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Abstract

Cervical cancer is one of the malignant tumors that seriously threaten women'’s health worldwide,
and Human Papilloma Virus (HPV) is a major etiological factor in the process of cervical carcinogene-
sis. The persistent infection of host cells by HPV and the integration of the virus into the host genome
are key factors in inducing the progression of the normal cervix from pre-cancerous lesions to cervic-
al cancer. In this paper, we will review the characterization of HPV and its effect on cervical lesions.
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1. 5|8

AR I B AE AT FUMLAA AT (1 5 e B AE 2R 427, 2020 4R AXBR 15 S0 BT HIR 6112 60.4 T3 61,
SETHIZ 342 T3, FIRARORTAIE . fie . 25 E e, R eREE IR IR, BR%
P AEAE T B8 DU R SRR (1] N FL IR0 5 AR MR AR W TR BRI 2ot b AR i, i fa 2 HPV 48R
Qe L E N1 B S0 S RTR AL B EZUR I . AR R, QR BUR SR s e HPV EH A 3 SE )R]
I B o B BRI 2 1T A 2 A JR R SRR IR, (HAR > S MR R R KT 45 % [ ANDUE BR BRI
DEREIIRGS, 1 5 MBLHT R B G e 2 ML S, SEAN HPV eV E 2R SR B SR [2]. A
S EE G N FLERIRR 7 AR AR A S A B U0 AR rh R PRI AR BT 2R 0A

2. HPV 44

HPV NI OUEE DNA F#g, FeREEN 50~60 nm, £ AR A, #ETALSmER
FLRJA A9 R . HPV S0 M A 5 B R 20 HH = AN DB e A2 1 2 A X B L SO DR g A X3 TG
R R Gl X IR — AN AR AT X . FHAE R ZmAg X 38 RR A B X, A8 LN PR e, £ ZE Ym0 570
B EFIMICE A E1. E2 1 B4 ALK A ES. E6 M1 E7; MR RIS X RN L X, IXLEFE K G
EFSEREE L1 AR EFRAEA L2, HIRERR, HS5REGEAE ERE X AR K IREX,
AT L1 A E6 FFTSURIAE 2 7], (05 59055 DNA &6l A1 S5 5 BR324 Te 431

3. HPV 5 RT AR L H

HAT S RIZ) 200 FOAFIREE B AR EE, AT SEARE B AEE . WALER SR . R
EHBUR IAE, A4 NEfaR HPV RARGR HPV 2K K/&R HPV R E5 AN . B, =% E i
WAE, Hor HPVE Ml 11 Wi 2RAY, nl 5|4 s s e B AR BB PE S i /A HPV A 4Ei% k%
PEROR, QIS T E SR AN . BRIERE . IS, RTT DR VMR, KIS . [ bR E AT S AL
O 12 Fh HPV 2584E0 HPV16. 18 31. 33. 35. 39. 45. 51. 52. 56. 58. 59 Wi N 1 KBUIEM[4].
W iEoN, AERATE HPV MHIEER G, FEIUE HRARZE. mfE HPV MRS O e N
T E SR R R B R R, HPVI6 M1 18 L[ S E 4 BRY T1%MF 5 3 [5].

4. HPV BES5ETRTHX A

TFE I bR S E IR bR R A AR R R, TR S R bR B R FE T
SYRNEA: R, PR RRR T, HPV e rlRRIE I bR A 1 SR SRR e B R A 4 . HLAARTE
Y HPV J5 W TR AR B AR BN T 5 8 2 — 18 Kl FE, A5 RS e As . Sy ThRE 50 55
SRV AT M EE R I RR M, HPV R /KR IE 51 g - g R R 48 A Fase MR R 2 HPV BUE
TR EA Y
4.1. HPV B 54 EER

