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WE A=A (nucleolar stress)3§ 492 % FF an o5 7| AR YAz =M A B F, RATFH
P53k HA B i AZ 5 18 B0 E A AT A B B . AR A G R R B, AR 4R R R A
S TP ARMAL, A= ReF T HITE . APR BT RR T SRR KX, % XA Y
FHHE. 4. F 5. AMFAHRALE ALK A LRI RIATER,
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Abstract

of cell injuries, which ultimately leads to the activation of P53 or other stress signaling pathways and changes in

Nucleolar stress refers to the abnormality of nucleolar structure and function caused by a variety

cell behavior. As a cellular stress sensor, the nucleolus plays a central role in the cellular stress response network,
and abnormal nucleolar function is associated with various diseases such as tumor and neurodegenerative diseases.
This article reviews the advances in the research on the inducers, characteristics, signaling pathways, biological

functions of nucleolar stress and its relationship with human diseases.
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AZ R — DB S5 1, LE0 FL3h 440 i
Hh, B AZTE A% M A DNA (ribosome DNA, rDNA) &
7 50 J8 Bl (R A= A 2R X)) 2 R, N A 36 R 4 o, i i
300 MrDNAE K 7T, BT A FES N IT i A 22 fi G
K (chr13. chrl4. chrl5. chr21flchr22) . #1-
AL MR RNA(ribosome RNA, rRNA) A 5L
AR ZE AL ) P, R HE 3N TRy, o)
TN 2 Hres (fibrillar center, FC). 2% 4 4 2H 4y
(dense fibrillar component, DFC)F15Uk 2H 73 (granular
component, GC). fitif#1E FCH /)i DNAHH RNAR &
Wi e S T K 47S tRNARTK, 285 1% i A 7£ DECH
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GCH N T, 38 i e 15 M B 7) 7= A2 L 24 1K 18S 5.8S
F128S rRNA . 5S rRNA HI#% Jifi 1 FIRNA SR A BT
A R, BRI . X EErRNA SR A 5
1 2H 22 T2 BA0S MI60S KX R A W B AT, SR I A% A= Hi
o 2 20 A

HirC%S& 747002 fZ4EA, P HE
30% -5 1% H A& 2E W) ) 4 (ribosome biogenesis) A <12,
AR R IAZAZ 2 5 40 i B W i 4% . DNAS 1| Al
BE. TZE. S5 IRAER Y. TR, b
FrFER T . AT NS T s R AT N
Fa 102 2 Fh A i 493 5] RS A A S5 MR T e S, A

TS A 70 AR HOE SO S R s R TR (HEdE S - HNYTS202 1K C15) 1Al B RHR S0 78 AR A0 IR FE 2 50000 H (L HE 5 2018 YKI-005) %% Wy (1 14 8t
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SEMRrRNAI & B I T AIAZ R AR I B A7 F) 2L 2%
B 2% P53 mHL At I A 5 3 % 1 G AN AR AT
NIIEAE o RATAE g B R 52 2%, 7 4 L 3
SNE P 2% v Ak T AR L, AT D RE R S 2 R
TR AR S e 2B AT P A 4 ) A SR
AICIRZA BB RHE 5 Sl Y
Thge S H 5 NP R A SR FU AT 4534

1 %= EYFEE
L1 LEHY)
111 [HBRNAZR GBI R4 TR RD. i
. BYLFIE. 2R RC. KIERERAR &R0
A R PH - RNAZR A 104 5%, IR (<5 nmol/L)
HI L B 2 DA CAFH BT RNA SR & B 14 e k{3
MFEAZA 5 B B\ RNAR ARG I 740
il 7] CX-546 118 1 BH 155 F 14 K 1 (selective fac-
tor 1, SL1)5 rDNAJF 27456, M BH W m e 46 =
A 4K (preinitiation complex, PIC)Z%E 1, Fy A5 2541
il i L 309 B A A7 25 F 2R ) (mammalian target of
rapamycin, mTOR){E Tl %, N A% xiELam 1
[A(transcription initiation factor IA, TIF-IA). SL1A
345 & A ¥ (upstream binding factor, UBF) 17514,
T3 BUZAT 23 4 /N FIr DN A 3 55 52 P
1.12 [LBipre-rRNAAn TAAZAB R K Zhdh &
P8R B e I A1 2 U BE4E VT (Roscovitine) FH 15478
pre-rRNA R BN T, MG-132. & = 2R A BEH A 5-58
PRV IE 1k J5 252 B0 T34, 5-90 b s 1 100 o) kg
R & R, B2 S 208 AR rRNA A, BH L BE f5 1)
RIRFFAL, FEARICIX EERNAE FL 4 AT A4 B A )
1.2 EERT

