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Fundamental Properties of Aldehyde Dehydrogenase 2 (ALDH?2)
and the Importance of the ALDH?2 Polymorphism

Akiko MATSUMOTO

Department of Social Medicine, Saga University School of Medicine

Abstract Human aldehyde dehydrogenase 2 (ALDH2) is a 56 kDa mitochondrial protein that forms
homodimers through hydrogen bonding interactions between the Glu487 and Arg475 residues of two ALDH?2
proteins. Two ALDH2 homodimers can interact to form an ALDH?2 tetramer. ALDH2 is widely distributed
throughout the organs of the body. In addition to its dehydrogenase activity, ALDH?2 also exhibits esterase and
reductase activities, with the main substrates for these three activities being aldehydes, 4-nitrophenyl acetate
and nitroglycerin, respectively. ALDH?2 can be readily inhibited by a wide variety of endogenous and exoge-
nous chemicals, but the induction or activation of this enzyme remains unlikely.

The polymorphism of ALDH?2 to the corresponding ALDH2*2 variant results in a severe deficiency in
ALDH?2 activity, and this particular polymorphism is prevalent among people of Mongoloid descent. It seems
reasonable to expect that people with the ALDH2*2 variant would be more vulnerable to stress and diseases
because ALDH2 defends the human body against toxic aldehydes. However, it has been suggested that people
with the ALDH?2*2 variant are protected by alternative stress-defending systems. The ALDH2*2 variant has
been reported to be associated with many different kinds of diseases, although the mechanisms underlying
these associations have not yet been elucidated. ALDH?2 polymorphism has a significant impact on human
health; further studies are therefore required to determine the practical implications of this polymorphism in

gal:l

the fields of preventive and clinical medicine.
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WAL, MWIPBICRAIRTH S (3,4), ALDH4AL,
ALDHSA, ALDH7A1 I3EEMIRIBIC X - TR T8
MHCAPE, TADARRIET S Z ENMEINTWD
(5-8), fiic b BREALFE OfEHEE (9-11), HRNOE
b2 » v aexb+ 5B HGE (11-13), ZEAMEWRINEE (9,
11,14) 7o Ekg# Bk S T %,

ALDH A —/—7 > 3 Y —D—HT#H % ALDH2 i1,
B L > CHRET DT 7 AT e FIERUED EW
BIAE A FFOMBEMLHER CHS (15, 72 b 71T
b NI OB I = 2 7 — A s BAR I A RGO
WMEFWE T, DNA, HAHE, BEREDOHHLP L4
RNEC A IR (7 27 v, WEASH) BT 5
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1 EMALDHR—N=T7731)—
TA VYA L lIES
ALDHIA1 Retinal dehydrogenase 1
ALDHI1A2 Retinal dehydrogenase 2
ALDHI1A3
ALDHIBI1 ALDHS, ALDHX
ALDHILI1 10-Formyltetrahydrofolate dehydrogenase, Formate dehydrogenase (FDH)
ALDHIL2 Mitochondrial FDH
ALDH2 Mitochondrial ALDH
ALDH3A1 ALDH3
ALDH3A2 ALDHI10, Fatty aldehyde dehydrogenase
ALDH3B1 ALDH4, ALDH7
ALDH3B2 ALDHS8
ALDH4A1 ALDH4, Delta 1-Pyrroline-5-carboxylate dehydrogenase
ALDHS5A1 Succinic semialdehyde dehydrogenase
ALDH6A1 Methylmalonate-semialdehyde dehydrogenase
ALDH7A1 Antiquitin 1
ALDHS8A1 ALDHI12
ALDH9A1 ALDH4, ALDH7, ALDH9, 4-Trimethylaminobutyraldehyde dehydrogenase
ALDHI6A1
ALDHI18A1 Delta 1-pyrroline-5-carboxylate synthase

