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[RZE] 5 S0 2™ 5 g b 2 P A R i M b 22— , 20 A %L 3% 98 9% 7% (human papilloma virus, HPV ) B Je 2 5
29 A T B P (H B ML S B A . N2k IR 25 I B mRNA % 48 B 4 1k £ Jik (apolipoprotein B mRNA-editing
enzyme catalytic polypeptide, APOBEC ) Z % J& — 41 B % 4t DNA 3 RNA J7 51 (1 i # /B 2 . APOBEC3 B 5t J&
A % 2R 0 IO T B2 BB TE U TR IR L B A FR I EE A 5 . APOBEC3 5 2 g i J& A K SR 2 DI AR OC
Al fig 5 HPV B LA R B 88 1 6 &t % Yl . APOBEC3B ] fE 1 i “ t Bh "HPV i 2 i 18 & 11 2% 36 B A ot
HPV 5 2 98 8 11 A0 2848 | AT 42 1988 i 9 % 2 o AR S0k APOBEC3 5 HPV I B 28 48 FEy 50908 & A= 5 18 9 FF 5% 10

1TLRR
[x&3A] #HIEET B mRNA i £ k3 (APOBEC3); B #UE; AFL LMK (HPV)
[FESEKS] R711.74 [xmirEaE] B doi: 10.3969/].issn.1672-8467.2021.02.020

Research progress on the relationship between APOBEC3 and
HPYV and cervical cancer
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[ Abstract] Cervical cancer is one of the malignant tumors that seriously threaten women’ s health. It is
established that infection of human papilloma virus (HPV) is the main cause of cervical cancer, while the
exact mechanism remains unclear. The human apolipoprotein B mRNA editing enzyme catalyzed
polypeptide (APOBEC) family is a group of cytidine deaminases that can edit DNA or RNA sequences.
Recent studies have found that APOBEC3s are important members of the innate immune system, which
play an important role in the defense process of anti-viral infection and are also closely related to the
occurrence and development of a variety of tumors. APOBEC3B may be especially closely associated with
HPYV infection and cervical cancer. This paper reviews the relationships of APOBEC3 with HPV clearance,
mutation, and occurrence of cervical cancer.

[Key words] apolipoprotein B mRNA-editing enzyme catalytic polypeptide 3 (APOBEC3) ;  cervical

cancer; human papilloma virus (HPV)
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HEEEMY . SR, APOBEC3(A3) iff i ity 1F i
A E M 21 T B AR A R AR X
Al e o A B R RE 00 e AR T . N EL Sk N R
(human papilloma virus, HPV ) J&Je & 5y 2 1Y) 3 22
g PR, (H ELARAE IBL RIS A REE ST o 3 B9 e R
A3 ZE AT e /Ry HPV G 28 5 S50 2ok e v 119 2
Brit . AR SO A3 X HPV K2 A P 4100 36 PR 11 5 1
8507 WS H AT A3 5 HPV i BR 5848 DLKCE S0
R BT R

HPV 5538 5 S0 J2 ™ 5l 2 M £ e
) S0V i JeE 22—, R A BR L M v A D L Y R A o
S BRIMOEE AT S A T GE B4R 296 570 000 1T
2T B SRR 9, R 24 311 000 1 DHUE B S B
FET

KA TATI S R AW F b = W HPV &
e 55 B 0 & AR B YIA OC R R DL HPV 16 )
HPV18 & & ) & f& % HPV (high risk human
papilloma virus, HR-HPV)"*'. HPV # & AL #l J& 7%
BEASRMELNA ., £ HPV S A 46050 8 F
BT AR5 B 1 E6 M E7 5 HR-HPV 19 20U
TEA K. Ee ME7 A A 270 Rt b
Y 2 22 b 52 T, L G 0 PR A A S R T, AT
T B R T HE AR VLR AR DL R ok B fig
AR P p53 i Rb 419 25 115 B0 508 &R
v 5 A7 WF 5% 8, HR-HPV RS2 i S8 3% & I %
O 9 AT A, BD e B b B2 N 9 A (cervical
intraepithelial neoplasia, CIN) & 25 A [5] 42 51 (CIN
190 : 2 B AE ALY A, CIN 2 9% . b 3 A2 A i AU 4%
A=, CIN 3 9% - o B AR LR 38 A R e ) 0 J &2
B I G R

