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Abstract

Vaginal intraepithelial neoplasia (VAIN), as a group of lesions of vaginal epithelial atypical hyper-
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plasia and carcinoma in situ, is the general name of precancerous lesions of vaginal epithelial car-
cinoma. Similar to cervical intraepithelial neoplasia (CIN), human papillomavirus (HPV) infection
is the main pathogenic factor of VAIN. At present, there are still few reports about the correlation
between HPV subtype infection and VAIN. This article reviews the research progress of HPV single
subtype and multiple subtype infection and its occurrence and development in VAIN, in order to
achieve the early diagnosis of VAIN in clinical treatment, reduce the malignant development rate
of vaginal epithelium and improve the survival rate.
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1 Hl

I3 _E B 9% A2 (Vaginal intraepithelial neoplasia, VAIN){E A8 _F Bz AS i 78 389 £ R JEUT 388 1) — 4%
A, SRR b R g g AT AR A MR . 1933 4 Hummer 1 VR IA [ 38 b Bz P98 A8 S —Rh JE IR (4098 79
A5[1]. FEIRIE VAIN 76 AFEF 10 505 R B, 12 9(0.2~0.3)/10 /3, H &9 AU 3 _E Fz 99848 (Cervical
intraepithelial neoplasia, CIN)A i #1¥) 0.6%~1%, {EFTA Lotk AbaTE bR puIg-s v B o LU AN 2] 1% [2].
KATRER B VAIN G2 7 2T 5 AN 2 R Z R 5 IR R G 0% 5 CINAREL, AR¥E b RAAIER
FE, VAIN 0] 73 =%%: VAIN | ZORPE SRR bR AR REA ARG A VaIN 1| G BATE SR F Rz o A
RUBEAE . VAIN N o YESEIR 7 8 A SR8 A K JFATE « For VAIN 1 (VAIN D) SRR B IR T
B IRAR(LSIL), 1 VAIN 2/3 (VAIN I/ & BBk B R % AZ (HSIL)

TP AR FH T 0 9 4 i 2 R [ T R R A 7 SUR e, AR VAIN BRARE S $E i, VAIN |
Wiz ZiE L ETH3]. KEM SR ES R B UE L2 8 VAIN 2P B A 2009 421 0.2% E T3]
2010 Ef#) 0.3%, 2011 £ 0.6% L F+F] 2012 ] 0.9% [4]. BIiE HSIL 32t J& Jfe e i X 7E 2%~12%2
[E][3] [5] [6]. HHGKT HPV ARG S VAIN Z [BAH SHEHET R B D . BEFRA[7] [8], 5 VAIN H
JRH HPV P AL R G 3= By i fes B o — B, (R TR R I 7 iR AN R, & M2 AE VAIN 3 461 o BT o5 1)
ELBIAEE — B 2 5. B WL IE R 3345 HPV16. 58. 33. 18, MEX A 7 ha — Sk nshie,
B HPV16 75 VAIN [ 5973 ok 7 o e 21 e s M AR FH o i HLBEAE VAIN 2R3 (T iy, e fs W 28 JB e 2R A i
2.

2. HPV B—RR, ZERRES VAIN

NFLERIBEEE (HPV) B AR B 80 AR 1) E 20 R, 2 VAIN RAEI EZHURE K9] [10]. LA
AT 55T VAIN AH2C HPV 8 1 78 52 2R A B /NS I A — B BRI, & tH 28 B AAAE S i

Zhang J [8]FIH HPV FEKF 42 HPV SR, gh N\ M1 i 152 Bl 5 412 8 VAIN, i 69 4
N LSIL (VAIN1), 83 24 HSIL (VAIN2/3). %F 110 5] HPV IR R4 1) £ 2 HEAT 3 RAG I, 544 97 451(88.2%)
FAE . VAINL B 55 1 5 HPV [ 2 (44148 151], 91.7%), VAIN2/3 B 525 HPV [ 4 2 (53 151/62 141, 85.5%) .
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g5 7R VAINL Lh VAIN2/3 (1) 538 5 = 1) HPV B2, 1X 5 de Vuyst [11]5 A1 Smith [12]58 N\ 05T
B — 3

Lamos C [13]5¢ AFIH HPV PCR Al fith 722 4 4 t| B 5] p16 (INK4a) %o s% e 4858 HPV FHOCH)
VAIN %, Bk 55.2% (37/67) HPV ARAFHUNBHTE . 9 197 B 24IESE A LSIL (VAIN 1), 58 24 HSIL
(VAIN 2/3). VAIN 1 #3# HPV 1% 6 151(66.7%), VAIN2/3 #3& HPV BHME 31 151(53.4%). 15 H [FIFEHI45
1, BHIE LSIL 1) HPV FHPEZE I & & T HSIL.

