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FHE: &M A (reactive oxygen species, ROS)Z— X A AR S EMN ST, R EENEFTESBALAT
BT, EARARS, Rifl, £ K0P EAEZTEZMERN. ROSEARBHE, AL @GS TRKAL
PRy FE A, K FAEN MG B AR, JHit A FDNABS AR BTG AR e g, A B
B AT REH IR éﬁﬁiiﬁiﬁ R, FHK-FHOROSH RS BT FFmMILR LR T REATTAL
RAPHIIF B e ey A K, X BRE L F @I AROSHY K -FAe AAE RAAS I BOAEARRA TR, B
e, ¥2EROSH L AMNF 'J?Fﬂﬂ'i%% A Xt TR RIS Aeib )7 BA T R AR 7. ALZEBET Mg
MAROSH) = £ AL At AMITR R LRI AR, 2T T ML AROSK T3 TP/ 69 R ZiA4EME A, RJE
B 25T R mie Ky iE 5 ROSHTBEAT 69 B AL R 40 i 69 Rt & S A2 1 A2 VAR Fe @ ROS 89 A AL ) A I 98 72 7
Fai& 7 09T R o IR % TAE A A R AT ZROS AR T2 Y 98 75 d 69 4F B AL Bkt i g 76 77 48 X
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Role of ROS in tumor development and progression

ZHANG Xianhong, MA Haijun®, LI Le*
(Key Lab of Ministry of Education for Protection and Utilization of Special Biological Resources in Western China, School

of Life Sciences, Ningxia University, Yinchuan 750021, China)

Abstract: Reactive oxygen species (ROS) is a class of molecules with high activity, which are important
signaling pathway related regulators and play an important role in homeostasis, metabolism, growth and
differentiation in vivo. ROS are tumorigenic and act as second messengers in cell signaling cascades to induce
and maintain the oncogenic phenotype of cancer cells. ROS maintain cancer by inducing DNA damage and
promoting tumor cell proliferation, survival, migration occurrence and development. However, toxic levels of
ROS can inhibit tumor cell growth by inducing apoptosis and ferroptosis. This means that maintaining
intracellular ROS levels and redox homeostasis is extremely important for tumor growth. Therefore, ROS-
targeting antioxidants and prooxidants have broad application prospects for cancer prevention and treatment.
This review first provides an overview around the generation of intracellular ROS and the antioxidant-
reduction system, and then analyzes the dual regulatory effects of intracellular ROS levels on tumors. Finally,
the metabolic reprogramming process of redox substances by cancer cells to adapt to ROS and the research
progress of ROS-targeting oxidants for tumor prevention and treatment are summarized. It is expected that this

work can provide new ideas for in-depth study of the mechanism of ROS in regulating tumors and the design
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of related tumor therapeutic drugs targeting ROS.

Key Words: reactive oxygen species; antioxidant redox system; tumor-promoting effect; tumor-suppressing

effect; tumorigenesis; tumor therapy

15 % (reactive oxygen species, ROS)H FA%
I L A AR A, S AR IR R A
B RMYE, ENRAERMFEHEEER ARG R
KEBEMEAY . ROSEHEH Ak AR & T
H L0, -) B H HECOH). HEEA(0,)-
A (Oy)MEHE B H 2 (WH,0,) fi it E ey, &
H i E A DL RAR TR T Bl R A .
T, HO, M ML R 2 HROSAIR, AES 54
AU R 5 A0 RSN, I SRR A0 O R AN W AR 4K
UEZNT vl Eoy i

