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Abstract

Glycidyl methacrylate (GMA) is an industrial chemical with confirmed genotoxicity. Long-term
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inhalation exposure can induce tumors in the nasal cavity and lungs. In vitro studies have shown
that GMA promotes malignant transformation of human bronchial epithelial cells through mecha-
nisms involving the activation of multiple signaling pathways, induction of epigenetic alterations,
and regulation of long non-coding RNA expression. These molecular events are closely associated
with cellular redox imbalance. NQO1, a key phase II detoxifying enzyme downstream of Nrf2, plays
a central role in maintaining cellular redox homeostasis by eliminating quinoid compounds and re-
active oxygen species. Accumulating evidence indicates that NQO1 is aberrantly expressed in vari-
ous tumors, including lung cancer, and promotes tumor progression through mechanisms such as
regulating metabolic reprogramming, stabilizing mutant tumor suppressor proteins, and activating
oncogenic signaling pathways. However, no study to date has directly investigated whether NQO1
is involved in GMA-induced lung carcinogenesis. Based on the theoretical link between GMA-in-
duced oxidative stress and the antioxidant/detoxifying functions of NQO1, it is highly plausible that
NQO1 plays an important role in GMA-induced lung cancer, though experimental validation is ur-
gently needed. Future studies should focus on in-depth cellular and molecular biological investiga-
tions as well as population-based epidemiological surveys to elucidate the precise role of NQO1 in
GMA-induced lung carcinogenesis, thereby providing scientific evidence for risk assessment and in-
tervention strategies in occupationally exposed populations.
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1. 51§

Fifi g J& 4 BR R RANGET R B KB ME IR 2 — . 38 2022 fE4 B E gt s, i R 12
220 73, FETRGIZ) 180 T3, AR IESLT /Y 18% [1]. MRMHZ It i F E a2, H4) 15%~25%
(1 fitige 55 3 I TCIROIR B8, BRI 5 RO 5 5 25 A (R 270 it R A P 7R 40y B A (2] R BE TRIAS IR
AKH M ER(GMA) R —F 2 B TR IRF K m 7 F 2 AR Tl sk . [ bR REmt 7oL
(IARC)J: TSNS L5 R, ¥ GMA B4 2A ZREUR VIR AT fext NKE0E) . KB SL I8 AIE
S, GMA A5 G Gl S iRg A A2 (3] RSN it — 2K W], GMA 85T DNA $iffi. AN
T Wi A% O SEL MR 3 N SR bR A0 B R4k 4] 5]

NAD(P)H: B AGIE R T 1 (NQO1) & 41 ML Bt A AL B A R AA% O 0t 75 2 F i vh i 3R08, JFiE
AREREAR E A FRE SRR ps3 SEHLHIME R E6] [7]. 2R, H AT M ICH AR NQO1 &
%25 GMA HR R AR, 2T GMA WS EE AT, 1 NQOI1 15 2iERERAENEY)
FOE ARy, P 2 A E B O, BT EiRY R, ASCRIB LR LR (1) NQOI
£ GMA Ffifide h 235 “XUafEA” ——1F GMA BEFH, Nrf2-NQO1 flft Mgk, @itiERRIEE
A 4ERF NADKCP REEGRY RN MiE KA m ) 2 5 EE F, FrEit i NQOL nJ feilid SCHemE A
F YRR RS IR S 1 2 7 5 ST A A2 P 1 A A R B B A R AR, AT A% R (20 s (2) NQO1
BL[R C609T ThREM: 22 A5 pit (5 M 7G4 I 2 AR W] B 38 I 52 i A GMA 5 S8 LN I i 5 68
modulating MAXTIZAL =Y I BUE 5 1BV . A CBERGLHE GMA EUIE 197 FHLH & NQO1 fE &
i E AR, FSE LR ATES KR ST O, R R RIGIE S A, AR 2 B N BE)

DOI: 10.12677/bp.2026.162011 93 TR


https://doi.org/10.12677/bp.2026.162011
http://creativecommons.org/licenses/by/4.0/