G 95 (AN Treacher CollinsZf A 1iE ) H & A A&
B TR e B R E TR AR, 33
AT LB FRF S0, 10T 51 R R E 40 B 2R B 40
J¥ ] 304y B R T
1.3 FEiBREE

ARTE . EAG P, R AR 58 A1 46 S5 2R 58
R SR AZAT R, iR TR AT I R
ez, AN rDNA, MM FH IE RNAZ
GRS, A FEUZAHIR, KA AT DL i st
4155 5 A F (hypoxia inducible factor, HIF)F1 &
#0112 1 VHL(von hippel-lindau) T il IDNA#% 5% 7K
SO AN, YANGE R B A LA IR %

AR RS RIS B R A R 2 5 3R
ST B R S R 40 B A A DT R R A B R A
NPM 1 (nucleophosmin 1) )it %7, NPM1 1] Cys*”
FAL G H A Be g R AEAZ T R A, RIS R AR R AT R,
C275SRAARA 3E B AE %A= . BFAE BINPMIL AT LA
W3R PS3-HDM2AH FLAE I, C275STRAZ M4 K Hh 4l
H7 P53, 2% WINPM IR 5t 4 A7 2 S S
PS3WIE I SE TR A

2 R ROMBRYSFIE

AN S B S5 TRRE, ERE
B 2B PS3AH IAE 5 d i, 33 1 ik o 4 e &) A
PHA . dHfAb T 4%,
2.1 ZIZHEWFINERE
211 #lnB A= B8 N A N —
AN ERRE, B2 E 51 R rDNA 5 A1 HlrRNA
SR MZE R TR0 A B s AR FCRIGC
R A IS 7 8, IR AEAZAZ TR B P (AR O g
) B LT A A gt
212 BIZRAFFHMEE HARHTZZ
1= AR AE 7 U A7 (nucleoplasmic transloca-
tion) AW B 4% Fh B3 (B 1), G0 B RTR , 78 B4
~, NPM1 ) Cys” 85, H ML BIRL R . 1t
Ak, KEAZHEAR S H (ribosomal protein, RP)M % 1=
R R, WAEE SRS T, PICT145ARPLIIH
W H AN R AEAZAT A, SR MITEAL A RIS, PICT 1B IR
IR MIBE AR, A FRPLMAZ A #H B8 5 vh 2,
213 FteFw BLOMTEINREZ RS 5%
R AR A, AN T BURNAS R M
S]] 2 R T R S R, T S e 4 R 4 1
HEFE A0 A A AR BRI, Ak, %A B OA
RNAAR 3 72, 1 45 snRNAMsnoRNA [ 4 #) 4 Bk,
DA mRNA [0 RS H 4,
2.2 PS3HVHE

RUBBIZ VR I REE H P53 (1 B 5 DK 2 4T mT
DL SAZA- RN, XSS R B FEERAMR BL H
RoE A% RRFEE A5 AT 259, BEPS3 ML
Hl LG LR LA (B 1D
2.2.1 [ P53-MDM2/HDM?2 448 Z.4% A ®
MR REA B (A (W RPLS. RPL11AI RPL23%%) 5
MDM2# B AEH#PS3FKIE KT LTS, @i i
R AL A A% A~ B B 5 MDM2AH FLAE I f47P53
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Fig.1 P53 activation induced by nucleolar stress (modified from the reference [12] and illustrated by Figdraw)

HKPRERE, LSSl R 5 i B B AR BLZA—
A X 2% o 240 S B — B B SE, NPMI I Cys™ &
A= A I IR A T fih 25 A% Jo P o7 2 B PS 3 A Sl ok
A, RE 2008, UNPME B EZA A, 126
P H H BRARF S HDM2(1 45 & 2 LARS g P53, (H SEBR
RIXM S G IR AN R LAYEFFPS3 A E 1, NPMI1K 2
ST YERFPS3HIARE MR L . R ARZ AL ]
DL EPS3 )14 5 H & AL HEPICT 1 (protein interact-
ing with carboxyl terminus 1)/GLTSCR2(glioma tumor
suppressor candidate region gene 2 protein)% 2!,
222 ¥IEPS3 mRNA#GEIFEM  fEIEWENT,
HDM24 FRPL26 172 2 A A1 F fiff K 411 P53 ) 2
B KRAERZAZ NI, —J7 T HDM23F P FE R (AT g
LB R SR AR U ALAD), 53— T3 T 60S % B 4% 7 3 R
JARPL26, 5 ikt B (FIRPL263 N, RPL26E 1 45 &
P53 mRNAFSJEE 3 X _E T R L2,

