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£20184F1 H £202251 A EEH BIER K F MR MR B Be k4T B B SR B H- LS H 2 K VaINfE: B &
HEMBTE TSI ER: © VaINEEFRET48F EAN LY. ATERETHAFRBITRE
WA PIER (52F) K TR VaINEEHER, ERFATZERE (P <0.05). @ 97.6%HVaINEEH
HPVERY:, BYLRFHWHPVEIEERN. HPV16. HPV52. PV53. HPV18&HPV58; HSILA NI L
REREME, HPVI6RHBRRERBLSILAER, ZRAFAATFE (P <0.05). @ HEHKEVaINEE
R AERZ A FESAERE R1/3. SEAFERRL, HEMAREFERSILEEE R, £
REGHZERX(P =0.023). @ XA Kendall’s tau-bFXIEMN 9 BEFRZE SHEREHAR, RIE
ARAEHETURRHAIREL B, VaINFRERH SR, FHEFE—ENIEMEISR (BT ETR
Z%: Kendall’s tau-b = 0.237, P < 0.05; #J2& 3 EFWZL: Kendall’s tau-b = 0.066, P < 0.05). ® &
& = Jtlogistic[Bl 15 ¥r, FAE _k1/3 K% B E R AL & 42 BITEHSILZ FHE T 2 /33 AL K £ HSILK) 2.143
f%(P = 0.043, OR{E =2.143, 95% CI = 1.023~4.490), HVaINE 3 TR 2 & 4 BHIEHSILAR B4
VaINZ i EHSILK2.2934% (P = 0.022, OR{H = 2.293, 95% CI = 1.128~4.663). ® S HHiEITREH(E
FHEY)/FER2VNARJE Z KB VaINK [RIFE 6], B 5 TR 2% 52 533 20K BLValN i) 8] f B (8] 1~348,
T BEAE T B BUR & IR AT U A 3~124E . FE A4 R RE K T4EH, 385 T0RZR L 4R
R EEK T EIRDREH, EFFLRTFER(P = 0.009). £&id: © W TEHAZPLME, &F
ZIHPVEY:, ACINES, RHEBRAEIRTRELSNE. HPVI6ZRY:, MERERNEEI=45
PEEVaINF A E. @ WEAEAFARES FTHE E1/3. S@ERERRETERZNE R
R, DAER|VaIN R LG . @ HPVIL IR IES FEUSER 22 HivaINT SR FB& .
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Abstract

