« 5676-

Bel-2 fn Hrk & Cyclin E & F 78 & JE H 4 d iy R 3k K H 2 L

R 257

RIL FEL RAEA RE BEZ ITEER £7

[HE] B WF5RETIHIEEEN Bel-2 SEMFHT IR Hik QA HIE Cyclin E JEHEN
1 B R IR BT A B R A R IR AEYISE R E X, ik N S-P Ok R 58 4 A
SURIEH B R SUIE RN Bel-2 5 Hrk Cyclin E FikfE0L, ER  Bel-2 HEAE B RAL R HMERL 38
B, BHERN 65. 5% ,FEfass 1 SV BRPER IR 14 41, BAHER R 24. 1% ,B40 P Bel2 A SR LR, 22 5F
Gt EE X (X =20.077,P <0.05) , AN[FIMIRGMLAREE R 50301 B A TCk B 18 8 b Bel-2 2R 11 FH
PR, 22 R Gt 2# B (P <0.01) s A[FAERS s ELA% | Borrmann 437 IR UR BE 1 968 J8 4 P Bel-2
MRS, 225 I TEGe 240 L, Hik R AITER S AL 80 FRPE 33k 36 1], BHME %N 62. 1% , 78 B w4l
YUPPAYERTL 12 61, BHYESR A 20. 7% , 4L Hik 2 1 BAPESR AR, 22 A G4 L (X7 =20.471,P <
0.05), Cyclin E 2 A7 B4 ZIp FHER L 34 41, BHH:3RN 58. 6% , feim s 22U b FH 2635 11 61, BRI
M 18.9% ,FiZHF Hrk 2 A BIPER AL, 22 A G248 L (x° =19.206,P <0.05) , Bel-2 &5 Hrk A
Al Cyclin E 2 A AR, Bel-2 A5 Hek BA R AME(r, = -0.312,P <0.05) ,5 Cyclin E HEHEIE

FAX(r, =0.682,P <0.05), 4it
W, 25 BRI ELH

[R@R) T, M bel2; 4IEAMENAE;

BN R R NEHE 2B 2N R R E Iy
TR AT (RS 6 I, B i 0 R A A (S DA 35 PR A 9T
POIRSE IR 0 0 15 5 SO Al B 3 2 A0 S oAb 1B 2 ] A2
JAT- LD A S I 255 2 3R 20 T e A e 2
SR AEEENLR 2 — & B R A WA YRR AR
G pe A B i B T T M 3L B Bel-2 5 748 i 3
Hrk A0 EIAZR E( Cyelin E) B3R5, S0 HAE B &4 K
JE R TE B,

— MRS T

1. MRk IR . BEEUE R B BE BE 2001 4 1 H 2 2011 41 A
ORI AT AR EUESE Y 58 1] 7 J i 1 2 U HebroAs K
FESFIE R, o 5 40 1, 4 18 ], 4EE- /R 19 5], DU 39
), 4EHE 38 ~78 %, HALAENA 58 X, MRYE 1997 4F I BRyTEEE Y
(UICC) il i TNM S IbRAEAT IR R 4330 T30 6 ], 11399 14
@i, M 29 B, VI 9 19, A4k ARBE . m s Ak A 33 1, {4y
FEHRIEE 25 1, RH & EA R EL 45565 28 I, Ttk L 455475 30
B, BEARTIRGHITSRAST , ZHERY) FIEsL, B a2y
MR

2. WA (D) BRPLA Bel2 Pk e s 2 ME- A R-TH
LI A9 (SABC) F 8 i & (dbmt Pl AE P dl R AR o
(2) Hrk 25 5140500 &5 (36 E ADL GDF-8 ELISA 71 &) , 14
AR A R BT B A B I FH R S8/ Wi fidk (ELISA )
BT EAE, (3) BB Cyclin E 58 BBk K 35 1
Santa Cruz 23 F] 7=, Sy 44k (S-P) K7 & M 3-3- A FLEE
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Bel-2 Hrk & Cyclin E 2R 35 B R R AR A5G, = A L 29 5