2.2.3 LB PS3-HDM2 &4 Ak fir HeT WL 5%
#|P53-HDM2 1] LA5 — e fif 48 2 (W RPLS AN
RPL11). rRNA(5.8SH15S)AH H.AEFH 22, 235N
9 MAZA= B 1 B A0 P s L R, P53-HDM2 5%
BRI By 3 [F iz, X AT Re o FHLEPS3 5 AL B
P A DR AR EL A P, o i o L A A o v vz 3R

PR, S IR A 2. PR A,
A2 K AR NIV 6% 1) 7= A A LB R 92D 1, PS3-HDM2A
FLIZ SR AHMLTT, IR0 T PS3W0E A% ot Hh S (]
s L,

2.2.4 P53A48 % 69 EF B 154 EIEF BT,
HDM241 P53 .k ik, il 2k i R D T (1A% A~ Mg
5 5 M H 5 EP300/CBP AT T (IPS3AITHDM2 ) 2. 1k
k., 1T _E R PS 31 A% & M IR IS HDM29Z 3%
BEFE3 MR35 L2,

3 RIENHEXESER

AZAZ LA D LI B (1) X, 38 S
RO DA 5 388 2 R R HEAE L, A% AT RO DG 115
5l BB F5 MDM2-P53. #% A7 kB(nuclear factor
kappa-B, NF-kB). AK T-mTORMITHIF- 1 o255 5 il % .
3.1 MDM2-P53{5 2@

TEGMAZAZ R, RIS 5 F 2@ MDM2-
P53 #5 5 B04H A B BT BE 9 R4l AR T R A%
A= REBIET, Z e A 78 AZ A A AR iR B DA
AE 4% B 14 B [ S MDM2 ) R P &5 4 3 45 &, I
MDM2iZ % 3E BB 5 1, M ARS8 JE S PS3(HE L
2.2 PS3MYHGE), PS3WUE 2 5 4 i A WIFH . DNA
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BE T IEAN KIS, PS3HES PN P21
FIGADD45(1) 3215, M #4001 40 A J&) 1 348 72 54 12
DNAE P29, e hh, PS3IE S 0E 12 18 T 5 B 4
BAX. PUMAWZRIE, FECZ 40 i 1200
3.2 NF-xB{5Si@g

NF-kBAE 5 10 % AE 5 R G 5 FHOE B
P v R 5 B A T, T L AE SISO AT i A A 4
R R A R

WA~ NS5 NF-«BAE 538 % 1) A AR FH 2 2 2%
(1, A UEE R AR A ROOT EOE NF-«BAS 5 I8 %, %
A= NS K TIF-IAFE AR, 3 BUZ A b iz Ak
RS 0 AIkB ol A%, IkBal% fi# 1] fINF-xB¥% 12 £ 41
Mz, JEET A T . R
T A D I A () R P Y

SR, A B 8 4500 A% A N S e 000 R ]
LU HINF-«BAS 538 8% . B 70 R BUAS A (0 30 380 5 30
Rel ATEZN A% PN 43 A A8 Ak o 7E TNF2540 S5 4
W, Rel AP AR TERZ R N, ATERZAZ . FERT & JTAR.
UV-CHa 5 AL DU RSO R, Rel A A T 1%
A= H B R 2 T B IkBo P R A NF-xBE &
WD AZ #6457, [F I 5] E2COMMD(copper metabolism
murrl domain) Z b, NF-xBE4E Z 4L ICOMMD
e Rel A Z R AL, T BRel ARX A~ 1 FINF-«B
IREN 4 4B, Rel AMIAZA- #E A fih & 7 NPM
4T BB 5T 52 A7, NPM 45 A BAX IR BAXHS 12 3| 2k
P LA T G g o8,
3.3 HIF-10{55iBK

