; P=0.04) (X 12), ¥ 7z ALDH2*¥1/*1
BEFEMAYETHHOFER 2 v 27T v — A EXMOD
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RO - 51 B

HDL (mg/d)

Men

65 1
o0 |
4
55
50 |
4]
40
35 ]

30
N o121 213 66 257 167 2

<2 drinks/day >= drinks/day

ALDH?2 Genotype

O sy
ED sy

B

R 10 ALDH2BETHMEHKEO HDL 2 v A2 7 u— A H T 58 (B

X1

1B 2 BT OKEY 5 BHRT, FEHDL 2 v A5 o —A {8 (El), BRERE BMI, HbAlc THIE) 11320

ALDHZ BIEFHHHE CEI > TRig > Twindofe, —77, KBRS 1 H 2 BrD Eo BH T2 ALDH2*1/*1 2555 BHEH
ALDH2*1/*2 % ET5BH I hiHEHDL a2 v A F v —AfERE BRI ED o2 (561 % 511 mg/dl, F#HESE. ; P<0.0001),
Z R b OE#E ALDH2* 242 BEEFHR TR b hich o te, HFO PERFRUKER» 7 IV — T ALDH2*1/*1 BEF %
Hoflolbic X s, —F, AUREGFLRATHRER 2 BACKE L ECTHE U EIL * (P<0.05) & #(BERL) TR,
Genotype=1 =T %8

TC (mg/dl)
Men
210
200 ] g
#

190 ALDH2 Genotype
0 # 0 gy

i E *f*)
170

B g

160 |
150

N 121 21 66 %7167 2

<2 drinks/day >= 2 drinks/day

ALDH2 IR FER L KBEOER 2 VAT v — A BELRT 28 (5H)

1B 2 BN U TOKEY T3 BHMTE, FABE I v X7 o— {2 ALDH2*1/*1 28¢5 B\ T ALDH2*2/*2 # &
TEHERMEI O EIr -7 (181233 195+4 mg/dl ; P=0.001), 1 B L 2 BARBEL-BHETHHERa L 25 0 —
LB ALDH2*1/%1 2 F 3 5 Bitic s\ T ALDH2*1/*2 % 4T 5 B L W &Aoo (1812 % 18743 mg/dl ; P=0.031), #
FOPHERAUKERS 7 7Y — (4T ALDH2*1/*1 BETEHOG L OREI X 5, —7F, AUBGETEREANTRESR 2 B
FiHL ETHE U * (P<0.05) & # (BEHL) TrT, TC=a v A7 o—iff, Genotype=iR{ETHH
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BEX D{EA > 7 (19422 % 19942 5 2023 mg/dl ; %
AERP=0.003, 0.01) (X13), Zc#t o ALDH2*1/%2 &
ETFAEROBTRHERY 1 B¥H 0.5 BT 25EF
L, ZVCHRBEEHCEVCTHEHDL 2 v A5 u—n
ENEECEETDH - (0.5 BALRMEEE : 58+1 % 0.5

Women "~ HDL (mg/dl)

B A7 DL b B 6342 mg/dl, P<0.05) L, ALDH2*1/%1
BEFLBOBETCHEVHRBEEFCK\ W CHRERa L 2
Fu— A ENEECRETH > o (0.5 BALRIERE : 199
+2 %5 0.5 BAr Ll EBE : 185+4 mg/dl, P<0.05) (K12,
13),

707
65 7

ALDH2 Genotype

60 T P=0.04 primoiis
557
507
457
407
357

O #p/%1
*1/%2

*2/%2

30
N 437 47 94

< 0.5 drinks/day -

218

69 2

>= (.5 drinks/day

Bl12 ALDH2BEFLMEMBEDO HDL a L A F v — A BIHT 5B (&)
1 HEKEE 0.5 AT LI F ookt ¢ix, ¥ HDL 2 v 2 5 o — A {2 ALDH2*1/*1 BEEFHH 41 5 5 ALDH2*1/*2 8 (E
FEHEETHIHI VB o7 (60+1 X 58+1 mg/dl ; P=0.04), ALDH2*1/*2 BIEF LA OB CIXAERY 1 HEH 05 %
T258T5L, LVCKBERBHCKSCTCHABHDL 2 VAT o — A ENEECEBTH - (0.5 BARMEEE 581 X 0.5 &

frLL BB : 6342 mg/dl, P<0.05),

HFoPEIRRAICKERY 7 7Y —TALDH2*1/*1 EEFEBORNE OB X 5, —), RAUEEGETESHMA CHRER 05
BARMHSD ETHBE U EL * (P<0.05) & # (BERL) TR,