TE B RO SA Bl T4 i) 1F 5 48 i 1 386 5 A oy
b, WA ROS/KP T & W vl e F G &
HFUNIDNA . A1, 7™ 4% U 2 ROS B 2E B K F- %
THMRM “ariz” RRLEZ, Hf, AHEEA
TREE )T A TR RS L TR, TR ROS )
R R I R A B T R B A, BT
B A A B Ak . I HROSHIE R R &
AR PANPI R G R, XTI ES A
JERETE A (K 2 R s DA o) (13 A,
TERERETE A R B, ROSHZKSFX6S T ifee 24
FIAEKAE T A WEREEH. —HH, @K
PR OS R 8 i i i 8 240 i A K AH 5045 5 Il K
51 iy A O 2 [R] (1) 1) e AN S 3 B0 R AR SR IR AL
AT BERERE IR AR Iy —TJ7 1, R 4 i b
BEPE/KF IROS R 1 39 0 8L A0 R EORT 755 o Jed 41
MFET R R IETUIRAE Y, Xk R EROSTE
VA A M Th e D7 THVRUR AR, HOE IS B T
IROS KT F- WA (R R, B i A i e 400
HHROS 7= A SRR 11 2% S0 4 M 2 LA AT s bt
FEVRIT NG . DAL, TEAFHE T AREROSTE MR K A
R 428 Ty e A 52 R L 0 T e R R TS A YR T
FEREIH,

1 ROSHY=4EFIF

1.1 ROSHJF=4
AN A S5 PR SR AT P A AR 2 T 3 2
M AEROS. o, AMRIERRIF A E AR

H9 . ERAERS . WBUE E LR i ] 2y
WS NG IMROSHIKY-, 325 2 Bl e it &
FERFED . B AMR IR SR T LAY 4B ROS, JF:
BELAG ot A1 S 7 B o A A 20, AT 34 g £ A
B g o i e UG S 5| A A i P R R AR AR
PR ALRANEROS I A B, AT 32k e 200 B P A A7
L 2

M, Zekifh i1 /& 3 B (electron
transport chain, ETC)s2 MR8 A% 1 = BRI 3 2
SRUES ., SR, FEABERR L AN R B S R
KEI%~2% 170 T A 2345 WETC Il i LT,
M= AR A o, — SR S A
TR AR A1 B 1) 2 L A 36 5 1 e 45 LA R T 3 4
JR R o A ) S o SR A A U 2 gl R A
e 5T B TA) B A R AR A P Ak B Bk
H,0,""". BR&RRifA4t, ROSIEE it 3K A A 1 -
NADPH 4 L (nicotinamide adenine dinucleotide
phosphate oxidases, NOXs). M0 4 A0 B AN G
A B DL R B A A 0 23000 B S A W A i e
NOXs#E A Jy 2 = A-ROS ¥ - /%R, HATHEM
/K FROS EL B IE B 5 ¥ 22 0 L PR 1 e A At e
FRVL 5ZRMR, @I MHETCENOXsiE
P R 2R AT 240 i RV HL O 7K ST, T 52 AT LR A
BRI RN IR R UR T, PR RIS E R
JRIPIROSHR g i A8 R e B 1A 5%

BrEbiigsl, S E B IE A BE S 5H,0,
AR, RS 5IRITREN .. IR LR
U LA R s A& & e, JFHEBEROS Y ™=
AU R I, 3 A SR R T R
LN 5 2T 24 4 B v 1) s S A D i A T e 2 3 n 2k
FIAROS/AK, RIS BRI bk s e o717, IX
IR i SR A A T A 0 L Ak 2 T) T e A A RS P
WA 4 H N ROS /KT o i SE A Ml AA 1 3=
FERNE MR, 2 SIRE I & A ROSHTT
JEI N 5 X (endoplasmic reticulum, ER)M =4,
Forp A T w1 Bl - 9 B AR R R -1
A H BR(GSH)/A bt H K — 4k %) (Glutathione



- 1512 -

CHEATRIALEEY  20224E42%5: 81 £33

oxidized, GSSG)FHIL J5 BRI 1 IR R e — AL IR
f# R (nicotinamide adenine dinucleotide phosphate,
NADPH)%E 455 # 2 5 T ERMBAROSH =
AN ERERNE, BFRRRIL, ERREAH A
R TR (78 RICCAAT/ M 3 T 45 & A [
V5 EE 1 55 55 I e 4 e b i DR 7 E2 40 5 Rl F-2(nuclear
factor E2 related factor 2, NRF2)ifl 45 [ AL M
BERIAI AR, 52 R BI 2, ROSASFHIN
53 R S JORH 9 PR i R RO P XA 0 1 R
RAEFL AN e R, JFHIROSE 3 I ER M.
B, TS Bum an i ok AR TR X 5T R
878 TROSKIE T AFEL Rk I S Ak Wi 4 A
ERFEFEN I Z P sy, ik — PR 7 ixLeqy
JHL 2% 1R ) B8 25 L5 ROS R AH ST T+ i kAR Je
B R
1.2 ROS/K iz

