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Advances in the study of p53 in response to DNA damage
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Abstract: p53 (encoded by 7P53) is undoubtedly one of the most extensively studied genes and proteins.
Both
genotoxic and non-genotoxic stresses can induce p53 stabilized leading to changes in the expression of p53-

It is a highly potent transcription factor which, under normal circumstances, is maintained at low level.
responsive genes. The biological outcome inducing this pathway can be either growth arrest and apoptosis or
senescence to maintain the integrity of the genome or to delete the damaged cells. The biochemical activity of
pS3 itself and the cellular environment govern the choice between these outcomes in a cell type- and stress-
specific manner. So, p53 is a pivotal tumour suppressor and a mainstay of our body’s natural anticancer defence.

This review could provide some useful information for further study on the mechanisms of tumorigenesis and its

progression, and also could contribute to the discovery of antitumor agents.
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NI FE N 2 —, A7 “FEB D" FKS . p53
AR 0 X PR SSERT [ B (1 2% Al i kS A
MIfEH], f4E DNA $ifh. s RO . B
p53 AL T RREENIAE S R L, RSN, JF
A hy 82 S DR 3 A 3o i 3 T U A 2 DA e ok s B
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FCTAg, 52065 0 1 A 30 A s IR (9
). DNA Sl 58 Foan =, Aif 4
I AT 5 DA L PR e A 1 B o 4 I PR 7 ST B
1 pS3 W% SINGEE

p53 AT NGtadk 17p13.1, VEA—DZFAE;
SRR AT, EEEAEE 3 AN DIREL . N R b
HI%% S35 46X (transactivation domain, TAD), Jfid
5l H ¥ 5% A7 (multi-subunit transcription factor
11D, TFIID) 445 JFHH LA T i A A% e sk L i o
DNA J7 51 &5 & X 38k A0 3 PE X (DNA-binding
domain, DB), H] 45 &4 E 1) DNA 741 C KP4 5K
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fR1EIX (tetramerization domain, TED) 1] LA p53 JE
S TR) 5 DU SR AR IR 1 B 2K, B e 2 A ads B 5 4% 5E
{55 (nuclear localization signals, NLS), & & 5oz R
iz 155 (nuclear export signal, NES) Fl C-K
Uit 45 #4% (carboxy terminus domain, CTD)", 41/ 1.
2 pS3 EIERY LiFE S AT ML

IEFGOLT, p53 JE A S AH I M 45 401 5K IR
A, BN RS FOREON, HE DNA 45 it
JEMGTAE, p53 IR PREBOE, I — RAEEES
R A A TR R A ps3 Al T U Bl AR XL
FEWTZLFN DNA PR R] R, M i — FLA S0 (o n]
I 22 J5 I — R G A ) 2 0N T P E AT M firis, A
TR . TS, . DNA BRA,

p53 M FAEGE H B A, Hohd
L2 BN 5 ok LB R R AR KL (ataxia-
telangiectasia mutated gene, ATM) FIEIIMLE Y 5K
PESL B A AH G HE Al (ataxia-telangiectasia related
gene, ATR). ATM 1 ATR J& T =W JU LN Bty 5% i
IR, 3 AN A A 30K DNA 81435, AT™M &=
LEAERUEE DNA $ A5 I A% “ Rl vl 1EJT, ATR
A7 5 I N AR 3 AR B W DNA $id), A% 5
XA DNA ATIRAE; 3X PN 45300 6 2 AH 0 Al a7 iy 3
AELAZIE R, SERIBEGE T H s B s ER], f
$& CHK1 (checkpoint kinase 1, #l &30 1). CHK2
(checkpoint kinase 2, A&l fUHE 2) M3 Ath p53 %
HA.

