Ik Har% 28 20024818 M4 F E &
P L NI/ o v = h
g5tk S i e S gyt kA Eoe Tk
WA R FRFH E R
(FEPBHFREAR R = AR B A ) 1220 =, G 230027, * R A, E-mail: yaoxb@ustc.edu.cn)

% AREKFANMRRBFEARB T ARG REYR(RER)ER I RATFANTHR. £REHK

SELRY, GREARRARHTERRENEA. REKNEHSEZEEE LRI ENRIE, T
REABNFERERTREN, 24MEERAERIHT —LRRHKE, WERBEESEME
E%. R EPEE AMR T GERGR R, RT MR L0 R P R R 8 B R TR

Kgti] EERES BhA

20 6 ) TF A R AAR A f B BT 5 A AR
WAL B 1Y YL £5 & (chromosome) 1 1 1 43 25 S A% 1L
TEA 22 3 ferh, kR ) Tk 2 2 Mgl
2, ey TR it . 35 S b 43 L 45 A F 40
ffL. AEAEA 2, YRGS Sh 0 R T 1 2 R A T
& (spindle microtubule) 5 Y 4, & | (1 3 ki /& 22 %0
(kinetochore/centromere, Y& &, {4 v 5 5 i X 11 £ 2K
F1 45 A8 ) (0 AH B A T A 7. G Jok % £ B R 4 315 2ot
FCZIRL A ARk B WA 1 27 BRI . 24 BT A 1 kL
A R MR B E R S, G R e R 2 R Y
LR A S (TR R R N R NS /i D E T R
5| 5t % ) I3t 9 2% 2k RN & (redundancy), 3383 5L
Yefe R R REE M R A YR AT E T A
F, 4nde KB R 284 4 (Down's syndrome) ) K& £ Fil
TR 0 R AR AR O, TE ARy s AR, —
BB Sl 2 R A G 5 05 (spindle checkpoint) i) AE 4k 1
3 X Y R R e PR B T — AN A ] D Y
BAEH.

Pe B R IER B A LR (1) WU S5 kR
RTE R, (2) Y A 1 shoki i 52 3 gy ik b (HH 1k g
BRI BRI 53 N 256 B IR O IR P AR 1) 5
HEURGUE); (3) MR — RN 221938 2 I e ¢
W IE 1 B 00 Y e PR HE B AE AR TE AR 1. L sk -
— RINVE A MVEN, 258 A 56 5 I 25 i 4 0t
TR R Y (0 1A 43 T 1) 40 1 4 s e,

1 it st fe 1ot

ke Y R FE 220 I —A 3 2R EEE
TRAL, HERE A Y R 2 R RGO A B4R A (&
DN T B EG EE, Shikie— AR SR g
, AT5r N 4 ThBE KR, 43 50
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(1) W)Z(inner plate). 53 22 hi 54 6 5 B %
AH3%E, JE#) 35~40 nm, & # CENP-B (centromere-
associated protein, CENP)fil CENP-C B~ [1)&, J&
B R YRR SR R T A 75

(2) Hr[alas (interzone). LT R AEE FEH, B
%y 15~35 nm, AT 10 MHFRA 3F3/2 BRI AL AT
R . JE a2 Ok A 2 e A 22 2 K T I AR 4k,
S 5 22 b IR E B A, BRjA
A, MCAK (mitotic chromosome associated kenisin) 5
TOPOIl (Topoisomerase II )% ] A& A T I X k.

(3) #MZ(outer plate). JEE%4y 35~40 nm, BlkifH
A I i 2 B IE 20k T X H T E A X
& A W E A . CENP-F(JRFX mitosin), CENP-E,
ZW10 (Zeste-White 10), Bubl (budding uninhibited by
benzimidazolel)/BubR1, [ fig it & 4 il it 2h J1 & 11
(cytoplasmic dynein) & H: & 44

(4) 1458 (fibrous corona).  Hi 412 E {1 1fif i,
JE2) 0.1~0.3 pm, FEARFT A SRS aT 0. BE X
5 1 E 14 CENP-E, ZW10 &R sh &, H
WIS B 1 AT RE S S T IS 1R B B R AR 1) g 1)
FEE.