Objective: By exploring the clinical characteristics of vaginal intraepithelial neoplasia (VaIN) and
the related risk factors, we can provide a basis for the management of ValN. Methods: Data of VaIN
hospitalized patients with biopsy confirmed biopsy in the Affiliated Cancer Hospital of Xinjiang
Medical University from January 2018 to January 2022 were collected for retrospective analysis.
Results: (1) VaIN mainly occurs in women around 48. The mean age (52 years) in the group with
uterine or cervical surgery was greater than the age of initial VaIN patients, with significant dif-
ferences (P < 0.05). (2) 97.6% of ValN patients had HPV infection, and HPV type with high infection
rate was mainly: HPV16, HPV52, HPV 52, HPV53, HPV18 and HPV58; Human papillomavirus load
and HPV16 infection rate was higher in the HSIL group than LSIL group (P < 0.05). (3) Colposcopy
patients with ValN indicated that the vaginal lesions were mainly distributed in 1/3 of the vagina,
the fornix and the vaginal stump, and the probability of vaginal HSIL at this site was higher, with
the statistically significant difference (P = 0.023). (4) The relationship between cervical lesions
and vaginal lesions was analyzed by Kendall’s tau-b correlation evaluation, and found that the
higher the pathological grade of previous or combined cervical lesions, the higher the pathological
grade of ValN, and there was a positive relationship (Previous cervical lesions: Kendall’s tau-b =
0.237, P < 0.05; Initial diagnosis with cervical lesions: Kendall’s tau-b = 0.066, P < 0.05). (5) By bi-
nary logistic regression analysis, the occurrence of vaginal HSIL in the upper one-third and resi-
dual parts of the vagina is 2.143 times higher than that in the lower two-thirds of the vagina (P =
0.043, OR = 2.143, 95% CI = 1.023~4.490), and vaginal HSIL in VaIN and cervical lesions was 2.293
times vaginal HSIL caused by VaIN alone (P = 0.022, OR = 2.293, 95% CI = 1.128~4.663). (6) To
analyze the interval between postoperative and detection of ValN in the treatment history group
(cervical conization/total hysterectomy). The interval between ValN in women with a history of
cervical lesions was 1~3 years and 3~12 years for non-cervical patients. The interval in the total
hysterectomy group was significantly longer than the conical group, and the non-cervical history
group was significantly longer than the cervical history group, with a statistically significant dif-
ference (P = 0.009). Conclusion: (1) For perimenopausal women, high-risk HPV infection, a history
of CIN, especially patients with high pathological grade, HPV16 infection and high viral load should
pay attention to the early screening of ValN in the first three years. (2) Multi-point biopsy of
high-risk people with suspicious lesions in the upper one-third, fornix, or vaginal stump under the
colposcopy, in order to achieve the early diagnosis and treatment of VaIN. (3) HPV detection and
colposcopy biopsy are reliable means to diagnose ValN.
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1. 5|8
RHIE & F W9 AR (vaginal intraepithelial neoplasia, VaIN) e [ 18 T 1435 1 P58 (1) — R s ms A5 B B[ 1],
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JARRTFBIE B, RO, Ao b R A R RR A (2] AT UK SL e SO N SR
(human papillomavirus, HPV)/E 4 AT U SR _F Rz PURAE, RIS BEIR AT 1 4L B8 77T 43 MR R & 1
FePIRAR[3], MRS, ANM ST AR B, REMEE MG TR R, W E R
IEH RS R . ARE AR B K JEE T 434 VaIN 1. ValIN II Al VaIN I %. VaIN I A1 VaIN II ¢4y 51 2
SR8 ERZIR 173 AR 2/3, 17 VaIN I 2000 58 K BRI B2 r 2/3 DL b, R A 3 R BiE B 4=,
VA4 VaIN IIT £ [4]. HR4E 2014 it 5 P A4 Z3(World Health Organization, WHO) 2> 28 J5, BB 2%
FBEIR L 7 99528 (low-grade squamous intraepithelial lesion, LSIL)E$% ValIN 1. 4R 1 Jl 8 B A gL R 38 2 |
TRPEREAS . BHIE = R Wik _E J7 995 48 (high-grade squamous intraepithelial lesion, HSIL) & G @R b
ARSI . VaIN 1. VaIN I K SR 20 i 5 A7 982 5] [6]-

ValN & —Fh5 HPV AH G AT AL, FLRFAE 2 B8 b R 20 i () S5 o 386 A2 o5, i V80 1) 20
[7]. HEIRIE, T 90%1 HPV B ot Sl — ik PR, JoAT Aol B I R IR B AE, AT DL G e
RGAE 6~18 N H WIHEFR[8]. T fa 2l HPV RELRIERYs, Bl A& A VaIN [0 B4 F . R A1
R, SRR R B LIRSS, HPV AT RETER LS LN BATIHIR,, B BURII R KB
R AR . T HSIL 38, HPV B E A RE B LRI hHESIR T s ai i i FE s A, oA AT A
WRALHE, T AL Rl i SR S N [9], FLYRYT 5 SR AE, B Al AT X P RV IR SR [10]

A E FRAIE TSl TH VaIN FIAE R0 50N 0.2~2/10 TG N[11], S FrE T AEFIE bR IR R 0.4% [12].
AR E R A =R = HBCEEER M IE S 112, FrE T AEEIE BN T VaIN (PR N
11%, SZEF EFHEH[13] [14]. VaIN FIREAURMRRREE, IRARARA R, DV EE IR S 1
il B TEASKEIU H A BH I8 2 WP IS I PR R I, &5 AN SR TT , WImTRe B s 15, KR N FHIERE[15].
b6 B 20 (cervical cancer, CC)fifi 25 ¥ i3k e AN 18 Sk 2 A2 /7 AR HEAL, VF 2 B 3000 i 42 8 bl K i is
B, TG RIF. SR BAIE AN bR AR A tH 2R IR G 2 [16]. SR, ZBRAIEUD I, X
AT AR, BRSBTS R TR . S USRS R A B AR SR, FLW 3 3R 1 0t 7 eIk b
B, mifafd HPV BHPE. £ HPV RReLB e n] SEUS B0 A, BYLHE 5 v] RN 2 K BHIERE, i EEE ]
TEWOIR E R N E RIS, IWMTER VaIN BIRA[17] [18]. EIRIE, VaIN F1 530 _E 7 A R4 (cervical
intraepithelial neoplasia, CIN){ES 50 78 nl GeA — € M EVEPEICR[19]. Fid. M.+ HUALK.
ZAMEAR . PEAT MRS R i) HPV R BE AW 2 VaIN FIfaf Rz . Bk il
SRR CIN/ R B 50T 7 B VIBR A S22 VaIN B S a3, Bt DUBSK R 2 (10 R8s 22 T 46 %7 CIN
4 VaIN 281201, I H 5 505 4 B E ARG TT 77 300 VaIN A —2 e, ik Bon - E kAR
J& RA BB VaIN I LLEIE = [3]. (HA VaIN TERFER A, B3 Sk 200 B & 5L 280, LA
SCHRARE B /N AT 50 45 R 35 P RE- 5 380 1 120008 11 A0 311K