HIF /2 2 i %] R 4 s 0 (1) D% B 2 i IR 7, 0T
22 bR L/ G SR R A AT B AL TG 97 A DG JE [A]
HIFFESA 6 T AR e, £ 0N, HVHLA &
P . MEKHAILZEC M 78 % L, RS Bl e
B A] DU fid R A% AT B8 B R EOVHLAR R, 2 VHLAK
B 25 2R A B, HIFFE 3 A& T A S BB fR, IF
HRe B 0 FLAR R DR (W R I8 - HE S IR gk e
3.4 AKT-mTOR/ES &K

mTORC 1l i s SOK W B 4k S6, M it 12t
R AR %% A, mTORC il i i 21k AE-BP 1 i %
HXtelF-4E FM), A0S & A i #1%5, mTORC1
I PLE R AS R R B RS R A R
FEP53FEE, P53 I HIE AMPKA TSC1/TSC2K
#I# mTORC1. mTORCIH#fi] ULK1E &4 (ULKI.
ATG13F1 FIP200)¥#iE F Wi 2. %A~ RLE € P53,

P53 IS _FIPTENKAMNHImTORAS 5 i@ 2%+
3.5 PS3IE(RERMERIP21{E S 18RS

TEPS 3ER I it A1 225 B A0 i, ik B 25D
75 TR AT BT SO S 1AM R B IRPL3/KF B
F+, RPL375 FERK 1/2 1) W 2 Ak, 33E 11 {2 2k Sp 1 (1)
Rk, RPL3FHZEBEIR L KISl 31 S P2 1R 8 F 1 #%
SO, AEBE G /K |, RPL3ZE & )R e P21 A,
N IAMDM2% 1A 7K, RPL3E T DL B R ML i
P21, MM 32 20 it ) A BEL s AR T2t

4 P RSHE MIE T

AN S 5T A . T, 40
AN B 1 R e A R Y T fe N e TP U
4.1 FSLmAEE AR

BB AR A A 2 20 P 5 B i, A% A R
A g T P53 A0 6 FR S A0 A 1 36 B R 47 44 it 39 A e
TR R IERBAE L o W 7038 B FHITRNA R S BT 5%,
AT 5 P53 A 1 41 P JE) B BE i, S35 5 CDKI(4n
P21FIP27) IR IA, 3 B4 M B BITEG 3T )
AN, AT N OT LSS ATMATATR, 75 S 40 i & A£G,
M G . siRNAT-PL RNAZR A i 12 POL-
RIA, SEUZHEAE AL ARRL, TR HE2F1%
KK, 75 SP5 32 RO I 2 A 200 o JE) S Lo o)
4.2 FESMEAT

AZ R 2 Mg s AR T, e
NG PS3, P53 SR I T2 2 K W BAXFI PUMAN)
e, FEHTE S MBIECT. ERm. PR
BMH-21(—#M-F i PUIR N, RS 6 8 & GCHI
DNAJFFIFF40H RNAR GBI F 5% ) sk A
FRITIF-TAZE FI R o AT 5 T PS 3G FE 121470, ik
PEPErRNARL FEAMH 577 CX-5461 1] 12 i caspase-3 i
A2 PR 2 (R T,
43 FSHpEEE

1 6 36 3 Pk O e 0 28 R 2 DA R AN
HIFRES, 124 R 5 RS 40 M E WA @R, aomTfr
A P53 4] mTORC1AI_E i PETNHE H W 42431,
CX-546171] 5 5B I8 41 Hf i 28 BH 2 (1) 1 Wk, P53
SR T 4N WE A AT T, PEICX-546115 5
Fr) L W PSR A M (. b A2 AT N3t T DL I
I PS3E AR 77 20 S 3l E W, A 7T K ISiRNA T ]
RNAZE & i1 5% v] A5 A% AT SLBORT B I, NPMAE
I T A R B FH(NPMIAE DL S ML R B
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W AN 0 75 1), 3% WA B AZ AR A
R DL 40 Shwachman-Diamond %54 1iF (Shwach-
man-Bodian-Diamond syndrome, SBDS)/[X| - 5} < i
PR A R B P (PPANL NPM. PESf) i
5 ATGTRE /K F 1T A ok, 4l CX-5461 541 i
UBF-1 AT RNAR S EF I DhAE, KB E W 5S4 1
T B T (WATG7RIATG 6L 1) 2% 3% 7KV i, % 9]
AN 5 40 M B Wk e s 4209
44 FSHPTEE