DNA XEEWiZ4 (double strand breaks, DSB) #f

MDM2-binding

domain 2nd TAD

Transactivation
domain

Figure 1  Structure of p53%

Other s:g;es

1 |42 |63 97

DNA binding domain

MRN (MREI1I1-RAD50-NBS1) & & 4R 5l I 5 54
ATM [0S, TR ATM RERERRIL— RAVEDI 5
To HABTEI DNA $iffidn UV i £ b 21 X
FRRBAR A5 3 B0 PR BE N 2 S 2R A (replication
protein A, RPA) f#, JIEM ATRIP E&W [the
ataxia — telangiectasia an Rad3-related (ATR) — ATR-
interacting protein complex], MHiLiEtk 9-1-1 &)
(comprising RAD9, RAD1 and HUSI), % 53K
ATR (&, Wl 20 XA B DNA 5458
WA, N BERAL TR W CHK 1. CHK2. p53 4%,
B 055 10~ — 55 0 1TA%E, p53 M#E£E
DNA $itfif5 5% T HEE LM, 4T DNA 17
Uifa 5 ME i) “ o, st “f55” ik
Hh R s 5L AN T B Al e ¢ “owia” P,
FEANF N 3 pS3 IIEERBEFTH, XFT DSB
FE pS3 PRI IR %, MR A 65 R
S T R AU DA A ST T B P A S B IR A . DSB
A DA 40 B S SIS I S LA PP Al 4 0 B AR
J&, L RIS R AR R AR AT IR R, 4
5 T 2:A8 ST A IR B T AR,

75 DNA $ 753 #2 v, p53 48175 52 2% I RH 8 S5 A5 M
YEM, B4z F24 . Bk . QA . AL AT SUMO
(small ubiquitin-related modifier) t£45, N Kt &4
B FWUE I, NES A5 /) BROSUB A4 JE T MDM2
(murine double minute 2) AHEAE I X 3, X2 X 45,
A DR % R BER A AE M5 . pS3 AR AL 5 8 T
I B0 R 5 20, ATM S 2 ri B9 4 5 15

292 323 355 363 393

Tetramerization
domain

C-ter. regulatory
domain

&
@ . 9

\ ME

@ complex

@ OPBP]
@TRE)

Other substrates

p53-MDM2—-MDM4

Figure 2 DNA damage response signaling pathways target p53 and its key regulators™
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p53 Serl5 PLUBEER AL (1) 32 BLEEE, JL/NN 2 F ATR
A28, Serls BERAGILHE T CHK2 B& 1L Ser20,
Serl5 1 Ser20 ¥t 4 Thr18 iR AL T 20, Ifi
X1k R i CK1 T SV ZE UV 35 1 41 e, ATR
BB 1L p53 Serl5 Al Ser37, UV it il it CK2.
hSpt16 Ml SSRP1 4 B (1) 4 F1 Mg 52 5 A4A% p53 Ser392
PERRALS, HhAh, TR, ERK M1 p38 25 T UV
444 pS3 SerlS HIWEIRAL, 11 INK W25 p53 Ser20
BEIRALD 10, p38 5 p53 LA R T “4 1 IF
K7 ER, Yosgiiues UV i 2 5 fdris, k)
i UVAERII, p38 55 p53 40 milfEH, A4 s 2 4145
A, ot & UV AR, p38 B p53 Serl5 fif
WA Rz, A e shiE i,

N A KRR AL T p53 MM 2 A 5 1,
LAk 5 MDM2 ISR A D), M ps3 s A e
% Ser20 A1 Thr18 WL 1L 1T LA 35 F# 1% p53-MDM2
A EAEH, #0 MDM2 /5 [¥1 B4 f%; Ser15. Thrl8
1 Ser20 R Ak AT LLEF [4] pS3 A% A5 5 X3, BHIE
Fowlaz A, T OR B R A P R A s TR
M T] DL S At — S 5 S D 4 p300/CBPH P,
B R G Th A . BRAh, N K IR B R 1k i 17 Bh
p53 FEs R SRR, W Serd6 MBERRALAE p53
SR B I 1 DA (1 A s

P53 OH ZAME IR IREE, e R L
POA 55, BERRAL T8 p53 5 ZBEAL A R AT LA,
fie 2t ps3 C i LWtk p53 C oM IR LB 32 4 &k
H LRSI/ 2, 41 p300 1 p300/CBP AH A
f (PCAF). p300/CREB #5411 (CBP) il PCAF
RE2r i S WEAL p53 JRAEER 1) Lys373. Lys382.
Lys305 (p300/CBP) Al Lys320 (PCAF)!"> "1, Lys320
WAL TT LA pS3 A (A KBFE RN, Lys373
LEAAT BT pS3 N KUk, & mtt TSR R )
S5 USRS TR, AFENTE T H AR, A1 Bax.
pS3AIP1 Al PIG3!"™. 7¢ DNA #iffil}, Lys320 Al
Lys373 MWL E “BVE” MEM, 1 ps3 &
I P PR 45 T, 11T R A B AR B
BB o p53 LA e A e VRS B0 pS3 1)
e, N DNA 5 RNA AW M/ER, X
P53 HEAFE IVE T B N AN pS3 IR E P AT HE R X
p53 M SBEAGAT S22 AT R, SRR S Ak
IR AT e ELYZ AL AN IL 5 0] pS3 S AR B 11 A M, M\
1y BB A e i AR