APOBEC3 A3 4 [ /& — i i 15 e A% PR e
fitg , HOEE P E AL T 22 5 Qe ik . HAETE KB A3
KGR AA ASA~ASH A7 DA, A3 H & —
P E B MR R A R RIAISH S
B PEA OE o A3G 2 fie b & LA B T
B AR 7R B SN R A3 H 9T 4 & (interferon,
IEN) J 3% b8, #9 B3 B 20 & DNA /% 5 2 B 46 #L
il o A3 HE A ERAG 1 B 2 A A g 0 I 2 I 45 A
(cytidine deaminase domains, CD) , J:— % i His-X-
Glu-X,;04-Pro-Cys-X, ,-Cys (H: i X WAL — Z 2R ),
A3 LTI BE 1Y L 05 0 A R I 22 il 05 M 32 R
H CD &5 Ak 5 i ' CD AT LU 3 1 T o

DNA | f f w5 e 4% 17, ol I 20 35 A= 1l IR 5 0 A%
AR Y DR W WE A% T A DR M E DNA B Bk
fiti (uracil DNA glycosylase, UDG) M ¥ 55 Fi1 3 5
DNA 5] B o B g we N Y) B R i (apurinic
apyrimidinic endonuclease , APE ) i — 5 fi #F i Fit
KPR WE (1 DNA Rl 538 bR, B2 A3 &
XFAME DNA B35 Bt F2 o SR, W5 Bk DNA K
# UDG Ml APE 4b # {28 A3 4b FE A DNA g %
WE A% T I 2, 5k Ay IR e WE A Y i Ak Sk e S R A
B SR 8 A2 R 1) DNABE AR B i 185 e A% X6 N
Y R A% 8 Il R MR S A Y, e BT E B C—
T %78, 3% A BE & DNA 8 RNA 724 A3 FFAiF o 5848
i) T ZE ML

A UEHE 2 B A3 BR A e B R TR R
B P 7 G0 R AR AE LA AE 52 T 40 M 3R A ) 2
FCDNA W Yot 5 i 40 58 5 2 ) A3 i 5
B DNA #145, X8 T A3SEH SRR KA
ANFaE BB ] i RE S DR 3R R BN 1 o B R
M, A3B 5 Z > DNA $iit 73 [ i 1 G2/M 1 4t Jifd J&]
W R IRk, R0 ASBAR AT AEJ2 7 G2/M X — i
BR A2 151 & DNA £ 45, IF $2 75 A3B 7] i A1 41
DNA W 5 e i kA m IR,

APOBEC3 5 HPV #F5¢ %& M HPV iy DNA
A REAETE LR A3 FRAEPE 248 76 B M9 s S Fy 3
FERTGAS TR, A3A (A3C AT A3H 1] figJ2 1% HPV %
G Ol o U R =0 = e i A 1
W12 CiZ 4 B 485 77 i 29 R A8 09 HPV i 35 ) 19 AH SC BF
SR, A IFN 5 S % A3A (A3F DL J A3G i
F3h, W R EHPV MR DNA & A 8 5 8
FUC A HPV AH O Iifge 98 200 it v 2 6 B A3 28 A8 ¢
HED B RS R BT, A3A R A3B JEAUA 1Y A
HPV BH 58 Bl 40 i R0 e 40 M 2235 B i 1
RIS A WF 5T & A3G 5 HPV DL B # 1 &
Jre B AR,