{HZ Chao A [7]5 N#iH SPF1/GP6TUE 11 E6 AUk PCR 7£ VAIN FRA I HPV B, HPV £
H#H 69.3% (273/394). VAIN2/3 H 544 HPV £ th 2 T VAINL 2H(58.2% vs 41.8%) . A 1 ik &4 1)
HERTE, 338 A& Ki-67 0T ERIFR A, VAINL A5x4 HPV P42 98.3%( T VAIN2/3 (99.4%). iX
552 BSCHR A A B B 45 RANTF, ATREAE RN HPV 2[RI B %5 5 I AR ARk A RN 7 VAN IR BT 5 80

DA IXSERE TR 25 B T HPV 5 VAIN BB A, (HH T HPV JE BRI IN 75 iR 22 7 DL RS [ A
AEMZESR, FEHPV £ VAIN F R FH AR — € 2 7 AH 2 BIIE LSIL Sk HPV BH% 25T HSIL.

2.1. HPV B—E35 VAIN

B 5 BA B AR SRR I RRD BT, Kot T AR VG TRIE R, T B 075 2 B A 3809 K] 27 K LA 0
AR B RR, R BEA SRS HER T IR A . N THFSE VAIN o HPV JiAT 5 AN 3E K 7, Chao A
(715 NSRS A B B (PCR)HEAT HPV JE[K 4 8, 7E55 HL AR SEMY 394 41 VAIN B35, &l HPV
B AR LR 82.1%, b i G W AR 1) B — SRR BH P 2R 64.5% . B — IR G T AL Y A B fE AL : HPV6.
52, 58. 33. 39, KfER HPV H—j&YL 17.6%, % WAL HPV53. 42, 62. 6. 82. il idx ¥
SRTHESR R 1E HPV B — W AUR G, kil F] HPV16 A miPH 2. {ERETSLIRA 78, s W
HPV PR AK RN HPV16. HPV52. HPV58. HPV39. HPV33, X5 HPV B Jd gLl o 4 5w
— 3. XU TTEI X 394 5] VAIN 34T 1742355390, VAINL =194 5, VAIN2/3 =200 f5]. Fp— &y
7E VAINL i o5 LY 45.4%, VAIN2/3 4 68.0% . iX L4 1IE B HPV B — UL TE VAIN il o s j e 2R,
HEaEERR T, BN R IT .

Srodon M Z¢ \[1418 5T HPV AL S VAIN Z [ AR R b kB0, HPV FHPEZE 97.0%, H—HY
JRYLER 78.1%.71% VAINL i BIAELE HPV B —WF R s, s fa B HPVDNA BHTE 2R 76%. i £ VAINS
Rl 81%AFA/E . — WA SRS, HFTE HPV PFHEF RGN E A HPV &gy, REIN T IR
B D, AR FAEUE T HPV B — B BILTE VAIN W oCH e, HIESE T sifa i HPV &
Pff) 3 FHAL . — IO T 597 BIREA A ERIE L [15]43 2] T [FIFEIS58, HPV —/KYL 89.0%, HIEA
KZHVAIN 2/3 FiZ iR+, HPV AR —mE e,

