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Mdm2. P21 &4 & ik YL B AR ] B A % 34T HCV #
SEGFRE P53, Mdm2. P21 Wk A AR A B &L

Frik: MEHCV AR £, AR 23 s, R
B %08 20340 %F EnVision $4M HCV B0 IF £ | AR
R P SE G, RE P53, Mdm2, P21 ¢ ki,
RGFF R RERIE R SR R 8 £ &

R BoEka., £E P53, Mdm2, P21 sy fakt & ik
FERETEBET, BECEOMEAANAR T RS
P53, Mdm2. P21*" fabF 5514 87%. 91.3%. 13.0%;
V9 21 18] 49 Kruskal—Wallis #% P = 0.000, 23 A BHFHE
S, & a5 P53, P21Y [ 69 Mann—Whitney U #&Fe
¥ le PAESF A 004, 0.000HCV—c& &5 R E P53, Mdm2,
P21 PSR B B ] AR &M Pearson 38 PAE 4514 0.011.
0.067, 0.2, #EZH r, 5 FH0.71, 0.493, 0.45.

i HCV B & G Tt st P53 24, R 818 e 8t
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PR (HC V) v 5l ARG # RIBMEA 22 AR EE
1 eSS — Le R, WO HOV I B A LU &,
SEBMERT 4, AUE R HOV IS O S BUT 40
Fe (HCC) Ry BRI . R Y HOV BB il . AT
HRT, BRALmALRT e E HCV RNA; B4 HCY
BPILREE R A & R G EIE. R E SV, ANEH R
HOV A S RW BRI 2 B NG AE R, ZORA
KR AT RE EEAER, e 54 RE A0
HAEH . B2THRRGESES. SUBMERMQE. 0%
F%t P53/P2 1 FTER, B AN ZOE A R
A P53 MIB KR, WP MRIEEY, MEM
B NN 0B JIHIE 4 P53 S, FiEP21-t

(223 0, B IRATEE T HOV B0 3E [ 232 BA Pk I BF 46
JHRE AL A R i B, ad I S s A AL Ty R R 0 R
H. P53, Mdum2 FiP21"*" FEMRIA, HWITHCV L
FEHE P53, Mdm2 A1 P21™" RIEZ AKX RRLEX, H
HRHCY SEUSTER 4 H 40 MR A RO AR 1 53 L
AL IR R BE

1 MRFSE

1.1 A4 W 1998-2003 P 5T B B 4h B i #5496 HCV BH 1
A M F AR DB s & R AR s 23 491 (19 #1455 I
W, 4 GIBHRR) , HTE 18 4, &b #l, Fi
25-65 & CEHERD A7, 22411. 67 % ), il AL
10 g/L HEE[EE . WK, WHAWEE. IOV Z0EH
PuiA B £ E A TR/ MRS P53, Mdn2 fifk
W H Santa Crus A#HE AN P21 HUE BEFH A
&l EnVision™ S g4k &0 B v 2 5L K A H .

1.0 Fk WEMAZS un ELYF, 60CHR, 4
SIMCH B RN S AL e . S A AL e 5 SR A
(EnVision™), #OEAVEM 1 150 #E, P53 H
P21 = HUR A L 1 100 M ke. ARSI : I A s 2
7K, PBS ¥eis; HIREWIL30 min, PBS ¥&¥:30 g/L
HEAEE A 30 min DUKTEREED EADEE, PBS
B ARG AT IR G M AT S B B R, HARWHL,
PBS ¥; 2E MG+ A 15 wmin, BEFREBEMAEM—$4°C
AR NIKFEEUE 37T CEIR30 min, FBERKMEEH
i, PBS B AP RaH R —H (EnVision™),
3T CIEIR MM 50 min; fODAB Tff, 7FEMEMER L
B ARABEMEE, BAKEHEER, b P it
WA P A et i A 20 BH 1 R I8 A U
Shy Bt FRE ;T P AR R0 3R T O BA M X B A PBS AR
B —PifE N = A .

1.2.1 Fakp) wy HCV ELEE. P53 Mdn2 FI P21 [
M RETEER. BB L, BORABLTRESE
ik ERENI S 5 R IET (x400) , #iT¥ xR
T JUMT SE B A< 5% K 04, 6-25% K 1 4%,
26-50% 24y, 51-75% K3 4%, >75 K4 4r; FHEEGRSE
BER LG, BREN2 T, HEEA3 0. B REE
REREGRE —H T AHTE: 0 AP (=), 149K
BIRHME (), 5-8 4 A EERHME (++), 9-12 43 AERH M
(+++) . RASPSS 10. 0 BTG T 224022, PYLH[R]
KAZHEFLRE R Kruskal -Wallis FRAKGS, —4iM)
KA ZHFEL TR Mann-¥hitney UFKFIEE, HCV
LEHLS P53, Mdn2, P21 & HRIARIPIAH LA
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[H 7 RXC & x* fr %, Ll Pearson FRARAHC RECKHH
HRAM 1,