WA, WSO, 7540 MR Ak 2 HT, MKK7
WO T LUBCSEN L N 4] DNA L 09845, A it b 3] ke

JEAMHIEH . MKK7 Sl oS M E 59 1
JNKI1 F1INK2, {# p53 Ser6. Ser33 Al Thr81 fifz 1k
IMASE p53, Wb B, (HAFEM p5S3 mRNA [
K, X AN L DR 2 RS A W
Ifif RPL26 & [ ) 7] 5 p53 mRNA 5'-3'-UTR A H.AF T,
BT pS3 mRNA [FIRIRE, MfiHem ps3 ik,

3 pS3MIGARIRIAT

FETEH AR, p53 5 MDM2 22 845 35 K 417145,
MDM2 124 E3 34N, v 33 p53 & AR R@AE
Befide, Al p53 76 1E 5 41 b ORFFAK K S Tl p53 d
VER— AR 7, AT LAEGE MDM2 JE R 5%
I B 0] 4% 400 9 () MDM2/p53 HE SRR R 58,
TEA0 M AR R PR AR .

MDM2 it /3 p53 FAiA AN 2L A% i 1 )
PR R ST ps3 thigrn ey, © MDM2 /i3
p53 ZF I AL N MUK B i . p53 Tl MDM2 A
WARA MDM2 AR I8 45 K% Y ) i N i .
MDM2 5 p53 &84, Jmakdy ki 2R SR
(E3) fif p53 t A M C-K¥i b ZANE IR miiz F# 14k,
MTIASE pS3 - BE Ak M S o 1R £ 1 K A Bl AR 0 O B
P53 [ B A SR 98> MDM2 JE R e 5%, K p53-MDM2
BRI S ] . @ MDM 2 % p53 B s P (1 H 4%
HHIER . MDM2 &4 1 /> ps3 RN &Ai s, 5
p33 @HICIEEY), M p53 MG, MDM2
Fak N e B ps3 AT 1 R BEEE AR, AE ps3
ek, FEOLH AT E 40 fussh 4z, R
FAER, 25 M8 e

FES R A R RICT, p53 s E SR N, #
Vs VERE SR S AU T MDM2 R8s AR
%o SR, 7 DNA $i4N#~, MDM2 1 p53 B2
IhT — AW G EMAER, WMBIR T W 2 1)
() A R E T ATM 1T DL 22 5 1R 1, MDM2 Ser386-+
Ser395. Ser425 Fl Ser428, &4 Thr419, ATR R4k,
MDM?2 Ser407, ATM i& il g4k, c-AB1 3 3t if i
21k, MDM2 Tyr276 Al Tyr3941**,

MDM2 [R5 L B3 BRI G L 2k,
fEILANBEIE B BE A PP MDM2 5232 [k
EPRTIR, p53 R M R R I A [ B IR AT &
AL A, IXEEMFT A T MDM2 5 p53 Z [l f#)
FEAEH . AR, UXBHE MDM2 5 p53 2
) PR AR B A A8 AL LLBOR. pS3 R s DR 7 1E 1)
i1 H. p53 S R AL AN B A SR, ] RNAG HR
JUER MDM2 FE[H, {5 DA R L S Y e
HHRIIAE A MDM2 FAER, LB 1% T
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P53 MG A /& L EE WP, B 5T 7R, MDM2 B T %
pS3 B E M EIEEH Z A8, EnT g % ps3 (1HH 3
KM E T RE, FELE WAL © @S
mRNA BEIVER, 50 p53 R, @ pHAE A
RPL26 70N IR FXFT pS3 B = EAEH,
MDM?2 1] LL5E [ 45 F T RPL26 1fij S 8UHZ 24k Ffi,
7. DNA {7 X F A F gl i, A mifEes ps3 i)
mRNA #] DL it RPL26 1M i2E47 #1612,