Hr Y

RS PRl AT TR RS R IR 5%,
2. REFAKBERTEKE MEEEREIER
2.1. BEFBERYE /K H misIEL it RE A

FH I P R A K H il BR(GMA) A — P SR A S B ) 46 (AT L bR, H e PRkl AR &
T EAME T, M RBEAE I Rk, RECEIRE, TR T RS TAHRE . Ll PR
RS 4K H b OS2 B, 5 R A A IR I AT 4 /K HHOOUE BE T, AT L AL S S R, RIS
BRA5 AR R AR ST TERE R B (8] GMA W) DAL UL REAL 2 A PE 2K, N BHE: T
b SR AU T B v R AVERE S G TR R I TR R S R AR, LR
THE BT A5 L () AR 9]0 AESERRRL I FE A, GMA EZAAAE T4 LA™ Wbkl S & in L
SEWOL IR, AHICN B3 AT I IR TE RN BB R R S A A AR A Bk R, LA IR A R
FRIBIE[10]o BEAL, GMA JHATAEMIRW TR s BARARL . BRyT 8 iRz S A BRI e AR R, fERD R
e g B8N L3 R v B BRI R AR N IR 11 ] SRTT, FEALTE GMA I 75 LR v B L R M AL
SN o 7T AR 2 AR E AR, B R AR SL A, DA ORI AE N S R A 2 4x . 1K
ol B ) N AR B 75 45 Tkt 2 T REAT,  DATE R HAE = 20 T AR (998

2.2. REFBERIGKEHIEN ST 5RITHNE

GMA 1) B 2 18 T AL 2 SO E A, 1R R i A% 35 S B0 KUK . Wang Quankai 55[12]
WP RIR, GMA fEIREN 2.25~36.0 pg/mL B, BEWE B E1RTF V79 Az 2, XRMHEA&KIE T
LRI BIEE F7: Min Yang Z50F 70K L, 8 pg/mL GMA 18PE e A\ /<8 _E % 40 i(16HBE) AL i {2 i3k
FORAEEMEILAR . Xy A-FF SRR AK H Bt A e — R Rela (G 516 S, g
EER AL, AT TNF-o. BIZIMRE PGE2 1774, 0 COX-2 i) mRNA SR E i #RIL, 5% ROS /74,
TRGVRFRERNAE, W] REIE IS R S i R A AR A ) 1E R A BT 51K [13] [14]. Yano FE[15]EFIER
Wy, e A REAIAE G B S A G2/M B HCE, 50 sub-G1 HA4EMIEL ], Ao RT e i RE
FEVE S RGN T, AR R A LR S, 4EME TR . tkAh, HAEBRA[16]4R . A
R 2T 3R AT 1 TR AR, SR AR L I SR A R A

T GMA 7 FH & ARSI, SR 5 DNA TR R IR R AR LM 454, T
K DNA Ji&93E T4 DNA Z il MRt fE[4]. M EE KRB E TR £ 1) DNA 545, WA RE
RIER AT B G R G5 M) S, RO BT AN M & AL G AL I G . BRBAZ B8 A, 22 Fhst A% 23 M AG I
FEWIESL T GMA RIE R ERE . &AM AR, GMA E40H Bl & 5825356+ 4 #6843 Salmonella typhi-
murium WA E R 2 AR, $ERH B — @ B SRR T RE, F G H A BRI ST AU A0 1 5% 1R 44t
PEAEANFIRE TS AR AE ZE R [17] BEAh, —SSRFTEIE R B, GMA %5 il i 41 Kk A4 e o ik 45 & DNA 5
W S5 IBAE 2E A A, X AR AN A i R A e R R AR UIAR O [4] [12]. BRIk, GMA BN A2 —
e FLAT VB AR08 A% B M B0 XU (1) Tk A 2257, 6 4 384 400 R PR B2 4% mT R A0 e R A i A rp R 5
HIEEM,

