o [E i A )% 244 Chinese Journal of Cell Biology 2020, 42(6): 11131120

DOI: 10.11844/cjcb.2020.06.0020

REApS3SNF-«BIEE L £ P HIEESER

Kk BXF EHE

I AW KAk

(R TR BR 2 B 5 R 0 T LA S0 %, B 650500)

WE  pSB3RAKRA T ZHIFBITHET.
A% A% B FNF-«BAE 48 KJER L 6 RAE R T, RMLA S £0%
w1 K ) P 09 Bk di Ak, BB, pS3FeNF-xB#g S+

mutp53)m %%if] fit.
1Rt 2E 7 K 35

848 £ 50% A K FiF 58 35

% i % I A p53(mutant p53,
B RLE, LT
/%iér LTI;H’ LR R

uwtﬁﬁzli»%n#aaé B K EANTIE T, mutpS3 ENF-«BF A Z 0 A ML RE X FR. A,

mutp534°NE-kB34 7T 4k 4 I 95 74 77 44 12 e &,

Z_ 18 A8 BAE R 69 T AL,

Y ) B AR & BT 98 RO AT IR AR A
FE4RIE YR mutp53; NF-xB; 1Ly i 32

. ZXEE T A KEAMNE P mutpS3feNF-kBE @
VAR A8 BN B 3P IE A2 04 2

k), Ao it — 5 B R B A 1A 6 48 A

The Interaction between Mutp53 and NF-kB in Tumor Development

SONG Bin, DUAN Wenfang, TANG Lei, LI Runfang, YANG Fan, ZHANG Jihong*
(Laboratory of Molecular Genetics of Aging & Tumor, Medical School,

Kunming University of Science and Technology, Kunming 650500, China)

Abstract

p53 is an important tumor suppressor. However, over 50% cancer bears mutp53 (mutant p53)

leading to loss of function. As a key factor in the regulation of inflammatory response, nuclear transcription fac-

tor NF-xB not only participates in immune response, but also drives the inflammation-associated carcinogenesis in

cells. In addition, mutp53 and abnormal activation of NF-xB are closely related to poor prognosis and chemother-

apy tolerance in cancer patients. There exists a mutational regulatory relationship between mutp53 and NF-«xB in

inflammation and tumor development. Therefore, mutp53 and NF-«kB can act as potential targets for cancer therapy.

This paper summarizes the underlying molecular mechanism for the interaction between mutp53 and NF-«xB pro-

teins in inflammation and tumor, the effect of the interaction during tumor progression, providing some cues for the

further investigation of their interaction and design of new strategies for tumor treatment.
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mutpS53/A A 2k 25 1E I 09 D e, 1 HL BE i
IR R Je A AR, S 5 SR 4 M VT B R 2R e 0, R
A6 Jie 928 4 i ot T8 Ak T ) RO M. iR HmutpS3
R AT D e 5 o % m R H VA G, JF Bx)
iR e A 5 Uk ek v e AR Y, AR 22 A 9T SR BH
I8 24 MO P O — 2 ML mutps3FE B IR AR &R, W
W 1T 4 7 ¥ 18 Hsp90(heat shock protein 90)H: % Ht
fEAE 4> T Hsp40(heat shock protein 40)/Hsc70(heat
shock cognate protein 70)5mutp53 1 A B /E H, fi
fFmutp53 57> THARTE it € I B Z-A 1, 1
CHIP(carboxy-terminus of Hsp70 interacting protein)
MDM2(mouse double minute-2)%f mutp53 )7z 2 ALFF
it 5p5328 4L, NF-xB(nuclear factor-xB)AJ {f -
kN, 2 5 gl P08 T DL S IR BT R 259
YBYT, OF iR A ) i is AL OCBEAE T . Ak, NF-xB
S O 5 R I A DL RO T 20 52 1 1R
A IRR DG . MR 40 s mutp53 1) 5 R ik 5 NF-«B
(¥ P 2 IEAH ¢, mutp53 0T DL i B 52 53 R] 42 1
SNF-«BAH AR, 1 S 2BENF-kBIK #EIE [, 11
NF-kBXmutp53:3t 17 # 12 5 12 11 $2 mrmutp53 42 &
Yo R, H AT T mutp53FINF-kBLE 4 5 A1 8
S M R BAE AR SRAEAE il S5 T, AR SOR
] iIA mutp53 AINF-xB1E I8 o &k A2 A BAE F B9+
BLHI, J9lbeg 6 o7 S (v 78 1 S

