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A At

(P BB B e A RPN, A A T s %, Bl 200031)

WE Rb 5 ANKZ R R X RE Y, R R AEH,. Rb EAS 59 WRENREE, 5 ple.
CDK4/6 . cyclinD1 %56 WA A% 10 S B 5 M 2%, 76 G1/S JC-R i 5 v b 1 b R, vl s 47 40 i & 30 () 10k L.
Rb S #% WA 5 Y5 A o M TP F W S0, 52 30 0 N 4h 22 R R 220 4%, 4 Rb Sht S A& . bR

HHIE ¥
FHEIR RbJE[H, i, SGRiReE, e
FRAES Q28

Kundson % ¥ % i BE4H fg 58 ( retinoblastoma,
RB) (1935 A% 22 JE R AT THT ST, AL I8 1 7%
Ao B 13 Tk L (13q14) — X AR AL A (1)
[ IS S R R, SR A2k R AT o il Je T T2 1S 1
PERT, BT 56 42 47 iR 4 8 3L I ( suppressor
oncogene) ¢ L% AL A (‘antroncogene) [ 4% &,
Bl Ja X X —JL DA IEAT 1 70 @ %552, JFAKOL Rb 2k
L 20 N 2R i 40 B 77 A2 Rb 3k DA () g 2k R
AR, CUESE N —EE PR ALK, Rb JE P 4 11 1)
HEA B pRb, VLILBERRCAN L BEMR AL X e
AN 7 B2F (351, 740 )R 045 b ik 1
FROLFRY, AT A A A R A A N a4k,

1 RbERLEHREERIFE

Friend 25 ] — AN @00 T NG AR 13q14 1) — B
DNA Jr Bt H3-8 Jy ¥4k, ik AJifidit cDNA S,
SrEAEE] 4.7 kb K9 cDNA H B, Ik ¢DNA 1E
JREE, WTUFEIE R AR Ak 13q14 0 F B2 A1
5, MAE RB A7 sk k. FIH] RNA BZE 5 i
E 5 AR i ml I 51— A 4.7 kb (128285,
{H RB 410 b = 1k mRNA, 3iF B3 8 ) DN A
F B Rb R AIA Rb JERIRIESREE D 5 R 3%
BIGREE, SRR OB, 23T Rb
AJEH. Rb JEREAL T 13q14, ¢DNA 4.7 kb, 4
ATAEZY 100 kb ) DNA v B I, il 27 MRS 14l
e, MR FEWER, A2 MEE T W
E2F . A1F . RBF1 [ &5 & A7 2, 4 i 19 8 3
110 ku, 4 Rb &1 (pRb).

Sowa S A3 HT T B ANAS [A) 388 44 75 5L RB %
T, AE DR Bl XA AR B0 R4S, AT SPI

FUATF AL s b F 4. SP1 FAAGES SPL {7
mESEr, HEW SP1 A RAR AW T 45 —Fh e sk X7
(4 & 4. Bk RBF-1. £ 4lifhiF s2 RBF-1 HI
A hGABP/ EATF 1, & —Fl 00 #4145 1X 4 )5 2)) 7
95 s B% 7. hGABP/ E4TF1 fERS 38 Rb LN
B0 R 3 1 s e, X RAR ) RBF-1 47 26
IEAEH, hGABP/E4TF1 A HE A Rb JE A 5 Ak A1)
L PN

Rb 3k DR A A R 48 A5 DR R 4 AR i o 3 3 1
WK RB {4 50 ( retinoblastoma control element,
RCE) #ATH, % Rb WEHE (RCP) 455k
. ORI SP KRG PSR OL SP1 A SP3, 43l
4 115 ku F1 95 ku RCP. 1T SP3 Bl 4h 17
A AS, oA —Fk 80 ku RCP, 4% SP1/SP3 /1%
BESE A BAMHEIR 7. Rb &S SP1/SP3 M1
SEDRHe sk, SP SR R B e L5 2 Tl i ) S0 A IR
B oelhaif, AFG p2l . pl5. CYPLIA . mdrl Al
LI CoA FRACEEIEIN AR, SP Z0 50 IX 2L [N
(R ik RAE AT . Ohtani 254138 Rb JEK B
Z1F CpG &y WAL ANH] 7305 RBF-1 FTATF-1 4%
g, MITBRAS T Rb J3 8 1 I s il 1.
fERBIHAT, BRI T Rb EEK T3 T CpG &
ik B E A, BUE Rb LA G35, KW Rb LA
ATfiE 28 ok 3K 73 PE ) #7 e AE ((epigenetic change)
T 5 L .
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43 1 — FR 470 40 ) 300 0 42 kDM B AR 1 T A T
. OKESEKAEY], Rb ARG ZMAEY A,
Rb 7E40 fu 2k KR 3t b R EEEAE Y, T figd
AME TS5 WE SAHEAERP S (interface) . Xf
Rb B E &5 MR, Rb 553 WAFAE— “Rb
4% (Rb pocket) &5f4, H C %ig— B 400 > 2( 4k
FRRIEALR, ZFH N A L B AL R,
4 — BB B TT. A . B BN & Mk ) 0k
FRIFHHE Rb St S 45 S b i i, 41X
A NEAEL T, Rb il iZ <04 52 M
MR 44y, & Rb RAIEIhfE M EE )y L.

