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it P16INK4a 4925 H) . AL 5 & HEA AP R A M — %7,
KW : pl6INK4a; RAGEMLF S, HEEAILKBREEN,; THELNBE

B S TR L VR UL R 2 — o AR
TR AR MBE T RBAE I, BAERREH . ARFTEM,
B SR e 0 B A S HPV BFR e, N A R Al
T S B 90 A S R . 2020 4F 11 H A T A 41 4
(WHO) ERJF 3 s iEER e S0 2 ek s, 32 5]
2030 AFEFEH “90-70-90" [ H bR, R BN A tH 240 R S 4>
BRE S R R 410 J7 LR A B SUE bR Y. EAR
A NRESEHL “90-70-90" (1 H bR, PRI LI % B0 S0
T2 I PO AR AR KUK, S HEAA 1 i R 4752 H i
RE SR — DA XE R BB . BT G R -
P A 2846 W R W2 4 M 2= K5 25 (Thinprep cytologic test,
TCT). fEfE% AFL LM (high risk human papillomavirus,
HR-HPV ) il TCT Bt 4 HR-HPV §ifi £, TCT fl 45 3 H
A —E T, X EARAAPAEE R, TER KR
HMELLEIF RS F R 62 . HR-HPV AOBURIESR , 5 PEqE,
FLMELUBE G R R — i MR SR AR ae v HPV B R, X
Gy ¥t B GeE FRR Kk 0H . HATIACH TCT BE A HR-HPV
T AR I 7 28, (EOUE LAAE I & 1 i IX SRy il v
Jo R SR IR, PR R ) B SR — R b AR
P L3 EL e BIURR B K e R S B (R 0 A D R R JE BE . AR
K, BEE D FEYEM R E, PIOINKda #) 12 0F W15 b
KA R IEEYIMG, HASCHEVREMRZHT . 1697 s
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1 p16INK4a %54

1993 4, Serrano % A " 76 B 5% 41 ffd & 0] 2 4K 6t %

fitt 4 (CDK4) #HCH B, 7 & B CDK4 iy 4 i 5+
pl6INK4a £ (1, Jf 5 BE T pl6INK4a [ cDNA, 1994 4 |
Kamb A®' % A& B p16INKda v T4 9 5 e (o iRk 2 X 1
H(9p21) , A=A EFRBEANE T, HE g —F
FAXT3F 524k 16kd BRI BT, PR pl6INK4a 5 .

2 p16INK4a I8k

pl6INK4a & [H i i3 cyclinD-CDK4/6-pRb- %% 5% K T
(transcription 2 factor, E2F) i&f252 M 24 il )5 ], cyclinD-
CDK4/6-pRb-E2F J& FL 1% 41 il DNA & W Aj i (G1 1) 5|
DNA A AU (SH1) M —4EZR12, cyclin D1 5 CDK4/6
55 R M R 2 BRI A (Rb) BERRIL, BERR
{EBY Rb 5 E2F 4385, Bl B2F JE AL, fdiZmia
G1 3 A S . pl6INK4a FEH 4i A% Y pl6INK4a 2 [ 3 3o
T4 454 CDK4/CDK6 520 Rb iy ERR ik, 9] E2F i
PESER L %, NIRELIE AN AN G1 #HEA S 1, kT il
AN At BE A, B kBRI G K . p16INK4a SEH
P I HI RN (multiple tumor suppressor, MTS1 )
—J5 1T, LR B B 5 7 4 i S 4 D 1 ak G DA T
FEME A R, Sy —Jr T, RTE B Rb 2B E2F,
XS R BEAN ML TE , RIS, WEES Y E2F 23 R A R
pl6INKda 1Rk A FR ] Rb (A#E—2 006G, T2 T plé—pRb
TR ARG, plOINKda 3[R ) it F ik 7E B Sk AR 41 4L )
PRAFAE, X—IGAHES plo-pRb T R HIFFAEA K.
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A A G SN T R L E 43 T SR e HPV R
BRI R A SRS HPV BYVE UIAA G, HPV RRERn
1 E6/E7 DNA #4552 Er i b iz A0 B[R], 3o 1 = 4 i
sk E6/E7 mRNA, #F— 2B 1 E6/E7 DNA, JifR
F E7 H it 5 E2F 3e 9 PE45 A pRb, THAEKTEAY Rb B
WO BS B E2F, YR ES Y E2F 9%, DA TS 0L 4 A 2k
¥, NI BMTSIE pl6INKda F35 FE. K pl6INK4a
AL EERIRTURE HPV RRELR UL J5 i AL 5 2 1
YA, LRk AN RIS A, AR HPV E6/E7 H 1
PEREAY . pl6INK4a F23k (1 FHMEFE B0 & JHPV YL
RARIRA . HPV Rl g2 e S v it , (1R
SEERAR, PRI HPV )0 5 w57 i i R 3 nxd T4 e 7
e G 7 Ay R e B RO B TE BRI R R G
2RI AR, EHA 12 Fp HPV B AR,
pl6INK4a R 4 A Y ik (s UL T TCT, ks
248 A pL6INK4a 5 [ R IAE LT X HPV B 8 i — b
SR, W HPV YL 1 £ IR 45 Skt HPV g & 11 1ot
LYY .