TR, BATTLIRHE —ANg5 8, HPV H—g e U AUR G2 S8 VAIN R B5umik &, R B sk
Z R RS, R NIRAA EEFE S VAIN 58 DG HPV R4t T L

2.2. HPV ZEREE5 VAIN

JREA BT [SIIEY] HPV B —BGLAE VAIN Ji A2 v (1 2 SCHE R, (H 2 2 JUR G 5 T8 | R AR A kA
RIF S VE AR 2. HRHR[16125 AR 181 %1 HPV AL VAIN B &G G347 0 78, K6l 3]
fER HPV % SEU A —E e, R GEH EE S L IR, SAHLUREEIESIH VAIN R . 8o
R, CTHEYLR, SEBRYR. YHEEYLR SN VAINL (69.01%. 25.35%. 2.82%. 2.82%), VAIN2
(53.33%. 31.67%-. 11.67%. 3.33%), VAIN3 (84.00%. 16.00%. 0%. 0%). A[EZ%5H] VAIN 545 b 54
ANFIFEEE HPV YL, R S LU, (H 2 SRR FE AR A AN ] 200 1] RUEh[17] 455 i
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P79 BPRPAIESE K VAIN B AT ma R HPV o RUa I, R TR E5 e, HREE BER A%
TR, BRI 2 R LR Y T . 2 BRGNS TIE LR AR AR R AR R, R, JRAN
X S TE 95 A 7 FERE AT PR AL I AN RE 2 2 B GAAE E

3. HPV TR E5RFHH VAIN

AR EPI[11], VAINLT EEZ L HPV16 AN ¥ (23.4%), (HM a2 Al HPV WA, ¢
HJE HPVS6 M1 51, T7E VAIN2/3 H, e H WA HPV B2 518 HPV16. 18 #1158, ¥ Amifali ks, Kb
# VAIN 5975, HPV16 BRI 2B B 16, HPV18 A1 B & A8k . CHAO A [7]4 AfE 273 5l HPV
FEPERT VAIN FrA A 0 22 25 0L HPV LK G HPV16. HPV5S8. HPV52., HPV39 il HPV33, HPV16.
HPV58 F1 HPV33 7E VAIN2/3 i ffi# R B 5T VAINL. 5 VAINL FEAHIEL, 76 VAIN2/3 sl 2]
fif& HPV B34 (1] REMERL/IN .

WA /NEARR VAIN FHEET HPV AL S VAIN 23] 2 (8347 T 43 #t. Srodon M [14]%5 A7E 17 4
VAINL ARG BNE ST HPV &% 35%, B4 YK IR HPVSL, 42, 43, AKEZI HPV6 fl HPV1l. &l
7 HPV JEK YL 76%, K% HPV18. 51, 56. 16 ] HPV BH: [ VAINS Ji {51l v, ¥4I 2 i fa B HPV Jik,
HAdr HPV16 (50%), &K I HPV18 &4, Hampl M [18]%% A =256 # s S 18 51 VAIN Ji s, HPV
SR = BRI : HPV16, 42, 33, 56, 6, Kt HPV18 &4y, Hrt VAINL B! HPV42 (100.0%):
VAIN2 4 HPV16 (54.5%). 42 (18.2%). 33 (18.2%); VAIN3 %Y HPV16 (100.0%). LA FHdf it —0iEse 1
EfEIER HPV16 ERYLTERHIE R A RS AL,  Hom fEERYLTE VAIN2/3 R IRBH R T . TR
FIBAIE AR o MRS HPV ARG 32 EARER M HPVL8 & 15 78 [ 7 248 & e ok R vh R 354 F 1
N

a2 UG — 2 ) 1) VAIN SR 1A T T #3041 Logani S [191%) 19 %1 VAINL & # 47 HPV
SR, W WSTA HPV16. HPV18. HPV31. Joura EA [20])%: AfE 21 5] VAIN2/3 HHAR 25 HPV [P
# 81.0%, HPV &YLRi T4 : HPV16. HPV18. HPV33. HPV31. HPV6. Beurden M [21] &K FIL{E 8 1] VAIN2/3
H HPV BHPEZR 100.0%, FHHBRIF—BIR AT HPV 738, FHARAKIE] HPV16 (75.0%)F1 HPV33 (12.5%).
Daling JR [22]411 F] VAIN2/3 J5 451 o BH 54K 7 HPV16. HPV18. HPV6. HPV33. DL _EiXsbsids
BFXTREE B VAIN ZOREET /00, A #EAT R b, (R0 HPV LSRG R T 1 & ds . =gl
38 F R YRR LGB HPV16. 33,