Hrk FE[H

Jiie4 EhTRER (DAB) a5 At st i AR A BRZA W], DAB i
EHh & AR RO 2K AT RIS S AU AR
A BCRRE T Y 3R O i A TP 0. 85 ml ZEIRK
FIMAEA DAB ik A &4A DAB K AR B, &
A DAB B AiR C,IRYIRISS 1 ml Y DAB B3],

3. SEE TR VIR ARAS LS 4% rhoitk PR [ | B0 A0 s,
HSAT 4 pm ZELEY]F 917 HE JL (A1 S-P e n, SEBEmes,

(1) S-P Ik, ME Bel-2 2B A EIE T Bel-2 BT AE
WIE A 1: 50, 48 AL BP0 SABC 250 19 1 1R ok B o
1:100, AIEHLGESLAIR 5 wm, 2RI 9700 AL BE 3 B |
JBEK W5 U0 R 28 T JEAE B2 T N T R LS I3 A 5 IR
20 min, J% 0 1: 50 Bt Bel2 Hifk 4 CMFHE A, K HFE I ED R
FEILPEHT % 126G, 20 ~ 37 °C 20 min, 735 /i1 SABC i 7,20 ~
37 °C 20 min, ] PBS 2% ¥ (800 ml ZE 47K A% 8 g NaCl,
0.2 g KCI,1. 44 ¢ BERRE 401 0. 24 ¢ BERR — 447, HCL 177
VW pH EZE 7. 4, UK ERE 1 L, B EFHKIKHE 20 min, 531
{RFE) VEVE 5 min x4 YK, DAB Z L {5 20 min, R AN E YL, i
K, BH L, E A, LLO0.01 mol/L Ay PBS 2 A U — B /R #xt
e LRI B B 7 e A BH X R

(2) Hrk £ 3835 AR AH B A3, il 4 wm EZ2Y)
O ATH B HE Yot SPRiRAS RAFHA0M, B A Hek 28 I S
ARG F UL IEA T S-P Yo FHE 0 e (o B 1 5 40 i 1) A
X

(3) Cyclin E F AT 4 wm BV A 3 EME Y
ZHMR I E AL E W) (ABC) BEHEAT S-P Y a2 41Y) B 4
TR KARJF A 0. 088 mol/L [ Hy0, H130 min, LABHKT
M AR TS . T BB PURE, YR #E 0.01 mol/L,pH
6.5 BIFFEERRSE MR N INEE] 100 °C 545 30 min, £3 Cye-
lin E B BEPTIAR (AFIEL 1:600 #8844 CHEE 12 h j5, =R/ T
YK -5 %t RIS UM 20 min, SRTERERA (PAP) 5 &Y
SR 15 min, P H,0,-DAB .42 min, LHRANERYL 1 min,
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%1 Bel-2 5 Hik Cyclin E 7 58 BiIfE B AL P RIL LR
53t % 2 BT CED b+ (%) K i P
+ o~ + 4+ -