2.3. REREERLKHMEESITR RS BN RER

H1F GMA £E TV IR rh 3 BN IR AR AL, IR G 2 R A2 B 2 — . TARC
X GMA JIPFAE H, FERIIEN YR N SEa6 b, HC B0 SE4% B R DL B B R IR DL SERFAE[10] - AHSG 104
JAWR NI FER S, AN, GMA AT 755 G s I8 AL AT PRDRE A A R Ty I AE R /) B r 0 4 34 i
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A SRE — R A A RN AR SRR U] DL e SR A P e S5 R R AR (18] ORI B T AL
PATR & A ACGIH BRNY TAESCHF i — P g 1 B3R 4R, JF4R I GMA 5530 )l fE Sl b sz 87
R RS JERE S5 AR IR PE A, I AR A T E A Jl IR 8 A A ) B 0 B EAIE [ 11] [17]

5GSBS AT B2 2 XS PPAG 45 R, DA IESE SCRF GMA BAT 153 PR 2 ¢ 88 (A T E g
73, Ho BRI AT 6 L 3 B AL Rk, GMA M SCHRY 28 55 A BRI KA (e B, DA Bk L
W R GBI — PR T, R EEA A DA E

2.4. ER BEELR/K EHHERS S I & & 5 F L)

PR PR A IR 4 7K H I B R 9 —Fb FH T b B A 27 o, K 4k T BB 184 0 it 7 XU Xu Fang Cui [19]
A5 FRIRIE 9T 2 B P R D0 IR 4 K H I B 1 0% ERK/MMIPL4 5 53 BRI 3k N\ S A0 b R 400 i F s o s
fb. ERK (4Mi. T#il, Extracellular Signal-Regulated Kinase) & — 2R EH Z {5 5 TH¥, J& T MAPK (£
LB B ) Rk . BRI b, TR RAEE TR RIS RO EE/EH . ERK {55 @5 6E
5 4t 22 Pl A= K DR B 4T TR S BTG, 30 S T A U R 8 S DR (R T B S 2, DT TR % R DR R IK [ 201
ERK 15 518 2% (1 FE 2800 o £ B I 9 i M UK R &, e # B2 ERK 1 BIBOEE S, 2T
TN . NQO1 AE AR PUA L, 7IiE I 4EFE NAD'/NADH LB AR« sk BR 28 v a) =
R, (AR EALE FAR L ERK BERR LK T CEMFITIESE, EHEEEERAF, NQOI Fik
N A8 ROS HEFIE 75 W& ERK 55, AT A0S 3 Ak . 44D, 7 GMA R30S
EERAft, NQOI ThALIRAS T AL E ERK/MMP14 8 B4 (305 50 5 7] . NQO1 AUt Tt
TP REIE B R P AL R PR BRK R FE¥0E ;1 NQO1 ThAEREAS I v] fE UK IZim 55, (21 GMA
7SI

Hu J [21]50 50K ILE GMA 5% [f) 16HBE 20 BBV f2 b, P16 B3I AL R I B3
(RS S, AT AE v R AR RS IR B 2 S FE VIR B B . ple JEIRE 37 FE R A2 — A Rk
RMBAEZARAN, S ZRENREEVIMEG. BRI S ple JEFERIUTER, H0H| L gahid 04 g 4
H A pl6INK4a [1RIE . HTEANM A AR T, ple RIEEMHIER, TR SR 1A IE
WA, (R AN BRI B R A R AR o X S Bl BRI AN RS 1) S 12 T
ARG VPG A E B R X, 0] DME A —Fh A Wbs S F T-JeiE AR DAl A a7 i o