Sk EEAMEEN: —ERE DikE M (motor
protein), 4l CENP-E, JifiJfish 15 Ml MCAK. E1]
A3 T BRI O TR . R G (e iR HES B Yt
Wyizgh. —XKRAESREN, Hrh iy ik
6 5 25 1 (A Mad1 (mitotic arrest deficiency 1), Mad2,
Bubl/BubR1, Bub2, Bub3, Mps (monopolar spindie)#ll
ZW10 %§). eMZ5REA 203 2 5 i %
fb. —EERINREERE 2 DMLk SikifE
srRURgni = 3 KIhhe, Rl S0 rAH B
VER L CAR RIS B IA | . A S 223 24 et
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F 1 ol B CENP-E B ENL
FEF Y (K [, CENP-E i3 2 05 RIS NS BIAMRE R L. () 45244028l HeLa 4y, 78RV 7% 3 4R L HE 91 (19 22 €5 74 (3000 x ). I8 758
Hhut A (centrosome).  (b) 75 2243 Zh e I A RO P4 (35000 x ). M GTFIAMCE 3205 1 A~ 3 J245H A ShRAR . F35FF5 0 10 nm (1) 4 B0k:
SE LT IR Y (B R 1 SR L. () A 2245 2 e T2 5 U 1 95 45 0K T 1% (80000 x ), % CENP-E S i T8 BL  £F 4 5. op 7% 41
2, ip RN R, of REFHETE

PR32 B FN A 275 e (ARG B0 s % G £ A 43 B8 1 B 23 )
TPE.
2 YL IR D) RE

Yy RS 30 SR A TE T3l b 0 — A BE LR ST
A 22 2B R, B T YRR | 200
DL U ok e €2 5 4 5 o AR B e s T . R 2 g
o AR 40 1 B L HE 9] 31 785 38 Al (equiator) S, 4R 4324
Je A T bk %,

iR I AR M A 2R YiRE. EEE R
— B RS, WB YRR AR DL R SRR e o AR 8 1Y)
A R AEAE R, K 251 & B BN
APC/C(anaphase-promoting complex/cyclosome) ) ]
A, 3 2 B DA B 2 11 AR A B L I G B R T R
P ) 2 fifk foe ¢ BHLIT 48 43 24 vb ) 28 )5 B AT, il
240 6 S0 T R AL R e (e B A B 2 R R AR
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3w ] Uz B Z R0 E, ngiRiRn LR G, K
SN A R FIRU TG 22 0 G (oA 1) A7 76 RN D R (A A A4 | 3L
B OBRIR T 52k DNA JBMUE Tk i G 45,
T Sh AR 1 B8 S WL SR fole s 8 S 4 i 15
SRET, DG A0 M 250k ) 9 1 (apoptosis), LASRIEHL
RS (Rl . (E 24 205 B ARG 6 ot B e e, e
8 200 JHL 45 20k S5 T - e 2 5 S5 2 B i %

2.1 GRS i A AL A oy

EERE RN EAZ AR, AT R BT 25l A K 36
MBI ZR A5, 5 Mad K% (Mad 1, 2, 3), Bub %
(Bubl, 2, 3), Mpsl #il Cdc55 (cell division cycle 55)%.

2k RUN S YR R (s B ot S BN LR e = b L
BP Mpsl fil Bubl/BubR1 & if¥:. i &Y Mpsl ¥ 4
REL ¥ 24 J ] 100 %) i2E A7, 3 P LW AR T 7 Mad!
Bub JL K A IEH 1, #8755 MpsL7E Mad/Bub # | 77,
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$a75 mol 2002518 44 % b &

MM E A 2243 Z40F, Bubl/BubR1 [ Btk w2
. RATE IR &I, Sk ik CENP-E 5
BubR1 AH HAE A, JFZ 50 25 R /R 1505 55 B 21 30
B AT 225 S48 e L (R4 R 1k,
AATX Bubl/BubR1 () FH B Bk fb & FL 0y g 8 45 Al
ZAEL L B G 25 R AR 56 S B TR, FRAT]
FH{%, Bubl/BubR1 {5544 i 2 1) “M41E T " ¥4k
HIHT.
2.2 YOOGS ra iy 1N 28 B 11 g 12