(16-19) 72 E LT, BPAHRIEST D Z ENABR T
% (17,20), FFETHMENBERDOT7 VT e N TH S 4-
hydroxynonenal (4HNE) <° malondialdehyde (MDA) o fX;
BRI EEMEE ), fx OFEICKIT A ALDH2 O%
EHIAPZE I T B (21-23),

Z D X 51 ALDH2 DO fREHEM: 2 A KB REffERR 1 g
M/ NXTewv, W7 U7 TIRRBIEET 4T
(ALDH2#2) NMEBRZHED, LA EI R TS,
KR Tl ALDH2 @ AR 7k & oM HE, ALDH2 & (5
FEMoOIHE, FOERFMIEREE IOV TR S,

1. ALDH2 D#&1& & i taE

11. EBz¥?, EHEOBEEHH

ALDH2 FBET 0k 12 T/getafhk Bl (12q 24.2) CHE
LT43,09 722 —FL, 3027 v vEéEls,
BB {& ALDH2 & L T 517, BEALDH2 & L T 500 ®
73 TR R LA 56kDa DEA'E TH S, ALDH2
1L 3 > DOFLIIBEEIBAL 2 Fr o, O#fif#% (nicotinamide
adenine dinucleotide, NAD") 2MJ b3~ % fHisk  (flil% K i
HAy v FEED, OMIEEIER OFOREE, % &k
I Bl d DEEETEIR TH 5, QBT H 5 302 F
VATAVNEREFLTH ) EECERT S (24),
ALDH2 (3 =B AN 7 I L U E A E A E T,
A » 5 & ALDH2 DOREREHI. & BeAai T X 5 0T
THRIAWE S (25,260 (K1),

ALDH21ZI F 2 v RV 7 <h Y v 7 ACKEHT 5%
HEThHDH, FOfid 3 b2 Y 7 ALDH(ALDHIBI,
ALDH4A1, ALDH5A1, ALDH6A1, ALDH7A1, ALDHI8AL1
(27,28)) MBI N T oL, S hav Ky

(56)

7 ALDH /X ALDH2 L FAFgE L& 2 bh T\ iz, 5%t
B3I ravy Ny 7ALDH L%, chbaXYIL T
ST HONEYTHA 5, FEIHRE ST % AR

1 ZEZ{KALDH OERK, ALDH2 (X ~BHAEN7 B
LIcHBEREABE CH D, —BAROHEKAMER LI, S2D
H /A (ALDH2 monomer) (%3 A\~ D LAY EERE SIAT 2 3 A
AT X5 I TR A 5o HRDIIBEREEIAL & Ol RE &
A v b L (NAD binding pocket), @filti /F i o dh i 58
I (Cys™), @% BmMAHRMFIK (Glu™ ZETHEHEK) Th s,
G ZFRIEBEHNCH D 7 AF = (Arg®™) L/8— 1 F—H
BAO7 A F=v (Arg?) TKERALTV%, 22055
G D5 HDVEDTYH Lys ICHE X #id 5 LTRSS N EEE
SN EEEROBEREE A IHE I,



Ak Opn. J. Hyg) 871% 215 201641 1]

¥, S RBLE O L G, B, B, O & ok s, B
B, BEOML BeRR, wiZRE, RSB URE, H, NG
Khe, FeE, ARiEk, AMER7e E2H B (29-31), AL
TR 5B BB ORI TE L W EF LD
nQ9), AETRED ThvEREIR T
% (32) T AUTEMEMAM ALDH2*2 13745 BRI T4\
CEERERTE HLOWMREICE > CTFS DT
T\NEEA Sy (431 B1),

1.2. ALDH2 D#4hE

ALDH2 Wiz OB K REER, @Inks RS, @R
BEF D 3 O DfURERED B B (25,33), BiKHBEEFE L L
THERES % L X 13 E (NAD') #MEE L, 745
t N nZnoh v Ry 5, Ik sk
LT T 28GR 2B LT, TAT LR
fitl 7 N a— Nty fRT 5, BiKEMSEE LT & X
IR O AT 4 v DFF—n K (R-SH) NET
AT A, TOE XD ALT 4 F (R-S-S-R)) BEHK
X, ALDH2 iEM kb b, & OEE{LT ALDH2 (1
WOV KR L TEICINED (33),