LA BETE A RS 2 M IEYD, e 518 E AP AR A ELHIL), SRR R BN TR .
IEHBREMAS RS, FUBRIT RIS R A AR T FLERAT GRS PR 5 45 B8 R 4,
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oo b I A LR A P TE T RS RR VRIS, HRPUR IR AR IR RN AT il AL AR B
SR T P75 ST 1) R O SR E 6] (7] AT, AT SR WO MRV i 22 IR S A BE
&V, BN HPV G, FECNFREE R E SURAR . TR, BRI PR A S A HPV R
5B AR B SR AR R RAT TIRIRIIBE T, AU, HPV FIPE 8 LR AT T8O AL
TEAT B P o3 BB A R T S T o, LR FLIR A R £ 192>, HPV-DNA B E W B 2 (8], fEAF
BN E, LA R RN REER, BICRMERAR AL FLRRAT E R R LT E
BB A, T HPV. SR AR BRI v AR R AR [9]. AR T FT LS
RN FLIRAT W5 HPV G L8 SUR AL B AT — e AR S o FLBRAT B (0 B el > A T e S BN R
PREQGIZ M 48 L, SRR R P AR A R S A AR B, SRR AR 0 40 i P 1 At
D7 B ARG I, 7 AR SORE A L B, IO N LSRR B IR Q3 1 RS, BEITHE INEUE L
FR[10]o 20 B R B8 RS Lok WA BI3E SRER » NGB ART 1 S5 B0 B EG B _E T ol 45 57 2R o e PR Tl
&N, R e T SRR B, BB HPV R RGBT 1R 2RI R AR B R D B S T T A gk
I, H80 HPV Zpltt,  ELRTRENE IS SRR BB IR KU 117 [12]0 JEEER, ORI 2 B FEHGE S
JE AR AR RG] RE i HPV AR ER R 2R o WRAR SRR B (3 ke HPV U39 n 1.35 %, T
HRAC S (A B 1 £ 3 Tk e HPV U I N 3.16 £ . SR A B AR i 4% B e A L 10 208 5 I 3 PR L 2453 0 A 7
AERAESNL, SEINHAR I T EAL T S RIE K B R A, TR A A R A AR e e, 3
BUHER HPV BE 7798058 AT 519 25 IR 45 S ke, 3L R (L i1 2 350088 AT A2 A0 & A [13] [14] EHUE AT AL,

BRI Rl 2B A5 AS T A AN JOAE 7T BE- S B0 HPV 3 B (R RIER G, HET U5 A B SR 1 B P38 I 7 5 e

4.2.HPV B 5% G RN

2) 80% M NTE—Eh 2@ AR AR, (R 90% B B HTE I LEN T H A G RE R %
TERREY15]. ARG L EREE A S Rt e e ik . 24 HPV i Bl ik flcdi (5 0k N 5 3
AR, A R Toll FESZAR(TLR) ARG A, EMEeE B4, MIORAMDC). BIRFR
i T MANKT)ZE R AR5 R R AR 7 R 7 IRIE, R E A %% A oRe 5 v
RN . EVEANI B M1 R M2 BUBRRRAY, IR E IFN. ERSEIR T TNF-an ANE
IL-15. 1L-6 520N 7 FH FHimies. PUiR S e i, DC W EAT B3 s R R 26 Re 7y, I
Ik EEHFAHEVER A MMHC) U815 4H A P 14 5304 5 [ I 5005 4R e P S0 SR o NKCT [R)30E 7T 77 A2
IFN-y. IL-4. IL-10. IL-13 Z84AffIpH 5, [RII-t 2 AL A4 5 20 SR AR S fo e S B P 20K o o e P
P 0 FE A0 M S e AR G2, B T 4 M(Th) FIZH M 2 T 4U(CTL)ZEX HPV JE L 1 G 328 B 1 K
T EEMEM. M T 424 Thl A1 Th2 B/MEHRE, ENVEZE] HPV i 2Rk, 2081
#5 Th &) Thl 77 [H 504k . Thl 40 A BEWS 2> W IFN-y 1 TNF-a B3-S MR 40 M P T, 3B 7T 703 1L-2
Jr'F CD8+ T 4 [1)¥H0E, CD8+ T @ H GG 7o CTL, SR du i~ 1 MR i B g k. 7E
T B HURYE HPV Ji 5 5 0 A R A, 1 32 G R G0 I AN [ () S e AL S [ 575 4098 SR Ak A, SR TG
HPV 755 23 38 i 52 b i 2 O 1 200 DN 5 % Rl AR S S ik . A5 I HPV i 88 1] $: 5 E
FRG L A RIA SRR, I BARS DO 40 M 40 B, AT R e A B AR L B 4 i B D [16] . TFN A
RNAE R RBE ) S R, B HUwm EE S 58 IR H o AHSCHIE R 3R B, 72/ G% HPV i B3 1 B 20 ZR A, IFN -«
HIFN-B IR R s 5 56, R EEREAK TR IFN-y FhE S5 7T B8t @& fE HPV i fp iR 1Y
TR EAIG, WSS IR E[17] [18]. SR HPV 8 al @il E6. E7 & & A /] IFN 11
WS BT IFN A S 105 58 S5 ki . thoh, E6. E7 R AR R XF Th 40w FL 14 401 7= 2R 5 m,
T E AR B E RN Th/Th2 “FEARAS A Th2 2w, SHUME K R RIE[19]. BT, ANMEE S %
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P BAE BT HPV 955 55 B YL A 7 = S A i FE v R I B AR .
4.3. HPV B8 58 F KX

