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Abstract: Nicotinamide adenine dinucleotide phosphate (NADPH) oxidase (NOX) is a kind of

transmembrane proteins that can produce reactive oxygen species and participate in a variety of

pathophysiological processes. There are seven members in the NOX family, among which NADPH oxidase

4 (NOX4) is widely distributed and its activity depends on the expression of proteins. Its abnormal expression

in many tumors is involved in tumor cell proliferation, metastasis, epithelial mesenchymal transformation,

treatment of drug resistance and so on. This paper summarizes the role and therapeutic potential of NOX4 in

the development of multiple systemic tumors, in order to provide theoretical reference for further study of its

related functional mechanism and clinical application.
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F18) ST 4887 %o 508 A P R T R A R o A OC EE Y
ERU . BFFC R M, AE BB A B (tumor
microenvironment, TME)H # L4 KK F-B1
(transforming growth factor-p1, TGF-B1)5NOX4}E:
(5] ' FH £ 245 57 b e v 10 G 72 00 1 12 e oA AH 5% ik
A AE 2 I (cancer-associated fibroblast, CAF)%& 7Y,
S BB X G T R BUR P, E 2 R R E
NOX4ZKIE KTt iy 5 oRg 40 B 8 1= 28 AT 24
A, AR R W e gk FE R T 40 e
NOX4KFE T 4] g ik R e . AR5 R
B, NOX4 ) fk ok 2 (2 i3k BUR Y5 T 1 SR g 1
TR, (ENOXATE R o & /R ) B A 5 F ML
il AN B, A SO0 H BTNOXATE 2 P ieg H 4
P FE I AT 2570, Ak — IR AW FENOXALE
i e v B R AL R DA R AE I PR A2 R v SR 1
TR SRR S

1 NOXZKIRHIAEWIZFIIRE

NOXZK A i HENOX 1. NOX2. NOX3,
NOX4. NOX5. XA M1 (dual oxidase 1,
DUOX)HDUOX2, ‘EfIMILFE M2 BA6/ 5
JEE £ 5 (%) 55 M 65 ) S R L 0 B R IR S A
% . NADPHZ: & S5 i I C R v, & B #S A
5 M5 FE - A P2 AEROS I RE 77, ABARRN R0 14
SURNGH AR 73 AT BOE WL A R A8 A B0 A BEOR S
RS A EP . NOX S K 1 2 5 MUK G
B AN AR R A TR S A B AR . AR A
M AR AIZE T T, AL N OXGE i 7™ A2 RO SH%
DNAMEE B, G SAMBET, siEEE
it 75 5 22 255 A E B (mitogen-activated
protein kinase, MAPK)I&# F UG I T8 5 J K%
ML, G0 S A B I/ Jun 2 2 R B SR (SAPKY
INK). 4 4ME 5 1 15 3 (extracellular  signal-
regulated kinase, ERK) 1/2f1p38Kif% 54
o, fERSfs oL T dE g BOE % B f-kappa B
(nuclear factor-kappa B, NF-xB)E{ & BB/ 12
55 W AT 1 (AKT/ASK 1) 42 K AE JL M T 1F
FAM. MNOXFEIE 73 5] FEROSFA A R I £ 5
ZHEZH5MAENS, FECPRME RGBT
P O M B AU P DL R e i 45 s HE
TR R A, TR MRS R AR K R R v e R IA

FINOXZK R B 4 i WL AENOX4 . g T
NOXATE 22 F ST g v (1) 25 ) A A A SR A5
SHEERD.