1 mutpS35MIERIXH

pS34E H H393 MR LR AL Ak, 5 4m L JE B 4H
MR T RS YA G . pS3EZE 3N IR
X 3k 4 A N-3if 4 S50 X C-of 32 SR 45 A X3k
DA DNARZ 856 X (E ) . FER H, pS3FEH
AP R IES50%, HoH, 75%1p5398 748 J i X 58
A5, HIX —RAER A TDNAK LA X . H

Hotspot mutations relative
frequency and localization

175

248

i, mutpS3 KRB A PI: — K2 & T Pip53-DNA
(49 4 fid BE 77 16 2 foh 28 AR (WIR273H. R248W); 75—
Kt 2 T HpS3HE IR H 78 DA HL AR e B 25 0 R
ANAIR175H. R282W. R248Q. R249S). iX tb%
AN 22 T Fp531L K 7 HIEE 7 M I DNAZE &5k,
8 MR 26 JEUAT (R0 Th e 38 233 Fp S 3 1)~ 3 TR
K, imutp53 8 E AR A oK & A IR E R A,
TR E B IR (1) R A R Pt R Y (1) 77 A 5 R RF

mutp53 A X AT L A7 I 4 417 i) B A A pS3(wild-
type p53, wip53) M H [F] 0 A ip63 -~ p73 1 iR 41
il Zh g, mutpS338 w LLSRAG 2 2 i ZH L MG 4 L i
EAEREE T DI RE, MM R )R AR P EONR
R B 25 I 52 A

— 77 1, mutpS3 7] LI 55 2022 B Brwips3
5 HDNAZ & 17 4 ) AH HAE F, AfipS3:56 43 8 5 4=
e e e SR 0TS MRS Y %) ek g 0 1) T gD, BlGE I 5
8 2 (Wp63 p73)4 & T i U MU SR AR 2, i
1 J& & [ TAp63(transactivation domain protein 63)+
TAp73(transactivation domain protein 73) 235!,

5 — 77 TH, mutp535 Ho At % 5 PR 1 (WINF-Y) B
B HBOE RT-(Anp300)AH FLAE FH, 38 hn s 2 e AL [
()05, DLYERe MR AR A AT AR K. mutpS3id it 3845
4 Th 8 (gain-of-function) & 47 12 & 7E FH (K12), £ &4
F5 LU JUANLE . (DA [FlpS3 5828 A F FH A [F] R AL
il R 45 L IRAG M T RE v 14, A2 32F e e 441 e 35 B A0 A
TEo WEFCAE 52, mutp53(R249S)7E 52 #)CDK4(cyclin-
dependent kinase 4)/Cyclin D1X} H 22 5 [ig 24947 i i3t
ITHERAAE I 5, 3\ 4H A% N 5 PIN1 (peptidyl-pro-
lyl isomerase DA FAFEH, F2Ec-MYC, MIT_EVZHE
IRFEIR B2k, e AR 3k e 40 i HepG2 ATHep3 B
A AN A2, (2)ymutpS 338 i 3 5 iR 40 A A
78] J§ #% 1k (epithelial-mesenchymal transition, EMT)
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Fig.1 The primary structure of pS3 protein
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Fig.2 Mutp53 promotes tumorigenesis and development by their gain-of-function

KA AL R RN EEFE R T JIEER I, mutpS3
JH1T 5 Smad2/3(Drosophila mothers against decapen-
taplegic protein 2/3)45 &, {2t TGF-p/ T ) EMT
AEF2 , ADORNOZE "I & B, mutp535 Smad2/3.
TAp63 M E G4, #ifi] TAp63 I HtiL B J1. (3)
mutp 5338 7] Al U I DR AH PR AR e 1, 32 T DK B i R
KA. SONGEE AT I, 1E DNAK A WUHE W7 54
i, mutp53(R248W. R273H)5 MRN(Mrel1-Rad50-
NBSO)EME &, FHATSE ] A DNASG R,
SEIERNAARE . GEMBEHM, eEAH 5
T mutpS3 AL I U RE A, (2 e 4 i )
£ 4F . FREED-PASTOR%E "HIESE | mutp53(R175H.
R248Q. R248%% )FL4E ¥ 5 [K T SREBP2(sterol regu-
latory element binding protein 2)J & AAH EAEH , ¥4
T I IR I A7, A gk RE [ B i, 4 35 i 440 e
A& B4, WALERYCHZ: " 58 & B, mutpS35
NRF2(nuclear factor erythroid 2-related factor 2)#H H.AF
R, TR R R F A R 40, X B R A
7 AR 2. B T BB DRE, mutp534H] LA
53 ML AE e A S AR R Py 4 1)

