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Abstract

Cervical cancer is the female genital tract malignant tumor, the serious influence and harm to the
physical and mental health of women. This paper applied immunohistochemical technique to study
of p53 and CK-7 markers expression in cervical cancer and its relationship with clinical patholog-
ical characteristics and prognosis, and summarized it, and analyzed the relationships in the oc-
currence and development of cervical cancer, to explore the mechanism of cervical cancer.
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1. 518§

B 3% (cervical cancer, CC) A tH 73t Rl P 52 1 40 2 e o L IR Pk A BT i id 2 — . HLURO R FNBET - 3%
BEERA. SEENRE. REZZMERILFRZENEMUEE, AW S HPV WEiRFaLEG. 3
FEIE . ZAEREB . WIRISERS . FIRMEAT AR AT R 2 S N R, IR HR-HPV ##4:
PRI B 3 1 = fE N R[] BIE AL, B R RS R TR A s ks 58
SR 2 W AN TG S I RIIE 7 B3R 1o S 24Uk 22 B0 B2 VP 22 8P i A R e R D (R B, TR RS
fiE R AR R I DR B2 . p53 A ANUAIE IR —, EEIUEHLhRE B, HxHEEm
WEH — 2RI . A0 A 7 (cytokeratin 7, CKIWE NI T AR AL —, 7E6E - HRRAS Rab £
1ko Ak pb3 Al CK-7 ARicIFE & 30 (R i dt e dH AT 4538, AE IUE 2 W A mE et 2% .

2. p53 EH
2.1. p53 &S5 IhEE

£ 1979 4, 54K H [ H IKAE SVAO AL AL AR A DI 2] SVAO T IS S e e & 8L, Ja K 8
FRar 48 p53, I Hoy TR AERT 7T ip o B BT ST IR o TR AR 1 o B L R PR i 28 AN B AT 5%
(0 Joh 988 DU SR B A D AR S A B, P AR IR A R S TR [2] . p53 EEPIAL TN 17 SR A SEE L
(17P13.1), WHREFAERIANRAN 2 FhIEFIAY, BFA R p53 PHIEANMI A A KA 2, R 32 B 2 L )
HETE R E AR . AR p53 MR SRR, Bl T DNA SRR HIEAR, ANRESE Ons iR
I EF B R ZE T HURIETER]. 1E NI T, p53 KIGMRAZH K AAEH 0 DNA 45k, 323
IR S HEEE R () pS3DNA 255 7 A1 45 5 (R RE SR I T L3RIk, T AR HAIR D RE . il e s %
XEESEA, p53 fEVFE EE WA E R AE RN, ORI T AR . 3. DNA
BE. KA ERIET . X EHA BI T p53 LR I I .

2.2. p53 EETETFHRIESTG

p53 J& NFEMERRAE T H AT i 2 AR R 2 —, O T SRR SE 2 5 I RREE IR 2 D) AE 56
(A SE R . AR TERWI[4], p53 FERALT 72 A7 A& ArglArg 441 1/ MAST HPV A5 IR AE ¥ 5 8t
7 e RARFER AR R po3 R A R A EAK IR, R H AR E AR E, HEMR T
IR . p53 EAMM RS 2R AIUBER R E . KBAEERAG . p53 M4l 41k 2 e o Ok ]
1 p53 FRADRAHH FI B ARRIE[5], HH. p53 AL RIRIA M BE J1 2 S PR M v BT 75 10, p53
BE IR 22 B A A 0 2 e 1 A T 30 AR AL R ) — /B E I SR R 2R . I 2 4155 [6]9F FLIIE S p5S3 B R IA
2B S IR A0 e 4.(56.1000) = T B IR E R ARG B R IR AR (LSIL)ZH . (14.20%). = 3R b5
259)_E 2 PR AR(HSIL 4H): (40.00%). 1E 7 B 24H(5.00%), BEREAS SRR (3 v s Th s, mI %
S E IR ANAE . LSIL 5 HSIL. IEW S, FIH%E[7)0 7% HPV16/18 B p53 & (A1 IEH 530
2, CINIZHZ, CINN~IT ZHZURN s 3500 2 2 rp (1) BH MRk iR P IR T v, B8 S 34 41 < CINI H4H <
CINI~IIHE < EHUmAL, ZRBFEGE (P < 0.01). #&/x ps3 FHRIA S BRI KA K E
ZEYIMC, WHERNTFEIURE W EEREY), RN E IS, CIN 2W Gy 7 ZIH et s%.
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XL TN AE B B o G- HOR MR AR C R A, T — MR R AR . AR, AR KT pb3 AT AL
T 5 000 TS AR S T, Lee YC S5[8 ik it s R i b 57 Jeg (1) JB B WF 5T R I, p53 i B 1 A e I BE
PEAEAE S IR EEFEAT 41 M B 0 AL A7 BRI A A7 B A — e R, 372 5 ddie A et JR A A7
FEFE AR S 1 A A7 26 0 B BT IR R 1 o B AR S5 [918IF 78 R IRAE B 250 4 44 rh p53 EH . Ki67 FHER
iKF K 45.00%F1 74.00%, BT IEHEHAAREP < 0.05), AN p53. Ki67 (I MERIE S &= i 15 &
HIER A RERE RS, FEn A E S A SUB R AR R, IREImRIZ W, JF Bxd
BIUE SRR RIS IEH . P53 RIESEIE T REENEAE —EREAR, MNSRIHEREWEE &R
JERIEANIRT, BT EEIGRSW, NERIGTTAER FI%ME.

