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Abstract

Morbidity and mortality of gastric cancer worldwide are high, seriously affecting human health.
The treatment effect and prognosis are the clinical common concern. And postoperative adjuvant
chemotherapy has become an important part of combination therapy for advanced gastric cancer.
With the understanding of tumor molecular biology and molecular mechanism of chemotherapy, it
is found that the occurrence and development of gastric cancer are the results of a variety of gene
expression disorder accumulation. Results show that by means of molecular biology in patients
with genetic testing, studying the related factors influencing the prognosis of gastric cancer has
important significance to improve the prognosis of patients with gastric cancer and improve the
survival rate.
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BRBAESNREENRRENETRGR R, MEMPRAIRBE, HIGT 8RN B R8I )
W T EAE BT CEBOvE R B RS aTe T M EBRA R Y. FEE MRS TEYEML
ITATHRIK T B, RABRNRESRRESHERNRZZIRRANER. ERRY: B TAEY
PN BENEFETRN, FARWBETERNARER, NREBRRENIE, RREFRA
AEEHE .

XiA
B, MEMXES, BEE

1. 518

B 7E ARG [l A A B AIPE T 8388 v, R K2 5 213, A R gt o 4t 5 ) 42%. RSt
FHELA 64 JINH BIEA0T:, FERAESERIEE 2 Ar[1]. B4R B R R R AR R, (5B
213 MATLER B E R, fERETHERTRLN 16/10 /7, i A@ERE, Hasr SCRME =
1 R 38 Y 1 ) . IR PR S G o) (o O R R B, OCRIUCR A F RV AREIE 4 A
R IEIT AR, 30%~40% 8 F RN G KA MR 2 R 875, 5 FEAEA7 R AUN 10%~40%, FIEFA
JE R BILTT O o It R ) B e 45 A BT I EE B2 ARG 43 [2] [3] BEE X R 7 1 AR 2 AL T o T AL
BT, R — Lo R o T AR E ISR ST BUSIE A G R, FRATRT AN ToK-F, did & A
T TTIERT B R AT A, 3E T R TR 5 2900 B BUB M BAHCHUPE I B AN, A P e
T 75 5, TR T T 3

R Z AR, BREAIRAESREEZMEFRFERIRRAMER. T &2 FmEER K
TS 2 R R A L R A 2, ELn ras. c-erbB-2. mdm2 FERYHE . LR EHE. QK5
PLEL R RS W] SR RS = W RS R R A BO B vE AL, SRR A MG S RS
RASEAMNEIER A . P53, pl6. APC S5 e 5k R 1) S AR B 2K A5 40 M 72 22 AR R ok 2345, {2
HESH PRI AR RO RE GE . ZHPREHER cyclinDL ANZH i J& A 22 40 e I CDK4 S840 i 5 AR G 70, DA
Bel-2 BP0 FIIRIA ML S 5 T BRI R AR RE.

T AR 5 g PR AH 55 B A F AU HAOS EE A AE P21, P27kipl. P53. Rb. nm23. PTEN. ERCCI1.
CyclinE. C-myc. Galectin-3. miR-221. MCM7. Runx3. survivin, VEGF. SKP2. Atk L6 2%,
Forh i A p21, p27. p53 Al Rb B\ e 240 e o S 1 428 (1 B B AR PR R R IR [4]-[6] . ARATI38 S B Y
KA KM G H VIR

2. BfES p21

2 L SR R R A A IR A A e R B L) Gy Ao A U R I 52 T 1 R ] R R . T T
PRI 2% 2 A A A 912K AT A R A 9 1 M P (cyclin-dependent kinase, CDK), 47 [a] Al 3R 3 224 4 il
JE AR (AR s B T A1 77 (cyclin-dependent kinase inhibitors, CKI). p21 25 A2 H i CLAN i B AT 32 ]
TGS VE R AN R AR R e, A A0 A T P A O REAE Y A AR Y, 2 CKI KR BB — .
WIR p21 KA, WREGMBFAMER. COK KA Y0 FIBBEE L5 5T, 524