2 NF-xB5MBRIX A&
THANOSZIE B4 iy #2 B4 b R B — i g
5 4 5 BR B 1R Bk S IR 1 B 9RkB Y 31(5'-GGG

ACT TTC C3VFr R4 i E AR 1, B Ha 4N
NF-kB. NF-kBZ % H SFhEE 2 i, EL4fiRel A(p65)-
RelB. c-rel. p50F1p52, 1E N 7 I 5[] Y5 — 28 14,
NF-«Bif i 5 HAR AL LR Rk, 25 Gl %
i [ 25 AR 2 . IEH AR B4 N, NF-xB%%
F|TxxB(inhibitory nuclear factor-xB)¥ i & A& ¥ 1d 1%,
Wb BRI BT AT RIEIRES . T ZEDNAT A
SCHMERGT AL RIS RS TR, kB
Wil 12 A TR BR A, NF-xBME S PR R s R I E K
HEAZAE AL, I SR0E A O HEBE K], PANDAY
LGP I, FEDNATA) 700N, TNF-o2x BUENF-
KB, JF ¥ 300 40 M K 7 WilL-6. CCL3(chemokine
ligand 3). CCL2[1) 33, i1 A5 1 757 M bk T 40 i 1)
Ak,

IMNF-kB) 7 5 W0s 5 M i kA 5 R g b
SR KR AT A Bt B DA oG, (E 1S
— R 2, NF-xBEIRAE 2 AN 2 0 E 230 45 g &
A2 R sa A, AR FCAE AN [R] 1R i 8g e It 3 BT 4 TR A
FHEA R AR . ol dn, 75 S0 2 K7 5 10 e &
A HLUHA, NF-xBAJ DL B0 0 12 2 (Al BCL-XL(B-cell
lymphoma-2-like 1)) 1A, #1040 i & 4= T2, {2
i DR 95 5 R 110 R A, T AR K 22 B0 R G A
4l B, NF-xBFH A~ 5 S 40 B 98 12,  GIPATELZ:P)
W 5% & B, fEMDA-MB-231. MDA-MB-468. SK-
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BR-3%5 7L I 41 g, NF-xBWOE 5 3% % P
T 3% [Klc-IAP2(cellular inhibitor of apoptosis protein 2)
IRk, S TT 245 W0 5 A2 T 0 4 i F) AR
4k, HUANGEI1 7 B, 1 3L i e 40 fiiBCap37+H,
NF-kBH 7] L i _E i Cyclin D1/ &K 7, P&
i1 i 982 #7051 X -7 Rb(retinoblastoma transcriptional
corepressor) F1 it i FR AL AZ A, AT 0 1) 45 A2 1 155
ST, f 2 1 s 40 e F) G 5 SO R e . T
H, 58 WOE FINF-«BH 2 FL e 4 1= 28 5L #
[ EEOKS) R 25 . WICHENZSEPRE 50 R R, 78 FL AR
M}y MDA-MB-231. MDA-MB-468. MDA-MB-435
th, NF-kBAE -5 H 00 AR A, 28 1 R] sk DA T80 3R A e
YEFAL IR AR UL, (B A R 22, R
SEGMERE R — PR k. AN, RO BT AR
oA LA Jifee: o, NF-kB B R OL FIFE 2 1 2098 41
AR R M EZEFRZ. WIWANGEHEP K I, 15T
51| i 98 41 fOMDAPanc-3 7, 08 2 K K-rasi@ i 15 5
p65(NF-kB MV 3) (¥ 21 DA K B R AL AZ 1, AT %
PNF-kB I L 1) i 8 48 56 AH 5% 5k PR B0 308 e 4 fie ik
MMIAAG o AENRE AR+, CHENSEUR I, NF-«B
BOE A S 5 e KA, 54097 5007 N 52 1 1)
P B R,