3. CK-7
3.1. CK-7 W& 5Ihkk

UM B (CKWE A — MR &, R EERNS T2, RA—FRAEARET 2 RE
AR A EA) SR T BRSNS, &L RMRE RS —, YR L4 sha & g5 58
BMEER . thobE BB E AL R S AR, MR SRS RE R A B0, fEEEpE
# CK RIEFIMAZ[10]. EMFRESEMMAEH IR, A&, B, FTBEANSRE. 7 1EF 90 R 4 %A
G, CK HIRIEACE RN : MR HREBEERIERD TR, HRMAEA S B B T )
AN B BRI R VB A AT A S A 7 SRR AT Y Ak 12913.13 1) KRT7 K 4 R,
NAREMEARE 5, JBT M RN N AU TR E AR .. CKT il I R1E S, H
FETZRIET Z MR R B RIA, 0 BT R 2k, (HAESRRAN e b (o B s . 8
i) S G R SR IA

3.2.CK-7 EETRPNRILEEMR

CK7 ZHRIAAE b R g vh, B T 76 5 i 3k SR PE, HALEA M BRIR 40N CKT RixZ 2 W
PE, PRt CK7 Bl N AE2E SL(SCI AL Sa e A bR [11] [12], A IEHEFRET SCI A Mgn a2
HR-HPV J& G2 [R5 R 5 2 R A IR AR A p . I H DR FEIAA CKT 3RIA [ TG R SCAE % P g v 77
TEZER, HETHAE R CKT BHPEZ TS o] DUME ARV B 200 TS A 35 . DRI A 52 B8Rk 22 [ P9 4b
LRIVEM. WREE[L3W AR CK7 AP AR EIR, CKT fEXT IR, LSIL 4R HSIL 2+ (1 fH
PEFRILZ 3 )52 10.39%. 31.52%. 67.37%, ] W.BEAE EHRAL M E, HEIEFFEH &, WEN
B EPR HE— S HE R R RR BV . Hojung Lee Z5[14]%F 30 9 @0k 41 i & vh BF 70 & B CK7 ¥ LA IA, BH
PR 1L 20 14](67%), 1123 10 1511(33%) . CK7 it v tR 4% 1 I, T 13 151l (43%) 11 19 451l (63%) - 7E $L L ) SCC(13
%1, 43%), CK7 ettt 8 1(62%), BATES fil. 45 %7~ CK7 7Ef4A CIN3 41 20/30 (66%) SC 11y
EMMRE. £Y CKT WRe 5B IMEEHIA R, AT HR-HPV BEGL4H M (¥ 7 5 Hl AU AL .
CK7 Tl g/ HPV EYLFI CIN3 B BNAR £, JF N S HURERIE CKT WA RERE, AR
RN AT RETH IR SRR SR B AR o SKZR S [AS]/E XS FEPIWT UG AN R B BUSC: Ry v, AR Es SRk
B CK7 BHH: (1) 232 7] g A2 100 5 3 S8 1) — AN U IR R o (H 2 78 Mariko Hashiguchi Z5£[16]8F 51 H % B,
CK7 ¥y 512 Bl & & e 1) SR W 7 vp R I, CKT 28 W BH P Rk 5 B3 AR AR A7 1 R e i o S M A7
B — M RERE, 8 CKT s B IR N 8 15 70 B & AR IC) . LIMA ZE[17] ABFFE CKT 1)3%
EABBL AR A8 T CKT BTSN, FF RIS A R AR BURMERI R e 1, TS5 BRI CKT BHPER %
5] e L e s B AN TS R & . {H24E Mariko Hashiguchi Z5[18]0F 5t % B, CK7 KKt E
TR P R PR AR AE (b R MR 28 AR K 5 Z IR AR DG, (ER A LB B AR G 1. CKT
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RIEFAR R 1 B S 508 B BB ITUR 20. X 5 it R4 RAARSE, 1€45 01k, Rk
W] CK7 275 8t - MR RAE T, OG- HAE TR DR & (K9 24 T 045 BT AN AL

4, AIRERE

AR A A R B 2B R R T B BB HERR I S AR SR b, AE TN S S0 it b S v T2 Y

HERATE, (H H BT FCIX LEFE AR B3 A PR AS B3 T A7 AE AN AL s [R) I 3 7 R I 9 14 i R i 5 LS R
S HLFCSIVEMTRTEENE , AT $5 Y fie 3 3& I I BB AR AT B AT AR B LI A bRic ), Frblis /it —b
R p53. CK-7 FEIRMES R G e (MR R FEROPE I« WL, DABR v IO R iE f 3 A A7 A R e Lk
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