1.3. ALDH2 O&E

T2 Te ) E 0 ALDH2 OB L 70 h, 2 Tlke b
ALDH2, H L <X I bhav RV 7 ALDHORE L LT
WMEINS DD LHI T TR 5,

1.31. BikFREBRELTORE

ALDH2 7 & + 7 A F b Fickt 35 K, @EZERILD
WKHEE D 12 OME A 52 5IFERE) 11> ALDH
TA YA AL CIRFIAKS (1 pM ELF) (34),
KIBERICAE T D7 2 F 7T AF e FIEE LWL <A ThH
h (35,36), BKFEHKRD 7 &+ 747 v FOMmELE
ETHDH, FOERNMCALAT AT AT LDETS
firxo7r7e VENEE LT D (34,37-39),

JEE OB CEL DT AT e FEIRBEA N VAT
DEMRNTEL, Ffr ERgEr b, kb X<
1B D Dk 4HNE T (40), 4HNE =% OB LY E T
ALDH2 DILBETH % (41-45), MDA b [FIEE THEJRE =2
Tova— RS EORRE L R (46,47), T OfR
FHi > H ALDH2 OB 5285 RE X T\ 5 (48,49),
T O OAKNTE & LT, glyoxal X methylglyoxal 7
Eo7 A7 e NEL ALDH2 OETH % (50),

ALDH2 (30 (R B O R R Bl -+ %, 3.4-
Dihydroxyphenylacetaldehyde (DOPAL) & 3,4-dihydroxy-
phenylglycolaldehyde (DOPEGAL) % K< 3 v oY
THH, ALDH2 DFEEHETH % (51,52), tm b =voD
R ¥ T & % 5-hydroxyindole-3-acetaldehyde 3 ALDH2
DIBETHDHZ EIREINT WD (53),

1.3.2. mkniEERE L TOESE

HF NI D T 4-Nitrophenyl acetate 12 %4~ %
TEEDRED B D DHTH %, 4-Nitrophenol & FEFEIZIN
KGRI ND (54),

(57]

1.33. EnlERL L TOEE

BOME 7o & CHEBIIRIVER & LCH Wb A=t 7
Y4t Y v (CHs(ONO,);) 1L ALDH2 1T X » Tt & i
HFAEE (NOy) =AU, hdid—@baEkR (NO) o4
B U CEIR D LR IE % 58469 % (55), HimiER 2
bW L EFT A~ DEICIC S —f ALDH2 2B 5- 1L T\ 5%
LRI T 5D, HMEAHTH S (56,57), Fic
b YRy —<IEREIC B LD S-nitrofuran 135K R
RO ALDH2 IZ X W iZIe &5 & & Tt RiET 5
(f5F > ALDH2 % NEAL T HIERITEA AT E 5 &
FEzbhn) (58),

1.4. ALDH2 QBEZE

N E, BWIRRIE B Al (59,60), T2 -
BB mE (61,62) 7t &« e fb 28 »
ALDH2 #Pl¥E$ %, Z Z TIXALDH2 % L <X k2
v KU 7 ALDH & L THE D - FBEF IO W Tk
N5,

2 A7 4 F & (Disulfiram, tetracthylthiuram disul-
phide) 127 #1172 ALDH FREH CTH H (63,64), 7 v 21—
AMARIFRE DERC VBT & 72, ALDH2 D BHEI NS
LAGEIRF O 7 &~ 7 AT v FIBEE S BN D AGEFTE M
HEns, EVWHORERAD=RLTHHD, W%
(PG A U X 2HIMEE) ~DfER &Rk S T
W5, EEER RFNL A AREIEDREER L LTER
ThH (64) # 7 =X AL BHI>2H%, ALDH2 fH
EofER, N8I v L DOPAL 2> 5 tetrahydropapavero-
line (THP) &\~ %5 #)'E D Pictet-Spengler JffE & i 5
MR X » THER S R (52), AKX iz THP
DAE R 3 VR AT B O L X R A
B, EWOLDTHD (65, »7F <AL (cyanamide,
calcium carbimide) (66), B DO TH A X1 v v
(Daidzin) (67-70) & B < 157z ALDH2 [HEHITH %,