Riley 25051 ] Rb 4 KL AR AT N 3 X Rb
JER (Rb deltaN) £ T #FER/NRL 25152/
BAEKETIESZ, SEHAEREAMLEL, Rb deltaN
RAANRETEEWE Rb- /- PMRIRIRBGEYE, I
KER18.5 d W BLL g0 i . phgs 5 UL K 5% UL
(LA I BERY, 75 Rb 8 A N i RO BE G B ié
JE KT IR AR T A A .

AN S % (LP) RB %+ & 8L Rb 764k 5%
f 24 F1 25 XEE A B2 4 kb [ DNA F B (24 delta
24~ 25), PyHEAT H A BTk (pRb delta24~ 25),
B ARAE C X Bk T 58 MNa ILRik L, S
RERLAS E2F [ 400 Th e Gk e, 20 2 A7 — 28k
ATEAE,  E S DR AR 9 5 REAR 0 58 A A T
Wi, MR I pRb delta24~ 25 ASfig 41kl
HRRM IR Saos 2 ALK, KizE A e T
20 M % N AT AS e K B2 30X Saos 2 1Y A K il
Smith 25 ¥ 4K Rb JEH (4665 p110) A1 N ¥k
BilG Rb JEA (4hY pSe, HLEEe kintt) S A
FOPEULAn L (VSMC), PIEGEIE VSMC 1)
AR HUET ISR T 1, W C g X ) i i BEL Bk 40
MIGIE I G, 76 C Wik f77E “Rb D48, ks
LM E A A, W E2F KK, E1F1. MyoD .
C-myc Al N-myc. ATF-2. RBP1 F1 RBP2. D %!
eyclin « cde2 ¥ . RBAP48 5%, 18 ik JCAH H. ] 4
HY I R 4% 2 Fh D fe.

Rb 5 [ )y A8 1 2 22 40 St i il R il 1 T 1) ol 2
AN L MR T SE BRI, BTG ORI Rb nl i
B B KR T K 3%, Nishinaka 25057 MBS 41 i &
CV-1 5 alide 7 —Fprs e tE R LB (X
SP ), ZMAMITALVE AR B, LR
Pl h BE X MK 4 5 N4 408 I L — 30l i
s, SP e 5 AR/ R P4 2UE A L ik
RAAE UV, 4y A T 3K F g o % p, SP1 Al
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Rb A IAER EY, A HABEZ R T 41 ¢ Jun Al ¢ Fos
SETCPEMRAE R, SP BAEAZ B Y Pl A AR
. F %k 8 B9 7 E-64d AL EE CV-1 40 Ji,
WIHELRYT Rb ANHKMR. 75 TPA % 34K L
0 HL-60 5% U937 1, Rb Ak 1% ff @R AL IR 25,
SP B§IRANAE KA Rb 2. SP /K fif % 2 1k % X
1) Rb & H, Rb & AR G0 2R A0,
M#ES T SP B

