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HPVELE, HLAZZSMSCINREXE

Fifa R £, #oRiE-HALE? FALWER-TRA O
(HBEMRFFEZBREFIR, B KK 830011; 23758 EAF K F M &I G E 208 15 14 5T 705,
& K5 830011; #7458 EA K5 W& IEERIs 24, &4 K5 830011)

WE: TRRALRIEF FWEHRGTHMNE, LFXRBREFFTR-—EOIAE, ZF G2, A
$LKk % 7 # (human papillomavirus, HPV)X —RE R X 5T HEAPNHAYX R KERAFEEFEALL
KBRBERRANGHARE, RiASZRFMANTZIAL, FFLEY, WAL RF, £F5 X
UG LR RBEAETAREFRERERN; AXG@IEHR (human leukocyte antigen, HLA)#A
HEAREIARSERRFETHEARNZR, HLAYKAR %5 MW 5 R E#H X Ff i (K) k& GHPV & 4 B
BERFTHENEEHBBAEETMAR . AXWHHPVEEAHLIARR 5 5% 58 R ERABE
(cervical intraepithelial neoplasia, CIN)A8 XM 7k & #4745 K,

KBER: ASLKBRE;, AXa@icif; SMLEANBE; THE

HPYV infection, HLA polymorphism and CIN

OUYANG Yumei', REMILA Rezhake’, GUZHALINUER Abulizi**
("The Third Clinical College of Xinjiang Medical University, Urumgqi 830011, China; “Institute of Cancer Prevention and
Treatment, Affiliated Cancer Hospital of Xinjiang Medical University, Urumgqi 830011, China; *Department of Gynecology
and Surgery, Affiliated Cancer Hospital of Xinjiang Medical University, Urumqi 830011, China)

Abstract: Cervical cancer is the fourth most common malignant tumor among women in the world, which
endangers women’s health and brings a certain health and economic burden to the world. Human
papillomavirus (HPV), an infectious factor, has a clear relationship with cervical cancer. There are many
factors that contribute to the development of cervical cancer from persistent infection with human
papillomavirus. Studies have shown that environmental factors, lifestyle and host genetic immunity all play an
important role in cervical lesions. Human leukocyte antigen (HLA) gene complex is the most polymorphic
gene system in human body, and its genetic polymorphism is closely related to the outcome of HPV infection
and the genetic susceptibility of cervical cancer in different regions and species (peoples). This paper reviews
the research progress of HPV infection and the correlation between HLA gene polymorphism and cervical
intraepithelial neoplasia (CIN).

Key Words: HPV; human leukocyte antigen; CIN; cervical cancer
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NRFHE3E, 25, HPVIE YL,

HLAZ &M% 5 CINFIAH M - 973 -

G T ARSI /5 AN N T I Y 4 Bk
BRI, R AT 2020911 H17H
JEB T IR BB B0 2 B AREE) « hEAEN
AN HKE, ok ) N FL Sk 7 F (human
papillomavirus, HPV)J B FJHEM B S0 i A A
g Je 5 ACER R TR, ARSI PHIEKE
U ) G H AR . O SCBRRkIE, &0 E HUE G
W R RS AE T R te, il & D aefk
TR TR A RO R R AT
NI ZEE RO R AR IR K
O Rz 2500 R = O A i R s
Sl el S N RGN PN D S o E 2 S 0 AP
U R AR AR MR R AR —ANZ
. 2B, ZEAREHENERLRE, ZF
SO RN 25 TEAER K E . NKE
o PiJF (human leukemia antigen, HLA)RER % &1k
5 ONFLRI8 P00 B 1R gL 25 = AV E B0 8L 5
TR VIR G . X S R 2 P B I SR A R,
A B T wip AR 2 W E SE A, Bk E SR
P S e 1 F D R R, AT AT A8 RIS A R Aot
BB U 1R R o

DEES:

ANFL k%% B (human papillomavirus, HPV)j&
A bR ERR L —, EARMEN. F
W AR XY NFE R T2 AT W PR AT IS R
N—H b o gy — IR NFLCRR R, LR
HERME, MBI IEH N EH S 1E N R E
Frieg, HAARETHPVRAL, fHEHE. HE
T e ARG E R R . o RIERZ 2 &