2y R (ARG B0 s BRIV A AT H R R B
MR | T AL I DI RE . SRR I SR | AL
EHRRA . SR TR EREE . A 226 DNA SRS ik
F4) R I R A A 86 o 3 ok b B Hh T 28 B 2 XU &
BRKAE SR = A 05k . i T 2R AN 5
FIANTR], TN R A RS 2 3t i T 4 R AR A
B S . — AU sk R, D Bk bk
FIEIRE S BE T SR AR 06 o . SO0 B A
SRR o I ) L ORE B: 20 M R T S AR 2
JFE B 3 A Xt BT 80 BRF 17 e 0 (R A 266 R AR i g B, 4y
FEARIE R AT 5 — R R B, AR
KEEE MBS T YR AR K . AT
N G O CE IR T 0 2L 3h W 40 AT 22 53 24 40 it rp i
Ha — ARG T WshkLE, XLl RIEA T
R, Rk EA R K A KR s
FEH, A0 0 v 3 AR AR 2T R R B O AE, T RE
“aR R AR 2 R AR, Rk
B FEA 2oy 2R Yo PEVE . ol iiE A
i, WAL AN Mad2 A1 Bubl/BubR1 P 5IAS [F]
R, Mad2 U B2 R A X", 1 Bubl/BubR1 i
Rk A T AT, AT RELE A 2243
SLM HPOR R BB A3 AR . Mad2 FT B T4 3
HOBIHT, 75— SRR B F R R R, H
A R N RN I NS T S I O S N ]
Bubl/BubR1 1] fig 7F Yy {0 {4 5 B 25 e 1Ak 22 5 e A A,
DLBA R G B R E B HES, S 0 ok G €5 50 A 53 15 25 3
Yy At
2.3 YRS R S5

Angelika %5 NP2l T 25 8l (R 50 55 00— AN
SRS, fBATIAN, Bubl Fl Mpsl {7 T4 fl {4
R 06 s s A2 B e 1, IR L, e REAEE S A 1

www.scichina.com

fHsibE. BT MpsL#fiRfk Madl i, 75 % Bubl, Bub3
M Mad2 B¢ 7, (HRTE 2 Mad3 Fl Bub2 HIAE7E, T
PIFEZE 59864, Bubl, Bub3 fil Mad2 7£ Madl f#4 |
Ui R AEAEFH, T Mad3 2 Bub2 I & 7E Mad1 /Y F i ek,
PLEAT TRERRAL B Madl f905 R MM,
JIT A R G 56 o5, 2 4340538 5F. APCIC T & 454

Madl, Mad2, Mad3 & Bubl, Bub2, Bub3 34/
P B A A DA BESE R, (H B AT 4 58 725 A 10 G A 0 il
FIFECTHEEH A 2257 2450 B Mad Fil Bub 2848 {4
FEAERS, Je iR 0 M sR S pir g . 858 |1,
Bubl/BubR1 HJZARMARIR /R T A &K Y IR TR
Pk, XU T EMITRES S THAE M & L.

2.4 iR LE T8O 23

MEAENe, 56T 9y R A A0 RS 1 AN ] A 455 i 1 L
PO UG TR R M PR R, b 3013 )5 0 A0 1 A 52
THZ & (ubiquitin)E3 #42i APCIC /1) — 2K 7 &
FIK AR, R s M IE T BAMIE N B Mk
fif 2 ECT MPF 236 M 41 B 25 MBI E A GL1).
ZU5E L Cut2(securine homologe in fission yeast) il
2ZF 1R R Pdslp (securine homologe in budding yeast)
o APC FEMPAE S, BT RRIR IR &
BTG DAY B ISR o (R AR T S B R .
Cdc20 % Bl APC [%f# Pdsl, Cdhl/Hctl(E-cadherin in
hurnan/yeast, APC/C (131 T)4H Bl APC B#fig T & 1
HH B.

A NN, Pdsl A fE 225 B K 36 23 100 7
1998 4, Ciosk 2 NIy sz 21, Pdsl 23454 J5 1]
H4A 11 Espl (separase in budding yeast), J& #— 1
FEIEPER A A, Unlmann 26 A\ M52 360, Espl
HiEFE T Sccl/Mcdl ) 8 HKf#. Sccl/Medl 2%k
4 & (cohesin) iy —A2H 43, AR FIK A3 3501 BH ik
RRRI . FHAL b, XUl T Pdsl I GR Y
ARy B BILR. TR, Cohen 25 A [y s286 S B,
Pdsl ANMUZEA T Espl, Wil T Cdhl iRk,
AT T Bub/Mad 4% dn ] E 45 T 40 & 4
AT B4 7 (B M— A B 678 T M 399 1) 240 i ] 49 £
7).