=

S AR, FECEVEMIR IR . SCERIRIEL7], BEE BBt , p21 EEREHBAE BT, £
W] p21 FEPR IG5 Bk R A 5. p21 A5 i B AN SR M ARG R AS g R 8 A 20 A Rk /K B, TIAE
L300 8 e A0 i R 300 5 e AL A PR AR VR

3. BfS p27kipl

p27kipl 1 p2l [FAlJ& T — KWk, ERERKE L, e HEMFEIEME, PE7E N il 60 Nzt
FRIX N A 44% MY —35, 1EIT ¢ Rim#A — M AEZE R E S . H p27kipl i) N AR S 4544,
X5 p21 N[ p27Kipl A& i B AR SF EEE 2 7, 75 B S8 IR SR BRI A5 90% (1) [R5 14: o ¢ ¥ 153~169
(1) 17 N ILBRIN T A% AL 5

p27kipl [ fi E AR B 0 40 B R SR AT RO . p27kipd S 4 i B A s 3 EAE R AE GL/S
W, fEGHAE T G1 W p27Kipl K P i, R p27kipl 32 5 cyclinE-CDK2 454, #lifi] cDK2 &
W EE, 3R SRR AR GL A MgH M2 B AR KAS SR, ME S B R s 2
Fhig 2 A p27kipl #EPE, {35 cyclinE-CDK2 454142, CDK2 W& MM S EA2IRE, 4
HARERS IR Gl IR 0 21) S 30, 5 400k N S 1] DNA & Ritik 1) Bt i i p271kipl (7K - B 21 e A% £ [8] -
Z 590 RN T R B MR I (cycling . JE I MK B (CDKS) & U1 2 40 st ek i it 41
#% F1(CDKI), CDKI i#iZ 5 cyclin. CDK. cyclin-CDK & &¥\45&404] CDK fidtE, S3 Gl WifF
T, ARG TEAZINE], CDKJ 424 Ink4. Cip/Kip #i3, pavkipl 2 FWJ&E Cip/Kip 2%, fefE R TE#A 4
JEH, TR AN E B R A COK s, (HEZEAER T GI B, #0] cyclinE-CDK2 #1 cyclinD-CDK4
& GLIMME &Y, Ha4RAsEd GL .

p27kipl {E A2 E IR SRR R 7, oA e — B R R . (HOE, A3 5% p27kipl 72 2K
(RS AL I p2kipl ZERI G S8 5 EHEE AR a2 5 WIS . Rk p27kipl 5 s
5 AR 90 T SRR R KOS b AR p27kipl CALE LR g E], AR ER . B
FIEE . B e AL . 5w [9]. XU p27kipl HEE KR T FERTRRAERE 1R B K
A RS p27kipl 1E 20 IG5 AN T b ) U VR RE SRR p27Kipl SR LRI E I R R .

YT p27Kipl Hx AR FRIA 5 A0 R A O, B AMR 2 53 D8 FIFUAIE 70K p27kipl 2L FIE
e JHE BRIV T T 1) BB L DR R T R BRI R o B B R p27Kipl i AR AE 2 Fh MR R 5 RSN A
I R TR  AE KA S PR T2[10] 0 HO& 22 T DUIE I AN PR JL 1) 7 B i p27Kipd 78 iR 40 b )
Fak, DA R ol 152 240 A ) 104 S B AT B M T R A s A, T R 4R B & R (3 1
RS ()52 p27kipl FTEE, TARVAIT IR H . Park Z5[11)F] I ARR S AR IA p27kipl, FHUEEH
T it o 40 2R B BB R, E T LA SR A I p27kipl A e A S BUR A AE G1-S JWIREN, AR
U ITHE PN B NI AL B R A KA, RITMIEE p27Kipl (IR T A A R A T I — R
o Li FE[12]0F 70 R, Bl R4 COX22 1L #E AR JE LT FAL R 5, H 30 W 2 i 4 it & SR 41
SYifuiET:, FREA p27kipl B EKF R, HIEATE H COX2 £ MM e £ &7 Rl geiE it i
p27Kipl FE K ()R IE SR SE BT IR 1 F » B A2 p2T7Kipl 2 A BF RIS R S8 4y 7, B 2R A A
IR AT I p27kipd RGP, AL R A A FR ARG [13], B A R S A
PR 25 IE AT R S50