P SE Y HP VIR G b5 B 308 1) R %, I A
HP VI G 3B IR B AL T AT 288 55 R MR A2
RERNTHEKETERFETHEZAILT
Az ]
1.1 HPVRIEMEIRINBE

HPV & —F G 8 I XU I IRDN AT B8 B
) 995 B UK A0 — -+ A ST AR S BRI BR A, B4R
N52~55 nm, HHRMKARTEOBEEBLY
Jii. ZERAAES kb DNAFS, HI8ANTF b iHE
(open reading frames, ORFs)F1—A~ LJi#if 47X
(upstream regulatory region, URR)ZHEK, HJH %
SEIX(EIX: El. E2. E4. E5. E6. E7). BRlifes
X(LIX: L1. L2)MURR!M, E[X 4R B A
WU EEAH, LIXRIDHEENRTEH. =
B, FEL1ER A RIKR fE B BT U 5 B0k
(virus-like particle, VLP), H A 8o 85 5L ]
M, MVLPL PP A g4 LLRE (0 8342
N F M. B AT b0 S 20 % X A TR
A IZFALIHPY L1 VLPHI % 1032 5. ORFs
T (A S B 2 1 A LD Re N 1. URRE A T 7
Nt A R 42 3 91 A RN A SR IR 1 & S L
M, AR AR, BT ORFsie s A 45 il
BR[O SRR (I

#E2024F5 7, HErAFKBHRTFSE O
BN, B ZE R IDNAFFIEE O 5o ke 0w
231FHPV . EATIFA#EE I K Z B RIHEL,
H—S5HPVIE AR GLIR B WL, JFAT e 2 BUETH &%
PEEEAE o H4 BOW B BE 1 1K/ AR SE
(low risk, LR). & % & fi(high risk, HR)E(EUE
R(R2). Hrhs4Rhm] QLA THIE R, 55 B

F1 ALK BEREEENEEDRE

ORF  JREEAMEEIIGE of I e i 3 400 ML P S 22k
El S BEEDNA KL il flf % ST AR i B [15]

E2 DNAZGHEE, E6. E7RM B E A {EITEGH, T 4IRS 5E, 5 S4iE T [14]

E4 By, AR B A 2250 3R [15]

E5 R UGN Y NS S i TR 75 54 i G e [17,18]
E6 JEEE, KEpS3EARERERMEED), wEk® B REEETE, 40K Ak [19]

E7 FEHE ], PAApROME A (HEEE RIS (), RIEP21. P27 4EFRE I (UK M2 (CDK )T 1, ANMugsE 2k [19]

LI FEARFTHA, WKW EEFEBRI(VLPs), ZHEHER WORBUARF= A A 44 [15]

L2 WERFEA, HPVHUEZ AN, SRR me—RmA . 55 b [15]

il




974 - CEATRILEE) 20244E443: 61 Zik
T2 AILERENAE IR 92K 5| A0 HE < Bhg

s 1145 % HPV A it BE LR

i R 16, 18, 31+ 33+ 35,39+ 45+ S1v 520 56 e SLBIE. NTI . LB 5] [20,21]

58. 59. 68(ME180)%!

HFEWATREBUESL 26, 53, 66, 73, 827! A BB B R AR R AR [20]
, 6+ 11 40, 42, 43, 44, 54, 61, 70, 72, 81 AL/ IAEF#TWRE, WY, WPRAIMRBER M
e (CP8304). 897 BS [21:22]
AL 15FP) AE B ) fE R, B RN ORI TR A