HPV JRE3EN 5 3R L L2405, i DNA LU BB A R e . oo st R 4l
5515 UMD 4 kAR B A R B SR AR N R B D IR . S B SR AR IO BE R, 37 B0% 7 DNA Z#i, K
Z 0% DNA B4 215 R M A A R AR S0E, AFE RS AL, sk EE R B, 140 e 2 Ak
o, HPV R EIELE E Y ORI 35 A B2 BEHLY, (EFE G Rl 55067 s R ARG IR T &, AL
1 7] BE 5 0% DNA 15147 3% Z/(DNA damage response, DDR)AH<[20]. HPV %57 DNA & #il7£ 40 i t% b it
17, WEEREE R E1 A E2 fE/A 25 DNA Elh R EZ(EM. El SEAE E2 EAMS 5 P E#E
RAE DNA R elatE ], 24 H5E P2 I B 4ERR(E 50~100 I E1 2K A /RIS, 1 E2 & A7 5 SL 315 5]
i HPV R RF AR OOV EE . G5 Bor B2 SO AWM EERE MG Thae, 0T B6. E7 X
RIS, HEmRema R 2 R HI AR . B2 ZEEBE X S5 AR, 7RI B8 518 LR R A i fE b R AR
BRGFINTERL, 2 E2 HREKRFERRS, E6. E7 ZERIRRIER K L4, (2B 8@ K ER21]. E6 HH
F= B AR SR E R T ps3 i SUIEAS . E6 Ay Al E A 4 BEe MHRE A
(E6AP), 5 p53 T = RMAEE EW T p53 Mz #ACFIEM, FEAIM DNA fifh GiEEE, ks
RAMPBI T A RE[22]. 5 —J5TH, EB6 n LS HE A LB E p300. CREB 454 £ 1 (CBP)
AHEAEFHFH L p53 264k, 0] pS3 X4 4 fa i 2 [23]. BRAEA T p53 41, E6 fR ATl IE 5 TNF-a
ZAK(TNFR1). Fas Fo<FE T8 H(FADD) )2 Caspase-8 tHEAEH, 5licdl i T-42< 8 1 Bak. Bax [
BEfR[24]. tbAh, Be it E Rl OE s A 10 4 S Big(TERT) JA ) 7 HiE AL, Simbiig i) Ris, 2540
WG AR A 25]. E7 85 32 B8 I E R A0 X I R4 MR £ 1 (pROb) K AE/E . fE IR 4HMa, pRb @
o 5T B2F B A, S EAE N % OB LEE(HDAC) S Y iR g5 B 1t (B, RN i B2F
WM. M E7EAS pRb KR E S, 1 pRb 55 E2F fRE, iFS2MAa S 8k e 5 54t
PREIIEAE[26]. TSRk, ES MATESUSS A MEHBARE—DHE. KREHEAE HPV iRk
E5 A, HEBELTHLARMANE/REAT . £ HPV % FE R R0, E5 & A &4 T B AR i %
MHC-I 7KV, A BT S e db i I de 47018 E AN dr 2k gy, ES SR EHIE AT ] ATP Bt 2R Thae, 2
R AR pH A, PHAS SRl NR AL A, RELRSR F7 A K KT 52 (EGFR) 1[4, 345% EGF 5 EGFR AHE/EH,
SR AN FE[27]. BeAh, ES B EGFR B2k, 0% MEK/ERK1/2 K PI3K/AKT B,
B0 A R AR KT (VEGE) IR, 75 S R 4 40 A8 1 8 1 s A s i of 453 3 1k, A6 1 5 #0000t g
R R R EZAE 28], HPV Bt AN 18 E4UM0E1T DNA B4 I AR IS R HE O R, X E
FIEAT 8 B R DR 2 B ) R RSP TSR R B E 4, PREeme 918 (0 L1 A L2 Fefk i A IFE SR
R A A A RIS, IR R SE R R 2SR, LRI L, HPV JREE{ETE L4 DNA %4
S B A R IATE 2 3 3T 5 B0 78 1) = R B