T —MEM — 4L JE CDCB5. Mad 1 Bub
R 745 (R AT 0k R B R A B RS S, R ROR
HA O B B4R 1k Rk A 2247 Z4 05 N I 3 3L
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il

i AR

THR ORI E S ERERREEEA,
ifii CDC55 RASAHIAZ XA, ©7E nocodazole (—
PG 0 R A AE G BT, @ L 30 f Cde28 %
filg ) 5 M, 4G VT I IR O e IR Y gL R U
Cdc28 (142K 1% T A A& AL VF AR Ik (8 B 3 B 1Y 55—
RiEAR.
2.5  GiRAK TS RO AR I 91 AR i Sk

27 i A G 560 st 00 ) A 40 S R e e e, —
B 2oy 2 I ) JE W FE A, 5 — AR 224y
S0 1) 41 B IA) 3 B B AR L T DA IR e € PR A
BONERE, TS L, CDK-cdc28 I 1 it 3l 2k Sk
FRIE. XA FEER A2 45 T2 RA S E UK AR, A
e bz R AR APCIC. 78 30 1) I 01 1 %
Ak R, APCIC #i1 Cdc20p [44#% 1 Pdslp, 1 16 i 55
B2yt # v, Cdnlp/Hetlp Bf T 40 5 35
1 B (Clb2p).

3 ek AREr

31 Rt P ShE & A G &R

G T —A2am kg, AT FREEN K
HEEEH T RN BL7E 1914 4, ff[E R
X Theodor Boveri ik Bk 4 A7 5 AFe e i e
AR, X EORTRE B Y € R T 30T R AN Y 7 A
1970 HLAE, Bl WA AR FYs R 1B P,
X 43 Y o UK Bl R RE . BIF ST N BB IE W 40 A
SE A B e € ARl T X HE S & B e i 2 o A
SoHREW R, A 2 R B B A ) P 4R
b, BT R RGN R ER Yk, BETATIA
Sy, Y AR B Bl ) o T I R B AR kR
IFEH.

FhFh ik R, AR REE R -2 LK
AR, ke % AR A0 R S e T st A% 1 AR Sk, il
A5 0E 200 M52 A e 72 Ay v PR S 1 e 24

KEBHE 2R 2T N IEE MM AT 6 K
FRAEDS B KAS S A% AR . XA KRESHA
TRURRAE R AL AN B A LE R PR T AR O BRI A Y e
SRS A A A A R R R R A . R
TR 2R B, R A M A X 6 I REAE# AT A 20
b e € AR 20 A Ak T e ) 2 A

FhE & AR LA AR AT 4B, H Al JE LA

84

(aneuploidy) Fl1%& [H 2845 (gene mutation)H Fi I i, T
—AMH L Ik, AT A, R Y R AR R A A
20 it 2% A it B, A28 AR g 4 A M 1 LA 2 Sk R
AR N ANTEAE . BATIAY, R R fE T
i geg ) T A ek R o o e g 410 ) 5 PR Ty g e 2 A
T34k T Mg 1) 2 % . 1998 4F, Duesberg 45 A\ 224
TARRL A S BORBE & AR M. AT Bt B,
JE A% 1k AT A Sy 35 DR 28 A I 3 U RE 1 &
2000 4F, Li % ANPUR I T AR5 v S 808 e & A 1Y
P A AT R A5 M 5 SO RE & 2R A
B 1, BUERE LA B B IR R T Y
RN SRR N W i A e o S N 1§73
THER AR &L, X AC NIE 2R S5 T E
5212223 b, DR S0 AR AR T o 58 AR AT 224y 4
J0 3 TH kg A oy e A T S I R L A
Jp A A Y R BUR R, IS A T A S
by e o R A R Ak . X A e AR e R DL A 8
O . 88 42 ) J e 14y e € A g R E20 2225, 260 g
PR BT 2 i TR A R AR “Ht R 1
GER. AR RS 2R ER K, gk E N ReAs
. GPERR R LRI AR 0 R R L3R R RS
o) S5 IR H 140 4.