1.2 HPVHIEUR AL

N FLEKIRE 0 B 0 I MR A 5 | S Rz R Bk
B A, HEREAR . KfERIHPV 5] Kk
KMNLTTAFE AR TE S R AE, = a8 N HL S8
T (HR-HP V) U] 5] 2 3k e 355 37 1 8 1k oo 10,
W1, o B G Bk R BTN 61 1 5 R ) IR
B B W A 5 o4l i, i A S A R AR
(%) 7% SR 2 L 64 L U A i A R 2L N 4 PR R
I Ll TR AT M R o 7 A T 2
UM, ANFLSRRm e & . N
e IBWHE. KLU B SERA/AREEA
L25 & Wik N1E F e 2 s 7K B 44 I 2% (trans golgi-
network, TGN)(EIE T =y /R HEARFE N N 5T ) 55—
RANVEYERE, &AW EFRIL2 B FDNATEE
F MMM 257 A2 R AL B T I N A . G
T ) IR A LA FEHP VG B 1 R I g
ERRES. 5 EMEERKKEELE. I
b, TR o e R IR AL O B R . AN FL kR
i EEDNA K B Bore £ 5 s 2L R H K 2
BEEM, FEFME2EK. E6METIRE MR
IR, B R A 2 R g A 4ERF X B A R
AP R HE6. ET] 45 5p53flpRbsE &,
753 T T2 4 PR 3 B 2 5 RN R T HR BT DA A IR e 4 g
PIEAE . BSEAMEAREONSS T AIKEW
BRI P AR R, T S B L 4 i TR R
BB AR,
1.3 HPV5CIN, EHEMNXE

19664, Richart"48H 7 & #i b 8 45
(cervical intraepithelial neoplasia, CIN)HIHES, K
o5 2 gt AR 16 A R R A S (carcinoma in situ,
CIS). XFe &M B SBhEIR T LR A RTR, A%
s A R R B AP, B S e R AR AR N
SRR RN R e = 2 i R R 3 1y
BB, R L Mk i e N LSRR S S A IR

YEIT PERE IR, TR B e 1 it B G e T I
CL A [ P AN S B A s o 200 R P 9B AR o AR
REWRTEI EREN, RFFEERE, JoE R
R AR o E B U R, R AR TR R U A
P AR B e U i . NSRRI
U810 L MR AEAE, 11780.0% LL_E1H Lk P (I HPV
JREELE6~12 H W T LA s B AR T BRs 0
I 10%[FJHR-HPVHFSE B L 4k k5 301 iz IR A
A e i K fE R R &P, NSRS R
W8 3BE A 3 A% MR I LA, S R 2 R TS L
T RERI, HPV A998 5 500 A ZE I 55
BOMEAS, ANEUR RN, S RGNS
§ P i P o e o T R SRR
] T BT RAFN- 1) NP BlEiEse, i
99% 1 7 S % e T 78 A2 b e 16 BN L Sk TR v
Freigge s, Hb16/187MHPVIEYL 1 80% LA
RO IR i s, HPVI6. 1841587
2 ] A P R B b A TP R LI SRR AT g%
XTI PR A e 75 T Pl 00 £ B 30N 3K 08 i B Jek
P BAHBENTRFMPEE.

2 AB4RHE

AN APt (human leukocyte antigen,
HLA)Z —HAFE TAME M EA iy, £
AR I L A0 R A AN TR s R TAE . ANZEE 4
Mt iR 52 3% T R AR R B A A AR A 7R (major
histocompatibility complex, MHC)FJJERHE, A%
F 40 0 5 BT R O 7 ) B % R e ] - A
BFER RGN A, BRI AE . w2 S
MGEGIA -, IR WS RN E . SRR
TEVIM K . HLAFER X — 7 336, RIHLA
I . HLA [TAHLA . 324 %85 AN A g0t
JRRBRII R IR 500 Fh,  DLH & S i A3,



WRFHE3E, 25 HPVIERZL,

HLAZ &M% 5 CINFIAH M - 975 -

Forpof A2 36 BN s B A R R 90% LA
EHAEHLA-B27HUEPY, phah, AZEEgnp R
IR 9 975 B0, 4 — 1 R M Re S R L
5. RS 4 B b B s A% e s B T
TR R AT ER . B BT A R
I B A2 W ARG AE BT 1
2.1 HLAWEREZH

F1 19584F Dausset® & I K& — A (A 4i it
Ji . 19994F Dunham26“E Nature s E A FFFIE T
Nt i 2 R Al AR I Lok, NIt
HLAf THIAHANHR . HLAZRE ST N6
SRR 6p21.31H, ££3.6 Mb, HH2244
B[R g, HoAr 128/ A Ty fie 2k R e I 3R A B 1 o
. NEadpstE A T T AR
X ZMPJHLA 1 S5 DR Ha 4R b T30 2535 22 0L (1)
—¥i, WFESB. C. A=DEAL, HPEWKR
HLA I £+, T RERNEH I Ky 7R K
R R ERE, BB 155 ek b3 N g
i, NA4P2MERE (B2 microglobulin, B2m). JE
2 1 XKW FEHLA-E. HLA-F. HLA-G#:
Rl 2 SLTHLA T 2B R e o3 A T 51 55 22 R —
i, KX HDP. DQMDR=AT XA .
X X ALSEAFNB I A Dy BE L DR AL, 3 501 G A o AT
BHE, Mo/ —RAEH(DPa/DPB. DQa/
DQB. DRo/DRP). M JEALT 1 5 1 25
Rl [8), A2 NEBER 2 % B e KX 3k, 2915 kbigh
FHINER, HETOK 40N .
2.2 HLAWAEYIZEIEERIE R