Wang QK [22]56H/F 1 & I LINC00052 7£ FF 5 U R 4 /K H iR 175 5 1) 16HBE SBMEFAL R m R,
FESBAE AL B b 5 91 I , T REIE I B AR L R NTRK 3 (36 1A 78 F 366 D 4 W 4 /K H i85 -5 (1 16HBE
B IR LR ER . BEAk, Wang M Z[23]F 50 K, LncRNA CASC11 7E GMA %31 16HBE 4f
G A AR R B, ] CDK I BH 40 B 5 B3R s Tong W &5 [24 13k — 0 7 i 4 23 HpiE 52
CASCI1 5 KiK. LncRNA Ik 5 1 52 1 s D8 -1 PR B ge o JUIRAS B T4, T 1 o 500 S A
H5 UK. NQO1 1EN NRF2 R RUN 70, B 5200 2 P a0 LIS 25 7 5% [Kl-F~(40 NRF2. NF-xB. HIF-
o) Az e 7 5 e i v, HETT RSB 1) LncRNA HIRIE. U1, CASCI11 7£ GMA SEHE kg
W, HiZ LncRNA 7Efifi H 23 [FRE S R0k, SRR AR SRR e s AL . #E0 NQO1 v Beidid
1 NRF2 25565 R 710y PE,  [AIE:R2M LINC00052 F1 CASC11 % GMA #H2% LncRNA [FRIEZNA: 7E
GMA E# B, NQOI1 T al RE G (4 P LncRNA (U1 LINC00052); TMiAERF4E8F F, NQOI
IhREFEE olE N N R AT AE S EUIERE LncRNA (40 CASC1)Fig:m#Eis . X ali@id ChIP-gPCR /%
NQO1 F-Ht S50 i LLER I o

ERERERE, ERE% GMA M) TH——AH ERK /5 5805, pl6 A 37 H M LKA
ROFAR A ——3 5 A AL SRS B VI OG . SR, 1R 94t Mo A B 44 R A% 0 e, NAD(P)H:
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PR AR JE R 1 (NQOTE GMA i 3 12 b R AN B A2 B R R, H AT EaE s HkaE .
YT NQO1 wJ 3 i X, 3 J5 s M3 BR R AL A e AR A2 iR P2 2E S MRS, T GMA 43 F R 38
ARG RS S R E AN EL, NQOI KRB INAEL L HETE GMA EUZ i fE Py s m e, H
BIRANIRTT

3.NQO1 7EBEFHI{ER

ik GMA H 5T DNA $ifli AN 2 5% 5 5l 5 . o, A S SRR 2 1 S A
A B RSB A2 — . NQOT 4Rt A AL B AR R AR i BA,  ELAE oo S5 g v S
Rik. RATHELRIR NQO1 MEM)~# Th i S AR e A AL e b (R T, DUYDNER AR GMA (B0 L
RUGH L VIANA -

3.1. NQO1 £ #ThETheE

A NQO1 H:F XFR DT-3H, %K H 5 NHE TR 6 MR FILRIM A, HAZEA T3 16
SR b, fFET AN EHAL G, 2—MEREN, 49 NADPH AR 1 [25]. NQOL & —Fh
AR I SR, HAR O R ELE T AE i it NADH 8{ NADPH 1E it 5 4f K 7, I HBEHENEFEE RN
HOHIVEF o ZEEREARRREAT X FIE JF R N, A AR B I 2k — e, X — I R e m d i
NADHIREE, Be&A BT b B i p =42 [26]

RN, NQO1 B M 2k 2= H G5 0 IR BE BUR VI I fR 2R RLRE,  MTT $2 = 40 M 5 2 T 2P o )R
K, [FIBS NQO1 7K1 F i I A 2 B AR 51 & 4R B B R0 0 S PR T2 RE[27]. NQOT F[A ) 4584 e
THIRERRE, IR ) E BT X B S B RN TR (ARE), T — AL U B A% R E2 A OG A
T 2NN T —MEIEBL T, Nrf2 (R B 2 A FCAE 240 M 53 o ok 5 0E v, (B2 40 A S L AR AR
TR ST, Nrf2 2 f0E R B A% A, 215 ARE 456 302 NQO1 ZE[H iR IL[28]. 14T,
NQO!1 H:F G 5 H At i Nrf2 A3 (iR S iy SR B RIVE R, B ans i | K S-H B BR(GST) ML AL RA A
filg-1 (HO-1), ML &Y DIRE[29].