BRI, T/ VaIN FIRJEAHCHE 2, RE R R I fa NBEF e AT 0 s J8 5 hn s~ A= e
FH OGN B fe b DR 3R (g R B 28, 9 A I I B, AN PR VaIN R 2R [21]. ABF e T
166 fII7E 37 58 2= Rk K 25 Bt a8 Jie g = e 3047 B A 75 - 22 2 S0 B2 RS A 12 1) VaIN S, J8 I [l ik
3T, BRI G RARR R AR SR R 2 o ARG PR 32 iy R B i TRy J e fis N BB B Ui A8, A VaIN
1 RS IR PR AR

2. MRABRSFHE
2.1. MREMR

AT FTIREUE 7 Hr 2018 4 01 F % 2022 4 01 A EFT BRI 22 iy s R = etk A7 BB ik & F 22
AGUR LA B2 N VaIN 1 166 411 bt 88 Im K Bk}
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PN SHEBRFRAE
MAFRE
1) BAT B & R BATBHE SIS R IR VaIN ERE 8
2) BHEIATR E . M. W5,
HeBrpne
1) & St iR AR SR TE 3
2) B &I AT T
3) BIFATERT B R B S LA A IR
4) BHRBERGIIA, IR G B I

22. ABERE*.

22.1. ARAR

MRAZIN LHERRARAE, BT FTRBE 7341 2018 4F 01 H 2 2022 48 01 F 7L 88 B2 RL 27 Iy Jas Ji e 2=
BEdEAT B B & A LUR B R 71208 VaIN (1 166 BBt B Z IRR TR, kT or 888, i
R AERY. HPV. TCT. FERDREL. WAL, BEAYIS B ERAZR ) HPV. TCT KRR,
IR AE BT SHC R AR R G R A B B PR B REEAT Bl b, 800 VaIN 11l PRI 15 B A6 S&
K. R AR AT, SATA B E S YE 2014 4F B bR iE it 71 2 (International Agency for Re-
search on Cancer, IARC)7E WHO £ 4 hit (& PEAEFEA B MR 0280 o i o BRbRdEEAT 20 3.

2.2.2. ®MSZE

REEFFATVERFI: 1) FRAREN 3 RNEEIEBTE AT BB e 2) REFRATT 24 /N2
WIEPEAETS; 3) bRARENAEIEH LIHNAT: 4) REIRARRTA AT PIE RS R BBURIR K 5) WAk
T2 Ja NAE 4°CAEIIG  FF HAE Z 8 A 58 oA il

1) WEH M (Thinprep Cytologic Test, TCT)fMI: ff1H3%[E TriPath AutoCyte Prep fill i fl L4 5
g, MY BAES 785 e 5 BB TE ik, IEVER M WYIE, SRR E RISk Rl bR A%, N FEH
PRAFBRIREAI T, R B LI5S . AR Bethesda 4l 2% 42874 (The Bethesda System, TBS)Kf TCT
g5 Ry NI b R PR AR RS 99 AR 48 ffl (No intraepithelial or malignant cells, NILM). JE$Y@oIR Rz 4 ffg
- ANBE IR = L (Atypical squamous cells of uncertain significance, ASC-US). &Z @R _E 57 P9 A8 (LSIL)
AR s AR b Rz 40P - ASBR A b B Y% A2 (Atypical squamous cells cannot exclude HSIL, ASC-H). =%
AR T 7 AR (HSIL) . 85 IR 41 g JE (Squamous cell carcinoma, SCC).