3 mutp535NF-xBIEIFIHEE AT
3.1 mutp533INF-kBAJIFTS

FEIEH AR, kK FwipS3FINF-kB#B
AbTARFRIE K, HiT# 2 BIMDM2 R 1%, 5%
Z Bk BEEG 1 FH, 4R B fE AR, AN Re R A%
BRI R e B ThRE . R /EDNASR . BU%
BRSPS S N AN T
i, wtpS3HINF-kB7 £ S i 31X 28 1K /105 5, If
T BE pS3FINF -k BHE £ 11 SR (R 37 40 il 46 32 451 3
T AE R 1, mutpS3 B A R 5E e e, Refg (e it
i 98 240 A7 v AN e L AR 28 SR8, dE— 2D R i
98 2 O P S 1 5 AR BT, mutp53 5 NF-«xB A AH HAFE
Xof iR 1) R AR R J AR o B DR B BRI FH (E13)

WEISZZ5 PR 3, fities H12994H i H 1) mutp53
(R175H) A DL i w57 28 5 PRl TNF-ok 1 5 i
SR NF-«xBIiEPE . DELL’ORSO%: Bt ChIP-
on-Chip 5 ¥E20 87, 115 B NF-xBIV % p65REE 45 &
2 mutpS3HIJE BT 45A X, 275 mutp53 1] fid it
L5 NF-«B [ A HAF F 7E 57 55 7K 1% NF-kB#E 5 ] 3

47T, RN, SCHNEIDER: PO HL, 78 40 i #%
H, mutp533H it 455 p65 - 1 55 B NF-k B 4 (1)
BB T4 A X, 7S NF-«BE: S B0E LA BB
TR BCL-XL, e sEan Mt s , s ondu i -6
77; RAHNAMOUNZER B, 15 45 i 32 41 L SW480
AN FL AR 41 L MDA-MB-23 1+, 7618 1 i3 41 58
F TNF-afil3% F , mutp53(R273H. R280K)E
5 NF-«BH HAEH , WrE 1855 5 & B RNAPI(RNA
polymerase 11)54E , {24 51T RNAWI &R, B5F
NF-«B i 7 #EBE PR (1) _F O, s 15 28 i (] 452 52 Wi g hie
MR R AR YT L R . X — IR,
mutp53 Al i 5 NF-kB 140 B A H 4% NF-xB 4
SR SO IR R R . IR AN, FESE I R
INBRAE Y R mutpS 338 Tk 26 45 A0 ot e 8 240 P
18 11 28 RE PRI AL 1 iR 10 & A2 . COOK S &5 POIIE
52, mutp53(R273H. R248W) 2>t — it ik TNF-aif
I NF-xBEEFE R 20, I 2 hE S 40 9l it
A1, mutp53 24 By AT BEFE A R AH AR B 1)
R LA R R 1) & 4, SCHULZ-HEDDERGOTT451
WU I, FEAL S5 A 52 5 55 S B 45 i 2 M
FBA | mutp53(R248Q) T LLIE 1L 1] 75 JAK2(Janus
kinase 2)/STAT3(signal transducers and activators of
transcription 3)/F IS 5 5% TR A2 12k 83 48 A 1)
R UASARZRRE ST, $emtE A SR R 45
T SW14634H i, mutp53 7] LU 119 hn AR 28 ¢

SRl N 2 REAEE . AN, mutpS3F% T iE L TNF-aiff
FNF-kBEPESS, DI MININZECPSL I, mutp53 7]
PLE TNF-alf) T A F- DAB2IP(disabled 2 interact-
ing protein)45 &, T TNF-afil i DAB2IP 5 5 111
T2, FHEHE NF-kBRIAZ & LM D REE0E , AT 2 45
g AL B IR B 5T Be U LA R TR .
i, DAB2IP(tH# # & ASK1 interacting protein,
AIP1)s2 —F il Jii Ras-GTPaseifitb 5 H , "1EANES
e T SCHR AR BRI A 0 2 R BUR 4E I AME S
(ELHE TNF-0) (¥ [ BE, 0T ASKI/INKGER A%, (84 i &
AT R, AN mutp533E i i T NF-xB ) %A K
RO E, SEn R R g . (R B .
VAUGHANZE MVCIESE, 2R/ N L it H1299+
AN mutp53iE it CBP(CREB-binding protein)#ll
STAT2(signal transducers and activators of transcription
2)BEEE SR pl100/p5S2(NE-xBIV 3 ) 1 J5 5 145 & X dak
51 CBPA T I E H LW 21, 5 $NF-kBE &
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Fig.3 The mechanism of interaction between mutpS3 and NF-kB