4. BES p53

p53 k[ 5 5 B A AR AR S DA oG, AR p53 EEFMIRIA S BRI A AT Wy
s B ARSI . Ak B4R p53 8 1 4RIA 5 i AN 2 IA 3R 2 S8 s S8 R IKRIE A — 2.



Sirak S5 [1415 H Se e HAR 73 357 9 B R TS S 405 pb3 ZEP W oG &, 45 AR 32%1) B e 20
ik p53 EEAMTERIE; p53 EAMMERIEEH AR R Z TS, RYIRAER p53 H AL RIEN
T 20 M S TR VR P IS et A IR IR AN EE RS . B 4L p53 R I FHMERIA R e B RBLIE
WAL, HEEE BN R RIE IR T

5. BEZ5RDb

R J [K 22 B IR 1 A2 8 1 25 - S FFL OB R e e Sy DKL () 4 FE T 40t 4 L A GO 3N S B, FHL I &4t i 4%
3%, 0] DNA A . 1§ Rb DhRg IS IR S SO A 0, 51 R 20 i 0 =l 4 ) P 3 B 5 SO R 1)
KAE[15].

Shariat Z£[16] p21. p27. p53 F1 Rb Will, A 31X VU E (76 40 Wr e 1 A= 2247 0 B B I R,
BB 35 Bh 0 W e () B2 R RUR 5 AR A7 2, A T AT e 263 IRV 2 R F0d A Bk T i it . JFHL
LRI p21 HEAERIE )5 p27. p53 Fl Rb Hx ARIAI R IEAG, p27 BHAKIA S p53 Al Rb FEHFRIA
RIEMZK, p53 BHFIELE R MAFRERIEMK. B2, ABFFIESK p21. p27. p53 fl Rb & HKIATE
VN BRI A REFIAEDSAT 8 E BEA D EVER, BCE RN PR S A 7E B S R RIE, TN
I AR FIWT B 9 0 A SR S BRI

6. BE5 nm23

nm23 FEHAL T AGetufk 17921, L4 —BERR % H BEE(NDPK) SE R s R AR A G A T 1
Gt g, WA, S SN IR, R A G T . A MR R R rh i
PEFI[L7] [18]. AW FLRM] nm23 & A RIE KT R 5 B e 0t e LB MR FE AR 5K

7. BE5 PTEN

IAERE TR R, B BRI P I 22 e 2k DR R 0E 5 Pa B DA (1) 2R o 38 10 5 Yt AR BRI 5K /) R
1 [R5 Bk 5% P FE K] (phosphatase and tensin homology deleted on chromosome ten PTEN) [19], X4 TEP1 %
KA MMACL 2K, 2124 N1E RIS —> B R R s I e i N, @ A TG fk 10923.3, 2K
200 kb, 7 9 MR T 8 ANNE T, i HT 403 MR EEIRIIEA B E E BT, PTEN 4fidh )8 H 5URA
KRR SRRV 1, A 40 i R A Je 5 5 S A R T, AR ARG B R A 1) ) B B, AMES
HIEFMMAEK K e, mHEAEMRE KA KRR EZEER.