AR <60 % 37 25 12 67.6 0. 190 0. 663
=60 ¥ 21 13 8 61.9

i 9eE 1L <5 cm 38 27 11 71.1 1.495 0.222
=5 cm 20 11 9 55.0

Borrmann 437 Jey B 7 3 4 42.8 1. 809 0.179
el 51 35 16 68.6

AR et 35 29 6 82.9 11.746 0.001
o 23 9 14 39.1

BT T1 + T2 27 20 7 74.1 1. 637 0.201
T3 + T4 31 18 13 58.1

Il R 43481 .0 26 12 14 46.2 7.821 0. 005
I IV 32 26 6 81.3

e A 39 30 9 76.9 6. 855 0. 009
¥ 19 8 11 42.1

Hrk + 12 4 8 33.3 6. 664 0.010
- 46 34 12 73.9

Cyelin E + 34 28 6 82.4 10. 309 0. 001
- 24 10 14 41.7

JBioK BT B R A TS S A AR E , LA T B M SR R A B H62. 1% ,1E BRaHE R BT ERIA 12 41, BHM:3h 20. 7% , PiZH

PR AR
4. ZEFRFNE Bel2 5 Hik Cyclin E & A YL 0 BHPEE M 78 i
J P9 SR A B A R, L o i = T R AR R
e B A B, BRG] A BEALEERL 5 A~ R R T 45 A E
iz e €05 5 e P 440 5 o e 40 B S B B Ay LR AT
YemaR R IO 0 40 IRE N 1 2, BB 66 2 4 B ol
34 PRGN /N TR B 5% 0 43,5% ~25% A1 47,
26% ~50% HF 2 43, KT 50% N 3 4, He@nm o5 HiEgn
MUEAF A3 AHTE, 0 At A BIPE (- ), 1 ~3 i A Ak +),
~S5AE M+ o+, KT ST 6 431 ks i ik
(+++),
5. éiéfr;&??/zt NFH SPSS 12. 0 Gei 447 04, 114 s
BERJ X K38, % JH Spearman A4 (r {H) , LA P <0.05 K
ERHEHITERE L,

o

1. Bel-2 A :Bel-2 FH A7 B AL BHM: %R % 38 4, FH
HEHN 65. 5% ,FERASFH LU BIM:A 14 6, FEEESON 24. 1% ,
PIZH A Bel-2 2K A BIPER Hea, 22 R A Gi 27 L (x° =20. 077,
P<0.05), Bel-2 SEEATER O P R BN RS, A
SR A (1A, TEAR A R v A B Rk, 24
{3 dzm\/xrééﬁﬁ(l’é‘l IB) , 7E i 55 A 2 v B i 0k, 24
PR R (] 1C) o ANERRE LR EE | V%ﬂﬂ&ﬁ%
Y%Eiiﬁz FE BB Bel 2 B PEITER i, 2 R Gl
X (P <0.01) ; AFJAE#Y 8 B4%  Borrmann ﬁ””\&/lﬂfﬁfﬁ
TR Bel 2 A MR, 2RI BHEITFBL(ED),

2. Hrk F A Hrk 8 AR5 2P FRPERA 36 4, FHIE 3R

Hh Hik B BIPER AR, 2 R A GTF R (X =20.471,P <
0.05),

Hrk 25 (I 7E = o O vh = 2 A M b A Ml R 18
A3 (B 2A)  FEAR AR B vh 32 B AR M T 3 5k, S kb PE sk 18
PSR (E 2B)  FEd 53 2 40 R BLAE T ik, AL M sak i
TS (51 2C)

3. Cyclin E 88 Cyclin E 2R A 7E B2 FHMERE 34
1, B % 58. 6% , TE 38 55 2P B 3R3A 11 4], B
18.9% , Wit Cyclin E A FHM: R LA, ZRAFH I EE X
(X’ =19.206,P<0.05) . Cyclin E % 475 55 4 B o 3 2248
HR s AR RIS M o A (18] 3A)  TEAR AL i vh 2 %
FEM A A R 1B M43 A1 (18] 3B) | 7R 55 2 41 2 %2
FEMIR RN, R AR (1 3C) .

4. Bel-2 #8145 Hrk Z AT Cyelin E 88 A M bR
W) Bel-2 2138351 [H 2 J5 #F4T Spearman AH3C43#7, Bel 2 & 11
5 Hek HHEMAHE(r, = -0.312,P <0.05), 5 Cyclin E EH

RIEHX(r, =0.682,P<0.05), W*E2,

=g

YA R T B FR 2 M 41 ML BE T ( programmed cell death ,
PCD) S22 MLXS PN SME-S AR 14 17 25 S e, 2 24 A PR B A