2 NOX4EZNREMBEHIIERARSF
Pl

2.1 SEERANIE
2.1.1 KRB

U2 I 6 i fo LR R A S R . BF T
KB, AETGF-B 115 5 ¥ 5 o B 20 e 4 g B B2 1)
Jii ¥ 1k (epithelial mesenchymal transformation,
EMT) i 72 47 75 B0 B AR A5 1k, TGF-Bli it
Smad K i K15 5 & T L INOX4) K& I HEBEROS
FEA, TS S HIF- 1ol RIS LR, T
5 B R 4 B A g A OF HAR EEM TR AR,
PI3K/AKT/HIF-10f5 5l S L #IHIIN, TGF-B1i%
S AR ¥ 4w A2 FINOX4/ROS T % FIEM T 4%
Wi, [k, TGF-B1i% $NOX4/ROSH] &N Tk
J53 B 208 i 98 4 i EMUT DA K AR 28 2 A2 110 32 AL
Z—. SIERWALZME, KFRERATNOX4M
KikThm, HEIRKTUSZMHK, NOX4FH FHM
A= AR ) S OB A I P SRR HLF - Lo BBV
FOXMIW§653, FEFOXMIZFZLIGIN, ER R BE
A fRE H i, NOX4EKFOXMIid Rk 2 {2 ik
B ENERESR, TINOX4EFOXM I f b ) 52 2 41 ol
THENERER, NOX4-FOXMI1 KA I8 e 4 4
B I R B AR ], HINOX4-FOXM 15 5 i
K T R R TR T BT RGN SR 1 v/ HE T DL R
FKAREY], NOX4Z 556 41 il EMT A1 AX i 2
i R AT (232 P R PR F2 . NOXAAMX AT LAE Ay
JKE 5 12 Wr BRI A AR AR 38, 3 W RL T R 5
o B E TS 1B 0 o
2.1.2 KREEAHER e I

ST SR 41 H S (head and neck squamous cell
carcinoma, HNSCC)&—ZH s T s R0 A e
PRI b B v iR, b KA HNSC ORI
T O, WK, FEFATIT 5456 5 H2(special
AT-rich sequence binding protein 2, SATB2)E/KF
FIE I 1 R 40 e S R TR B E, (R
AMRIR N SESG HR ORI, SATB21d A i i3t 4 3 i
(IR ¥ 4 2 B FANOXAMIFRIE . 19 41 i
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&1 NOX47ER S MEFHRIER EMFIER

RS FaktEm RWEEER FSEK WD SR
- i TGFp1 II(IS;Ii-l[ilﬂ\IOXMROS\ PI3K/AKT/ ;;:3 Jgigﬁ #2%. EMT. RiffE (6]
i / NOX4/ROS/HIF-10/FOXM1 ST N [7]
LA R 41 LA SATB2 / H45E [8]
i T MiR-9-5p  NOX4/TGF-p1 CAF#AL [9]
A BRAF MAPKfS 5% . TGF-B/Smad3i@i MfCH. 5. 5. EMT [10]
R e e | / MEK-ERKG# E R ANY N 2 N [11]
A / TGFBI/SMAD3. ERKs. PI3K/AKT  fiZ5. HEEf [12]
el | / ROS/YAP:l #% WU BT, 1TF% [13]
I LA TGF-p TGFB-NOX4-ROS-KRT14 2% [14]
AL i GFp 25, A FIORLRBALF4EL [15]
i / Nox4-Nrf23H # KL HE. AW [16]
A / NOX4/ROS/ERK/CCL21 MR R [17]
i / NOX4/ROS-AKT/MTOR SR, TR, #F5. EMT [18]
i FiA / PI3K/AK T % . 2% [19]
L / ROS/PI3K/CCL7. IL8. CSF-I. itk ELNE A T 2 - 15 5 L e M2 2 [20]
VEGEF-C AL,
FiA TGF-f8 NF-kB/NOX4/ROS EMT [21]
T / / AKT/MTORGEH HH, EK [22]
i / JAK/STAT(5 5 i % 5. EMT [23]
B i LA MeCP2 NOX4/PKM2 it 24 [24]
i / GLI1 . T [25]
SEH / ANGPTL4 ~ ANGPTL4/NOX4/ROS/MMPsili i 1238, ¥ [26]
Jo i / NOX4/ROS/MMP3 fit 2. 122% [27]
JH e 5 1A IL-6 IL-6-JAK-STAT3 5 5 il % A AR AU [28]
T / Nrf2ifi . MYC AR g 2 [3]
JH-401 o e ; ) EGFR/AKT/ERKsiE . TGF-B/Smad - [29]

%

PI3K: T flE Mt ALEL-3- B (phosphatidylinositol 3 kinase); HIF-la: #4155 5 K F la(hypoxia-inducible factor la); FOXMI1: k& EEAMI
(forkhead box protein M1); KRT14: ffi%5 [114(keratin 14); Nrf2: %K FE24HCF F2(nuclear factor erythroid 2-related factor 2); GLI1: JKJi
I8 FH 5% e 2 IR [F] Y54 1 (glioma-associated oncogene homolog 1); ANGPTL4: il 2E il 2 #F 2 [ 4(angiopoietin-like protein 4); MMP: )i 4
J& 2 F i (matrix metalloprotein); EGFR: 34K F T2 f£(epidermal growth factor receptor)