PTEN s& 1997 4F th =AM 77N 2H 5 [ 21 R0 (1 e g 4 k) S R, PTEN BE 1R 1o T AR G4 4k 10923.3.
AR PTEN & RFARHE T BmRA . KR, Rl PTEN & E BIZA n 1 15 % A 1) sl
fatrz—; B iEaZh PTEN EAREK AR R T B IR, WEEERA
BEM. $&n PTEN EARRIES BEMHRAWREER IS HE R BHEREEKHE, PTEN
HHRIBHIPHMEZ G M PTEN 8 HRRIEEGG PR EN 2 BT HR R EAR, EHREEmEE: '
T K IEZE PTEN A RIS HMEZRC TR K IBEEE . Rk a8 Jon b /% 3%,
PTEN & ARIAMMHMER(E T EEEE . 485K, PTEN & ANIRIAN BB ERER N, MMELFEFE
E R A, 0] PTEN SR RKISE B IGHE. BiE. BRELEPES T(E#EH, PTEN &
EIARTIN, A ] BESAHI T B e R AR B A I TS PR e R

BENRER—NZHRE. 2B BRI, AP 53 2 P 3 DA 0 30 A0 L 8 1Y)
FiE o PTEN JER IS4 R AR 1 AN EAT BURE S M BRI PR (0 4 S I o A i 7 3% BH L AE 0 41 e
LB 7B A B S R A2 R I PTEN ZERIAAAE GG | RAR R H K1k [20]. KEHFFEY, PTEN



FIE S T 2 RS A S M RNR R R [21] . BRILHENT PTEN ik 5% 5 B ik R 2 2% ),
AR R T B e A R R VAN HE A o
8. B&5 ERCC1

B RV IE 228 X HAMER 1 (ERCCL)E A% H R VB 15 52 il #E S DNA e 52, Zid i
/2 51-DNA &S 2 R E%% . WF DNA B A GEE R e E, H S 3RS w5, 3l
FEC IR 1 R A o TS 2 DR e 40 P Sk G0 1) s 2 WL ) o R 9 R R PR o

ERCC1 3R BRI PIFR1E 5 28 X HAMER 1T 1984 4F H Westerveld K5 A\ =R 2H 5 N b [E £ B 5P §(CHO)
ST 0 P 58 1 2 UK I AR A (43-313) 5 s B I I, TEAZ IR V) BB S FR(NER) 2 8 (E A, & NER
@R HET S 34K [22] ERCCL 25 DNA 8GR BRI E], & NSE REHE IR —, DNA %
B EMRERRWMGE, HAEE FERIET NSE #12K 58 [23]. ERCCL EE - MiEMMIZ A, (HIE—L)h
TN IR T AT R, 2P TR FI[24]. ERCCL FE[RE A T Ay tafh 19913.2, K/NA
15kb, A 10 ML T, HILE 4 F5 T8 mRNA, {54 11 kb i RNA 4ifid i) 297 MR LR EA
i, A BAZFRYIRE S IIRE[25], ERCCL B[R 4mid i A i 5B E 8 &ML R, 11 ERCCL1,
XPF (DNA &5 ik = HANMER F)M ERCCAILFMA M — M EARE AW, B AR GEE IR 354
DNAS U FI ThRE, 1 H AT 5-3% R N VIBEE M0 RE, RE7E DNA B350 £ 5" b FF4545 DNA B
e, TS AL R 14 25 45 K R A O35 IR 2L 1) 52 1 [26] o [ IR 240 A 35 DR 2 905 3L 5 B x4 i ) 14
B ST N EA EOCEEME S, RERMBG AR LN RENEE, K ST, A
e S DB gl A 2 2 T A AR A

BB VIR R AE R A2 B0 I AH O A G R 2 AN 73 A DNA #3455, Nz DNA 185 B KRk
KT, ERSERBGAWTE LA AR, 580 SRR S R R S — RV FAER R o
FLIA[27], ERCCL HMKFIL 7 A Mgd A 22 38 o Rk o] #E ERCCL RIA MK w8 48 it Hh i EAT 1)
HEMEZBE S BFAG, X AT R R AR AR I FE R R 3R 2 —, AR 2% 25 IR (1) 3T 155 I T LAAE Ay 4 B
Ji9eE B A ) — AN I E RS 4 . AT AT BLIA Y ERCCL X T~ & MU X 2 T 2 201 DNA #5456 9
SRMEIER, HoT OB S E IR IR, FRE R AR R e s, I 40 B AR 35 IE LB 22 T e
AT DA AR AL, BRI 0 A 2

9. B#E5 CyclinE

CyclinE 1E M40 i i HHIE AR 1, 2400 GL BRIt S JARIPRIEE AN 7, HidRIAnT LR f#
4HMaE G1 #m S W, BUfE G2, M B I CyclinE &5 CDK2 JE A &4, % 1EH 40 fu sl A= ok
38U [28].