MDM2 Ft K g fidh 85 1 B 4K p90 (MDM2) 2 4h,
A p76 (MDM2), J53 BAREA pS3 L4k,
{EZAR AT LLVE T F p53. p76 (MDM2) 1 WTEIZ
FIER MR DR, nTRAFSPT MDM4 %) ps3
RAIE R, i Hie v RS9 MDM4 5 p53 1 p90
(MDM2) AR, it Bk MDM4/p90 (MDM2)
SRR T IRAR T BT I pS3 1K iR o A8 R AR K 4
fEF, p76 (MDM2) % MDM4 (#5155 F & A= 4 o
K, M, 1 DNA i fF{Elf, MDM4 Ser403 5
p76 (MDM2) 435, BHIET MDM4 [F[4ff. B2, X
LR MR T — B R pS3 AT Ik AL,
B W T AENECRAS T, AR VI T MDM
W PPEPIRAS, 878 T —4 MDM2 Ji g i K]
FEP IR AR T S AL SR F 3 (activating
transcription factor 3, ATF3) s&#riE &I p53 #ok
¥, 7£ MDM2 IE ] LU B A ATF3 AT sk sb ps3
(55 i, X2 MDM2 i p53 1¥1587 1 S AL Y
microRNA FKjGt 2 5 T MDM2 It B4 AE, 7640 i) 5
RAT, p53 1EHT miR-605 195 5§~ M T it i A
sk, WS miR-605 7EH; 5% J5 /K- B fif MDM2
A, XEEIE A p53 @ miR-605 : MDM2 iF i FR ik, M
I A pS3 K- HReadt i in >,

Fx 7 MDM2 5 p53 JE it [ 15t 348 %, PPPIR13L
(iASPP) F p53 # [ [F] RYIA133p53a ] p53 B
R R B T, A pS3 I BhfE. PPPIRI3L /&
PURT- KRR R Z —, B P DNA 45 7 it 5
T WL E R, PPPIRIBL 135 SR8 T p53, AT REiH
It B LA M ST ps3 ThAE, 959 T DNA
0 2 )5 10 pS3 BARVRE Tk, HEN W 2 2 T e — A
G BRI AE P 1 pS3 fE mRNA & (KT
P TA133p53a W, EHEAMEYE p53 JEME SY
W pS3 MIThEE, HAGIE WK p21 K&, #n
MDM2. Bel-2 HIEKIL, &M p53 5l MIH T/
G, WARH I, (HX Gy AT g malY.

4 pS3EITiESEE
7E DNA #5455 Mk il b, pS3 AR T

- RIBR R JT A SO L, ATIAEAS pS3 B R
20 M N K RRUSR OO T R HE T RE, AN TR TR S A P
BT p33 MENHEF 5 DNA 451 “EHHE”
DALHAE pS3 SR T — A “URERE T, WOE MR
(18] A 35 DA sl a1 2 R PR AR PR D, 2P
SE AN dris, WA IR BB S aE T
Wi FLACH PR s [ IR 2L ESE DNA B 05 127, 1)
FESE . A0S 40 M oh (k). 40 B 186 5 1) 2
M DNA B E 1345
4.1 p53 EMEEEAEFIRZRER 2005
DNA 43 £ FH (1 5 W2 2 Wi 4 e e S A A e &2
A AN G A AL A0 0 S0 A s R e R 4 R A
Mo GRS, Yo Gy/S A%, B34t DNA
AT, Gy IR A A, YoE Go/M %4, FHIE40
Bt s A se R HI DNA JEA 22553,

p53 — HALBOE, SR — RNV AR RN
XU, R BUREE ) DNA 41, B ps3
SV JGAE (response element, RE), Jii &A1 ¢ HE K 11
ek, SEANM RN . T AR
FIE 6 p53 ASIFI ) DNA 454467 4, 7% S0 A
[ (1) pS53 BRI DA, 3 3504 M 5 4T A ] 1 J SR A
P53 VA 4 A 8 S AR A I %) CDKs 1) 5% 1 i
YEHT Gu/S AT Go/M IS GBS A . ZH AR
LA A AT AL p53 (1R EE A i 373/382 A7 I
W IR K LA, I HLE %A A A kL
S8 p53 N E SRR p21 BoE, SR — &
LIt/ VAR

G, WP EEEim T ATM-p53 B M E p21
BV J] AR SR A R R R VR R, R p21 R
e Las AR ps3 MO /E ], CHK2 #1 p38
MAPK A 5 7] Ll i i 42 & 3% HE p53 M p21
VB AE 5 e g e 2, ps3 1 4k 3 A4 il
A cyelin Bl.gadd45 A1 14-3-30 W25 G,/M IBH .
p53 Tl Cyclin B ({381, GADD4S5 i@ i #15i Cyclin
Bl-Cde2 HE &M K #EAEM, 14330 5
CDC25C W IRIG 25 &, AF A RE AN AZ B0 40 i )5 3 &2
G Cyclin B1-Cdc2, fiJ5 2 7E41 M i ] G, #id
M MEHEEEER, HI S GyM BB HY . 41
6 J] S48 1) BEL e A 0 B mT DL PEAS 543 0 AR B
HEfT P g “Avis 7, i B AR AT AR RL
i “doE” , HETHMANE 2.