B 3 22 R — Fh AN T 24 R A RS
BA BTSN WARFE . A% W54 AW kA ik
M E I SE PSR, P2IKE S LR
TIF-TARJRELH Pol 11 7] CX-5461. BMH-214b
/NG CFHE VLN MOVAS 5 |, B-Gal e th B R 5%
M ECR I, JF HEZ 2R BV PAL-1. pl6™ Al
p2 1P/ Rk KT R, R 3 2 AH SG IR 3 WA R AL AR 7
PITL-6 RITL-8 3% 7K1 ST, IR AMZA™ Nt 2
LN S0 ¥, MYCNEH-Rasid & #0E Al iE
1 P53-P2 1 B 175 5 40 i S S BEL AN 3 22, AT R
PN 3 2 T R 1 — A i R 5 B 8
45 FSHEI K

SRR S g B TR B BRI A
AR A RS /NFRIAZA ™, T T4 A TR et
JRFIS. ErRNARL & A K %=, OCT4#1
c-Myc 456 /& rDN A JE DA i Sk B R ) At 60621
NS(nucleostemin). FBL(fibrillarin). NCL(nucleolin)
LZMZAEATRETHRYEEESE, HET
21 i 5 e AN AT Bk AR Y. 2 B R DAL
B RNA T3 (TIF-IA. FBL)S# rRNA#: T,
CIRZE )i 15 A

5 NS ANEKEKRR

RZRER LW R A FE A B ZI80% I RE |, JLT-
T RARIEHE 5 8 B A S A AT K, DR A A
5 NKiEZ P (EFEME . MLBATER . O
ML PRI AL IE A DI 55) R R )
51 ZI-NHSHE

A2 A5 A AR BRI S AR Bl 8 DIAR K, #%
RN SR S R A G SR T 7 RAR IR D)
FAE, BRI, AT IR/ N R R 28 O PPAG 22 Fihie
SAE 0 B AT FEFRAROO s ey T iR 200 g B e 1
7 EOR R AL E R A AR, BHWT RN AR, %] LI

P T 96 20 A R SR AR A o A% AT LA iR
(R AR R R R 35 EEAE R, HuE il s
5 3 2 AR A A O T R A i R o ST,
AL, AZAZ NI RE 8 fish A2 B AR AR W R A 2 A A
&i(impaired ribosome biogenesis checkpoint, IRBC)f¥]
W, BEM_LMPS3FIP21 45 K Bl B B ) RIBAKF, 3
M MAEGY/S T, MITEE 240 FIDNA, 4ERFHE
RIAH e M. PRk, R4S T 75 2 TIRBC R LA
A AT iR 3 00 BT, R XS R A AR
VR A BRTT SRS RN N 2 — PP AE (DU 7 .
IX ol SHE W R P 4R 52 B 25 0(INCX-3543. BMH-21 41
CX-546155) KT HUAZ A A= M) HE B AN [F) 22 SR (AW |
DNA#ESE . T-Hpre-rRNABI] . BEIArRNAREE),
AT L U e 248 e o (R A B A T G 2 L s &
B, g AN R AR . Ak, I Ee T Pl it d ]
R 2 5 i e 4 B oxod JHG At 08 245 40 () U, AT 1S
SRPUE 25N R0 SR E — AL MR A A
FH TG RS A2 W A 2 1 (%) 25 R TR AR 5| R [ K NF (1] (1) A%
A7 LI, TR G R I e At e o G XU
S BTy, —Mpa] g8 JE R B T AR R AR B D e kAR
A2, SRR A A SRR, IBCL-25 g5 P53
P27 B BRAREE 173, g —FhmT B Ji DR A2 v 1 A
(reactive oxygen species, ROS) - # T #% , L= RP
RAFHIMROS = 5. m7K P IIROSH A 4 i 55 1,
B K P IROSE HEPIBK FIMAPK (5 5 % 5 3 5| i
DNA#, T EUIE H 4 [ P e A e,
52 BRIZNHSHERITHER