3 Rb X ¢HREE A HAE

T A% A0 5 4 3 5 0 200380 3o 5 A B 1 4 i SR
WA 4% 25 (checkpoint): G1/S F1 G2/M K #%
A, i eyelins CDKs 85 & 54 045 7 80S A 2%
BEAT %, cycline CDKs Wl 35 V5 52 2 P K % 14
1, eyelins AILIEM AT F, HEERIA . B,
C.D.E LA 40 Mo F& 3940 ) 85 B ( eyclin
dependent kinase inhibitor, CKI) & CDK [#14f [1] i
TR, AHE Inkd FKHER Kip 8. Inkd Kk
RILpl6 . pl5. pl8. pl9 %5k fa, I A 45
ANl i FAT o AL, RF S v M 40 ) CDK 4
eyclinD1 Fl CDK6 eyclinD1 # B 3% 1. Kip 2Kk £
i p21 . p27 . p57 SO, IR OIAE N S A S
JERI S5t ATy e AL YE, C Bk R e 15 5
Gb, EERAAMEMIGEX, eI e
cyclirr CDK's Y4 LA 35 7E.

HErx G/ S i g R i B ik, Rb
A RLZ A SR, Rb 0 LA
— & cycline CDKs 554, 74 H D) BEREAT I 4%
1) CDK 54k ¥ (CDK activating kinase, CAK)
ACKI. XG4y il 41 £ 45 R 47 42, LL Rb
AN PO AR, KRBOR &R
T KW PDGF - EGF . 11-2 25 5 AN 52
gk f, Wl fE S A AR cyclin 3 K KA,
eyclins 5 AHMN. 1) CDKs &5 75 0 B 52 54 4) Rb 2
TT0EIRAL; BEIRILIY Rb Bl S JL45 & - i &
M, TERESXR T E2F 5%k DL R H S
C-Ab A%, WE M E2F Sk A NG a— 251 A
FERR P 50 3L S 8 7 X (W emye. bmyb .
ede2 « ANTRIE ST . TK M E2F-1 ZEPR 1 3 3)
TIX), {RREIXSEIE R Rk, X Se LD = (e ik
it G/ S W AL, AF 40 i R Y B R kAT
CKI i L4 eyclins CDKs #EEAEPE, 8 Rb fR$F
LBACIRE, LM Rb 5 E2F B E &
), BT T E2F %mtE. X —RiEEieh,
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pl6cyclinD1-CDK4/ 6 —Rb —E2F & 12 At Lk 5 W]
1.

eyclinD & J& I 8 1 2K 0% 1) H ke 0, 3L R B
EEEIX Y CDK4/6 4ify, 2436501 LXCXE 4t
J¥ (motif) 5 Rb 456, MIfiffA CDK4/ 6
IEW Y, {23k Rb M8 EE1k. cyclinD - 3 U )
i, IFHIERRIEZA KK F#E L cmye. K-Ras
FiE T, AR eyclinD & A K R R K7 88
cyelinDS = #: DI1. D2. D3, 74 [A) 40 g 26 7Y
LS EEARIA,  H R R AR 40 1 5 e
IVEAN/E R, KHESEIGUESE cyclinD 1 5508 R A= %
DIM G, 4 eyclinD1 28 )3 3l 1 i T 1 i1 & 1L 1,
Rb WAL LG IE # B )42 5L, Jd ik G1 BTk RS
P, T eyelinD1 B AE G1 WHIMEITE N4, £
KO Wb B ERT S BT EE,  UER cyclinD 76 G1/S
e FAT AR .

pl6 JE 5 R I Tnkd SR, A CDK4/6
FESAMEI S A, ErE R B AT S cyclinD1 [R]JE
] eyclin box &5k, Ik, Y eyelinD1 364+ CDK4/
6, MWHIICHEITYE. Pl BE AL T AN G (44 9p21,
¢DNA K 960 bp, 4l ()i 16 ku. Fang 251 %44
PoEA 3N pl6 BIVEDN S 40 R b, fi kil 2 Hh
i Rb mRNA FE ARk, A4 F s A
¥ K AT, X ATHRIE pRb 38 % o X
W E2F FIR ALt Pre¥e sk, BEMAMHI CDK4 3%
P, A E G/ S KRR, PedkiZ s
Z AP NKIR R &Y, Ak SE I A7 2 iR
A A