APOBEC3 ¢ # HPV ¢ DNA £ & 558
i PCR M CIN 1132 28 ¥ & T Ji (invasive cervical
cancer, ICC) & # )5 £ Bt 7% 20 e DNA 3 3
16 %1 52 A 1 58 K1 HPV B DNA, Jf: pE 474 K X 41
WP 3 151 A FEA R I 2 1 052 AN A% 1
B2 A8 S r i, R FE KA Ry C>T M C—~A. 1E
CIN tp EZAG M 3] C—>T R4 {H4E CIN-2/3 g
XA G B CIN-1 10 e A BB AR 5 Tl 72 1CC o
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BN C>A AP X H AT T8 o b & W
TpCpN J& APOBEC () 15 #5877 41 , L & HPV JE A
A C—T BRI F 2 ™ X B S A ik W12
A HEAT TR IFN-BIE T 1Y A3 = Rk B 5 | ff
F 3D-PCR & &% Bl A3G W 5|2 HPV16-E2 3%
B 5 98 i SR Al g S HPV RE 4 ik Bt 2w
U A8 1 T RE R N 2 —

H HAF 780 g ABE AT 1 HPV 16 4 85 bk A7
e 1 BE (s A% 2 RERED L W5 o, WL B IA) R
P JR S i AT ) w0 (0 HPV RO % v 85U B 1 E7
LR AR R AR R X — R IR E7 AR 9 BN
A5 S RE AR E N S R A AR R, 3K AT RE IR
#HE7THI A RE S AR HPV 16 B BUE T . il
F — T I PRAFF 58 & 30 T B 22 10 B st A% Z A M T
HH i A3 3K 8l 9 mT B84 5, BRI F 98 KB X 5
R R e mCH B S 1 8 1 T R A O, A3 IR AL 3 Y
X — A Al GE R T HPV 16 B9 15 2L, o 1 BR 1 1
HPV16 M 8UE 71 . e, A3 & (%51
X — AR WA B T L9 HPV 16 3% & 4k, {8 H
S Z (1 R BRI O SR AE 0, BRI e g By A
YEH o

PLESSRARIR A3 B AR HPV R R 1Y
IR A 2K R 7R CIN-1 2005 78 o L #5519 HPV
T L N B 2 S S R [ s S S |
APOBEC W) X i s HPV JE [N 4 78 15 TN A &
HPV i f& Z B R R U5, 22 i 15 40 A3 %
BrEA . A3EREES UDG  APE 3 B 1A 20 i J8k
1) HPV DNA 4, % 5 HPV () SNP 48 5t 7] LR
il 55 75 9 P, DT R A L 00 BB T R B G g B AR
YERTS

HPV 423t sa fe ¥ APOBEC3 8 Rk B EH A
I F AR A3 A (Ju & A3A 5 A3B) %Kik
V5 HPV Yy i A A8 AR S0 1 A DG
HPV EHA T H WK C>TREFEEHR AN T,
M HPV % DNA & il if #& b 2 8 19 5 58 DNA
(single-stranded DNA, ssDNA) J& A3 i £ % H
BRI #E W, HPV A9 DNA & il K
APOBEC /5 /9 HPV 45 5 3 4l 2 AR it T
A

H G EE A, 76 HPV B 4 £A 58 1 40 it ey
HE A A, A3A il A3B 19 mRNA 3 ik i HPV
O R A E7 A AL R AR A B R B HPV

FORE H E6 N T A3B mRNA By ik 222
FIBEHLH 5 p53 5L ARG, — 2L S0 $2 R p53 A Y
KRG FBOA3B Rk L2 p53 58748 J5 9 40 i
A3B £ A EIH (B 5 A3B M &, B4 B p53 ] B
P A3A B HPV 8UE & H E6 i F 10 A3B %
ik bR B AT REHLEN U B T IR T p53 % A3B 3
KPE T ps3XF AN R A3 A 35K (1 9 4 AT
Al 7 20 M 38 2% 1 T 5 s IR g i R, TR
P53 A3 2 [ () A A S04 AT DA IR I R
Sk g B SRR G R i e s 7 B AR A R AR . BRGE
p53, HPV if A] 8 38 2o H Al 3% 4%, 4 cullin 2 4K 8 2
F sk F TEAD 55, 2 A3 SR Rk, &
HA @ e,