EHERET, Jut A (centrosome) G ih T G1
W, BeB AN ET T AR B T A O Bl
20 B JE 300 1) SR ATk AR R, A R T
FIXHOL B A O ARTE G2 1T B 25 S (A AR X B
TERFE AR, shao iR HEE 2 —k. ks
S 0 el R S ) — o 2 G PR A R A, ] A
T MM 1 38 (cyclin-dependent kinases, CDK) 7l
auroraclpl ZEBAEE 2. iRl L P53 ki 30
1L R B 4% 8 (breast-tumour-amplified Kkinase,
BTAK /aurora 2)132 iy 1ot 1t 5 1k 25 78 BN 40 i J) 19 rp
AR RS AN, MRS R R b Y
B B A~ B 224 Al 1 45 R AT SR B2 A o R 1
IRt

H R B H o 2 25| i 240 5 BRAK O B,
A 2oy 24T AR A, T B R B R R £
MR A, fE FIRIEDLT, K BRI FaEs kA
P41~ (apoptosis), {H LA A 311+ 21 i 78 43 24
PLHELZEELAT A0 ok, il “ToREEeE” &%, &k
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$a75 mol 2002518 44 % b &

JE RN A B e 40 B RS S — T TR SE T
A A A I T BURAE & 1) — N EIR AR
32 PefaiAEE PR

P AR A i, B aiks B
P4y A 288 A e € Ao B g ke AR 134

(1) et Hpkas. el B psas B
R (F R BRAG TR A lk), LT %
R N2 i g 24 0 e s ] LA D B X R s b A% R BF 5
FeW], R A3 i 20 MR 25 Ok iR AR T k. i,
TEVE I R AR p, 5 10 ARy ta ik 2B, fer
FUSIR R, 5 7 AR E LY S TOKF ERIRTSE
K, BRI RARAL TSP A A A8 H, an
ERTEREENERITEIEN. AN EKER
FR T AR REA G SE N, (A2 RAF T X% 5 1)
SRR . IXTEIERAE I & A PR AR L, B, eSS
g . LR . RARIEE LA KR 8 iR b, #R AT RE Ok
T 25%IMAEASEE L AR R R, RS R
T AR R 1 L

A WA S0 IE B T AE IR kA e A v e AR
HASEFTRER. — AR5 e 2438 52586, 25
RRW, TR R RS I bk, e ik 5 R Bk
DA B A [R)— 2L 400 B 0E 3 40 B 10~100 507,
TR AR, AU 8 & (MMR(mismatch
repair)-proficient) 2 17 i 4 L bR e W) 2 A 1 5 2k %0
BT AB B2 15k 3 (MMIR-dieficient) 41 L 71 10 £51°9),

(i) Yeefhkg . MAns L %K F, mTLA
F= A PCN RN R VA SR D 5 W =11 7 N AR R Nl 1 )
A AR A Y R R LS8 R Be Z RS Bt T
KT, etk s i 53T A A F S Z
Alh, FRA TR MR R R FE SR . ln, TERE Mk
A e, 55 9 A ik B c-abl LD 3
55 22 Ykt ik BCRIEIN [ 5 i 459,

N SE i e AR 5 A R R R, —Fh 2k
(5 2 0) 22 0L F SR g g i, o] S5 805 R ) i
(1) 25 2 FARAG DA BB LR = iy 7 Ak, 5 o R 8
H A A A S L. Hoar FHLEE M R, B —Fh
A BB A 1 6 21 it 7 F 4 8l 0 XUk T 218 2 2 ik
AT HLSHW. X G FREE” 15k
KA ATM, ATR, BRCAL, BRCA2 & P53 4. % —Fi %)
(LIS T (] BTN ) R A A — SRR S A S P, S ALY
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Yeta R H R AEAEM R R YL R 5 B B, AT EAT
) A% 70 Ok 205 3 S JWf g 43248 KAk IR T I B AEIG 2 A
AR, XRP ARG AROE TR, 20T A
95 . IR E IR L — 2 PRy R At 2 L P g

AR FEA5 PO A8 1 2 v S 4ok 20 i 1 i
Ji (acute promyelocytic leukemia, APL). APL f&—7#}
YR D) A BB, HE 17 SRR iyt
HRAZRa (RAR o) 5 AN A G e fA b A [] 3 8]
Ja BT B Y AL 99%i 91 114 A AR AR R X A LA
TN IR, A 3T R AEHLIE: (1) RARa 2 {3 34
11 4 yeaik I, 5 PLZF 3L HAES; (2) RARa Z 1%
%5 Ayafik b, 5 NPM A (3) RARaY
NUuMA (nuclear mitotic apparatus protein)J A fifi 7140,
NUMA 2 —"MEEE, A 250 209 R — 420
A e R p LR hE". B2
APL R BIHLHIE W] T4 2293 4% b B0 2 0 7E 2K
A R AR 2 A B 43 2 e ML v S 2 A A,