Y p100/p52%5E s 50 , AT A 5 H1299ZH i 1) 34 5
TR UL AR ZERE ISR M. 2, wipS3ThREHR,
FE mutpS37EZ TR A R, g et 5T =B EOE
HABFE R F, B T NF-xB, i35 Wnt/B-cateninZs:,
T3 1T A 32 T 4 e P 208 2 3

mutpS3 AR HE PR A iR 3G A IERE. 1R
28, 4= T 3R 20 B = A I 2, T 24 PR R AR
ENF-xB#) #0352 V) A 5< . SCHNEIDERZ:41A B,
75 L IR 5 40 fEMDA-MB-23 11, NF-xBXf 12 28, %%
& AL TT T 24 #H OC 3k Kl (W1 ICAM-1. CXCLI. TN-
FAIP3, IL-8)1) % 55 Wi & il 75 25 i 24 1% 7= 25 1) 3))
o B, AT BRI 52 B mutp53 5 NF-kB I 521,
Ft H 58415 5 K F-HIF-10(hypoxia-inducible factor
1 alpha)fg 5. ROHWERZ“HF 77 % B, HIF- 1ok
2, AN mutpS 3, 11 H AW NF-xB 4 80
TMmutp53 FINF-kB 1) 0% A DL FEAICHIF- 1ors 214 41
x4k )7 25 W i U . IR I, mutpS3 FINF-xBAE
AN HRE F7 R, o 4B AR A7 3 R Y R S
EM .

miRNAs & RNAT- It i B #1151 2290 45 4 1,
AL 38 3 0 R KT U T B FEmutpS3FINF-kBIF) 2 134

K. (E R ERE4H M, mutpS 338 i microRNA- 124
FENF-xBF B0, bk s & AW, MDM22 —
Pt 6 (1, TEpS3HT [ 2 1 FH P A o kT SC B
CHENEY "1 B, 7£RD(rhabdomyosarcoma)t# £
LAY Rh304H At 1, MDM2 A $14]p6 5 FINF-xB ] %
P, T 0 i) PR 4 A R B AR 30 PR 4 B YR T
AL, 75 K BB R A Mg v, pS3%t T NF-kBA-F 1
EMTE 88 1 F; wipS3 7] BHITNF-xB 1137 Zp65it
FEIA, BETAMHIAR S FEMTR R, |2, mutp53 U
I HENF-kBIV Hp65 4% W AR 2R, FF 5% 5% UENF-«B,
I S EMTAE G 2k R ik,
5ipS3 B = B 45 46 R0 1) g ARAUL M BIpS3 5K ik
B Gip63. p73, SNF-xBHAFEA BB R, — 7T,
O’PREYZ5HI 78 K B, p73 75 ENF-«BIK W B, 4 A
e s HAA BH3 AP (R I8 T2 8 ANOXA; 1fiip53
X} B 5 [RINOXAT) b /E F FENF-xB 2R i It 25 %%
FIBR A, X PR T p730H L I8 T2 RINOXA M s 5 3K
5B AR T NF-«BIIAATE. 73— J7 1], KIKUCHI
S FUAE 2, NF-xBI) =y 21k 0] DU Np73 172 3
K22 BARp 73 88 1 [ 21 32 1, S 4 filp 7355 2
) T 0 IR V1) 0 s W0 T g, a3k T 52 i e 248 L )
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AEAFFIBE T . W 5T K I, NF-kB5 5 i& 42 H ) 4 i)
FIxxBIEG A] 5 B2 A T D) 2 B ANp63 ot A
1 H IF 2 #EANp63afty [ fi#, I H 3% 58p53 5K Ik B i
XTDNAF A AH B PR (1) e s 0 D R
3.2 NF-kBXimutp5389iA7Ts

mutp53 FINEPE & AR E Y Z B OBk 2R
SRR R, Hdr, Serl5. Lys382%% K4
TR RIS WAL BERR AL AT I mutpS3 1)
12 3SR R IR A B Wk B AR I A 1 PR A
NF-xB ] DL i 18 42 mutp 53 1§ 9F J5 181 SR 2 &
mutp53 f)Fa E M. ZERBINIZE “IHF5¢ & I, NF-kB
WoE ] LR S mutpS37E Ser SHIBEER 1L K 1, AT A
mutp53Fe e VER N, (i Al A