YA A E R REA, 9 TEL5x10° CyclinE ZK 27T 19912-q13, H 4 MME-FA1
3 MW E TR, mMRNA K 2.2 kb, 4t 395 M2 12 2 IK[29] . CyclinE 2 128-215 A2 L/ 9 PR~ Fr 1,
FrJE A F & (cyclin box) . ‘& 7& CyclinE R AEY) = IhRER LA, CyclinE AL A 18 1 &5 CDK2 JE AL
CyclinE-CDK2 1% 12 &1k H 40 JE . CyclinE A C MifefE — N E S HE MR (P). AEME). K
KXHBR(S). HARR(T)RIEFF, Rl PEST 741, 1ZFHIfEE AR EZ(ERM . CyclinE 741
i S0 v 2 R ) R A Gk, IEF SR CyclinE &% T G1 -Gl i, G1-S %2 A & Bk m g,
BE S4Bl S #, 78 S WINZ CyclinE 5 PEST 44 < K8 [ 4 AR 51z 22 I 26 gt i s 1 B
2| G2 #AkE NZE[30].

CyclinE fE N2 A 11 GL/S H A% #e ity IE 1 4% T AE MR I R B R E R EEAEH . e d i)



SRR RIBEA T, 2 GL IR EE Y, EEAE G MIARIE/ER]. H TS CyclinE 5 4 i J& 9]
WA 1| 456 )5, BERRALERY), BRIk T E2F, ff DNA a5 LU AT, 4t G1 IRt
S 1. CyclinE (#2352 A THRI L #2)F #EAT 1K), T CDK2 724220 i i 3 b 2546 338 HKSFAE, CyclinE
HAEAE G1 BEIAN S LGS, (2 fd COK2 YRt B A KRS YE M (2Bt 1 G1 3 S S e, 7857
fHOLT, CyclinE i Joit IR ERIE, A4 TR N I, T RIE KPR . e fEEA
0 S b KRR CDK2, A ERIBERRAL, 3 T AR 4 I A 57 W BB R [31] [32]. Mussman S [32]HF 7t
KW, CyclinE ik v 4% G131, SLEP AR, TIALNR, BERARERROME, Wik
it IR PRI TR 1K o

10. B#E5 C-myc

C-myc H:[F Kk JE Th% 8 A R R R, Ok BB =) C-myc S EEVF 2 Mg P A R &R
1K[33], TEAHARE AR AR AR KA SRR RS e P RO AR R AR R IR
Tk 5B A FH [34] [35].

C-myc & — Mgyt e, I (R g B ) B R DR (0 e s R AEAE L o C-myc 8 2k DR i SR (i gk
FILHEIE AT CDC25A. Ji A 2 Mt 25 (A B (CDKA4) . 41 JE 385 M (cyclins D2, E, A)Z541 i i 114
KL, C-myc XX oKL R 8 15 v] LAIE E 40 3 i SO A . H TR E T 7T 7R C-myc J5 ik [
EOEMMBEIAN GL WlRE A A EEMIEM, HEORBES EIAREE —MRIKE, 4400
ZEE 2RSS PSS HRES . 0k GO MAREAN GL A, Bhi, C-myc FIFRIEKTFIRGET 5.