2 45

A B HCV B 0 R A A 2 RIA, XN R
WAL A, AR ARSI R, FE
SAVPE AN B A R LRI R A B AR RN 0 R
[ P53, Mdm2 FI P21 [y BHPE R 0E B A7 T4 g iz
(F 1-4). P53, Mdm2 PJFHMERIEZR 735K 87% (20/23)
91.3%(22/23), 1 P21 MBHMEZR KA 13% (3/23), VYL
[ PR s R 22 e k) Kruskal-Wallis #RFOKGEE H = 44. 08,
P = 0.000, HEEFEERHCVIZLEARLS P53, P21v
P4 IR Mann—Whitney BRANE % PE 50 P = 0. 041,
P = 0.000(F 1);HCVZLEA S P53, Mdn2 1 P217=f
BRI 58 AR OGP Pearson R 38 x* 430 4 16. 51, 8. 79,
5.95, P HIR0.011, 0.067, 0.2, fMERH 1,
S 0.71, 0,493, 0.45 (FF2-4).
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B2 BOWECMEEHATEIER P53 Rk, EnVision k.

B3 BOEGMEREFEL S Mdm2 Rk, EnVision K.

B4 P21 " FEAFE L IEERE B A CEYZRIK(X200), EnVision A,

£ 1 HCV-core, P53, Mdm2. P21 BEEEMADIIRIE

[BitszE
group n poME=R
- + ++ +4++ (%)
HCV-C 23 0 10 8 5 100
P53 23 3 12 7 1 87.0
Mdm?2 23 2 17 4 0 91.3
P21 23 20 2 1 0 13.0
DUEF B H = 44.08, P = 0.000; HCV-C vs P53, Mdm2, P21"
B¢ =1785, 141.0, 24, P = 0.041, 0.002, 0.000.
=2 HCV #ZINEBF P53 FRiEAIME XM
P53 "R
HCV core /IR n
- + ++ ++4+
+ 3 6 1 0 10
++ 0 6 2 0 8
e+ 0 0 4 1 5
n 3 12 7 1 23
x?=16.51, r,= 0.7, P=0.011.
3 HCVRZINEBF Mdm2 FRIXEVAER M
Mdm2 IR
HCV &) =8
EBXREK - + ++
+ 1 9 0 10
++ 1 6 1 8
+++ 0 2 3 5
= 2 17 4 23
X?=8.79, r,= 0.493, P= 0.067.
4 HCVZWEBF P21 FRIXHIMER M
P21waf1 %/EK
HCV #Z)lh n
EBXREK - + ++
+ 10 0 0 10
++ 7 1 0 8
+++ 3 1 1
= 20 2 1 23

X?=5.95, r,= -0.45, P=0.2.
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HOV & S ECE MR, SIS 2 . B &N G2
HCV 5IEM E BRI —) « IFRELRiTE, EFr2H
FEEFEAREMEBERE. £ HCV EATIZ0E
HRAMGESESRENES “HHRE7 ROoEA
HHENAE S BERIAL N . e & DNA S5 X1
7, R—MELRFETHRMNES ZOEARSFE
MR FIEM, RIBMBIE, ¥E, FEMRAKE
ERA M Fe4k ; P53 /P2 1" BG4l A, A, 2
Fa bR R AN EREGSER, YELEAS
P53/P21" " @B Z MM K R A AL, TN
TR E FANE PE3 OB P2 1% TR E L, A AN
HEEMEHE PSS HRARIL, LiAP21 EAKERIES.
ARSI FTISCAE B [ HOV A% B 1 PR A 20K 05 491 48 3 2212
L EERIBE . S EHEL. B, JER
RO AHE AR AT A0 MR 38 A=, SREAHCV [ #f ] 51618 4% AT
MR AT M. WA, MOEASREPS 3.
Mdm2, P217"" ix L 40 i P55~ (1) 5¢ 5 ] e 2

PRAMSEIG R, HCV L EE T P63 Bl TG,
i P53 B E M KA R HIE P21 Hah T, AFH
HlmAET:, RAgmpEKDY ko EA R T SE
P53 BN, SERA PSS EAMNKIE, RMEMNE
IR RE— PR ). BRI LB K HOV L
TE P53 EAMMIE, HERMWEREKH, KEPLI
5ZO0EANFRIEET 5 P53 MZOE AR HE
FHEMER® P = 0.011, HEEEEX, MNGit¥
YT B RRIE R RE. BTLL, RAEPS3 MIRIE S
DEAGFEE —MLARMECR. O &EBRA T et
P53 54, R AHIEAS (K P53 BE BT 40 M 1 7k AR 4k
AV & 4. P53 5338 5 3 ANHLAHI e 12t 40 o AF AN g
R4 (1) BT 4 P53 ThRE £ 2K (LOF) ; (2) P3G 2 2N
(DNE) ; (3) 3R EPEIHAE (GOF) . 58748 P53 AN H % B A AU
IhRE, 3 P53 AEg DNA 445 ks, £
B LA HARKEDI P21+, Bax. Bel-2 B FAREEGE,
FERTXMMBMTETAER, 52T X 40 i A K 0 F
. 58 P53 B ATE, A5 B Mdo2 & R,
Hize BTy, M Ps3 iE NREREE
WS ERREIETIRE, B P4 P53 5 DNA K
g T A ET A P53 %o 4 A K AN Brbga iy bl 2 sy, IR
U, BDAELN M A B A PR3 HIAEAE, X RIS E 2% (DNE)
2 A P53 Sk /EH . 5248 P53 FR1G M ThRE 2 51
R T S5E A P3 MR MITNRE, fhRRBOE ARET A P53 H
I B B FEREL R, 0 VEGF. PCNA. Bel-2. c—myc %)
T R A K. b, B R e