SE Y HEAL 2 — AR X AR B T A AT, R IR AN A T
SUFZPIRICHMR A E IR . BEFERM 18 i i A
JEH AN T (208 T8 A AR I SR BN e Z N R 2
5o ARSCHHT AR Bel-2 5 Hrk  Cyelin E 3 H7E B 414
HaRIA RARSNE S B LR R AR A R R A — IR



« 5678-

2 Bel-2 Al Hik Cyclin E 5 7E 58 fil7e B 5

FIKHI R Z (H])
Hrk 251 Cyclin E #5H
Bel-2 ZEH
- + 4+t - + 4+t
- 12 2 2 4 14 4 2 0
+ 6 0 1 1 7 5 1 0
+ + 14 1 1 0 3 3 4 3
+ + + 14 0 0 0 0 2 2 8

.5 Hrk 3 .r, = -0.312,P <0.05;5 Cyclin E [L# :r, = 0. 682,
P <0.05

Bel-2 ZE 2 1984 4F Tsujimoto 25 M\ B 20 [ 1 v P4 bk 208 e
RS R . BAES: Bel-2 JEFH 240 A 78 LR IR 41
s REL T PAY 55 PO IR BEE L, T B By b A s g v i LA
FITET BRI Bel2 HE PR T2 it S DR SR B i
A SN EF 2R RIS B A0 H 4 2 AN [ 287 A R T o 35
FO AT LR T, JEE K AN LTS 3T 2 A 2 R, x40 400
PR R AL, XU S /e TR LR T 4
TR, TR R 2 AR B E ) 4 LRl Bel-2 JE[H 2
— IR T LD 0 T e R 2 A o 7 PR T B
AR EEGVER I A0 A T 40 O T PR O
SN () ST TR B I, A AS B T K AR
QTN S8 FE DR S 1o 23 AT () A0 988 5 DR T T 5 Lk 4
FEHCEh A5 A , s 5 S M S AR T B Y AR T
RS 5T MR R RS R, FES = ASEEZ R Bel-
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2 R Caspase ZEHEANIH T3 (A (inhibitor of apoptosis ,IAP)
FWEFZEYT ) ARWEFESE R F£ W], Bel-2 K A 1E B 4141
FEPEE X 38 6], P36k 65.5% , e e H4Uh B M 33k 14
), BAPEZE R 24. 1% , Pidi Bel2 2R A AR IS, 2 26 41T
SR (X =20.077,P <0.05) o ANIF R 3L E | R 4301
R TR B Bel2 BAMMER LA, Z S W65
T2 S R RIAES iR B4R  Borrmann 4378 IR IR B 9 R
i Bel2 AR, Z RS 2EE X, TIESE Bel-2
BT ERANTL, S5 BRA LY FHEEA.

Hrk 2 H (harakiri ) F 1997 4F [ Inohara &8 I 1 S 258
Z Gk Hela UM 5 Bel-2 AHVETI B2 TS & B, CAESE
Hrk 26355 40 M8 125 VAR O, 380 Hirk 335 B8 02 325 41 At o7
77 Hrk BB IR ARG AL Caspase 155 90 1¢ , L ik
YRR T, 1 Hek EEAEAR ST EEA Bel-2 ZKGA BelxL,
Hrk 383 BH3 Z5F9 50 AT LA Bel-2 B BelxL 454, B i 5 — 5
A, 704k Bax . 1GALAY Bax MIG 2 A= A8 Ak, 1E SR (R NI 1 55
RE AW, 8t R LR A 5 B i L AL (MPTP) &5 B As 2k
BriAGE BN B T A S 1R Caspase 55 %5 HSAM
BT Hek WG 5 P32 454 VT TR BLAE AL, 25
BRI T(E S SR AR =" Hek 7E9R B 9%
RS B, CGE 7 B A4S i R A0 | PR &
Z 58I U9 AR g TP AR Hirk BEPR K AR [ 234 7K 19
Ak, o 2 W SR ARARERI v] ARG i Hink 28 4 093538, S 2R iR 40
SR T, 30 R A XS AP 2GR RN, Hirk SEPR H RAL Bk,
FeA TN Hrk 25 P 382K B 2 U AR 9, 55 B g 400 e 0y R 7
PHEZE LA, ARG RFM | Hik 2B H7E B i 4V h B3
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ik 12 B, BHEERN 20. 7% , 1658855 41 20 h BRI e 3k 36 i, BH 4
RN 62. 1% , Wit P Hrk 28 PP R AR, 2 R A Gl FE X
(X’ =20.471,P <0.05) , A[UESE Hik 3 (A 1E B4 %L, 5
5 B R AR YRR A