— 77 10 S BEL 3 A 40 ] DU S 4495 (7 DNA,
XY AN LA MR e A EEEE X, 5
— 7 T W A7 AR AT B 78 5018 2 40 M A5 E N 4 i )
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H, XSG A 0] RE R R A S A0 B, DR] 1 4 T
Xf DNA 3457 I, 3% PR R 6 5 2 (A1 47 70 56 4 4il 1)1
o A0 M) “3EE” AF S S — PP B pS3 AT
YEFIMLAEI, w7 LARH R34 i 4l B idE N AR . pS3 AT
DL “ 38287 MOCIIBE sk, W p21. pai-1, 1k
P SIZEGIEBH, IX 8% p53 OSSR (1) 380E & DNA Hif
AR PP EB RN . p53 AR pS3R172P /N LV
X I IR I, ELARATY AR Ok B 8 40 ) 8 BEL i 1) T e
HIAREE T T, 0 HAEIEF S OU R, 3R AT REZ /)
BRI RE 1) % AR P, dx e gk BLIR R R NG Ak SR
IF, p53 5340 M e 2 AE FL 2 I3 — B e 5545 20 4
e DhRe, i HX Rl B AR R Ge A gL e 4R 0 1) KR
A ERR A G AMAEMK PR, W s
05 1) DNA, AE40 A7 s At ™ B, giiss s
3l p53 MO T8l R Y, “TERR” S 4l
H@[%]o
4.2 p53 FEMBATHRRMER A0 HAE X F &
FERIAN B AME S, wf LLBR B IR (5) AR
TR R AR R FEIE R o p53 & EE R AN A2 T
I3 B Toid AT, QIS5 S 2 PR AR O K DN
S B I i A R B L

p53 1 LLEGE WY IR AR AH DS I 2R DR bax s noxa
puma F apaf-1°7, >4 pS3 MKHRIIT TR AR AN 482
27, XS K N AR VE R T8 4% . OKL38 /& f
TR AT LIS Al 3 ¢ IR, ps3 M5 T
Jip g PRI I OKL38 (121K My fe ik iX — i FE0%. %o
TAMJE AR, p53 W] LA S LT 2 4K FAS A1 DRS 1]
Fik, 1 HiE WS TRAIL 1 FASL &P, &
TN R T I E P2 4b, ps3 sl alid 4R 4%
SERRIHLH S BN RIE T, HWFFTER, p53 AlLL
R T2 kiR _E i Bel-2. Bel-xL A1 Mcl-1 A HAF
L, XSS - BRI ps3 G54, {3k T e ki
PRTBERIAE P, AT A 0 A JEE 110 3 52 ik i, 2 3
Mt 38 ¢ B BEAk, p53 mILAEHAT Bak AHHAEH]
RN E o R, LU U ZRR A pS3 n] LA
TR T 2Rtk cyclin B1/Cdk1 3 7] LAEGE p53
Ser-315 i Mk ki fk ATP (1774, BH1L p53 55 Bel-2
N Bel-xL 1454, Mg =,

miR-34 KJKLE p53 S MIH T A & EAE
M miR-34 (3G AT LA SS ps3 ST,
DA4S234E S&HE KB p53 WA FEN, 7E pS3 MWt
DNA #iff & EEAEH . p53 nTLL5S D4S234E (1)
JA B 45 TR T L 5%, RNATL I D4S234E %
IR PABH B T2 0 A A, 1 H—3 7 D4S234E {1