WRROSH & /=4, MR, 1EH 4232 3
AT R . B, B e I FE RO S 14T
HEFERR, DMERRUIA R AR )R Re s, TR
HIROSHIZK-, AUl 2 FMiia b RE (K1)
Hrp, R BRASBNTIEANRS, BB ANL

ANROS/KFHIFE RIEEEAEH . SRR IHIA
b 5 G0 0 35 T BT 1 LA AL R G R 2R A L R
g, ETPIERAN RS, FEREERN
LR E R, HAERZREFS, Mifipiik2F
WS N T R Y MR RS, KiE
FEAE R AR T ARG, a0 B 4R 8 i
1P BB . A IBEH KOS ALY B (glutathion
peroxidase, GPX) K i 50055 118 R EE V5 . A
A A AT 02 - Bk AH, 0,7, R 5 T8I 4R
A I E AL )5 B B A GPX K H,0, 7% 40 N
H,0P", Mo i & bWk J5 8 4 FIGPX stk
IS P Bt B AL -3 ) 2 i 4800 B I JE g AT GSHL .
GSHZY MW &+ & KW ISR, "I1ER
HEEFRA . N7 REDUALIIRE, GSHEE A
W GSSG, TGPXMFE =4 fE Ak 71 s iof S Ak 4 K&
H,O, 15" . 41 P GSHI FAE HOBINADPH
AHTHEAR . Hk, NADPHTiX Le 4 A Ak B
LRI PSR OCEE . ESEENZ, NADPH
YN 3 B A AR ARRE JE R R, A4 g
i N ADPH 3= 6- B B2 % %) 5 i 2B (6-
phosphoglucose dehydrogenase, G6PD)F6-fi i i

H,0
Or- —»SODI—>H,0, 21 IR
H,0, k| VDAC I ﬁl’ﬁl Bﬁ
% I Oz\)Oz-- —SOD1 — H,0, KiBEEH Sy
— 1T
5o I ¥ LRk —
3 HEQ)
= ( | ﬂa
S\ ] 0P E
4 » 2 | Oy -—— SOD2 —— H,0, b o
I’y \ i (
[ o 0, [ GPX1+— R ftH Ak f&
NADPH | \NADHO;  Or- \ap+ 0,  Oy-
\. V/V ~—F¥
CoQ —— = CoQH, —>yjy | 'Cytc_’yIV,r
iy v v
H' H* H*

GPX: At H kit AL M; PRX: S U0 SOD: ML, CoQ: IZHE; Cyt C: 4ILEA EC; VDAC: HLIERIY] B TFiliH
&1 ROSHIFEEFNIEFI
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%) BH IR I Uk 3 3L X B i 1R 12 445 (pentose-phosphate
pathway, PPP)/=4:,

B LA B4t N P AR R G140, NRF2s2—
T 20 i P e s TR 7, AT A o T A R R ) R
TR AR B 40 M G 52 SR AL BB AR P B AR
B, HNRF2EEHEM TARZN, 58Eix
R e RS G, I EOE BE AL 5T AL ) i S AL A
g kS AR 5B A A GPX LA & 2 5 GSHAR M
B0, JF H, VAL IONRF2 2 5 S UE PPP
T B AR 8 45 1) S0 B B SR 3 NN ADPH 1) 7
A, TR0 N ROSHIZK >, g b, Rl
NRF22 40 H 0 A D 18 R 48 1) 32 R 5 2% .