11. B 5 Galectin-3

Galectin-3 H A {EIEH AHNUA 2 MR H LA b 2RIk, RoKbamssaEaz —[36]. HNIE
ot Fe ], Galectin-3 8 I 3RIA 5 B RE I 0 URR L e A2 1 BE 3 UIAH DR [37] . 7> 2235 WE 7T & Bl Galectin-3
WAL BB RILR Sy, £ B RILEsR, IF HEE R, RIEZEH S, £
A EEH R pRIB R Gt 22 22 5 [38], fEAR b B e h Rk ik, EH M SR B At
Ttk R I H AR IL R . WISl E N E 8 RT-PCR JHiAR A I Galectin-3 &% FI7E B R K
My PR RS AL A R A5 FE A I T 0 RIE 5 IR H B R S E R

12. BE5S miR-221

MiR-221 Jj2—J K/ 22 ML IR I ARG 73+, AT L 50 HE ] mRNA BRSO s 56, Hil
ZHE A WA REE 1% mRNA AR, IS5 3 I A 12 [39]. MiR-221 72 MR IR AR Ik
FEEEH. CHMFARERN, EMRHELR R ZERRIL, TEHL A BRI R R PR 2
fEH[40]. Zhang Z5[41]#0E, ERH miR-221 75 B i@ A 4ih ik &3t hn s T I0E 5 IE W A4, 758
i A R Je R R HE EE L AR A

13. BE5S MCM7

NGO AR 4R 55 1 7 (minichromosome maintenance protein 7, MCM7) /&34 & B H)—Fi{F & DNA
TR VDR E 20 B 5 R A IR P R IS A B S . MCMT7 BN A2 DNA il I 8 e A4 B b 23 1) —
¥, FRTHER— A S A e 1) — MR e bR A [42]

AWFER, MCMT7 ZEARZ0n JE SR IE 2 K B Rk B & T IR BRI, /£ B RAL &
KR E S TARGON AR A A . AR, TEIEW B REAVMER GO 3R A AR (1 2H 24, MCMT (1)
FAR AT AR B R, (R AR IR B R LI B35 TR0 AR 8 24 H MCM7 [ RIA BE 70 AT,



IMAEAR AR S ARG A ] h . MCM7 A% 2 B T AR ML AR AR g X3k, HL rpokE S I 1) 11 B R 0
AL A5 B H LT PR PERIE N B 7R A, AR GO, S MCM7 {E 41+ DNA
HHEARZ, PLERR MCM7 768 ) & B it I EA

14. B¥E5 Runx3

Runx3 #: [ (runt-related transcription factor3 gene)/& —AN#T AL RN, E LM 41 A= K 3 o
Runx3 & [ 32 EEAE 1E 15 R0 5 40 A S b R 4 i A% B i i R R0k [43] . W R BH[44], Runx3 ZE DA B
/NBRIFT B RS R A X TGR2B 55 A0 BRI T2 7 AR H TR, #2278 Runx3 FRIBERJ, {3 B FEE H
AR IR T SZ B, T 51 B R A

BRI, MIEH BSR4 K B4, Runx3 Rk R E K. #78 Runx3 ZEH £
EER, FTRETE BB R R BRI EEER . BRI BT Runx3 (RIS IR IR TR . ik
ELEEE6Rs . MR DI . Gao Z5[45]HF 7L thig/R Runx3 HIZRIEFAREE A AT RES 5 B ik —
WK .

15. B 5 Survivin

Survivin JERZFTNEIA T IAP ZORMIA G, B AT T4 2RISR T O E D fE, 52— Fb
HABAAEME R MREAREY . Survivin 324 KDL RE S s KR T 7, H R B R0 ) e 20 i
JHTD, (R MR g T . AW B LT Survivin A BHMERIA RS IR BB R E T, R
W Survivin HA7E B REH A Pk VRIS, W B R [46] S AT FU 45 R BoR B T e A ) S e A A
FLRZ 2, Survivin JER1E B g 412U K B R 5P B A2 5 B0 2 o (0 S RO R BE AR 17 8 AR I
MM, ATIPEL 7 A RN iR Ae, (e A K. BLEWFEIR Survivin Rk ]
REfE B AR AN E ERRZ —.