Sugase M [101%F 71 Bl BB AT AR A HEAT 1 2H 20095 B 2 G e SH UG 4G 28, RS EI BT 71 %1 VAIN
BN R — ) HPV 25, Rl i MR O HPV16, 58, 31, 18. H A AL 5 BB AE 1) HPV
RIFRTEHN VAINL 2 HPV62., 16, 42, 18; VAIN2 ¢ HPV58. 53. 16; VAIN3 ¢ HPV16. 51. HPV16
WAL T VAIN R EER A, Toib 2 — Y, ZHERYy, W=7 [ 8 % 2 AN R 2 00 1 BH M 2
HPV16 —E AT 3 Sz, HBEAE PER LT, HPVL6 B ZbE 2 T . (Had, TR &
FHIEM HPV K7V 22 5, T HPV16 MIEUK HPV W AMAAE— & 4+, % WAL HPV33,
58, 18, fRZ A Fuilk B 13 A2 FE Bl B B0 AL — R A, R S5 EIURALAR K2, HPV18 fEHIE
AR AR — N R E PE R R AR BAIE B . AR AER], HPV6. 11 JA5[EE VAIN, X B HE A
FRATEAN B SN ME R BB T B SRR [10], 15 2 00T ST RO 25 RAR AT 4] [8]-

3.1. HPV16 B35 VAIN

FRIE XS R 2H 21 HPV-DNA AT R TL, 451K 67%H)BHE SCC & H & f& HPV (HrHPV) 5|
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R, Hep HPV16 & & HBUBERIZEA[23], 78 VAIN #, FH LK HPV RALE H gl N2 HPV16

RU[13]. A THESE HPV 16 ALK G5 Y158 bR R A 2 (A1 9¢ &R . Zhang J [8]58 NIRRT, 69 %%

% VAIN(VAINL), 83 2y VAIN2/3. HPV FHYE 51 -5 85 #il 4T T FEAG I, HPV16 Kl = BH % .

HPV16 7£ VAIN2/3 %4 i35 81 5 = T VAINL (51.1% vs 17.5%). IR 57 45 SR B HPV16 £ WL T VAIN2/3.
Jentschke 25 A tHAFSE 7ixsesidls, SRR HPV BUEF ML, SAR HPV MM/ IN T VAIN RS

[24], H HPV16 /£ VAIN (HSIL)RILH mEGe%E, —TikT VIN 5 VAIN KA. mEHE HPV 44 )

WEFCRII[14], 17 BRI R HPV R E VAIN 19551 HPV16 YA 1 51(6%), HPV18 AL YL 4 4

(24%). 16 % VAIN 3 5 8 Filfs il 31 HPV16 BH14:(50%) . R Z S50 H0 B A/ IME AT T — AN,

mfE A HPV16 AU AR = 200 VAIN L3R 5 =

HPV 16 J& 4L 7E P11 HSIL s i e O 7E 2 DU 7o kB, De Vuyst %5 A 7E 57.6%(1) HSIL (VAIN)
I3 51 A 3 T HPV A6, Smith 25 AR -S4 [ HSIL H HPV16 FH 4% 65.8% [11] [12].Giorgio Bogani [25]
¥ 77 PIZ A GUEEUESEIBAIE HSIL GIN 30T, FIF PCR R M 423247 HPV 4 BUAa i, 73 BI[RIFEL 6
FEMIIE HSIL A, B¢ LI HPV 28R4 VO HPV-16 (23.3%), HPV-18 (20.7%), HPV-31 (14.2%) 5 HPV-33
1(5.2%) . Hanna Kristina Bertol % A [4]°R F 24438 i 3K 2 (HC2)IR L% 8255 44 & Sl V& 4 i HPV FHE 2otk
HEATHTIT, 6B 30 HPVL6 UL, VAIN2+H B AR e 5L KF . 5 hrHC2 Itk
LA, hrHC2 BAYES I HPV16 P10 4ok A ValN2+ XS 36 0. B HPV16 #5473 & ValN2+ ) XU
T BRI AD hrHPV #5473 .