2 ROSTEIEEZHAEAHHIER

1E 5 20 M AR AT ACEHE B I 2 77 ZEROS, 4
FK P A T 48 g 0 S A BT 1 2R G 1 T 4 O L Y
W, ZH i RT DU N IEPE S I IHAE R . a-fi<F
. FRERMASBOH L, DA AMIEYEAT A 4R A
RE. AR CHEH AN AR T RROSHATIH
BRPY. n EATR, BT XS EEEE BROSHITTAM
FAN, IR 4ERGE A A I PE L R S,
XL R G AU AT LABRHIROSIITE K, ik BEF 4 i 7=
A FIROSHE B3 LA AR . Hdr, GSHAEX T
ROSHIIEFE R FERZ OAE I, TINADPHN 4 57K
GSHAEFRFEIL JFARAE.

FHECT 0 BEK P B ROS, A2 H K 1
ROSX T IE 4 i) Dy ek e 2. BFFe L,
ROSH] LAE NG 5 70 SR U 15 G2 e 3 A4 . ) e
SRR, SRR A0 M A S RS . 4T AR KR 4
JL P Ak 2 R T T T A & % B AR
P, lln, ROSAMN S5 P A 4b ik K R 1L (1 1A
W, R 54N RS T T e o R R IE AL
B AW . %R NLEE 3 (phosphatidylinositol 3,
PI3) Wl . IR MG AN 5K /18 E R ) (phosphatase
and tensin homologue, PTEN)UL X 25 [ % Z FR i IR
M55 RAA BEAE, MM E I MAEEEN
[ 2 A 40 M R B B ME B SR A st
—PESE, ZRRIARROS 7= A o) 45 il 20 A A= BE D)
e RPN MBS EREMK AR CHE
g xR, AT K HIROSK T IE & 4

NG 5% A A B D) RE A 445 M L S 2L

3 ROSTEEHMEHHINEIEH

1 0EH 40 R LR B R R A 2 LUIE FR A
FLANIROS, BN REH& AL A0 B B AR 3 T
ROSHRE 2 FEUE W MK AL . HilrZ, 7+
R4, ROSZ AR M EEJER R,
B e 7 = s v o SRR MR AR . —
M, LR IR AR R R IR IR B, (KK (1)
EHEARY S S MEMAMNESES, FERT
Je R AH B 3R . AR RBRIEERS . TR R
RARERGEH, AR &K FROS S &
Fam A s R e, B, B TFROSH)
WL DL AT A A R o A i L, A8 0
41 1) % A DA K% g A B e R 3 B CEAE A . [
I, g A B AR A0 2 B R O S 7K - DL 4E 5 fit 8
HE.

3.1 ROSHEEIER
3.1.1 ROS# 2 09 R £

WIRG A, — BROSH/KFHL IE & 4 bt
AP RGP RE AR TE R A BURME,
AE I 15 5 1F W 41 DN A F0 452 £ 0 35 R 4 f) A A
SEMESR A AEBUE AL, Hoh, R EUEY . 4
FARETCE(NADPHAE LA~ 4 1) i EROS 2 33
AL FE R LA FI R R IE | LRE FD XUEEDNAWTZE L B
FABFIDNA-HE (4 5 28 BETE P IDNA B 5. 1
DNA# 455 (A B o femi i A% 45 B e, S 3o
B9 R A 20, T 5 ¢ IE A0 M R A
AR AR, 2R AR T IE R 4 i R
IR 4T B RE B AR U S 4 PO O Y A R A S A%
FRMATDR . HZ, MR A FROSH &
B, Simnt i SERANAREM. SRR
FIL B S5 g1 M (15 5 5 3 >R A 3 10 7 20 i 1) e
o WAL, LRRIA B R EERA, B4
KIADNA, H A IE K415 %5 5 %2 ROSHI R,
W RS RAERTW, K ERERILRIADNA
52 MR R A S IS A, fEE
hE R AR LA BT B, Ak A0 1 51k Y R A4 A
DNA 1) RAR 4 T B KA ROS I IE— B /=42, M
MR Z R . ROS. 5 R ZH AN Fa s 1 A hE R AR
RIBZIN “RBEEIR" B,
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3.1.2 ROSAZ#E A 9 4m e 3G 78