LR AR 22 REJ1 SR, NOX4 AT i 541
JEWUEREG /SKL AT A5, A 253 g i & AR
AN F k98995 75 (human  papilloma virus, HPV)j&
HNSCCH)H Z fa [5G [F 2, HPVIHPEHNSCCHE#E A
1735 m ] R 5 HORE I TME R % B0 i
TV PRAE AR 2H 2R A R 7 s, R IR
HPVHEHNSCCH CAFR 4 />, HPVH
HNSCCHH i K5 ) M il A miR-9-5pid i FEIENO X4
(1)1 FI 20 i )Y ROS/K -1l TGF-BAE 5 A 3 (1 ik
TR A AL, SHPVEHIEHNSCCE # R 1T
e AR Wik, MHINOX4T B IR IT

HNSCCHIA R, {KF X FINOX4E5HPVEHME
IHNSCCH CAFRIER DA 5%, il id % AH S AL
[ — DR T s R TS
2,13 FPARKRSE

FEODR IR A2 — b L1 Sk S0 v g, LG
ZRE LA, oA HUR IR AL SRR (papillary
thyroid carcinoma, PTC)YEINAKH &N W. EAN
FIERBRAF " 5745 BUR AR I8 N O X4 R ik 7K 7 Tt
w, ISR L RS, W RS R T
ARTEA I NOX4i ik FUIR i 41 i+ 1) TGF-
B-Smad3 K #i L IR AR BRAF ™ 13, T A4
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76 L e A0 i P g B AR R p S35 RN, AER AR
PR HH (FINOX A A ) 2 A 52 AN ] R 25 1 R
5, B FhLEE s — S, BRAF
FIRASH I AT FNOX4E L, NOX4RTAEMN
ROS/ FRASH T HIDNA G A UL X BRAFF
ST S R, T8 R TR A 2 5 H IR iR
Ja B RO MERVE ST i 245 ¢ TCGASUE 2 1) H
AR IR BN O X4 1) 3R 1A 5 HUIR IR 7044 7 B 2 £ AH
I, AE 2 B TR R % P FR DR R B R e AR I 2
NOX4ZEE [ R IE B 8 T 75 15 FOR AR 2L el
[y, XL RIR S5 FOR IR 040 1 R R AT AR
PNOXAKIEFIROSH FZ ML A UTER! . NOX47E
ME YRS E N @I ROSYEPTCH i FF X 1% B JE
7S IME R R A SRR, SR I P T C 4t i 44K 6t
NOX45ENOX4H74A FIROS K W Xt & 4 £ 48 1
TME; R B 4 M A 7E 1037 335 2% 4 T~ i Rk
NOX4, WiBRNOX42: FEARYE S 77, 38 04 B i
T2, ERKANM ARG, I LR i
RERAR AR K HIHINOXA ] 3G &A% %
JETit ZiPTCA AN R A AT T2, RIANOX4
BNOX4T A MIROS &2 M 245 PTC I 7 76 76 J7 ¥
AU DL ERE g R, NOX45 HUR B 4
WA . ARG CLKINZ5HH5C,  H BT NOX47E
TMEH EF T i A 5%, (Ha] LAHERIPTC AN
T ENOX4 = [MROSFIE i e ikt &, PR
NOX4AH I8 245 8LEIE S/ N 25 26 R4 &
POBTIR I A AR — 2 T (W AT AT 5 1)
2.2 FLBRSE

NOX4 ] LLISGIEROS/ Y AP i 5 0 37, Jligt i i e
fift, HE— bR bR R A R s AT A
WEARF IR T — M7 E B4 T 5 B AR R
Y LR IR, AR e 2 LR I TGF-B 15 5
R PNOXAMFRIL, MR E NIRRT
FIKRT14IE, FHINOXA £ AR LA 117
ZMEAKRT14HKZE, #7287 NOXATE FL M L i
1 B A0 e 2 2 1) ) BN 2 43 A ELAE F R0 e 42
ZE TR P ) B AR e, (HIE FF AR S AR AL gk
APt — BB IEN Y . U T R AR SRR B
S 245 2 LIRS VR T B E B IR RS, RO iE
WaSEUEIERE R BT R B HIT,
Vactosertibse —Fh H R i /N7 F 3005 2= SR FE B