E2F S5 5 SR AR AL 1 1) 7 s i 4 1R -,
LA IES 5 i E2F A1 DP BE R K igm i, ZEml
FLEh A, CRM 6 S E2F 3L (E2F1~ 6)
A2 4~DP L] (DP1. 2). % DNA it
DRURD 40 i A= < 428 0 36 T Wl: emye . N-myce.
myb . i 7 A . A M Rk 5L EE ( DHFR) .
DNA B4 . Rb & cyclinA 25 3L K 1 3 3 7 b #8
LELE K28 S50 A, T K28 DU fig 3% Ak 3 SE 47 51
¥k, E2F/DP 54545 E2F DNA 564 s 45 6
HATRs 2k, E2F . DP . Rb X538 my JL45 & 1 45 5
M. WFFERIL E2F C il 70 A2 S FR iR 3L 7 41 A
WEE ST e X, IR ) — B 18 MR ILRR
RIEFFIR Rb 25 G20 FHER), KB Rb Al figs
E2F M) feX &5 & il st i sk hfig,  Bria it
FURIL Rb 5 E2F {7 sU800& X 454, Rb ik Rb
“ 8 SRR IR L WERE HDACT, )33 1 b
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AR ST, ML T B g, Mk
e 781 KB Rb/HDACT A2 40 A K A 40 1k,
)BTl X ATIRIE E2F K58 0 E2F6
AN Rb ZK 0% pRb o pl07 3% p130 45, X JEH 4%
SETWOEAER, R LAAHOE T Rb K51 75 X H %
Al B2F JE DR Sk K AN Th el ik
AJ UL, pl6 . cyclinD . CDK4 . pRb . E2F Z [H]JE ik
SLORH) BRI, R A G1/S Wik k.

4 REAINEFXT Rb BT

Rb 541 A Kb X 2 M E AR &
WEENte, NN ERAME S5 NESHE
YERIf St 4 40 i 2 D # 52w Rb Dhig, £
5 Rb 3E A 1 8 sk 4%, eyelir CDK 52 54 %) Rb
1) B M A o B DA e — e B IR AR AR
TGF-B 241 Mo A= K Ml K1, 1E M AME 5 52 mm
Rb MW B 16 ik F2. JH TGF-B 4b PR %% 40 i 7
JOSK-1 4 Mo, 4H Jforp 25k 21k Rb 22K, TGF-B
ERI T G edu, e oA feE N S 1, fxf 2k
S I AN B ) JE B AE . = TGF-B 44 pRb
TR IR A, 1l E2F AHEREIL, DNA AfiE
SR, SR G ) TGF-8B b2 HaCaT
M, fiti5 T E2F4 Rb & E2F4P107 5L,
IG5 G E2F £, I AIE] 75 E2F 45 & s Ak
R s 236010 4% B2F £ 5 SN p15 BE R 3
TN, fig 2 G TGF-8 Xt p15 1% S AEH,
F W E2F £ 545 TGF-B {40 v ke 25 sl /5 .

Xf Rb MG R SR, HLepfEa s
Rb 454, Al Rb il D) itk FHa kb, &
REIR) A BE #E ) EIA 2R . SV40 K T $L it
(Tag) & HPV E7 R H. XL pSGEHEABHTH
LXCXE&SHFFMEMRIUEF 51, 715 Rb « L1484
HAEM, ff E2F i, A SRS IR, R i
SEPRISE . SV40Tag T 5 A=K W46 4 E W1 Rb .
pS3 ZELh Ay, FT R 40 AR K I B, AN D) B 98
N4r 2 #) ) SV40Tag, 5 Rb K % W& &2 pRb.
pl07. pl130 # fiE &5 &, ffF M 2k &0 Pk
Berezuts 25 "L HPV E7 AL e, Rb -2
4%, 7% HPV E7 {8k & A EEXT Rb 1 B4 ff 15
H. HPV E7F A4, Rb FRAfInagE, X
ERH 2 «Rb 1482, XF pl107 A p130 W JG 52,
EIA F1 SV40Tag A fig 2 ¥t Rb (1 % fif, 42 <
HPV E75 pRb 1EH R 5 1.

Fas /& TNFR KWk, fE2faikit, 5
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Fasl. #H B 1 M, #i% 1L-18 ¥ {6 B§ ( 1L-18
converting enzyme, I[CE) FER B, KiE2 R
ADP-#% Bl 14 28 & B ( PARP), 5 EC40 i 94
(apoptosis) . H] Fas FUAALEE N A ML T 40 7
Jurkat 40, FEHCRb L8k, S1K Rb 8K,
BG4S DNA 4%, ICE FE& I BEHEIH . 405
WiiE CrmA & Bek2 fi 82 (1 7T ABHLIE Rb 9 25 4L
MIFERRAE, $275 Rb FEAR AT RERE Fas /3 402 03
(s LN P S