3.2 pl6INK4a 5 TCT K

TCT 38 5 4HL F WS AT S LA Wk AR 2 s, 2 H
T B B SR TR A Tz — . TCT 5% FWN 5, It
IR B SO B 1 WU BEIR 41 D (atypical squamous cell
of undetermined significance, ASC-US) ({Ji2Wr. [FE4h—IiZ
NI, B TCT 09 R TE 62.5% ~ 72.9%,
APASEAR Y Pohge 1) 2 2 SRR B R 1 SR S 28 AR B DA OG
LB PR AR A R AR S R AR PR,
p16INK4a 2 FI1E NI IER pl6INKda Y771y, J&—Fhnl &
LR 25U B AL 1 AR AR o Tsoumpou 1M BIFSE R R,
pl6INKd4a 25 4 FAPE A G5 TCT 45 58 ™ FE B 2 AR
KeF o MG A R B, 1E ASC-US MM ik,
pl6INK4a fofie 241 ffi fb 27 G (o, L i £5 80 HPV 4 TE SRR R
o TCT iy ASC-US #2417 20 4 T 45 SR, shE e 1
IR BN Y7 T 1l

3.3 p16INK4a 15 SV HTH A2 I B U5 0 [

22 20 SU5 B 2E 2 W7 1Y LSIL/CIN 1 )& HPV — 5 1 B e
MR, K20l H AR s Fak g . HSIL fuds CIN I &
CIN III, WF5& 8, CIN I WRAT LI, P13 44
23% LA IR Ry e B0, 2 I PR b B SR AR AL T

“ 80

TRy E 2R, HHLUBE AEAF CIN TFI CIN 11 2
] () CIN 1 H8 % A8 B — EAAAE A " BRI AT 8 i A
iU Foes A2 KU FE AR 5 22 I R I2Y T A R L. BF
FER I, pl6INK4a & 1 B BUf A8 4 41 rp SR B i ok J8E 3R 5k
PR, IR A 0 5 S A8 1) 7™ R 8 B TR G O
F, HXFB AR Ak S I i) XU A 5 e e T A
Zhao F"* 85 NFEAI AT VP AN IR] B 3500 4 1y 50 A I A (i e
KRB, BIGITANEE, P16 KN HSIL+ (4 5 B K R 55 i de
. TCT 1 REQEFAR. WA Al , P16+HPV HK5 i A
Kt HSIL+ 1Y R AU B8, P16+TCT T4 07 e S e v
AT DL 2 BTG A nl R 6 0 A P16 A X 1H 5 HSIL+
A WA, H AR A= ] pl6INK4da Sz 2l fk
YL CIN 12 Wr, BITE#  LSIL, PRI 4 HSIL,
A5 B 5 HSIL (2 W%, SRR AR LB A BT, R
JRELIG ST SR E AR Y, e 1 AR R,
pl6INK4a 25 1 BAMERY CIN 11 58 2 5 ot A% I & p16INK4a
HEABIER CIN T 51 4.79 75, XlEz " 458 A m i 4
R R TR L L, pl6INK4a = 3802 CIN 11111 £ ]
ARJ BE RIS Sl K2, 0 K 1 5 B8 Rk 5
BESY BN 71.4% F1 84%
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pl6INK4a & [AVE N R HE R =4, AT e 42 R0 HPV Jgk
Y J5 I A EOR AR, ATAE R HPV A4S B 5
B, IRATVE BN R i) — N AR, AR
KA. plOINK4a G 20 M Ak 2% Ye 6 A — A B 208
B, BAMINE. JrEvsE . S8R E R bR
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