SHNHN ], BEAT R R S T 0 L R A
AN TR R, BRSO 5 2L
M- NOXARIRIA, T FLR s a7 i FE
P TS TS 245 e ST, 55 T R P 7L R R 4T 4 4 P AR
o, AN ZEFLIR IR 4 5 H R I CAF R NO X4
mRNAKIA 3 Fif, JEINOX4/Nri2%E ik i A5
B BECAF ) WA AEE 6 70 40 B i) b
Jo R e RN R R AEAE A s IR 18] J5E R Nox 4 1 ik
2 B FLEE B A FIGK T 13783 1 0] #4178 SRR ()
LRI 4T P 2 B SR g A K AR RS Sl NOX 4
FRIb 5 LR B ) A 22 Gy SRORAR R A
B ETE A RIgArAE, TR 42 NOX4 T fe
T8I ROS/ERK /a4 DA -7~ e 44 2 1388 % 12 32 fieb 78 il
IR EE AR R, R R A M B AR 30 UK T T R AR
ML FERE R A e B, NOX4 1] BE 2 FL AR I 78
EVRIT R T, g2 BT, NOXARAR i SR
MGG . 1225, SO MR JE AR B TR s AN
JiRg i A, T 2 24 4 B AR iR 41 2 N0 X 47K
SPRT A RO TR 24 fE 3 3k AR, NOXA R 78 FL R 2
Wr\ 5 AR ST 7 A IS AR bR S .
2.3 fhsE

itigee: e NS e AR S BE T () E B N, g i
Ji 9 ARl Sk TR 40 9 1 AE /N B 9 (non-smaall cell
lung cancer, NSCLC)Z) 5 filisE 1185% . 1 7t
7R, NOX4 mRNAMIE H B RIAENSCLCE & 1)
fifi 20 AR S AR Bl E v 2 ERCY, |
NOXA4EIE GNSCLCHEHEH A K5 % PIAH I,
Zhang%sPHIE B T NSCLCAH it [{INO X438 53 ROS/
PI3K/AK{F 5 38 % 0 W5 248 e DR -1 1 7 A2 AT i
b 5 20 PR R 5 5 5 R A i g M2 Y R A
KEWEA AL, A AR A AR SMNSCLCA
M358 . o — DU FEESE, AS4941 i ZRNF-xBI)
Sy AT LLIE I AN O X 4 3 15 MIROS 7™ A= sk 411 il
TGF-Bi% FMEMTIS 2, UEHTGF-Bill i NF-«xB/
NOX4/ROS&E F il i/ FEMTLFE, NOX4/EN1%
RERR I KB S 5 ] e A2 Tl 5 FE I T R YR T R
P CAFZ R 8 3 7 () S B R 4y, (e
SR AT e, BRI Wi 2, 3- AU AL 1 FINO X4
T PR AT I D CAF 5 5 (1) B S SR YR (1) S s 1 4
il FROSHIF=AE SR IK B CDS” TN, X—K
DN CAF N T B S M oA S 44t TV /TR
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STl IR RE I R RNSCLCH
¥, B CiE B —F gy 3258, i R
S 3 BE FINOX 44k /b 2 i J5i RO S AT ] Akt-m TOR
5T I B ORIE HNSCLCAH i (EMT, 01l i /88 41
M2 B RER, &l 75 (KB B 3R o7 70T
NOX4Z HEMTR A MCAF A F 1 S e ), £
TME T R RBEAE M, Dl i S ey ikttt 1
B R
24 HURGHE
241 BER

P2 R VE B8 V)RR R B B 5K 40 i e
(esophageal squamous cell carcinoma, ESCC)MHE#
H, NOXA4 R ik 35 K70 A A7 AL A A7 I b
NOXMIEERILH B H R, I HNOX4ZRMESCC
B UG RS SE R R R, FEESCCH L 2 Hh 40 il
NOX4 5 AKT/mTOR H i 34 AR AN 40 i 2E <
A 5. NOX4 R HESCCH AL I S B
T RKEE—E X T ML REAT BT ST AT BEVESCC
IS T ANE T 3R BT R
242 B

WRAESE E . B, S R G MR
(RIS R S B d FEATE 78, NOXA R IE 55 s /4 1)
TG B AE A BB AR At T —Fh 5
BRAERBE RN AR T, A
BIF 5038 I X 2 3 B P A I PR B AR AT R G
s MR AR T AR OC 3 (R 1 i TR R A
NOX4ETUG R R G AL N . BT 5 1 e
BEBALEIA L IEIREHIE . R 57 £ 4 FITME
BEMRP, A NOXLI 3 T B A 5 3 (K 1
5 8 G 5 I ASE TR A B e DR B0 P I T A O ik 1R
JEVESr RGN VAl B g B TS A VR T AL
REAFMNE, FIENOX4 5 R HoAhFE R )
a5 A B RO B e B TS A PR R T AT
AR B ORI ) Th Rl A AR 1
HIEAEA R, WIREWE T AFENOXAE N I Zk
PR S0 5 DR B0 B e TS XURS: PR, R B
B b5 5 R B3 IO TME RN G 32 200 i V2 i) v P55 4
K, [N 2B A AT RE A B T A B e s A
JEE5, O B B AL SE U S IR T T /DT
FF 4L CpG 4t & & 1 2(methyl-CpG-binding  protein
2, MeCP2)7E5-F R BENE (5-fluorouracil, 5-FU)ffi