5 Rb5HE

Rb JEDR A A AR R 2, 3 S04 M oo 44
JERIR, If CAESE Rb Ay P8 i SE 8. 7€ RB
BT, Rb LR AR B 984, FHRD
K. AIRIE R RB A Rb 3L 330 7 CpG &
KA HEAR, T3 Rb SR RIS,

Pk B k4 MM s (B-CLL) 3 a4k
13q14. 3 A28 W B, LIX &4 Rb JER, X
229 il B-CLL B 43 BT B Rb 2% 56k 0 31%,
it 10% 1. At A (ALL)
Rb 551 B8 Yy 30% ~ 64%, Rb Ak K 45 ¥ 54
4 18%, 7F Phl BHYE ALL SN 27% . {5 S PkSE
PEE ML (AML) 1, Rb & A 8%l 19% ~
55%, LA Rb HEPIE5H) 58 o F, IR R Rb K&
WA A RS,

fEAE/N O PE RS (NSCLC) "R, fF7E Rb 2%
HELR M Rb R ARIAERZ, Rb BRAG HUGA R
st 50% LL I NSCLC 1 eyclinD1 £ [K]9™
Wit &Ik, Marchetti 251X 57 ] NSCLC 9
NIE 238 T Rb A eyelinD 3 5 RIER (5 &0k 15
W, R 18 B cyclinD §748, 25 4] cyclinD1
HRIA, cyclinD1 ¥ H L RIAME. 9 ] Rb &
k25, 9 il Rb mRNA A& #% 5%, #& 75 Rb Al
eyelinD VRH B A4 FH A b o7 4 g 28 6 G1/S %R, K
A kL. AIRIER Y NSCLC 7 Ut 5 Rb
W R IEFE UMK HAIr 254 VP-16 4k B
NSCLC Z5¥ MU bk Ma 12 i 258k Ma 31, fig
FAVEIM a 1240 0 Rb SR &0, X Ma 31 W e
HIPEHL. 5 Mea 12 400, Rb 4 T % B2 1R
A, Ma31 % Rb DRI BN F, H Ma 12 41
Jfs e G2 M et

Burns %5 SR 0 T 25 464 20 JBe 5 BE 4 i
J& pl6- CDK4pRb i 42 £ JE A I 228, B 12 41
pl6 ity e, 4 % CDK4 FEKIY 14, 8 4] Rb kX

S F 5L MR HER
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KA, PR AW K2 A 15
PR 5% . Fuego %"V R 9% 25 4 H40KF Rb S 1A
PN IR 5T RE A0 i 06T 4 I &R, 48 K 2 5 Rb* 4
HfE EAE G1JH, K 5 Rb L DX () R 4 o b A
THRBUEN, ADEAGEE R, XA #H)iE Rb 2
DAL 53 N I i 0 240 0 AR e il e A A, EANREDS
RNy o

6 & &

WFSTUE SE Rb Ak T 40 o J8 390 3 428 1) o 0 3R,
540 2 AN 43 Ak iR 42 b 4 A, %o 3L
PEIEARIOWE T N 4> AV 2 G BR BT, Rb 2
AT (1 748 Bl 2R 5 N 2 B R 1A R AR K R D),
SE— PRI IE N BEAE AT Rb kR 45 04 11
B, SRS Rb 845 40 0 i B2 75
PGB, AR Rb U5 40 i 8 300 1 s D B il LA
T 55 i & ARG R AR, B BT T g A K
SO0 ACHLER, I A J5 2 I i B SRl
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Recent Progress in the Correlation Between Tumor
Suppressor Gene Rb and Checkpoint Control in Cell
Cycle. FAN ZuSen, AO ShiZhou ( State Key
of  Molecular
Institute of Biochemistry, The Chinese Academy of
Shanghai 200031, China).

Rb correlates with tumorigenesis closely,

Laboratory Biology,  Shanghai
Sciences,
Abstract
and is an important tumor suppressor gene. Rb
protein forms a complicated feedback regulation
pathway combined with pl6, CDK4/6, cyclinDI to
control cell cycle. Rb is a central step in G1/S

checkpoint  control  to  determine cell cycle
progression. Rb protein acts as an interface of inter
action between nuclear and extracellular signals and is
controlled by many extracellular factors which control
cell growth and differentiation.
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