NQO! TE i & A 55 I ik ik 7 v 47y A DG % A . 2 TR )38 A% A8 SRR AE 7T 5: 30 C609T AR 4
P BRSPS B, BRYIRR AEfe Xt DNA. B 5% g R 46 M i et 40, 4 0 375 % 4 i P4 38
B A AR T BE 3L . #5 CO09T ThRBHk & FB I AMA T BEXT GMA 753 IS LT DNA 4145 5
U, FR GMA BRV 28 58 138 4% B N o 1K — i A e ABERAT R 20T 3R JRTM, 24 NQO1 K
AR B, HEARRRRE E O YR BIRER, HEM S ps3. p73 SRR AR E 1R A2 B R e 3
FARPA TR, X FHLHI /2 NQOT 51 K 4 M A8 I B R 32 2 —[30]. BFFT45 KB, NQO1 il
Dicoumarol 7E45 4l th AL B f5, RAH p53 B A MALEERES, 124 NQO1 FKik/K-FTHmhf, p53
HEATERANICT FAR R 2 238 6]

3.2.NQO1 FEFH M HBIEFRMER

SEAL N R R A M PR I B LIRS R B 2 —, HAR B 4 N ROS AR S5 iH B 2k A7 . 2 e 4
fodr, & ROS AMUAHE K DNA 505 FIFE R 983, If Al il 75 S 00 N SR S 4 L AE T2 AR (An ik At
o T RIRFEREAET) S 58 R AR BT FE[31]. NQO1 3 W HL T3 Ji S5 W ik b - g A1 8 48 I 5 7
IR, BRI AEE B PTAAL B A A T OGO B . IR AR AL, NQOT AU 3l B 48 Ak B
1“7, TS R A BRI . R SR D AR I B R T T A [32]. 2025 4 Molecular Cancer [#)£5%
IR, MR AE ROS Fhim (1 RN BOE PR A E S 4, AT E 8 o E A B[R, fR B
ROS N SR IEFEAR R (5 T X —1& NP I A2 1 2 iR 240 i 2B A7 A0 35 1 B8 Bk IR 2 — (336

DOI: 10.12677/bp.2026.162011 96 At e


https://doi.org/10.12677/bp.2026.162011

XU

X —idFE, Nrf2-NQOI1 fl A LI IEH . Bae S45H, K& ALPI#S HIF A1 NRF2 {5
5 AMFE R AR H, NQO1 fENH R R E /1, AMMUZ5 ROS L&, 38 1] 50 JifJg 4 i o) i S0 R4
W S I& R BE ) [34]. T Morgenstern 55 B 7 U3E— 381, NQO1 A2 I AR AN L5844 & HiF Al NRF2
WA 7> Fhr B2 —[35]. Bk, 7EMR R AR, NQO1 i 7E —EFEE IRy 4 i 532 ik
Biis EHAEMRTE G, X PRl b SOT GBS B iR 40 i 4 RF Ak I8 B, b aR HL AR A . T
ML e . KL 2 GMA FR iz 5t fERR R 1, 3ORUE B gl il i Nef2-NQO1 041 EiH NQO1,
PAE R GMA 5 S5 MR B P a4, FR#] DNA SR 8, RIS N, SR, & GMA %
B FFAAEEGTE R, NQOL1 MKMW F AT REM “HFE” , Heimiidid 4 Re iy B AL JE P . SCRF
NAD KA B GRAE, AA4n M O TEBRIBFE AT T IR B 55 A o IX — 364k T S AT RS GMA Bt
TR RSB LT o, JLH B HUEMES R R .