Cyclin E F& R 2R A0 A 1 28, — 4~ 0 (3 240t 0 30 e
4 AHIED G1-S-G2-M MY, , 332 B N AM A5 Sl A SR iR
BRI, BRTE &I A ~T 10 Fhdh i )& 31 # ( Cyclins ) fEF T
20 JET A, A LA RN Cyelin D1, Cyelin D2 28315 F Cyclins,
H Cyclin E K HAH S BB CDK2 2 H B G1 #ATH 3 267,
Cyclin E 2—28 R 1, S 2 DA TR PY 8 A B o SRS S iy,
FEATHEIAT Gl i, 2 Gl I G1/S 28 FLhb ik i, 40 i
A S B, Cyclin E FFIA TR, 2] G2/M BB T, BifE IEH
AUMLRY G2 A1 M AT TE Cyclin E %35, Cyclin E [ 5% ik
FH MR BE I 0T g BT AN R 0, EUESE Cyelin
E (055 FE IR TT AR/ NI AR, BRSO AR K BT B % 2K, i e
AR GBI AT S e R R g R A S
B ZEEL A2 AN M AR e AT SO A A S ZE R R, 1 B Cye-
lin B 43k 38 2 25 ol 4 e JE1 30, S i o 100 40 36 4 i s
B KA WL B A, Cyelin E B H ISR S Z R &
Az G HERARCHE, B T Cyclin E 85 [ 78 144 T2 40 i rp 23 17
TEZ ST | ELS b 26 04 A 1 5 I Rg 100 4R 28 P MU B 1) 99
SRR ERTIA R AT A 4R o A TR AR 1 5 3
4 CIN'' SHefi B hsRg 2 . BIVAAR o O 42 W Lo 25 L S 4 i 434
Az A W S 35008 28 1 B 2 SR, AR S 45 SR I, Cyelin E &
FI7E SR FE F A %5 Cyelin E AR B R ILE, X5 A5
2EE S, AE Cyelin E FEA7E BB SUERL, S50 BIE
RAEAYAEE M, TP, Cyelin E & (17E B AL 80 B
PEFIA 34 ], BAYESR N 58. 6% , fE S o7 4180 BAYE A 11 61,
PHPEZR Ny 18.9% , N4 Hrk TR PR LK, ZRAGI#E
X (x* =19.206,P <0.05) . Bel2 15 Hrk & [1HI Cyclin E &
H B 8T, Bel2 T H 5 Hik EEHZ A (r, = -0.312,P
<0.05),5 Cyclin E HEH R IEMK(r, =0.682,P <0.05) , #i]
Bel2 ZE 145 Hrk 514 & Cyclin E B A5 B & EM S, Bel2 3t
T RFEA, 23 Hek SRR T-E A Zm, Rt EE R
PSR T ek 308 76 B 9 19 & A i o] BB A AR AR EVE T
I 20 FE S0 s ML 2 L 400 96 A4 4 s Wi S U AR Y
BIRE, Bkt A RS B2 EAMBIERA L, i85
Hrk 25 A #AH AR, 5 Cyclin E & A R M 200 % A
AR, SR ACE IR US55 S R I 7
IR A | R v s LR M AR PR, A ik — 2
W5z,
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