T 4 ) — L9y ALDH2 MRS 35 2 & 45 2006
FroBEIh w5, 2BOT 2 7 — A DVEEN TR
ENBEEZ7V =50 A EBHELHD B2 8R),
DAL A N VAN AT AV DF I —NHK%ES-= bt nv
MEd % Z L X - THERERZNELLT 20530
TH5 (71), 4HNE & = OFFHYE TH R OWE
BhH, #H=AA%, ALDHZD LV AT AV DFF—1
I AHNE 7 E D7 L F v FEMIIMEE RS 5 7
B, LINT\5% (72-74), FEEH ALDH2 23 2

EWOAHIEIY, —ru s ) e ) vTHEUAI ERRIIC
AT, =b w7V ) I X BN EEN D

DTHD, BILIEFDL DICHEL TS (1.2. 2H),

VA MEBEREI CTHA Tt F Ly ) FAlE L F DM
B THHY ) FAEE, Fi, TErT7T I/ 7=V
FNFNALDH2 Dy AT A v OF F — I ALk %
RL, TEMEIRET 5 (75-77).
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1.5. ALDH2 DE (L

ALDH2 Mg KINIT Is A B ORI X » THE I h
HIEERRTIET VAL, FEOMABRY T
oy, BRIV F D ALDH2 BB AFET 5 &
ERRBT AME NS S 4318, 1o, BT, G
KEBIMEZ » Mk THEAEDOBEIME i 7\ B
JUEDNRE S i (78),

Alda-1 1334 o 72 S vt & 3 ALDH2 i b &) ©
(79), fiFEEER, v PIZBWTy vy =urvyDLHIC
B % ALDH2 FEMEATIHEZ ¢ 5 (80), HHEER OBE A
FUMKREER O & 2B, K fREZR BT 55,
BILHZEOFEWALER R RV EREI LTV (81),
Alda-1 12 X ZRILIET, SEEREHICAE U S R icOifgE
BN T 5 2 £ (79, OB SERK O HIEMRER
ST L (82) mEIREINT V5B,

ALDH2 At 2 7 —VIBFEIC X > TIHEI R L Z L *
kRl e, ShirKEEREE S S L < iEtE S
XA ETHD (4. 2R), —77, BERHO=Z 2/ —
JVIBRER TUIMIC ALDH2 Gk % L ORER D B,
10 43 D OVEFALE T0 ALDH2 BEBED 23y | [ERf i
HEDY VML PABE S i LS & hi (79, L
W = X NI TH D,

2. B N ALDH2 &zF%H

21. ¥FEFEM ALDH2 EBEF &R

National Center for Biotechnology Information (NCBI)
DT — & X—21T X5 E 1,700 FLE O ALDH2 #E{nT D
—ME 3R (single nucleotide polymorphisms, SNP) 23¥i
EINTEY, ZhbDRIhTH60 N7 3 B
5, v MEMTEHEBHLZE I NS SNP O 72 h CHi
B RBMOERD B D EHREDDH D DL 1s671 DA
Thb, R671 EFTT 7 v v 12D 42421 FHAEHED
TTEVRT T VICEE b ot b DRIET, Thi
X 0 AiBK{R ALDH2 T\~ 5 504 3, B ALDH2 T\ 5
AT /T S/ ETHDH IR I VEEN) vV ICE S
% (Glu504Lys % 721% Glud87Lys), —MkAicipAR 7 v
V% ALDH2*1, ZES8M% ALDH2*2 L V.5,