3.3. NQO1 7EpER i h{EAHLEI

NQO1 W] 3 ik 2k 47 i J6 40 Jf 2 00 R S5 SRR A P s L 4 W (o e M, R LRI IR 28OS, 8817 o sk &4 i
HEE AL RE o 2 U FUAESE, 1ZIERTE IR IRARE K O 50 45 22 Pl b s b 3 20U 35 m R
ik, HIEREKEE MR PREE AV SR e VI G . BRI S, 28 AT MR an s e . R R
71 )% EMT (b )% - (B st A) S 0 s A e SCHE o KA T4 SRAIE S, i WO A U JE K O 1 5
BRI, NQO1 HE R 3R REME v i yd 41 I 75 36 70 2 AR A7 AR, T 2 FL B 7k 5 iR 58
oK. NQO1 @i i 15 P B R ¥ i PKLR J£ 93 [F¥#% AMPK 5 AKT/mTOR 15 Si@ %, MiZ 5k
W, PSRRI . R S EMT 372 . GMA B& 06 S50 b R gi i &k A AR
B FE—— X B RIS 2 — . NAD 2 PERE A — R RIS IR CBEAHER, T NQO1 IF 2@l
NADP)H A4 NAD [WEERIF. £ GMA AL, Pul i 2 s ATP FAY) & HT
A, XF NAD' R E G . Lbi, NQOI HIFF&Lm ik il fe A A fade it “ AR SCHE” , e Hg
FREE TR Ah, NQO1 Xf HIF-lo F&E VRIS, ATREAE GMA (b 40 M 7E S A BRI e ) 2614
AL Bk, MRS, NQO1 £ GMA SU i/ Fl AT B fw im) “ e ” 5 [l——ix —3f
07 EAE GMA B AR Hhod i AL 70 B A NQOT TSI N LASGHIE . 5 2 #H4BL, Cheng [36]55%
HAEWHFL R ORI, NQO1 it HK2 S WH A 4 F2 ok 18 s A /N0 Bl il (1 2R K B 77, 9 H 24 NQOIL
$MfIEF, PDHX Ml PDK4 HI#eik 4 BRI ARKBIERAE . R4 RN FEH, NQOI [FIFE A A
YER, ol 2B MR IRA S S T Lo (HIF-1o) &R AR E e, PHIEICFEME, AT e iR 40 i 78
AT T AR KRG RIS, R AR 0 R 2R R e . TEANIRAR = 5T, NQO1 @il 5%
Wi A S i AR AR, T 4R E R SR P R S 5 Sk 0T . AR, MRS S R 2R
QR , ZIEI D RE R DUAAAE BB WY S 2 k. I WIWT e R W], NQO1 & FTE Uk i A= W 2 7 L IE
BB IR AR Z k. CAERIEL, NQO1 WEskF LR c-Myc HIFRIAAKT, Il id s
MAPK/ERK } PI3K/AKT {5 ‘5 388 i ok 45 e 40 e b R A QU 2 i 12 5 2 Sl I A A R A2

3.4.NQO1 {E Mg AT s ARt R

BT NQO1 £ 2 e o ik HLE 5 42 P AR AR, B O I R IR RS R 97 2T — Rk
Wit i BN 5 . Khan %5 2024 fE RG4S T NQOL SEHVAIT IS T Bems . — 252 F ) NQOI1 =
RS 2R PR AE S AL, T B-lapachone KA PITEMIR ML B NQO1 AL JE AT R A “ T BUHEIF
(futile redox cycling)” , RIETHFE NAD(P)H I/~ K& ROS, MIMiEFMEAMRILT:; 5H—RKNWEFK
5T NQO!L 1 “turn-on” REHFISMGIA R, HTMBE T MAIZE SR ZAT. Yang &5 2022 4t —D 4R
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tH, NQOT i )87 4 iy 24 AN K BARLE S i3 25 1 e 'R e 1 L PRAIC R G a1 D7 1T AT W A %, E R NQOL
BRI T 1R[37]