16. B#5 VEGF

M58 P9 Rz AR K R 7 (VEGF) A& B B B R I AR S 5 R HLERIA 5 B I AR Tiigd i 28 1 A T Ak
ARG WA, i 7T VEGF FIGER L AE B A K . R 22 R RS (4 Fl B IR R
B Y. VEGF-D fitilidiFs Gk A A iR 7 %24k VEGFR-3(F1t-4)%ik, 76 B hif Sk Ak, it
iR bk E B e o o R I RTRR T A b, BRI SE B M TR R S R 1R 2R . R R R

SRR A KR R A T I AR B I PN B2 AR K TR (VEGF) A2 i B B ML AR B S IR 7. 3
FIL5 BRI AR IR AR T AN a5 5 R A WA e, BRI 9t VEGF % A 7 B e A=
K. REMERF/ERBA EZEIGKR L. VEGF FKEH I VEGF-C J&—Fik 5 M bk A A4 il A 1
1E Bk B R EEA/EH . VEGF-D 4515 VEGF-C 2818l, 5 VEGF-C —FEfgilid 175 Sk L4
AR %24k VEGFR-3 (F1t-4)Kik, & B sSFWEE AR, SIRMEHREL##[47]. Ishikawa &5
(48] T, FHIE i VEGF-D [3iA 5 R IR B . 4H 328000 | REMZ IR ROk R 45 3 RS AR G
Deng Z:[49] & I VEGF-D & B R ARG A J5 FF 455 (3T s e IR R M R0 5 B3 AR s ToR AR A7 I 2 3%
FHOG, WIS B AR YA A S5 I R R T 8 2%

17. BE5 SKP2

Skp2 M EZDEEEAE N SCF A MR IR A, R5 52 M RO B R AL RPN T iz AP
H AT & & B2 40 W1 8§+, 40 E2F, CyclinD1, CyclinE, CyclinA, CyclinB, CDC25B, p21.
p27, p53, p130 # iz & & A B AR 12 1 JEYI[50]. SCF Skp2 & &Wrif it/ F#EE 1 cyclin, cDKs 2572



FAL R, B RTINS L p27kipl B . Skp2 7E p27kipl [ R & 1E B EAE
Carrano £5[51]9\ N Skp2 s&iZ A3 p27 FEMRFT L 1, 1A 402 F 7RI, SCF 2 &1t Skp2
1) F-box $¢ 57 R A4 & Cyclin-CDK2 414, Ja# 1l p27kipl MR AL 187 {7 73 IR R 1L, BEIRILIT
p27kipl 5 Skp2 f¥] LRR S5 #3as &bz R4k, dEmivkiz R B AR A M, fEayEgmphidEx
) Skp2 A GL #HEEN S A, FEiXEediffurh p27 /K TR, p27 (TIS7TA)ZRAR 1 L4,
P27 ABE ML IR AL A0 A, DRI TT 400 sk 40 3k N S BA[52]. 6B Skp2 i@id T p27 HIBEARAE GL/S HikEAs b
RAFFHENE . Skp2 BT LLIEEEIEIR S p21, pl30 S48 ) 7P 8 5 2 0t e AT A, A 200 B I
It GL/S e, ik 4 M Mg o

Skp2 7E IF 5 40 M 4 58 R 5 Hh S AR, Skp2 3@ A 3Rz RAGREME, S5 400 A 0 PR 4%
TN MR T 2 DR DG, B 5 22 ol L J 30 U 4% TR 7 5 DU AR DRIt 2 5 S A%

18. BES AEHEHKER L6 (RPLS)

NIZFEAREL 1 L6 (RPLE)HEEPH 2 T 12 5 Je ik, 2 X 4 7 1 WA, 2K 4K 989 bp, 7 ¥ 1 33kD,
%t 288 NEILEE, B 6 NS T 6 MMNE T RPL6 7 T A% Mk 508 19 K Herdr, 247 T2 FEFE-tRNA
SEANI, BRBHEE R R OIX, 50510 23sRNA B& 445G, WK RS A 5 e .
EHEATIERR, vRAAESE S RIMOZIEE S A8 BAE RS G A0 . i N-3 5 2 E U 88 5
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