NRELRI A A HLA T T 22 35 PR RN SR 88 VR 4
BN N B AR AE v d 2 % g A ) 8 A% A
Ho BE20244F4H, HFR AL ¥ (International
ImMunoGeneTics, IMGT)%#E & A AR A
Y1 0 S A R AR 38 9754 AR diiubt
JRAE e T i s BEOCHE EMEH, B S
PR 2k R e E R 8. HLA T K501
FHEBBANJEEGUR, LN HPVE#FEA
B MR - B SR A B A R 2 K B (8~ 12 A
MR, it “Z K- 1 KarEaY7 2ih
CD8 4N, JABNRESF AL . HLA T 2557
TEEMTANEMESUR, KA NI
NP B s B A R 22 K B (12~20 2 2

i), UL “ZIK-TRDTFEEW 2iBE4HCD4T
Thi, #—SiEAb 90 M E TS, (kI
RIMAGERY, HLAR L 2 50, AT 4 2
PRI SR, mAMAEREEEAR, SFHPUR
SIBRE S, B T AR N TSk TR R
SR T R R A . HLATI 2K 1 = BN 4
MR ¥, IRZ SHUA R T ThAEM . B 19914F
Wank % MIH0E 148 [F 150 L HLA-DQ3 5 = 3l i e+l
K, NP R N 2 S s i b
P9 R A R e S R AR L S HP VR G 2 (]
12 RZBF T A TS, HLAZEA SR A2 v
SENAR N T AR FE B B . R,
BT (PR DR 2R T B Ae 8 R N LSRR B
PUE I 5 2 8 B T 00 HLA S DK 2 5 43
o 1 5 IR 2 AT BE A TR IR N FL SR E L
JFH 5 2 A M HLAS R R it o T HLA%S
PLEER 1 2 A VETT BE 5 80 AE S HP VIR 45 & 5
MBI E AR, H HAKAER RS S HHPV
By, VRGN EE, 4k S B S EHPV
YT AR, MR B HLASS 0 35 IR W R BILTE
AN [ b DX R e N R RTHP VI e &5 5 F1 S 2000
BE G BEPE — MR R. AWK, HLA
T 2K T 28 2 IR AT R 52 e e N 2 B 3 1 2 Y
e A% RV E 900 1) R0 RS DA R B 0 1 2H 23 2 4y
RAFIGOZ S, BhAbh, HILAKE R 7E 25 A 5 K AN
BAERKE EARSHPV 16 GLAH G

3 HLASZMRHPVERSEH LR K

NE E AR AR AR K e o I gt AR 24 1
w25 T BN ERE, HLAZ M S5SHPV
TG [ B S I8 A ) AR G . S 2 B
oA A T ORSEE R, TR SR R R AR
Fe B OB I AR AR B, A CINEE 45 5~10
A AR RO T U A 5 v DR 3 o D 8 399 )
. B HUE R 2 R ORIYE SO, TTHPV &G
EERHRKFZ —. HLAZEMNS 5 I8 MK
A R IES TR MBI E IR S F AT
TREFTT, EFFTERE MR, 25K
ANERTT R SR R WA T E 5