Lamos C [13]/5H! T FEFERIZE1E, 58 ] HSIL (VAIN), 9 41 LSIL (VAIN)Z A28 . HPV16 A%
75.7%, Fi 24 4(85.7%) 2 Wi J9(HSIL, VAIN). iESE T HPV16 WALE VAIN & WL E0R R, bEs
B13E bR NIRRT, mE A HPVL6 IR R bl 2 T

WA MBIEEASKBUS AR, ZHCR B B2 2350 7% 40 M AR AR TR I, RHR R = B0 AR S
SRR, 2R DOIER] HPV6 2 5 8UE SUNIBHTE ik A2 (1) F 2L AR, HPVL6 R Tt [ 18 jp A2 i)
HIEE.

3.2. HPV18 Bt 5 VAIN

EEIEAFE T, EHABAEREAZ ET) HPV AT 2GR & — 301 (97.6%), X RFIXH IO
[E] ) HPV YR B B Y2 i ILIRI[26] 0 T i i s 208 ) HPV ZRASHET 70% 21X i HPV16 U1 HPV18 AU 5|
EEM27]. WA FIES, B3 EES5E FEAFRVEY, VAIN A TEZ CIN PRESE[28]. 1 2iX
FERTE, HPV18 FIZAE VAIN i b T— NN eI S Az, SRTT & 1) Se i 2 SRR A IR AR it .

£ Zhang J [8]55 A8, HPVL8 & 58 Tubfil & WA R A, R, FEHAMAT T, HPV18 ik
T8 A BRI AR 2 [7] [10] [14]. HPV18 7E Daling JR [22]41 Joura EA [20]f¢) HSIL VAIN 5256+, 547
JEEE A7, De Vuyst [11JHAEH FERERISE S, £ VAIN2/3 FI 6] A& 5] HPVA8 AbT 55 — s iy v AY,
{H2HE VAIN 25075, HPV18 Ji&A Il Bk, 5 HPV16 I — B A TR/ERGR . Hampl M
[18]H: = AEAT AT VAIN F ] 3 A K I HPV 18 Jik YL  1X 1] B A& RUNFEASS IR o HASYE 71 13 (1.4%) FEA 1,
WA VAINL A H HPV8 FAPE[10]. Insinga 25 A [29]3K3E , £ 3£, VAINL A1 VAIN2/3 %45 o HPV18
ST E 50 19.4%H1 6.3%. % T 7T HPV18 34 5 I BH 74 26, {H /2 X Se it 72 75 HERR B 200 A2 %) VAIN
(RIRZ I B A TN, HPVA8 I YL AE [J138 5 48 b (R AR DG EAEAS FRA 1 — D T 2

4. INGE
HPV e — il Ve RS R 1500, 8% EAETAEIR. fERZHE S, HPV EGAREHH

=
3

\\\\\
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M H T VAIN [ AREIREL S, RS R AR, HPV /8 VAIN ZEE0RIR R, BT REA RN
JiEAN AT S HPV Al 2 2L — @ 2 57 (A 2 Tt 70 45 R B YT5E LSIL Sk HPV Kt 2 T 1Y
& HSIL.

ASCUERH T HPV6 & 35 VAIN FZEER Y, X — KI5 DURT T 58 —2[1] [7] [11] [30]. i H.
B A D138 b Rz IR AR G T v, e fE R HP R el B 2 T i o B — B S U IE S I VAIN B 26,
2 TR L 75 1 0 IO T 5 A (1 7 B R P AR T ik BRI AL, (ER AT TR AN 6 % 22 B R E B T A
FEVER . 2R R VAIN 18 REDH AN HPV16. 81. 42, 1fii VAIN2/3 & W, HPV16. 58. 33.
18, IXEESLIGZE G VAIN R TG AW A EENIE R R . B2, 5EIRES HPV BRAFKE,
HPV18 7E VAIN FEA H R e 8 B e 10, Al RS Sein o 2 A o0, WilRe St A FA ¢, X
— R EA A E BT

VAIN 28 5 HPV BB Y . W T4 8 G HPV I %, BR TR A S 8iAh, i N4 A B ik .
Je & HPV6 YL, B N % R 6 BH 8 AT B AR 7

&E 3k
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