2511 B A KA B, MeCP2idit 45 & NOX4
(1 )3 207 DX R 28 17 A 3t L RN O X4/
PKM2 8 % f# B J 4 i X S-FU P~ AE T 25 1, JUBk
NOX4T] VA3 = B s A S-FU R B, X 7T R
& o A B T 24 kA T Sk Y. GLIL R
Hedgehog s T il B 1) — M K1, NOX4i@it 4
FROSPH J& BE GLILLE B J 4 B A K AR T p
PEEEMEH, B FNOXA T B8 & —Fh A 18 111
o) 15 e 40 M 159 B )96 9T SRS O, H AT AT £ 3
FHLES 2 S K47, NOX45 B B il A m
PRRFAE 2 B) R 26 22 75 2 PR A 1 I DR 994 491 1t 7 sk
FTIRAE, CAERER IR B RE N H TG RS2 s 78
B NOXA 5 ERIET . IRFEHE T DA Rk T
RE R RS I AH ELAE AL 7R 2 — 2P AL .
243 AWM

NOX45ERFE T MR S e A OC, WlRER 545
Bl ke TG M S s EY R iR IT
g e 40 Y G E e AR, a0
NOX4] LI CAFR A LI HECDS" T4HMLIR I,
SLHRCAFA S e i), R e %o S % ¥ T7 1)
B, g T e s R 5 PR 3L e
AHIC, Uit 5 P 7 TR A 8 11 2 B P e 4l L HHINOIX 4
ANGPTL4FEIEW I, NOX4i# it i FMMP-1H1
MMP-91 it &5 B g J 40 i (1 42 28 68 Ju, #0 i
ANGPTL4. NOX4Ebt & A5G T 1] & 25 40 1
AT 107 T 412 2E 19 e 83 411 B 4322 R0 Jie 8 4 B 7 M 58
IR AREL 2 W ANGPTL4/NOX4 %% I g 7 &
KE 10D Jie 8 56 7% 25 G EE 32120, BEL [ ANGPTLA R
NOX4/E 5 7E I R Uk /> 45 B e J 3 15 R DA A
I LG 5705 AH 5% 4 B s 5 A8 2 AR SR B AL el 4T
Ji Al
244 MRAGSRANE S

R S & MR (pancreatic ductal
adenocarcinoma, PDA)EF & IEMERM, FTER
N MHE K- FH 5, MMP-313% 15 5PDARE K
i MR AS FIPD A GH iy 75 P A AH ¢, NOX44r
FHIROSZEMMP-311) L5 5+, mbElsd
IFNOX4/ROS/MMP-315 518 % 175 F PDAH i 5 7
i 25 F0 R 2 28, FHINOX4 T A 83 H PDA
21 122 2% -4 v L0 5 P A O RO T, NOX4
P 7] 72 75 AT LS5 IF 0 R v B PD A 5 AR I PR
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IR AR TR B FLUESE . NOX4W =R 1A 5 H%E
I FEE I IR AR B ME RN TG A R ARG, 398 AH
KN AT 44 Y (gallbladder cancer-associated
fibroblasts, GCAF){E A &M 75 5 [IH 296 40 g 484 58
1228 THARE, FEMR N AT RRIE L 55 7 W 4
M 2R -6 F WK 2 IR B /15 5 7% 5 A SRS
K315 5l _LIANOX4, 2 5 M iy i
A B A& (vasculogenic mimicry, VM) AN R
A, NOX4AEJIVMIE F R 5% i Jk PRI AE JE 58 g 21
U FE Rk, L B S R ] D H $E
HIZ W, B APt VMR )G T7 2 foH i) g A
T,
245 MmiesE