JiRg aH B N, R A R AE K ROS BT LAYE 4
HAE 5 I N 78 M8 G A, R S AT
AR ERERA . flan, H,0,MH 2 SEMR
YH L P IPTEN IS, 1 FPTENZPIZK AN [
BB (protein kinase, AKT)M) 65K+,
H,0, % HMPTEN K i 2 1 FE IS PI3K/AK T/ 5L
BN A R LA LS S E R, AT (i R
BEE . 52 R, B 2R e 4 R4
HUBNOX = A4E ()it B ROS 4 S EPTEN I &AL K i%
FIPI3K/AKT I B BR AL B P00 oAt O 50 th %
B, I A I ROS 23l 1l 55 22 24 R
£ H i (mitogen-activated protein kinase, MAPK)
Tl TR R ) 9 1, AT DA 40 B 4 S O o B
MAPK /4 f 75 5 8 5 SRS 5 18 2% 1 20 %
JS7, SRR PR A 45 B A A7 . X R T 8
FW], ROSHEEW 78 AN 56 (55 0 TIF(E
TR 1 B
3.1.3 ROSHZ Bt AT J& 49 45 4%

R B 2 (10 7R T e 7R T ROSTE (2 i3k i g
R T EE IR . BRI SO AH R R
Ji R 7 ) R R AL S R, A AR R A
FET-I EZFE Y, 5 R, ROSTESR AL IE
BAUREPRESEER. B, BadKET-p1
T IEROSHAS M FIATL A R 15 R Il 5 - Bl
TR o 4 Je8 £ 1 O SR 12 32k e 83 24 P S S A2
&, MIROS £ ilid 7 F Rho 5 Mk 19 = B FR BF 1K
AN R SR EHE . (R R &R AR O AR I
YT A 3 S5 B A AR D o S R S TR A R
I A R AR E R (M R 1Y . IX RS IR EROS KT fil
TR B EE MR
3.2 ROSHHME1E R

ROSTE g () A Ak J ok 2 v LA AN [R] 1 A
g, HROSHIMEMIEER AL, S A1
JIFIR OSSR LT 15 5 B3 5 4 T LAA Rt 1
JRE A A o R ILAROSI1IAR 5k It iy 240 i 1 s
RN, AR 2 5 AR 28 TR I BUR AR 2l i i
T PR PR AE TR T I R AR R AR B e
F, FEAFE S R 4 R A T Rk R T 0
FE(E2). BAh, TERREMRITIERE S, BErEKF
IROSH] LASE hinfigg vy 7 29 S R = MEAE T, JF

P[RR BT 2 iR AT I RO i 245 12k
3.2.1 ROS 5 a8

RO S 4 i 3 T 1) 9 8ORBGR), wT 30 WAL
KRR AR . ANESE T 324K 38 42 AER N #U&
BB S, SR R AR 1 flUR A0 R T R
B . 3 U M R A R T TR & AR T DA
ROSH#E, HAROSH LLG LKA E HIBcl-2%
TR (ELFE A2 ) ZAAE AR B30 325 41 1) 1) T2 AH DG 5 R Bae A1
Bak)F HAF FH 5 s 40 i AL R T (AR
2, ROSHIFAM 2 T B4 Py i3 32 1L A
LR A TR e e LR A U, AT AR b A
R LA, 3 EAH I R R R BOR - R R R & &
IR & [ B3 (cysteine-aspartic acid protease-3,
caspase-3). caspase-6. caspase-71J¥IE, MIMFE
SRR AR AT TR TAMET TR AR 2 A
T2 5 5 T AK 40 Fas fC #4218 28 58 X7 (tumor
necrosis factor, TNF)NH % H HIFas A FTNF52
i Z TRV AE LA BB 5, Foep, 4l i B Fas A
FRALT X IR F AR A 3 - e 4 g 410 ) 2 1 (cell
fas associated death domain-like IL-1beta-converting
enzyme-inhibitory protein, c-FLIP)&—Ff 3 E 1T
T TR AL T, AT4H] TNF-a. Fasfi 4
FITNFAR G T2 SRR T (A0 i T2 i
ROSH LLidid hnigtiz & /v I H0H T2 F-c-FLIPH)
R B R AN T T A, AT 3
JEAIM R AP T . AEIRA IR, BN ITROSHY
THFRFTIN- k- L-2 Jht 2% T LA RU0AE %€ c-FLIP
WA T X — B UEBROS 2 R
AR TR SR T
322 ROSHE# T