2.2. ALDH2*2 D3EE

ALDH?2%*2 % Caucasoids, Negroids, Papua New Guineans,
Fd F Y @ Aurocanians THR T F
AT, Mongoloids TRAHEE <, & <wHhHE, HA,
i, =v I, v Py ETE L, FHEET TR
b LEREIRT5 (83,84), Zhb oMK TIXA
A D% L2 HD ALDH2*2 %A LT\ % (85,86),

Australian Aborigines,

2.3. ZTER ALDH2 D & RER

Glu487 1T Hi &k ALDH2 D, 730 8K DB A7 &
L, =t r—HERoOmBEREGTM LD > T 5
(26), Glud87 IXFHEEANICH S 7 L ¥ =+ (Arg264)

(58]

ER— b T —HRAEDOT7T V¥ = (Argd75, MIEAERH O
FRDIEIRICH B) TKEHEAELTWS 8D (K1),
TEEEG OO ENE R 72T Glud8T 25 Lys ICE X
Wb LIk > T BRIEDESE#EEL, HEMEDST
G S EAY T L, BRSO RS 2 E
3% (87), NAD' #5&HLnEE I, b, HEA
DOV AT A Y OREMEEEST D, ZOREMOEE
DEREEAZEKT X5k RS RBER LD (87),
A% NAD ~ O BIFIE L 100 255 250 (58801 L, Ko (&
BHAEEE) 222205 1050 | BECHEADT % LHE
INTKY, BMERILIAEET>LERCBHEIND
burst phase (EFIREEICE T 2 AT IEFEIIC UL HET s
KD b Lysd487 IEEHE CIIEHE I e 87), BT,
Glud87Lys Z S LR A B DL EM I S B L, MiEfko

SH—ol EERNDDHA, P 50% RE
fiadn EMEIR TS (88),

Glud87Lys B 3 > DEEFRIGME (BKFE, MoKy i
RIG) TRTCERIE T I8 5 (25,89), ALDH2*2 R4 D
ALDH2 {EME2ME Z L3k x e E CHERR S TR D
(35,37,39), ALDH2*2 (3 ALDH2*1 [ *f LIEMTH 5, b
U b ALDH2*1 & ALDH2*2 )35 72 X, ALDH2*1/%2
RAE LB A IEE T RA A D 50% O ALDH2 it %
Froz bicle s, EBIUL20% U TFTHs EHREIN
T\ 5 (39,90), ALDH2*2/%2 {845 % D ¥4 1% 0% 13
W (39),

ALDH2*2 0MBWTH % & L OF— DAL, Glud87Lys
B X B VARG E D — I — BERDOREFRTE M
FTCEELCLEI D EEZDBNR TS (39,90-94),
R X D FIIEERIEYE L ALDH2* 1 *] A FH D 25% &
T£h, IBLIERIOEMZ Ghe b & 16% FEE & /e
D, hFEFTCOREGEEHT D, UTIBEHELYRT,

ALDH2 (379 &1k 72 D C, ALDH2*1/*2 {545 # w2 38 8l
% ALDH2 FEHBE DM A H B 03 2X2X2X2=16 1
DIFEETHZ EWinh, TALILTFOL 516 8% —
VIR TE B,

OMERD 5 bao L S BERMOL O (HBHE 1/16)

@3 ONERMDL O (KB 4/16)

@2 OoONERMMTCEHOBHRICET > T 5L D

(B 2/16)
@2 ONERMC2 oD BIKIc O DT OHH LD
(B 4/16)

® 1 >PERMOL O (KB 4/16)

O@FERIMEE&F b o (WHHE 1/16)

THERAED S B E D THLERMOGEILIEE 8 T
D, WEAD S HLO LD THHEMChIVEEAB D,
WIS 12170 & UCRHAET 2 &, BESRIGM L < HBL
Pl ST LI A

D 100% X 1/16 X 1+ @) 50% X 4/16 X 1/2+ @) 50% X 2/16

X124 @ 0% % 4/16 X 12+ B 0% X 4/16 X 172+ ® 0%

X 1/16 X 1/2=15.6%
ek,
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3. ALDH2 LEE{ERX PLR