Mdm2 (murine double minute 2 RFEF=4y, I
AL F 12 13- 14) #F Ok R AR B, BB 4 P53 1Y
FesE HE RS MRS T EEMAEA. W50 8 Mdn2 5
FZES EEMER, RHTEPSS ZRMMBEM, Bik
Wi B S EARETE S MRRE L ERA R (JE

M), BFAEPS3 iAW REEE ARIRIR, #15
P53 iR EIIR 4. BF4E P53 HR H & mdn2 J& K AU K E0E
7, Mdn2 BEEPRE RS RS T4 P63 EEL G, K
# L3 EEMThAEE, FPo3 MBI ZREZE L, Ndu2 5
P53 &5 4 f5 L RE 3 1A P53 HURE TG HE D Mdn2 4 H M %
5], Mdn2 5 P53 4546 /55| SHF A P53 A%, 7EML)R
HRIE RV R 26S BAMIAMRMEEPS3 B,
fF P53 R ACPRA, TREFYN M E WG 4. AL A
Mdm2 (IFAPER IS Bk 91. 3%, XA EFIAM S B S
BAE 4R BF AR P53 5 [ 14 3Rt B R 5 % 40 M ) 45
WL EZAMWET/ER. 5245 P53 fiMdu2 FEEFEEAJLT
R RR T ST A0 M3 A 0], 1R ] BB A SE G WL 82 FI 1
S ARFR I A i AR B I AR P B R

P217 LA F P53 EERM T iF, 72 P53 I H Inkk
I, FZ{55, WDNAHifh. &4, SEEn % P53
HgRIE, PR3 EAEME RABE P21 BT, 5k
P21 TR [ R34, P2 17" £ P53 415 (0 40 M )5 342 1k
AR REEEENER, hEdES5AMES -CDKs B
E4 (845 CyclinA-CDK2, CyclinE-CDK2. CyclinD-
CDK4. CyclinD-CDK2), #HIEEAwEHERRIEANMIN G1
BIBEN S 1. P21 BB 745 P53 ML &A1k, EEWE
BT, EEARKE PSS W EEORMERE P2 1 [KIL, A
FH Cyclin-CDK BEE Y RIEBE R B2, FRLA
ML ARG Z P21 (3R, FREA P21 [ /b F ik 5k
TEY L RO R R AR R EEAE A BRAGRE R, £
HOV R ROAT 46 FliAE. AFREALA P21 R IAH KT
TR, B UERA M R IR G R /RIS AT 28 . R4 B AL,
Al —w iEH . IATE HOV G421 HCV B
HAZLEAX P21 L BAENIERWE?

B ML T RE DR P21 [ T I BB . AT 14N TE
P21% " ik T EE S B A P53 A BUE M AESRAE P53
MIVE R BRE, T HCV Y (4 47 rp 200 R (3 T 30046 P53 B
ER R H, EARTF P P21 [FRIE
Bk, MR RBA PSS HMNHIE Rk A P53 SR, AREE
WRIE P21 EEAEIE. K, WROIRFE S —
FRIRZE R P2 17 (U 3RIE. G ANIRIE, 4 P53 Btk
foan it e S P21 [URIARD, WHHIEH — BT
P53 MIEIE TS F P21 FRIA. ASLE HOV 2.0 5 B FH
ML P21 RikBR, HOVZOEAS P21 RIAMAH
Kk PEANO0.2, MIZOEAS P21 FRIENEEL
MR, WHAHEREMHE NEP2LIT RIE, B—
ERRATRER HOV RO EE S, B OELR —RiE
MR RS T, RS2 mmpEaRERERS. 0
A HRIE Y HOV .08 [ A ] P2 17 J5 3 T 13 M
fKP21""uRNA MIEEF R G RR. AL P21 &EH
3SHIEMHMRIS, EREERSHAMETEL PSS R
KA, bR Smad A Sp L BEE R A KT (TGER)
PG P21t gl HHLHI AN .

B2, HCVZLEERATREMEH P53 I5EAE,
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