TC (mg/dl)

Women

220
210
200

190 7

ALDH2 Genotype
O =14

180 7
170 7
160 7

*1/4

B«

150
N 437 475 %

< 0.5 drinks/day

218

69 2

>=0.5 drinks/day

K13 ALDHZ BETFLEMEKBEOBL IV AT a—ABINT HEHE (i)
ALDH2*1/*1 BIZFHEREHF THHOREB 2 v AT o — A ENMUOFEL D Eh > 7% (1936222 1 199.4+2.1 % 201.8+3.3
mg/dl ; £h£h P=0.003, 0.01), ALDH2*1/*]1 BizFLBOH TREV-RBEEF RV THABE 2 v AT o — L ENGEE
ETH -7 (0.5 BALRMGEE : 19942 3% 0.5 BT LB : 185+4 mg/dl, P<0.05),
EFOPHEIRIUKFEREY 7 2V —TALDH2* 1A SBIRFEROF L OBz L 5, —75, BAUEEFEENTHRER 05
Bk A ECHE Ul (P<0.05) & # (AERL) TR,
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HDL = v A 5 v — A {HA 80 mg/dl L kD4 CETP
(avAFo—L e 2ATAEXERE 7)) BEFER
NHEEHER LB, ThbOFBRE XN L CHER
iToked, BERCKENEEIE Utk ol

VI. EE

1. ALDH2 B F2ELSME

RKEOHEYERB AL WEE, BT
ALDH2 T LB h g T2 BB L2 TOE
BFEH (FvoAT v vEBRBRID A, 7T
x5 v =% v M23BT %8, a-adducin Gly460Trp %
#Mic &) OhTh» &b EMEE OBEENE -T2, L
AL, TOBREIRAHTRE L BDbhinhroT,
TAa—ABRBRYERB L CLEREe VAT 4 v 7R
W X 5 & ALDH2 BIEFEEABH R TEmMLED
WY FESEF TR o, BMEORTHERFIZ
B b bicERE BMI 72 -7, KER, B#ciEn
FOMIRERT DO—21 o7, W TIRE#E e,
oz, RBEBBEFOUUENIHTHoIcDT, T2
—AHBEEIETESHC L > TR A EMF L BE L
mot, UEORIEERTFLREETFNAEOLI ST
WEERT 202 R T bR WHITH 5, ALDH2 &
EFL2BLaEOMDOAR LOBELE#EILT Vv 2
—AVOPBRETIHFHBCTHEL, GHEIIREY
ALTHRBTHIEABFRERELLPD, BT

ALDH2*1/*l BET SBOBRECS > & b H L OB/M

EREN B - feDit, ZOBETLEHOFE MLOBET
SRMOBM L VHABEBBELETHANELL, KEELE
Mol dTH S, KEBIE DM\ ALDH2*1/*1 R T
ESROBHOFMERRRIIKEZBEO L\ OOBETF
SRDBU LD i ote, FHRIELUKE E8E
18, KELBELELEAREEGBERY FMIERCIE
BT5Z L EETEMEBME EORBER L OMD
BAEY T A EREETH 5,
2. ALDH2 Bz ¥ZB & HDL aLZAT70-)
SEOHIFTHDL 2 v AT a— BT 5 HED
BEOFRLHR, TbbHDLa Vv AT e —A D
LA ALDH2* /M BIZF 4B OBH TR LEETH
HT EwRLI, ZDOFFEI3 Hines 5 © ADH3 B{&F
S L BEMKE HDL a2V x5 v —A{F 3I0W0E5
WEY 27 OBBEISWTOWEEREEELK2 v
7 A+ &R T7, Hines LR TRRARBYROEVXIE
ADH3 O + + A HERE T OB IEFLEYH T3
Bt HE~NEEKECI Y HDL 2 VAT o —AfEH X
pEL ey, LHEERERL LRI, Br0s