2) HPV-DNA Kl HUB I 78 73 5 5 7 2B 138 ko, J5 75 3 0 70 Wb, R AR S Wl Sk e 41l EX
WA, 4 RFERE TARAR RGBT, 4 CHRAF.

a) HPV #EAill: HPV # AL £ 28 — A48 i 3K (Hybrid Capture2, HC2)Fi AR, HHURFEZRIEH
LA M B PR A F] o Al 2 IR B A B0 R B AR N 51774 4 HRC) S G U6 B F e AT # 1.
RGN RAAHE: O ¥ Hbx DNA FEA S E HPV-RNA 38R HE1T4458; @ RNA 28R 5140
BRI PR L & IR B @) Bk 2 RT3 Ik 5 5 5 B R o W e 246 5 Ik e, A
WF: HPV #HEME > 1.0 pg/ml KR[N, <1.0 pg/ml LB,

b) HPV Zp B4 FIH PCR-FIRARASVEIAT 40 BRI, 177 008 B M S AR = A IR A F .
FEAGI T FE TS DNA $2EL. PCR ¥4, Jexc fliE (1, FEAMAGIN S UL Bik47, JERSH G 5
FSSE HPV I8 6. 11, 42, 43, 44; 14 FhEf@ilE®y: 164 18, 31, 33, 35, 39, 45, 51. 52. 53,
56, 58. 59. 68 LLK 3 A EAHER WA HPV I 53, 66, CP8304.

DOI: 10.12677/acm.2023.1392025 14467 I IR = =23t e


https://doi.org/10.12677/acm.2023.1392025

RGN « REFIR, EILEISR « FIA T4

3) FESAE: BEIEMEA N, hPbEHEE TREA SRS BB E S, BARm
YU, AT R, 6T BE X AT IR . EBRIESE N, YREEERJS ) VaIN i Mo w RO A R
Yl BRI o ARG AR TR BT s i s O AR s RER D LA SO,
FHLAODR 8 S AN S AL 2R (M R . AR AR EE N 10% 48 /K 5 M TR AR A 6 07 B0 228G A

4) FRERE: WAL 4% RS A, U, HE Jeta, @A 45000 BB I v 20
SWr, B AR S UL b BB AR T B S e B W . ARG ES Wi v: VaIN 1, 11, I
Ko (AW TG 2014 58150 F44 H A5 A 13E LSIL K& HSIL.

223, GitE A

GUIT AN SPSS24.0 ST A AT EARE /M - 43 M7 VaIN 5448, HPV, TCT, BHIERAS AL,
BEAEE SR LR R A ESOMITTRERERHX £ S)FR, HRECRH t 5% THER LR
M LR, KBTI BE Fisher HiIMER L. AEIEAS 0 (VR A M %or, 4R ia] L
FRARG G, 28 B (B M1 5% 20 M7 R FH Kendall’s tau-b %, P <0.05 AZEFA S 24E Lo

3. &R
3.1. —¥ER

—MCTORIEE 2018 4F 1 H & 2022 4F 1 FBram B R R 5258 = I PRI 2% B i B R 93 X W0ia (19 22 FH i
BRGS0 B2 AG A AR 12 VaIN [IERE 38 166 . R ERVEAHR 35 HH VaIN T 4% 71 1], VaIN 11 2% 79
Bil, VaIN 111 2% 16 Bl . 7EAHFFCHHE 71 5] VaIN T V3 NBAIE LSIL, 7 &80 500 BT 42.8%; 95 B VaIN
IT J¢ 11 YA 9BATE HSIL, (S 57.2%. B EARTR R IIRKEI, ZHAEFE ISR, EEHRERTR
RGBT5S00 I A B BB Ve T B U R B

AW 5 R R 3 32 5 1 B B R UM S FRIA YT A R VaIN # 55 (A R CIN 47 5 IR & 16 61,
B3 HSIL A7 & FEVIBRARE 12 4, FFEIUEATEIUEMREARE 14 4], FIEEI0EET T E VIR
RE 13 6y BEAETG T B80S HUHEFARIGIT M2 HME VaIN # 42 4, [FIR &I 5506 E#H 69 .
G T SRR AT G L, B2 VaIN SIS HUR RN EE NEURZ, S RTTFORBIT 41.6%; o REAE
HEHUHZR VaIN B35 EKYI2HRME VaIN %, %5 25.3% (LK 1),