IS 20 L F) R AT T 2 — B Bk AR O S HY) 3
TR IE T R BRBE T R AE A iR
MBI AR, &5 mROS/KF-FHHE
S A AR IR R R O, M4l NROS
B AR AN B 2 TR T A, I B RIROS &
55 o 20 i 1 400 i 8 I PN ) I S 2 AN AN AR
R CHRFUSEEAL” RN, JF HIC AR M0
o8 A LA A,

WHFE R, BRAET e — A B e . AR T
LGN EADIO0 7 iy VI 1150 U =R AP S - o4 : U
FEAAFT . Al IR E R BRI
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y Caspase-3
y G
AT Caspase-9

— | TR

Foi o 4 L

&1 FEMWER

| DADPH% {42

Ji o i 45 Ak // l

—

O;:- — % )
T feibEE mo ot
S

Caspase: -t 2R K L RAIRYF 7 1 5 FI#; NF-xB: #5558 F-xB; AP-1: #0358 A -1; NRF2: #% R T--20 40 fAH < K 1-2; HIF-1o: {REE SR T-1a;

MMP: 5 % 2 1 g

E2 ROSXIAhE MR EFIEIER

EH KNV, ROSHI & & T m It 9l Kt &
R A, 3k S 2R 4 i R AR R AR T (E2) .
BT RER & F P E RS, JUH R R/
BRAIR 2 7 #5 15 R GixCT-GSH-GPX 44, {ER) 11 fig
i A T R BE T R R, HAh)
SE R g, A R BB E A Trolox .
ferrostatin- 18X 4E A REVRYT f, AT DAY Ko i i) 2k
FET, K BHROSE S 1 i B S kot - 8 40 i
BRART R R A B SRR .
3.2.3 ROS5 & A & M AR 15
ROSZDNA#G AR 7. anai ik, 78
IEHEYET, ROSHE FIMDNA &/ SUILA
AR TR MR A R T AR T, KT
ROSHEMEIG ML W FEEAER . B, HRTAEY R
P AR S5 AL IR 9T A AT LS S DNA K 3
155, A LR EIAROS /K- R 38 fin 3 R 25 14 1
H, s s iRy 7 BORO . o, ki
I AT I B £ b AAROS K3 s L H B 4 iR B
TERUY, 52 RUmE, (T 4wl E &R
(doxorubicin, DOX) 4%+ & & 18 i 14 1 41 B 1)

ROS/KF e R A% ihrg | D g™

BRAGTT b, TR VR IT 2 R IR T R LTS
o b, HUEHR SRR T o R A T
Ko B R EMAZH FIDNABEAR ELAE I, wf
LK A>T HIAE AR A -OH, AT (] 3% 15 5 DNA K
Sk A VTR IS RS R =R i i U N (s
B I MDNAR T, &t — LR TROS
XU PEDNASR DG I B FIAE o BeAh, BEEARE
EAIAE, A A Y R KT ROS BE S A T B
B, JF EHEAE FDNAR ARG . R0 i ok
LB R AL TRIE , W] S Bk PR 2 e AR SRR
BE— P S EOWEEDNAWTZE, AT 52 00 fir 88 4 i 14
A LR EERE FEAR I Ri7K- P ROSTEALT T AT
JRUEHE 36 T 5 T LA 0] R R R S T e
AR TR A SR T BLE D dR AT T R
hFEe.