EOHIETILOLHEE Y 2 7 LARBEOPHRELFANL Z &
BRAIEEZE DS, KIBADH3 BInF AR AL L 57
KRBz X 5 OMEETEEAIL/RIE ALDH2 BET 48
TR H R oV TREME 2B B,

KA HDL 2 VAT v — A fEOBEINE R T L35
MALTWA®, L, 7ira—adicad HDL
THEDOWT ORI OWTITEY LT\ ey, BRER
BT A —ABET80~177 g HDOKRBRIZIE T HHFE
TiHDL 2 v A7 o —AfEOBINE 7 va—ai k)
AVAF UL TRTFAEEXEE V7 (CETP) &k
EUENMETT A ENRRATHHZ ERRELLY, L
L, 3EMZEEOKT 4BEMOBERE (0.5 gkg &
E/H) OBREFE~I 1L TR CETP B AL
dsoteds, HDL 2 Vv AF o —A{EIIE LA ERA L
1230, ZOWETIIRBICL ) #ERAY A— LG
MAHDL 2 v AT o —AfiFRO—Riclht-to &%
AL, > CCETP R@EERELZ COKB LB
HDL 2 v A5 v —nfE LR OBF Tzl WalfEE B
B, W HEFEAHDL 2 VAT v — A @ LRI EE
L& LTh, RIBALDH2 BEFER B\ TlH 7
LR TATe FEBERTHELOIEANRR-TL B
EEZDLNRS, REOHMETRHRBI XD 7 £V £EHHA
Al DBERNHEL 5c» HDL a v AF o~ A @R LR
THEDHREL HDHTH, -

CETP &ETFRENHAACEEEICHEL, 0k
HSHDLav AT a—Af@NLRT S L0BEND B,
SR DO T2 >DEREE intron 14G (1+)
P GADERLET 7 v v 1I50DMGERD~T 1
BEEABEER2E TR TH -1, TRPEATIEE
DFEN4~6% THH EH/ESTh T 259, CETP#
BEFRBETERY 27 L OB TRRERN L
\, CETP #&ETXRIEBFAICOHEESHEINL & oS
W, KR Y A7 MET Lic L OBREDH B, K
W7 Tz HDL 2 v A 5 v — A8 80 mg/dl LA L D FI % B
N LN TLRIROBERAELNICDT, KHEDOR
Bt CETP RIBHE L2 E xR LT, LL,
ALDH2 E&{ZT %% & CETP &5 T2 oM EE#E >
WTRESEROBHILETHS 5,

LE7 o7 N3 EHE /KM ALDH2 Bz F &8 »
HETHOW, KBEHKRIBALDH SEFL£HLET 5
ANl 72 r 7207 e VRESER L, BELEZO
fib DIAEIR A K3, KB ALDH2 BT LRA TRRBES
Brbil, zoidTra—aAthFEEELTAa—A
HHEFEOREN PV L D|RELDH BVD, LnlLS
B OFFFE T, ALDH2*1/*2 B ETEB B/ O 4% 1 &
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H 2 SREBEML EXERA TV, 72 7 AFEe FORK
BB AT 2RBELOHEED Y 2 7
BN 5 ESHER H BT D The, REXKE - EHB
DRENEINT 5 L 0BELHHOTY®, TR EKHE

ZHETHECIDPEOHLSEEBIRE T NELEX

%,

il OP DO R & FRic, Fx OPFFETH Ltk Tixsk
BEER EKEEABHECENTERC A o127, £
D, TR TOBRBHKBEOEREY 1 B 0.5 FKEHE
MLOKBEE Lic, THETORRIBHcERTHLRER
- TWieh, KIBALDH2 BiEFARGICORBEIZ L 5
HDL 2 v 2 7 o — A {EDO 83 /K8 ADH3 #inF &8
DEFE LR FIES BB EM L RET
Hot?,

o7 v a2 - A REEER ORIEZTF LRI O T H R
THLERD S, KIBADH2 BEFLSENEARAALE
FEGETAIEXHOAT VS, BER I B EAKA
D8YMNKRIBADH2 7 VAR EFTAHE WS, $E-5T
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