IEAh, BCL2 KERFN MY C i [H th 2 i 1 Yo (o 1A
Sy T S Bl 2B A 4 E ML (non-Hodgkin's) i) & A=
E/‘J[44]-
33 Qefufi AT Tt 51 2ERl

BN SR NN S Wl 1 R = VN e e~ 11 = =118 7097 N
WA A SRR, AR 36 A A SR e
PR IE A 43 B A TR, B0k e oA R B P 1 22 A1,
I B — s OB IR R U] T GRS 59 5 2R Mad2 78
e o (RO R 1k B E & 2B TP i YO e R 4
J 2 AR 36 A B 1A R DR B IR R B RS
FRETER KA, BT BRI W 5 e AR LA AE, R A
Bt B8 %) A R AR SR T LA T 22 3 2L, A L M
ANIEH B YR8, &SR aRRREER
KA EE, SRR RN, AN ARG,
XY ERAR IR R 7, AnRKARANBR A SO b, S 8. e
ARAE AP, WS A G, #1740
DNA & . B, TEANRmET, ©&f KEn ik
FH, 2 ER AR 56 5 B L R Y 3R GRS R ] 3 B0
SERY R A, B, EFLRE D, Mad2 BERIRR L, A
459, Bubl B BubR1 %3 K 28 75 1] fil it
e g iR, X, Madl FERIRERYE R BT A
2T 0 s 0 & AR S IR G, ik R A
FE VG g A1 o) DR 2 DR ke 2k %) A 56 DA T 3 B
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iF

f AR R AR R

FAN, BRT YRR SRR W SR T
TR TR M W & A 22 A, Sk it ) ) BE S8 E —
FEIE bt ] S8 (o AR R e Pk iy A 149
4 WFRhE

B AERT, AR, SRk 255 T4
225y 4 H0 Y o PR LA b 85 B 2 0 A, e oAt
A . RRGEM R R, shkE — A EE
AR D RE I Sh AR Z A . A Ntk FRATR Bk
Ko L 275 e ARG 36 S AL B ) A0F 5% 38 X2 WD IT 4.
Iy p51 9 4 9 40 4T S 0O A9 A AL PR A 3 o I B
JRBLAEFRATIRAT AR — R ANk B R, AIRZ
) T B AT Je g pe. Blan, DARTRILS AR, A 2
O3 Z4H A5 i 2 DR Sk 2 R ARG 56 1 3 A% R 1) Mad 2 2
HZ4 T Cde20 & A, Cdc20 & )5 W sh 2 &% APC
0 . Mad2 il i 2 & Cdc20 il 7 APC
AT P, i 200 T 300 % 452 7 0L, S5l F 2 U A
N, YRR K AR P s — AN H B BubR1
AT RAA 3 i Mad2 1 #il APCS? (i35 115, Bubl J&:
—ANEE BB, 1 W Rk 2 R ARG I R AR R i —
SR 15 D S 5 e A A 6 e e v SV A T
FO P T, 5 0 494 o e s B A e BB T a0 3 1)
W5t 28], Bubl & 15 Madl, Mad2, Bub3 I CENP-E
FEVEM T, HaXFERA KT Bubl 1y
PP RIRERY, B I BubR1 A APC® [ Th
RE IR AR T 8 35 1 B5Y. I 437 7K S B B 7
TR A 56 551 115 5 15 AL B A 80 T X sl 26 1 45 4
STAEALTIRERY T M. FRATSCR = IE DR AIE S5 R
T I A9 )y 1 TE AR 11 I 7K Y ) B 5 R ARG 56 B R
5 e o ROR R ME A Se Pk . A IE 5 5 J 0 AN
A KPR DR B TG, O UL X S A 5 A
e HE TR %) By RE A A8 X S B 40 i 43 S e e A2 Bl Y
e, AT, FEAABNER, 25 AR 55 500 53
FHLEK B i B, AT RE S A SO i A K 5
R, NfREm k5 R_F” i B A i
fiEfR.
B AT HEEERAEFERAF LS S 39925018)

Foop B AL IR 40 R A B T A2 (k5 KSCX 2-2-01) %
HE.
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