zx B, F AN 8 HPV 20U % 1 E6/E7 |
JE IR A3 R 3R IA K, R BIESE HPV B i 4
JiLrf A3 A 1 58 A8 1 22 BRI T T o

APOBEC3 5 it I, KRZH DNA K&
B Ho A 32 0 UsE JE DR A N 22 BRI, AN 32 A3 A 7
A4 M O 21 s e . SR, AE XUEE DNA JE 5 41
A R AR . X A3A FI A3B A
T 28 A8 B th DNA K il b B2 vp i J5 #4554
JBE 2 5 . DL g S U B g Al R K
SF- 1 4 ML 5E R0 A2 ), & ASA R A3B A B 1Y
I 58 1 2 R

W 9E & B, ASA A 20 LA N % 5 HPV DNA 1
IhRE , FEHLAR X B AN B HPV [t B v o] fig i %5 &
BEVEHT, i C AT ASA AT RE S 5 B0 HPV AH 3¢ b
A K R RST AH AL B 5T s — S R A i
A B R FLR R R PR R A T A3 RRAE M 2R
ARSI, BOA3A W REBIR A B 4 it DNA, U B A3
A B85 i e A Al B DDA e

38 1 X 19 FhEEE A9 100 J7 B AS HEAT BT, &
U A3B AR 58 48 5 I IR R L SO L L R
S Sk FUR PR A E D 6 FhRE S DA OE . B
By Bt O & BAE HPV PH Mg b, ASB 3 5k &I
S 1 DNA FRAFEPE 2 AR 1 220020 il 5 A6 I 240 i
DNA #i5 J2 i (DNA damage response, DDR) i@ %
MAME BN REEN, R AL E
A3A) ik F 35 0] UG HPV JEYL 40 it v 9 DDR 3
%, DT B TR AN A R 4 B R e L R OR ABATE
HPV 7 5 (1 i 8 JE nl b e 88 B4 Y. X Se AF 5%
FEHT A3 T HE A HP'V AH 2C g 36 97 10 37 5
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APOBEC3 5 F#HifE AMRMERL I A3GH
‘B U SiHa 40 M0 ' HPV E6 mRNA Fll 4K 11 38 ik 7K
S0 5 B 30 2R I p53 mRNA 2R H ik K F
W) GG 35 TR s, DT HE I A3 R A AT LAGE i 3 B DNA
AR HPV B4y, if 7] LIGE i &I HPV E6 i 1
PE3FEBFRI G HPV M BUEIEH . 535k, 785 5
B ASGERNIE T3 LRI T N2 BN
(rs5757465) , L FE P 22 UL 27 (CC /) 1y bb 91 4
% L AT g B A AR AR SR M R R

lizuka 25" %t 1~3 9% CIN M 851k 40 J 9 H 5 1)
B S A 4 2 G 9 G Y, 7E CIN B 43 9 A% o
Ykt e N PR A3G R 1, L 38k 5 R PE 4 T
FR I — %, HL78 CIN-3 ¢ 748 40 s b 0 & 75 T
CIN-1/2 2% 9% 78 40 i . X 4k 5 IR W 10 £ ' 3
CIN J 1 ¥ xf B2 200 ik o2 % B0, 6y 30198 41 41
A3G mRNA Fl i B 19 £k K 8% & T CIN
4, CIN 40 XU & v F OB H 6 R4l . $278 A3G 5
S IE I R AFAE — 2 W AH G, HAE HPV i 3 B
S HE B 3 AR v AT B R B E AR .