FZAZ R 5 i 2 AR AT 18 2 0 [ 455 Bl 7R 2K
BRI% (Alzheimer’s disease, AD)- 14 #% % (Parkinson’s
disease, PD). F #E1iJ5 (Huntington’s disease, HD) !l
AILZE 48 PE N ZR 4L JiE (amyotrophic lateral sclerosis,
ALS)|FEHIR A K. FEBT /R I HEBR I 1, %42 B
T Htaur HHIB-TE R FEEE B R SR,
WA~ RS a- S filiA% 2 1 (a-Synuclein) [ SR H 5%,
FECIORF72HH R ALSHIEUR PEALSH, #2 A~ MR
A AETDP-43% 1 € fr AR AR (1) i, X 82 1 it 3R
S HZA T e (IR AR AR & o g sE T, ik
Ak, K AT R 24 AF mHTT(mutant huntingtin) &5 £
TRARTERZ N ) 20 A, NPM1LE 40 A 55587 0 A
HD3EJE b5 S
53 #ZIZRHSLMERR

1 PRAFH I BEAF 702 B AR I — P #EVE (isch-
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emia-reperfusion, IR)F1[T 25 25155 T 1A% A N BTE O
JUE 2 90 1) A R e R R A L) S IAE R . — 7 T,
SO B S AT T B 2 RO LR R
{2 (L FENS NPM. NCL)EIE R340 7%
X AR LA M R PR 1 AR A D fe, TR IR
TG JORE N, fRIE OB SR . 3 — 71, 15O IEE SR
PR RIS AR, B AT RIBAT AR S5 rRN AR 5% 32 45 Fl A%
AZHG KA G, NI FECL DR R FEAEZT,

Bl ik A fig 4k (atherosclerosis, AS)A& — 5 I,
L MU o BIFFE 2R MR RNA circ ANRILT] LA
5 rRNA R4 35 4 45 5 PES 18 [, TS5 BURNARH]
RIEAAE N AR, 5 SRR, 51 %A e
PSR, (e 3k 2 Mo g T, A of A S v LA A
%, 153 B b SRS AEREA  £F 0
5.4 IbERRS

2N AR A2 W A RN T R 1R S 5 2 i R A A B
B, T2 B A R 8 IR R R AL NS, B FR A
A ST (ST S NS 3 XN S P
A B 905 A% BE AR RNAJE R RAZFE s o A% A
AR A A R B S TR BT RO A B R A L
DAl -tk = B D i S 0 1T S B BB AR AN BE IR AR 1)
PRI o %N RRNAZE PR 5 5 0% A2 4t T 12 08 44
RNAZE K] A2 R AR 3 B 8 AR AN e T2 % T AR 9%
o BRI RER AR KIR S, Ik E, &
REBG., MBI, BT, OIERE. %
D 55 . ORI 6 51— R A I KRE, W
YL, EFRAR. M. AOERAEED,

6 RE

WA B 5 E I R AR R R B DI o6
2P LIAZA R A, AL R, A g
JoA K. 40, rDNARE s FICX-5461, IR )T
ML 7 250 28 A P8 R0 S A4 98 PRI P wir BF 0 0 7 1T i
PRARGS H St R A 1R R P i 35, 38 5 AR A
SRR WE R 10 A0 R A 5T 51 R A B RL B L, M
M FECENMISET . A NS B AT M
FEEA 7R IRAF IR WA AR AL ZE 48 ) 2R b i A
K, A ThRebET 2 5o 8 1 TR, B A
VR A, IR EE O UREARTI R, T i
2 IRAT PRSI AL AT RLE LA B T o X L
WIS VAT #0 A A N A e B AR 1)
—AMEHER R, BEE A, A ThAEE T S 80U

BEAR A R AR AR B 0T RS2 40, P RE 51 R 41
AL ARG . R, S8 A RSS2 ] A
RAEEM A RIS . A RIS FE 22 D s 4%
P (W Treacher CollinsZi & 4iE 1 Diamond-Blackfan
TS ) A R, IX Y55 I RF AR A2 B AR A R AR Bk
M RBUR B 7 I R G50, R R IX L 1)
WA= R A2 W] Be A B T3 8 B R IT 7. I
Hb, — LB R AR A DI ReREAT B, T R A
A= 2Z [8) (R AH HAE AT DU B EE90 9T 1R e S it 0
filto RZAZ LIS ATI EAN BT A Je, 7R Bk — AT
PAFe 3 1 H LRI A AL V6 T R o

AR RAZAZ RLBAIT 7T F] B4R AE 8 s A% A R
S B SERE T 3T AL BREEAZAT RS A A
J I R 2 T8] 1“4 X 4% (cross-talking) UL M T & &
XA E R AR VR IT o Bz, AR
FUAEAR I FRATRT A M 7R L B ATL R AN VG T SR 1)
PR T R EE AR
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