VTAESR, Bt IR A0 B ARG SR AR AS IR YR T SRR T 52 3 i . BFFER I, @I 7T ROS A= sl
1l i 20 B B P B A R 8, R IR e 400 i S L i P A S A AR T, AT R T LE SR
HBIT RN . SEIGIEHRIE B R, NQO1 B [al A BR T A0y USRI 1T, 6 AT Ae 580 T FIHT IR S e s
H Ko Yuan 55 2024 “FHIE, 1E KEAPL Sk SZia 7 2R s A b, ¥ m NQO1 I 5 R4EkIbT-IF
fil KGR e OB, B NQO1 8 /K P B AE Tl G e i6 T 7 BRI i i it AR Wi B4 [38]. 5
BE[AIRS, Cao 45 2024 FEJT K (1) NQO1 B4i% 71 22 ThEE LT R T SEPLIE 21 41 A% 51 5 i £ kA4 5 [F) 6 51 )
WBIT, SRR RGN AET, SRt NQOI 1E “iSW - ¥697 - 7 R-Al 7 — Ak N H 78 71397
IXUEHFFEHER, NQO1 A iR A A4 Ab i JEL i 4% i S 2 1, BT RE N EREALIT . U7 esh
JHETT IR IR IT T R A IR0 A

4. BESRE

ZEEPTIR, WA TR 4 7K H I FE(GMA) 2 — Pl E AT BB A% 25 1 A1 I 2R G2 350 98 0 1) ol Ak 2
Yo KIABIPIR N SEEG CAIESE GMA AT i 3 S i K Jili 350 e g & A=, A4 A F 98 idk — 20 8 7 0 i s
ERK/MMP14 {5588 F'F pl6 jash T F M H M LTS LneRNA Rk S, (2t N g
WAL AL . SR 5 4 AL I8 SR 2k 47 S DNA s B s i<, SikFR, NQOI1 1A
Nrf2 N RBE I TAE AR BN, 76 4EFR2N I S A 0 SR 107 VR 42 V5 I SR /K R i eyl AR Ui e v R %
OAER . KREIEHE R, NQO1 TE/ME S 2 Fh i v 7 i R0k, JHBId IR EgmAE . gERrZnifh
e e M B R HIF-10 B2 1k S AL 32 o8 0 i

SMAKRE, GMA FH SIS NQOT 4% W 4% 1l fe 7 il & A vh B B CHE. 24T GMA £
FHEGEHLEI 08T, NQO1 FIEEM LA R =A RS 5%l f: (1) REET——GMA #4040 i 75 3 FE ik
FE A FEEYEFF NAD KT LLSCHRFBE R i A DNA 125, 1 NQO1 1E 21 it NAD(P)H LA il NAD K
B, FIHEAN GMA HAL AR AR S KR (2) BB L2 H——NQO!1 it NAD*-SAM #li 5 H
FEAALIER availability, T[E2 5 GMA 75 S ple S5 3 K JE 3+ H 4L 3) 5 5/ FZE M ——NQOI
AT E A FORAS 2 ERK. NRF2 880 N IS BURME 5 @ B IS A, 20 4% GMA BEE T~
AN AT 5 S AL T R o RTT, AT M TERT R BT NQO1 £ 152 5 GMA % Sl kA il .
BT FIRESEER, AR R NQO1 FJ HEAE GMA BUi ik 752 Hh % 44 X i) 1 FH —— 5L {1 AT g il i Nrf2-
NQO1 SAREEMIE AR AR AN, KA B = 77 5 5 87 T 0T 6 IR T REFE o US4 R IR e . 1t
4b, NQOI JE[H C609T DyReth: 2 A1 min e FEMAXT GMA I EUR 2 Btk 7 5 o ARRBIIRNTT 48 il
AR IGUE(WIFE 16HBE i -H A2 NQO1 FaE mifik/ik Rk bk, £l GMA #FE 5 ERK /55 . ple HE&
16+ NAD'KTV R i Ab R AR Ak B SRR TE(fE A NQO1 5 R 4 #1771 dicoumarol B NRF2 ¥ 77T+
T S NBERAT IR F W7 GMA B2 FE ABF NQO1 C609T 2 215 it XU R G K ), LA Jie] B
NQO1 7E GMA Efita sh i bl M . BIR TARKSG A BT 5838 GMA BUE I FLH], - ABE B EE A
BRI AR VAL S I N BRI B T TSR IS T R S R 2 AR H 5 BB SO HF .
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