MY CA F [ ERL AR B 7 %7 oA 3 B4 i 44k
ARG N, 6 260 W FH IS 07 TR 1) ) FH 26 4 v DA S
AR B A B AATP/K VB4 m, MR st #2 v
KA TEEEM. BB, NOX4iEid il %
MY C7E JH- 4 i Ji 3k e A i =47 S0 Ak 38 J A AR i A2
A, PriEAnE R A R R A INOXALE MR 4
AR BRI, 225 T IR 40 B DANTR2/MY CHR A8 1
J A AR, kAN e i R X — A
FLAE R K, NOX4 Ry -4t f e 14 DR 47 1% [A]
. EAPEYIR, TGF-BRI R IEE R T Myt
MWEAEH, {EHFEFEBTIEREFNOX1 FifE
AN]SR IR o RS B AR T R kAR AR
FEAR 3G NI H % 3 BUH 4 H X TGF-BIR) ) B 2k
i, M TGF-BRINHBURIEM, X & H T W%
B EAEEGFRYU I T2 18 % A & #8 4F FH 1 100 41
NOX4ZZIE SR PR A s 1 AT f 2
AP HATEAR, XS IRSEW], MR SR E AT TGF-B
[ Th Be g T PuiE T B3R R A RS 20T
NI VR IT T T, A REIURIL, MR R E
AMPK-mTOR-ULK 115 5 fh 35035 e 240 ML Fr) 15 e
NOX44il) 7] — 3L S ALl 2 (diphenyleneiodonium
chloride, DPI)i7 54 4H i 2 b A< I WS O 2 A £
UHEI R, SR E R 5 DPIR G IR YT REAE A 5l ik
SRRSO N M A T, IR
PUMRE ST 2 DRk E RIS TR SR L A HTINOX 441
HilFIDPLI R G B AT e 2 VA I7 20 M 1) — Fh i
D, TR FIENOXA I T 41 e Jee £ 1T LA ¥
LR 25 ELB-5 IR Re B VR T, B

IFa) 2 R A S0 T A R I 75 4= ol N T 0 1 fe 988 4=
KO A bR FFNOX A Ty 3 1 5 i 8 2 22 1 K 70
Ja AR I, AR 20 B g o 0 (2 5 T 0 o e
TERER AP WTT, RN MR FTILAE 5
THU, BE IR B AT T SR AR T 1A .

3 NOX4ZERpEiaTT FHITER

B 7 CAF (1 iy i BE W7 72 /7 PR BB T2 52 Ak - 1 /72
I BT 52 AR - T A 1388 1 1 S 2 7 T 0 s N IR AN B
R, CAFME I RF 5 P Ho AR S i R HEFRCDS™ T
41 A5 L R AR T e B L ] Joi S i 38 %o A ) 47 8
JPVEII 251, @ HIHINOX4 ] LU % CAFR 1Y
DA #ECD8™ T4H A [ i 87 SE it 005, B 3 i
P8 SR IO 5 {68 b 98 2 40T S e 7 i AU

T2 L Ab 2 2 W96 T ARG 7 78 e Rg i 3
o B R PR, T 2 U A T TR T S
IR 0% 52 R, o Do N IR 2 TP 24 2 O Y
FEE MRS, AEREBE IR 4TI W ROSA: BRINOX 4
RiE, wREPEAEEMY SRR IE, XEL
NEECE M EIER , OF H A8 s # ) TGF-B LS 1)
Smad2/3F1Erk /215 5 18 B K IK 55 TGFR1HE 5 1
NSCLCHH M IEMTREFE . A2 &l LA R i/
SR e A RS AR A P NOXA R IL, #IHINOX4
TEPEAIMAPKIE 2% EA B G R R B3 e
AT LA B I MAPKE B, — 2 156 7 [A) 400 1)
MAPK/E 5 I8, i B0E i 2R K123-H1
& )@ B A BRI ) 1N 4 R AR A B A R 2 R 0A
FEARMMP-2 FIMMP-976 P, il /N Bl 55 Fh &%
FEASSRY () R S R, — 3 o g J AT A K F T )
HAFBMMN. ik, BHLEEITRENR
P AR SR IE ST R (A Bh 25 1) R b 2 R4y B
Al S 5 NOX4HH K MG il i KT EH
AR 7L AT DR R 42 15l i H AR5 5 18 2% R
PUIPIR A F T R 5 22 Flop B B s 2547 o

4 NESRE

AR SC I XN OX 475 T 4 i g o () AR ) 2 A
F~ a0 F AL B FEAE g 6 o7 o i 4 45 5 Tk
1TRGGEER, RIINOXALEA R E Fh il it £ Fiig
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