3.1. ALDH2 (T & BE8{L X b L A5

ALDH2 M b A b v A iR A RS LT
il f@ < o & & kicah 7o, FE7eH L, 4HNE ®°
MDA 75 &, b A b v 2DFERAET 57 47 e NHHEIC
®4 MR H 5 (1.3.1. 28), ALDH2 iG#:AbL#F| <
BB Alda-1 X2 DS AW T HZ L, fir O
BOBEEL LU hTw5 (1.5 2R),

32, E{ERAPMLREELTOD ALDH2

—JiC, ALDH2 IZIE Xt % & SEEMBHEEY
U %, PIZIEERTERFICITKEDO T 2 74T & FHRJE
41, ALDH2 2 & Bk {fC#4 %5, ALDH2 @ K,
T IUM DR Th B0, SAREE /S TIR#X
eI % C Licie b, ZHIC X b NADH Ak falic
RLTAEL, S hav P 7 OBFHEERCHANR 2
WA LTI D, BEDATP NEAEIND & L IThE
WMBRENLET D (95), RO L ek b ALDH %)
W2 L EEBBEOEEDELHIICIRD (95), ZD
BENT Aldh2 7 v 7 7%~ =9 A ER\NTT - e iZt ©
LD DT (96),

3.3.  ALDH2 i,/ RIGEEF D 4 ARH S

14, Tk 7z X 51 ALDH2 3K 4+ DAL '8 o1
fEAx b v AT E 5, ALDH2 O E O R E 4%
BT 2E, RALPOREEENFEILEL TWTLEER
XThAB, & IHEEMIC ALDH2 2MRIBL T 584
i, HNIRMET A5 e FEICHIET B0l A bk
KBTI RE B I L B D TIRINEA 5 Dy, Z DT
AYFET S L IREREN L oI R Tn B,
Zhang 5 23R ETIT - 7o DARE A 25 5 & U ekt
T, ALDH2*2 7% %74 3 % #.J2 CTiL 4HNE < MDA L ~
ANED STl DD, 7R F A vEE X DA
FUVARDFEEIN T, T, boeR=v i1
TERE AR 72 & OFRIKAVIEEL X, ALDH2*2 % {%4H 3 % 1
Wiz 5 WA ALDH2 fREFLE X v b B o 7o L3
HIRTWD 2D, 2O [7 1254 vEEROFEE]
1% Endo H 2> & b ALDH2*2 8{n Tl B~ v 2 & H
AT o eI X v R L7 o T, IRENT
DEALPRF R OFE I F—H o a2 /RL, Shxl4
(KB DD ) €5 ) v 7 L LTw5 (97),

4. ALDH2*2 T & BiEEas 2

41. ALDH2 BIEFSRCRBEIR

ALDH2*2 (f A5 F DK/ Vi Eir < abh
Tub (98,99), ZHIET 27T e FEED EFIC
XoTHU 28T EoFHIEREZEBTIIELKRD
fRIEEEZLRD 35), Lo ULEEY, SKBEOHEL
I F T LB M 2N ALDH2*1/%2 {345 35 7 4 2 Rk

(59]