APOBEC %15 1 fif 5 & U9 1Y 58 748 S8 i %
FHOGHE o X 69 M) By S50 FE AR HEAT Ah W A0 )y
KX S RE A APOBEC 28 it 5, FE W
TCW Hl WGA 2451, 78 HPV & e b AR e i
A3B mRNA 7E i 5 5k K F 5 5 B g 4 1, APOBEC
7 AIF 28 75 7 LA Sl DR R AR 55 DR 2 28 2 R AE 1Y R 85
i g v R A R DL

B SR T NF-kB 78 B 8008 oF i o 72 b B e
fif R A R W 9T 4R s 28 i A NF -k B ik 48 78 A )
JE P 240 L 1Y) A 3B A s B ik ot AR v A
7345 BF 5 & B NF-kB {if 1638 1] 75 5 APOBEC & 1
23k, K A3 NF-«B il #% 5 5 50 10 58 45
BRI — S A B R AL

WF 98 K B, 5% g A3A JBURL Y B 1 Hela 240 Jifg
TR B B 0K 28 1 R B e 4 RN R B e Al i
J& Wi & Z 18] Hela 41 il i #% 66 71 0P W 25 52, 48R
A3A X HUE Hela 0T B fE S Al flE BoA —
SE AR E . WA T R AR A3G YL
g Hela 20 )5 , A3G i Fe ik Ml T 6 2509 40 il
(38 5 AN AR 281, K S S 25 R R A3 FE
U I & R B DL R A RS L R n pR R A
BEAE R A3 T RE I 00 ] S5 A M A A I A
Ry B SR YT R A

WF 5 % 30 A3B 1 1 18 5 9 40 i b S 5 A M A%
M A3(hnRNPA3) K B34 i A &, hnRNPA3 i
i 5 EE SR (TTAGGG) B & 5 5 45 4 1 55 4 0
L i LA A K i AR DA T 9 s A R T i R A R
FERE B9 — AR ED . hnRNPA3 6 Al fiE 5 A3B 454
FEobs H S B L N 4 DNA , S EOE 41 DNA
T A3B 2 il 0 A AR 2 A L 3 R AIL I A T
DU B A3B 5 8 iE B G Bk o AN, S 9O i
B A3B Al hnRNPA3 & 358 7 (197" . 1% 8F 5% $2 7R
hnRNPA3 J2& — Fl 5 A3B #H B 1E FH /) 5 2 40 i &
1, AT RE A T E I 0 A

GE OAXHEATIRHAIWE TEAY
HPV % Bk 248 DLJCE #0819 F 58 0k
HPV YL s Fi 40 i )5 , H DNA 8 A3 4 48 7 55 B,
AT R 38 G 95 B AR A o AR A3 G T R A AR
i B i DNA 77 Az A3 FRAEME 2 48 | L BE 2 A Fa
FEPER N . HR-HPV BUEHE I E6c ME77E A3y
I ek AR T B AR IR SR p53 R L E AR
Ob LA Ak R T A Y B Al X A3 R AR R 4R
BET 4051 HPV £ K 4152 APOBEC i 45 7= 4 /Y
i ENAE SR HPV BAG ZREMESER IR . A3 R
kKT 5 B B0 A T DNA 5878 171 i 2 18] 77 7
B3R OG5 E B S T A3 i R GE K5I
DNA JFAFPERAE I 2 . —SeffF 55 W], A3 AR i
B 2009 20 5 B8 fE i iF hnRNPA3 %3k D) GE K
Ui KL, 7 CIN 5 ICC o & 3k 0y 9 B 22 5 4 42 om0
APOBEC & F £ HPV 75 5 10 5 S & A= i 72 vh ]
il 21 FE B

EERBKAER % WRIE, B URS .
Ak WICHERBIT. kA, B iR CBIT.
A RSO BREREIT,

Pl RER TAEEH A AREER
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