4.4. HPV B 5= Si@%

HPV 5 8 i N e R 4T, FPE G B I IR RIA B S ik A, a5 s 2 s 5 4% =
TR R B SR AL e . JAK/STAT S B AE A 5 S it . 2 54ifusgsn. b REEEE/EH.
JAK F A DU 5L : JAK LS JAK2. JAK3 B TYK2; STAT KA A & i : STATI. STAT2. STAT3.
STAT4. STATSa. STATSB K STAT6. %5 5@ EKIEE HAMME T EKETNSFEE, LI EE
WAIE S AE 15 S AR b R 3% T RBEEH . IFN & JAK/STAT @ BOE I EEMBER 7, IFN-a M
IFN-$ 2 503% JAK1. TYK2; IFN-y 2 5805 JAK1. JAK2, %18 STAT E BRI . £ HPV &KL
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J& » MU IFN & peik/b, 580 STAT1 U kb, [ E6 B H 15 E6AP 455 P p53, #k— 4l STATI
5, XA TR G HPV o5 8¢ B D5 2 1 AE R A19 38 [29]. STAT3 s K11 o5 A i g 1) K
W&, HAGmAERAE HPV MG B 30E T RS RHESE . A ER, STAT3 B W R E T
EHURAL B IAR N BN, 5 NSRRI SR B AR A S I G . B6 SR AT AE
it GTP B Racl /5 NFxB #0&, B IN40 A 7 1L-6 IR IAMEHE STAT3 KB R IR M 22 AR R 1k 15
9% b o 2 0 iR 3 i [30]. PIBK/AKT /24 — & (5 5l %, 4 PI3K #% EGF. VEGF £ ff
Y ML ER T, AR S R R R LR = BERR (PIP3 )R A AKT 3% AL, W& ALAY AKT 48 T e #0 1a) P 7
FRALHE T R i A B B 5 . PO o2 S BUMR A R £ . PTEN j& PI3K/AKT 5K+, wi&55 PIP3
GBS, #mE AKT S-SR 7354, AL, HPV £iA E6 @ 8 1 v Ik PTEN #& 1,
A BT ¥0E PIBK/AKT Jd#: E7 @t A W w] ol i 85 B RR g PP2A S8 AKT BERRAG[31]. "ML
A% R L H (mTOR) /& PIBK/AKT 2RI B H 1 88 701, 76 HPV BALAI I, mTOR KBS vI
{23 mTORCI J L NUERUN K1 S6K 1. 4E-BP1 ZE IR AL, MM k1 32 110 B Wk S 7, 38 i 75 (1) %
S SRV, R T AN S BR S R YL [32]. Wnt/f-catenin {5 5B K H BT C & AE £ R 58 iE s 5 1
SR VUM DG, B-catenin [ 5 H B R AT S U SN E Wt G1 AR S MKk, BRI ARIGAE . 228
Be 1, SEMRERE. HXMRER, & HPVI6 MMt , E6 EH5 ECAP 454 X1 i
Wht/B-catenin {5 5 f& F 2R E T, XFE ML 8 W B A7 pS3 JoBH BAHOG; E6 B2 A FIFH N T Wnt
5@ P4 BB E D1 (Cycling DD)IERIA/K:, 5 HPV IR GY 5 I 5 300 A8 /7 £ LB [33]. HPV
i B3R G 5| RS S B B B SRR EE T E I AR R, KL HPV SR S MG S E R AU
HPV FH K RE B2 BE 8T IR VE T7 SR

5. BEMRE

NFLRIBI B 1 RREL TR IR AR T8 S0 A A R IR B 2 . 2210 1 il HPV Sl B BUR ML, MR BRI
Jed PR AR TRE EREVE T . WU S SN L g B Sk R 2 B8 5 S A5 E B 5038 B4 9 v T 4R R A T ik
1R RAER > T2, KA BT 7 B SR AL B RS WA R T0A T, e BB AR T 1B SUE B A
HE L.
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