B :%#E‘}T? FETRRTEEDY

~ HhvalN

Figure 1. General information

B 1. —fRER
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3.2. HXERSH

3.2.1. g

AW B AR N 48 &, AL T RAE MRS /N 40 B35H 34 ], 40~60 B EH 117
B, KT 60 &3 15 6l, HORADZLER WAL HiE LSIL 4 FH4EE 48 &, HSIL 4FHER 49 5. H
HIAFATEER I LA, Z R LG R X(t=0.186, P = 0.667). FJifhor =4: ¥IiL 4l VaIN 44
W46 %, WICHIFEIRALHTINER 47 &, IR LA CH T 5 /8 S5 AR T RIGST 0 S12) T34
W52 % GEi T RBLATT IR LALEER K TAIE VaIN 4% VaIN &3 E80% M, ZRE5%H%ER
(t=7.369,P =0.001). XA IEIT W LR VaIN BFHFEATEE A (R LA, w20 s 30 A8 4 V)24 1) B 357
BIER R T IHAREI TR L 18, (HER LG R X (t=1.465,P =0.235). VI 1.

Table 1. Comparison of the age between the respective groups

= 1. BAEFREEER

34 FRCP) t18 P&
B3 LSIL (n=71) 48+ 10
P AR AL 0.186 0.667
BHiE HSIL (n = 95) 49+ 10
1RIT I 2 (n = 55) 5249
s #]¥& VaIN #(n = 42) 46 £ 11° 7.369 0.001
Y2 VaIN + B34 4 (n = 69) 47 + 10°
B (n = 16) 50+ 10
1R 2 B SR AR A 4 (n = 12) 57+8
HIT R 1.465 0.235
EHUERIA A (n = 14) 52+10
FEEMHARTFEEVHMN=13) 5245

#HUE: BT RAHEE, ERAGU T E

3.2.2. HPV

XA BB 1) HPV QR R BHAT I S0, IR G m i HPV B 2505 HPV16 (47.0%) > HPVS2
(13.9%) > HPV53 (13.3%) > HPV 18 (12.0%) = HPV58 (12.0%) > HPV51 (10.8%) = HPV56 (10.8%). W[4
2.

AWEFH HPV 7E VaIN H R tH 23 97.6%, s —@yes . QRGeS 2 8GR 50N
50.6%- 33.1%- 13.9%. FEMRIIN M m B FE R A A H 53 3k 4T HPV JE 1 JsE A Eb %L, HSIL
PGB E P AL S 1250.6)% LSIL (P A7 %: 526.8)H F, ZRA S8 (P < 0.05),
(B GRA A LU rp 22 SR G E 22 3 o 43T HPV s PRSI 45 L, W9 4L 5505 LK) HPV LR AU N,
LSIL #41: HPV16 > HPV53 > HPV52 > HPV58 > HPV56 = HPV18 = HPV51; HSIL #41: HPV16 > HPV52 >
HPV18 > HPV53 = HPV58 > HPV51 = HPV56. ] . HPV16 HU7E 2 h 34545 i (T PE A 2R, Fok HPVS2,
HPV53. HPV58. HPV56. HPVI18., HPV51 HUYLtsy7e 24 vh A o G 3R . W4 HPV Jikje iy
AHEAT—— R, K HPV 16 AU HSIL 2H s de € B R 5 T LSIL 4, Z R A 4iit 5% 5(P < 0.05).
W 2 Kk 3,

R, N EE HPV REHE PR &K S0 E IR EFEATI4 > EEY)
4 >VaIN+ BFHHRAZL > VaIN A > FHE L4l > EEHnAE 475 IR, fTRE S CIN
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T3 SR FR ORI HPV LS VaIN 5 32 I 1 55 8 v 1 8 S0 S 4L AR B S A St 8, H

ERLG R (P >0.05). W% 4.