4 FAMXIROSHIER

4.1 ROSHHXHEEE KT
N e 0 L A BT IA IR A A AR A Y
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ROS/KF-, ¥ 2 Jijed 40 i < th 0 22 D) S 03 ) 300
FRo X — LG BRI B L Sk R Y e
4 g A ROS AR, FF T irbTe 4 i 1) 40 48 Ak g /0
AR EEAEH . WHTHTIA, NRF2:240 it
BT R G FEER T8 (HRAAESE R
i, NRE2I R Rl 2% S A Em T DL E
AR FERE I LR ETRNE K. XE
I 5 9 2 MO NR F2 1 5 5 0 2 8 i I 1T ROS (1) 7K
PR R R RIR R A R B R . 52 KUK
&, BUEHE R Kras. BraffilMycts v UL i 34 o ik
SR V132 4 A0 S NRF2 1 R 125 R AT ROS [H /%
B, JFREERR R AT, JEH, RABIKKRAS-
G12DELG 12 V1 5 fir ik B 23 I NRF2 1) &
L7, R W HE R SNRE2 5 S5 /K P 6 384 i a B
B K- IROS, [AFfROS. KRASHINRF2
Z Al fe il I AR R AR R AR S I o TR S
55 e i A R

B ded L DRI A0, 000 i AT SR AL Bk 2 6 T
JE AR T ROS AR A A HOGHE . BEFURIL, b
Jog F I 51 BT BB 1 (liver kinase B1, LKB1)2&JR
TR MIEE 0¥ (adenosine 5'-
monophosphateactivated protein kinase, AMPK)[?]
St LI, A LKB1-AMPK(E 5% S 76141
SR AR AR A RT3 B DA BB 3R A R B KT 7
TR AEZ O . AMPKGE L1061 2 Bk 5l A 7R
ATl 1/2 1) 238 SR ek 2D i 19 R & i N A DPH 78
¥, HACHENADPHARZE:, AT 3G I 58 & N 3B [A]
iR 40 M A7 E S AR, L I R 4 e
LKBI1RIE 2 51 KEAIE 5 R, 5 2040
ROSHIFHAI R, FE T A5/ 4 o S AR g ] 22
P, AT (i 33 e R A0 R K A7 . Bk Ah, B
JEANH & Fp53a2 F3 b —> ke H B 22 FIROS I 5
K. Hrl#idiE S Puma. Noxafl BaxiX = /Mg
TR AL I R IE RN S MM R AR T, K
FE IR M D e o T AX = AN B3 R 130 4 T e U
e i R AR OS2 A ks Bl ™ . SRif, S5
Z HAb R HI KA, p537e NS s
W RAEFER, I A G R M pS3 A k£
A M pS3R MR DI e, I3RS 5 B A M pS3AN[H]
T hEE™ . filtn, FRAERpS3AEEENRE2 (1% 44
AL, FFHBENRF2A T 1 B A A B B 3 R ) 3Rk

M2 E T ROSKCT FRE AR A AE ™. DA _bix st
WFFER N, i3 41 A P e 256 D] g o0 25 R ) e 2
A DU (5 Sl M 2 GROSHIETE, I35 Bh R 40
& 3 1 7K FROS R IZE 7

4.2 [REIROSHyE EEFR R

B AR, ROS 8 0 BE T LA 32E i e 240 it
Fom R A HIRAT, AT DL I O R 40 L 4 B8
T B SR R ol I I A e o TR, e 40 L A
REGMRAERRETE, SHNREZ i E
PRI SRR HI M il WROSHIL FE R B o XA A ]
T A R A B0 ST, I RE B R T R 4 it A=
KA MR IR SE . — P HIROSTFRA FIALH] CLHIE
BAE R R A R RS B RIEEEIERH, HX
HFFICRA, A1 K R T GSHFINADPH
[ HXROS T 2 461,

G SH /2 i 8 20 B 47 4 1k BE 77 1 25 B2 41 ji 3
gy, e H AT DLE I Mk A R 2 FIN ADPHAK 6t
(FIGSSGHAE R MEFFGSHIKZK T, M 4EH: H B (1)
ES, B AL, GSHAERR HIDN AL {4 14k
Fr R b 2R R R s Oy T B EEAE AT, K
b, R 2 A o R R 3 B 1 40 P AR I R
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