- 976 - CEMMAE) 2024444561 Zrik

3.1 HLA | #5FE5HPVEEE, EFH EENET
ANEAgifbtR 1280755 3mAE LR K
WLk — B S AFRABL, HLA T 283
R Rk TSk 5 5 sige R AERREY), TR
B fa BN FL SR B R RS, AT R B
095 A2 AR 300 2 v [ B (X R (R T R
B, HLA-A*30: O1FTHLA-A*33: 03%:47 %K1
AEAERRAR T B 20 I AU, TTITHLA-A*01: 013441
T e s X EPY, GongalvesZ P 5THLA-CH &
FIURE T AR 2 [ R, HLA-CHIZE95. 116
A1630 BRI L v AR B E R A R
O3 )5 B b g R AR T - T 4% 5 S A 9% . Song
2BV B, HLA-C*0303X%THPVAH 5% & 5500 A 5%
M, TTHLA-C*01XFHPVAH % & S50 A (#4718
F o BB b Rz N R AR R A P LY RN U kb
HLA-E. HLA-G/K-V-Ffi%g & 20 I Jz 988 28 2 1) 1
TN £ 2N LSk IR 08 B B e it B B P A
IEYER B, HPVIEYL S v FHUAHLA-GRIZ I
R R 4 B O HILA-G 3, AT 48 firk 983 200 it
e TE F A RS, R, HLA-C1. HLA-EFI
HLA-GHIR R Z &M 8 A FRIA T fEl i &
R NIREAR B I 5 IR R R A R R R
NFL Sk # R G 25 J/ AE B R, 1R OR
HLA T 854N 2 805 SR8 i S0 8
il G g2 W6 (I HL A A DR
3.2 HLAIIESFEHPVEEE, EFH LR NET
U0 (1 R0 28 AN 3 A I LA [F] — Hb DX AN [
(RYBAFE—EMES, EHEfEE/RRA LN
g B RRE T S B T AR E A — AN X
AR O S), dt E Seag A e, 4R R R
HLAZE A7 SR 7 i B AR B2 s & A Fh, {HHLA-
DBR1*07(23.8%) 4k R # e 2.3, $m RIGA
WAEEE. B REREE NSRS ZHLA-
DRB1*07W] & i T H AR R, AT 82 i T A ik
KRS T BIREAT I T IR BEER, BUEREHLA
i R A0 28 BN % B R AE 1) BAE o b AL 55 R
SEELOVE I PR JE Atk 19 72 N2 1 40 P i DR 2 Ao Jk [
H5EHEMMHKRR, HHHLA-DRBI*157] it
A 8 4 T R R A L E B ) 5 R R, HLA-
DRB1*08 7 fE & H & i 1) PR3 L R o 3K 5 %038
SELFD HH b X 4E B R R A I R 45 R — 8. 1t

4k, HLA-DRB1*03 0] §& & % a5 A1 H . WAt X )
Y R A e S AR A R R 2% HLA-
DRB1*04 1] G /& W A 4 5 /R e 10 2 5 3 (1) {47
FR, HLA-DRBI S5 11AN1347 ) 22 B BRI 5
U B AR AR A 555 . HLA-DRB1*#07. HLA-
DQA1*0102 55 47 45 [K 1] B /& 7 2905 48 3 N 3Lk
IR B I IR ) L [R], HLA-DRB1#13. HLA-
DQA1*0501 557 K 1T BE A2 5 2093 A% 5838 A L=k
To I T Y I R 2 A %), HLA-DPEE N 2 A1k
(DPB1 03: 01. DPB1 04: 02. DPBI 13:
01. 1s9277535Hrs3117027)5 & #iJeg & A%, X
P AR T T R R 00, N L S R R X — K
PR RAE B HURAEF G FHAL, HHEE SR
H A G AL R R AT AP — A MR
RER—NZHER. ZHE. ZERNREZHEAN
SRR, ZMESEETREFN S5 THEER
KA TEREFEIE I R A RN R R R o
PRSI B DR R A2 15 3 E B s AR

4 gk

ICMEA

EAER, T S 1 R O & AR
T RECL R e VXt B B i B 0 S e BE RN, L kXt
T E SR EIRA T @i, d ek
ITNRIE R, WA AR . A
BIRIRGL . AN AESETT A KR s . T4
K, EHUERIRFNIEEAT, B RERRER
Bt aER. Bk, BURERR 5 S0 A2 18 4% 4]
=, BEARH S TEAANE, BT EE SHPV
DNAFIGH 0 27 or U B Atk b, AT 3 S PR 2 1 g —
A B A Y U B e N AT AT — T
SRS W X N SL SR R A 1 S AR
BE AT VA A 2B B, RE A AR I E 0
bR R AR R . A S0 P R FhOR
FEI AT H AW, o E BB s
FHVE SRR, WAL R ET B
RN
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