47%

50
45
40
35
30
25
5
0 | O me——
LHHLESTEREFIHPIY o FHY I F
Figure 2. HPV infection types
[ 2. HPV B A
Table 2. Comparison of HPV infection between the HSIL and LSIL groups
% 2. HSIL 45 LSIL 4H#9 HPV RERIFERELE
Sy B93E LSIL (n=71)  BHi& HSIL (n = 95) Ziy P
HPV & & (P25, P75) 526.8 (27.3,1605.8)  1250.6 (256.3, 2343.6) 2.172 0.030
14 4(5.6%) 0 (0.0%)
HPV /YLl B — kg 32 (45.1%) 52 (54.7%)
(. 7':/7)& X g 24 (33.8%) 31 (32.6%) 6359 0093
% H 11 (15.5%) 12 (12.6%)
Table 3. Comparison of HPV infection types between HSIL group and LSIL group
% 3. HSIL 45 LSIL 4H#9 HPV RERBIFIELEL
i FHiE LSIL (n=71)  BHi& HISL (n =95) Z P&
6 3(4.2) 1(1.1) 1.315 0.189
11 0 (0.0) 1(1.1) 0.865 0.387
16 19 (26.8) 59 (62.1) 4501 0.000
18 9 (12.7) 11 (11.6) 0.214 0.830
HPV 5B, %) 31 4 (5.6) 1(1.1) 1.703 0.088
33 3(4.2) 4(4.2) 0.005 0.996
35 0 (0.0) 3(3.2) 1.507 0.132
39 6 (8.5) 5(5.3) 0.814 0.415
42 3(4.2) 2(2.1) 0.788 0.431
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Continued
44 1(1.4) 1(1.1) 0.207 0.836
45 2(2.8) 4(42) 0.475 0.635
51 9(12.7) 9(9.5) 0.655 0.513
52 11 (15.5) 12 (12.6) 0.526 0.599
53 12 (16.9) 10 (10.5) 1.195 0.232
54 0 (0.0) 1(1.1) 0.865 0.387
56 9 (12.7) 9(9.5) 0.655 0.513
58 10 (14.1) 10 (10.5) 0.695 0.487
59 5(7.0) 3(3.2) 1.153 0.249
61 0(0.0) 2(2.1) 1.226 0.220
66 4(5.6) 6(6.3) 0.182 0.855
68 2(2.8) 2(2.1) 0.295 0.768
82 0 (0.0) 1(1.1) 0.865 0.387
83 1(1.4) 0 (0.0) 1.157 0.247
cp8304 6 (8.5) 3(33.2) 1.485 0.137

Table 4. Comparison of the HPV load between the each group
4. £5Y4RIE HPV HEMLLE

S HPV B & Z PE
VRIS 4 (n = 55) 965.2 (86.5, 2468.1)

é;ﬁ;z ﬁj},\f) ¥ VaIN 4l(n = 42) 607.5 (121.3, 1693.5) 0.729 0.695
¥JiZ VaIN + EFH A4 (1N = 69) 1124.4 (54.8,2165.0)
EHHEY)H(n = 16) 1377.6 (65.2, 2584.4)

??Piﬁp%)ﬂ %‘é&;‘iﬂ i %:ﬁfﬁ ?Eéﬁ]iﬂ(n =12) 1609.1 (147.7, 2526.2) . 0768
’ IR IG A (n = 14) 528.2 (127.6, 1418.3)
FEEHMHARTEEVHMDN=13) 483.2 (86.5, 2769.8)

TEYIZ VaIN B 4 32 154 F6 5 3000 48 73 PR 41, VaIN 41 Ge 2 i = 2K HPV 2450 8 : HPV16 >
HPV51 > HPV18 = HPV52 = HPV53 > HPV35 = HPV42; VaIN + =#HUKAHLA: HPVI6 > HPVS2 =
HPV58 > HPV18 = HPV53 > HPV56 > HPV51. LLEZH LI HPV YR, KL HPV3S B 3 271
TS VaIN 4, 1 HPVS8 B EBAFAET VaIN I E IR A . XFM HPV fERAF i Z R A
it (P <0.05). VEILEE S,

3.2.3. TCT

Geik BEAT R B S El R = SR AT 4T B VIR L 39 B VaIN BE I TCT ey, 7 69.23%M) E#
YA A S H . Hodh ASC-US (A) 15 37.04%, LSIL (L)Y 44.44%, ASCUS-H (A-H) 5 7.41%, HSIL (H)
i 18.5%. $i&7 TCT X 5 2 37 [ 38 Bk i g 22 B 0 75 A5 2804 TR 8 3o (AR 58 AN 42 I3 9 32 20
R T B VIR R 0 JS AT TCT thEs, ZERWLG¥E . HILE 6.
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Table 5. Compares the types of HPV infection in the two groups of newly diagnosed patients
5. HHRAAIS BER HPV AR