FEDNA K A= 3455 i, wipS3FINF-«kB ¥ Fp52
Al LI Akt/GSK 342 3L [/ 1 75 Skp2 2k 4% N H
WY 4H L U20S 3G 8 . RZBMITEE 1%, h4h,
WANG % PUFE 22 i 24 (14 7L i 40 g MCF-7 9 [
FORIN, wip53-5 NF-kBH ] LA 2 4011 7L e if 24
K I BCRP(breast cancer resistant protein)ifi {4, J1
SRAGTT 25K FE R T A M ) BB . A, witp53
5 NF-«BE A 5 B FAEAE P RE AT, mT 3L R %
pS3MIBEIL A, HELLINZ: SRR H 0, 76 45 7
MR HCTLI6, (LAY 5 7 A LU (2 gk
NF-kBWE.JE (p50/p65) I B i — 844, FFff — B4k
55 R pS30 A BN AL R A X, TS pS3%T
I R DR ) SR O, B A R R

ER M RIE R ESRESY, 5 %% RN & R
) NF-kB & 5 F- 41 B 7% 10 A0 14 5 1Y) B B3 s [ 1
BUSUTTILES PR B, fEGk = Tk B ) T
T 52 1A% NF-xB ) 57 H 3H0E 2 5 304 i k4
T, T GOMESS: PR I, T4 A 0 vT LA it
NF-«B#5 3 MDM2# 1k, B 45 & A1l ] p73 K
FH WrBim(Bcl-2 interacting mediator of cell death)f{ i
PERI LI T . Ak, SUTZESTE B, wtp53 5 NF-«kB
FAAE R Rl i, p53 7T Ll I #0 NF-xBA> 3 #)
Fasciniid K| 25 1 A HCT 116 1{R 28 /8 7T o

4 RESRE

B S22 1, 8 40 L 9 mutpS3 3 5o P 4
N4 ) T B s R i) 2 0 7K, AT 9 45 4 B 1
B SRR T A A, R R R 1
RIS R IR pSINE I TR, 46 R R 2L

R K PG B A %4 R AL, 7 B R HpS3
BRI RAR, RGBS LA . [
I, O BCE T R pS3 T REAE N — AN R R
SPEVRTT, AR AME R IR T B MR IR TT SR
H T, fEpS3fkk . SRAZ SN i Ms , Lk EpS53
Thie H A 1 SR s O AR i S, H— 28 /53
b &t APR-246 O 233 NI R EG Y

Ji R % 2B 1 AR P NF-« BRI S IE L, (2K T
UCRE 5 ENF-kB /S 3 - 40 1) 550 1 F 7 0. b AR,
pS3XF 4 B H 4w AR 045 HIAE FH, LS AW INF-«BiH
i Tt 98 4t PR 1 A 0k, 51 R Tk B wip 539 1
S A NF-xB T B [ 0 a1 308 A e g 2 o e 7%
e, ez b, H AT 5% T-NF-«B 30 il 771 7 i 8
i R R FE R IR A A DR . SR, 7E
NF-kBA 1l 71 Ak 35 5 A7 (0% I I8 40 i B8R A 1 e
PE 10 IE 5 40 b, ThRE MEpS3 0 S b 2 75 AEBH 1L
NF-kBA i) 751 51 2 () 3 D5 41 ) A 8 5 18 A 45
. Sb4h, B Fps35HMmaEE S0 1. BxET
(AR ELAE L, 7T Re S22 3 8 8 K A TR FAE
1B BRI T B2, T MR mutpS3 9 b T 7 A
SURPIRAS, BRI, &% mutpS3 f0 4 ) S50 FT RS 58 N 2
&, WE I EmutpS3 T E IR T, 5 S DNA
e EME TR, HEIENE, B mutps3Fl
NF-kB AR AT ¥ AR 5 0] DURIE = A2 1)
A o8 B BT PR 1 P, E pS3 8k 2k Bk S AR (14 ik I8 4
M D REPEPS3 MUK, BE S ik — D SR AL NF-k B4 il
FUX PR . TR R AN UR mutpS3/
NF-«kBAH FLAE F 2 75 72 % s i B o] 7 & 4 ik [
(S5 R 2R, X LLHR A AR FCUE o X B AL (1) 48
71N, K T M B SR mutp S37E i A0 L K T S R R
2 TA) iy V8 () 52 % A €8, 9 v 38U S R s S g
BT RS S A
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