WM, 3X— Xt DAS234E 5 PR T 4 H %
YT, — S0 e Mg AH DG 2R 1 4 (dihydropyrimidinase-
related protein 4, DPYSL4) J& N F 3 FES 43 MR
RILI p53 AR T-HERL, 43 s p53 v DA E %
YEFHT DPYSL4 SEB, iz bt 2591 s, H
mRNA Al R IA Y I EiH, FEPIUCER 5 40 iy
(V8 T F Rl — e fh oy 2 4 AT DL k6 2
Bz A 3 (GLUT3) 5 M 3 26 Bl AR i 7 2B 470 M e
YEH, 7€ HeLa 40 A, DNA $45 3055 40 B A5 5 1
TN MAPK/ERK A, 512 GLUT3 [f) M, HiX
IR AT pS3 IEH, SR A0 I
TEgET ),
43 pS37EDNAREHRIER (AN ABI IR,
MMEE RN 7 4518 5230 I R 53 ) 6T AN [] 28 2 ) 437
fi: @ HEEAEHE (direct repair, DR) ili; @ HtLd]
k&4 (base excision repair, BER); @ %Rk
&% (nucleotide excision repair, NER); @ #ifiFL5 A
B4 (mismatch repair, MMR) 2| [Ef§5E45AT; ® [A)
FHEHBHE (homologous repair, HR); © E[YH
K i%E#: (non-homologous end-joining, NHEJ) iffl i,
Hrp EW &K L1125 DNA WEEWRTZE (DSBs);
(@ translesion DNA 75/ (translesion DNA synthesis,
TLS)! ¢,

p53 5 DNA MIEE R . p53 4556 4 ki
A HARN DI, TR IR, 456
IR TN UME Z N s, eEa s p21.
GADD45 fil PCNA JEME &9, R A S KRN
DIEREPE, 7€ DNA B 5 PR FEME Y. ps3 aenl
fiedt NER M1 BER, fELBINEIN, 25 T #ith1E
R o MAFAERTRIGFEVEFFIE, ps3 Bk RadS1 K
[f) DNA AZH AT R A, it il 1 FdLAb g &
WA SR ps3 BREE N R EEY), T EANE
52, X HE— e T/E DNA it AE S,
P53 R 1A S MM R A o SR AR M 1) 22 T A ),
5 p53 DNA BB ELM % T a1ER

p53 DNA $5 45 i i Al 50 1E R 6t S+ ps3 11
IR E T PR TR 2 A a5 AR BEFIAE 5, X — A
MR S T AR I AR R ML 8 . B4R pS3 1E
DNA i R H#EE EE BRI, H2 A 50%
() S8 40 A7 AE p53 R SRAR, By LALEVF 22 50 4
B, EEXF ps3 FRRE TAR 28 a7 ik, Hean e
[0S p53 /N7 T4l ] S & ik Nl KRBT FT,
s N H I A6 pS3-MDM2. 471 s B3t 8 11 /)
Gy FANHIR, I LG, s R TR
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MK B A2 71 pS53 BN IR 41 i ) AT R FEAE T, a2
FER T RH AR p53 Stk #E A, 1 MDM2, M
IMEGE p53. £ p53 (M i D& sk NIRIRET ST, 1t
Ab, I AU SR T 2 IR A B R T
A (R, v LA S R 25 D Rk Bk, BRI
T pS3 WEE IS B EIE R, M ORA IE 5 R 2H 2R 40
Wio BUARTE WIS A — 6 ) A R v, Loan
WAL B S PR 2500 T pS3 W G RS S, A
930 0B EIE I R A2 46, HUE AR pS3 3 i 1 i
S 29I R AE IR I T TR S T AR R R
6 4iE

A % DNA $5453 (1) | B — AN B 2R 2 05 i A5
S G M4 RGE, pS3 1E K DNA B 546 S 1“4
TR M REAE R L REAEM . RO,
P53 TR AN 5 B E R il 1K — 3R 51 0 5 2 1
PER, ETGEE pS3 “IEMNE” M SRS, X
LT RE 5 AN M S L AU R e AT T A PR B 5 A
%, WA pS3 BRI NUEERA L. HET, X5
AU AL GV 2 o7 T HUHI A5 22 B, LR B 1 —
T, pS3 TTLL “EEZT. VPG R CHEAT ARTEIT
UEAE T TG | S A AR T B AN . SR, pS3 A
] 5 JF 58 BOX S Ty se (1, JLRA DI AL L A 4y T
BNRAHAT T . [FIFE, ZEANA ) DNA $ 40 F0 3
NI e NI AR i e I O N 878
WA ArE 6 pS3 R R AH I RN, X
e A TF BRI 58 36 (0 70808 . 754 5 IR 7T+,
TRATTIAAS 52 2 A0 B 1 S 50 B0Hs Sk ) B p53 7E 41 iy
N DNA $i45 S NI, ana] 76 52 24 1R X 4% R 80 &
FEAI M Avas () “ sk MR R, 3 7 T S i ik
b R AN B Ao 980 A A R R A B ML R A TR
SRR, RIS R] B K S HT Bh8 25 90 1 B 4
A i A5, AR SR Pe b8 24 40 FF I R S T 4
QU BB A .
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