e AR IR 2 FEE T 5 A58 e s X 5 THh 5,
ALDH2*1/*2 (3 F Z i R BERX H 5 DI1x 2 L < 7 <,
PRI AR E T IREE O 7 HIRE LT oEE
LH5 (85), I BT A3 — RIFIEE kD 1-2 £
UX ALDH2*1/%2 (G HTh D (100-102), BFEM DEKAF
fiE L FEOHEEBE Z o L HEI T\ % (100),
HEBE K E L EEST L 8ET 4T3, ALDH2 ©
1Fe 7 v a2 —nKEREFR 1B &5 (ADHIB, ADH?2
ELTHHBND)DSNP AR AL T % (99, 102)
(NCBI @ 7 — & < — A 12{% 151229984, His48Arg & it
INTED, Arg "IFAT L BRI TCW5), Evan
A NI2i% ADHIB*2 R EE N4 < (48 F 7 3 7 [N His)
(84), HAANTILOEIL LN ADHIB*2 1L TH 5 &
WME I T W5 (99,102-104), ADHIB (% 10 fsELL
B ADH 7 A v ¥4 2 D—>T, B4 ADHIB
HEHAHE (ADHIBl £ b FEE&Nh5b) O &/ —Aiex
% K, 1316 uM TH D (105, 106), HKEIFIZ mM L~ L
W ERAT L5 — 2 ORFhCIZE LTy GBI
E oMU 2R, —T, 48His &> ADH FRHE
(ADHIB2 £ HEIND) 1Tz x/ —A&IEHE Lo L
EDK, N 1.9mM EFEL, Vi KOCHEE) 23k
Wiz (105), =& 7 —aAAREAR G, o F b SR
DT 2T AT e FDOERIFE, ADHIB*? JE{REH
(ADHIB*1*] (% 3#) TlI7 1 b 75 v K OLRHIIE
RN THHDT, &7 —1LofRBICIEZ 3T 5
DT &~ 7T b NIC X BAIER O S L #2070
ThHhHETFMIND, EBE KECRFHT7E2r7 LT
b NAERE A BT 5 22 e+ 5 4
) — Ry FF A LT, ALDH2*1/*2 & ADHIB*I*] O
B TIHBEERN 3% I EE T oc Ll OREND S
(103), F 7o, SREEE R 7 v 2 — VARFFAE & ADHIB*1*1
RAEZETELCEHEIRTED (99,102), FHHoo&
OV HER O AP TR A T & & TH B L HE
Hcx5,

4.2, ALDH2 Efn¥ZE & mERFRGEER

BREE Z L, RIS ORBER~—h — & LT
Fv D5 s PRI 32 1 ALDH2*2 {43 Tl bEn
Dz < (107-109), 7222 Th ALT filiiE, ST X -
CTIRAAEIRE L bART 5 2 B0 B 5 & & 0MEFRRE
LEBBY TR TR Y (108, 110, 111), FB7ERIK
BEOHGTORMENLUNBERD D, A5 =R Lk 5
BHOENCENDDLEND 5D, REFERER (nuclear
factor-kappa B £ <> mitogen-activated protein kinase £&i#)
OIFENC X - THEHEFEHR T2 T 5 & & D Eh Ik
TREINTEDH (111,112), 33. THNL X S57eA v
A AT ADBEERT € 7T AT v FAIMATEE I
X BBEEAEONE LI ENE L DR D,

4.3. ALDH2 BInFZRI L iKRF
ALDH2 &5 T2 L GRS OBt KT % &, &
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JRORFIC X > THRAMEEZ THDH, 73— KA
FEIL 4102980 X 5 I ALDH2 *2 (%A F e 7e &, fd
LRIk <% X 51 ALDH2*2 {345 1 %\~ (R L
A, Chblik 77 AT e NOEEYEE TR
IEMROBIETH L EE 2L 5, Lo, BIcih<b X
51T, ALDH2*2 {§75 3 C M fE i <0 ifi FE 28 FE s (KA ©
BHoteh, TAINAZ—{HD Y A7 D@t h, Kb
B OE NV Ied 5720 &, ALDH2 (a1 4R
MFTRE IS - EEM TR RS EFE 2 bR b,
g7 v 7 e N ORBEEME\ ALDH2*2 (R FH Tk
W, T 3 — ARAFRE DA O SR B 2ME NS A N B
B, WO BBITHMICE 2 MIERBRRZ L TH D,
LoL, o FHLOOARVES L WS b Tkl
Vo TeRR BT, 33, Tl X S [ A b v AR
HEOFE | PIREINTWANLTHL, BlzIE7 14
FF vIEEROEMAL RS &R T (Ao rso
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