51 ValN #(n = 42) VaIN + BEIURZEH (n = 69) V/ P1E
6 0 (0.0) 3 (100.0) 1.364 0.173
11 0 (0.0) 1(1.4) 0.780 0.435
16 24 (57.1) 34 (49.3) 0.801 0.423
18 5(11.9) 9 (13.0) 0.174 0.861
31 1(2.4) 1(1.4) 0.356 0.722
33 1(2.4) 4(5.8) 0.838 0.402
35 3(7.1) 0(0.0) 2241 0.025
39 4(9.5) 4 (5.8) 0.733 0.464
42 3(7.1) 2(2.9) 1.041 0.298
44 0 (0.0) 1(1.4) 0.780 0.435
45 1(2.4) 3(4.3) 0.537 0.591
51 6 (14.3) 5(7.2) 1.198 0.231
52 5(11.9) 10 (14.5) 0.385 0.700
53 5(11.9) 9 (13.0) 0.174 0.861
54 1(2.4) 0 (0.0) 1.282 0.200
56 2 (4.8) 6(8.7) 0.774 0.439
58 1(2.4) 10 (14.5) 2.062 0.039
59 1(2.4) 3(4.3) 0.537 0.591
61 1(2.4) 0(0.0) 1.282 0.200
66 2 (4.8) 5(7.2) 0.520 0.603
68 0 (0.0) 2(2.9) 1.108 0.268
82 0 (0.0) 1(1.4) 0.780 0.435
83 0 (0.0) 1(1.4) 0.780 0.435
cp8304 2 (4.8) 3(4.3) 0.102 0.919
Table 6. Comparison of the TCT results between the each group
6. LLEBARR TCT 4R
TCT
vl Fa// P
- A/L A-H/H
P s H3& LSIL (n=11) 5(41.7) 1(5.9) 5(50.0) 1480 o841
(. %) i HSIL (n = 28) 7 (58.3) 16 (94.1) 5 (50.0)
FRA) E S D) H(n = 12) 3(23.1) 5(23.8) 4 (80.0)
%%"ﬁ B’/f f;ﬁ EHERIGHAM = 14) 6 (46.2) 8 (38.1) 0 (0.0) 3.362 0.186
EEFTHRKXTEEVHAN=13)  4(308) 8(38.1) 1 (20.0)
DOI: 10.12677/acm.2023.1392025 14472 Il PR % 2 3k e


https://doi.org/10.12677/acm.2023.1392025

RGN « REFIR, EILEISK « FIA T4

3.2.4. HFTEAL
FTE B 34T 7 IE M BB B A, BB AR S E A AE R E - 1/3. ST KA ERm AL, ik
AR AEFAIE HSIL FMERE m, ZRA480 %R (7 =17.522, P=0.023). VEIE 7.

Table 7. Difference in group distribution at sites of vaginal lesions

7. PERERUNERSTER

JRARIRAL FAE LSIL (n=71) B HSIL (n = 95) 7 P&
F3 37 (41.6) 52 (58.4)

f@%gfg R 2/3 24 (58.5) 17 (41.5) 7.522 0.023
9338 5 iy 10 (27.8) 26 (72.2)

3.2.5. AHETRET

Gt oy A & LT S R AR B E A LRI W12 VaIN & FF 5 300 AR 2 7E BTt 700 s 250 o5
P % (41.6%), HLTE 7320 A B 38 s A AR ) 22 1 B A9 658 vy 201 94 2% 1) bEAG1 B 157 (60.9% > 39.1%), %2
FH GRS (C = 7.919, P =0.005). 11 BEAEA TG 5 505 A8 75 5 41 e A WL 35 25 57 . VELEE 8.

Table 8. Comparison of the cervical lesions between the two groups

=8 LR ETREAEMEARNNESR

pax:il FHi& LSIL (n=71)  BHi& HSIL (n = 95) Va P1E

S or T T 42 (60.) e 7919 0003
W, %) ¥ 14 (33.3) 28 (66.7) ' '

AT B B0 AL H 12(28.6) 0014 0.001 0.974
Wi, %) ¥ 3(23.1) 10 (76.9) ' '

1) BREEIHRE

AHIF T R BEAE A S S0 A8 S VaIN B3 &7 25.3%, K Kendall’s tau-b A TN 23 BT BEAE & #7005 A%
HIERAER KR, KB ZH CIN FRB g s, KA VaIN BB tlkE, W& AL —E
[ IEAHSC K R (Kendall’s tau-b = 0.237, P < 0.05). HA2E HUpi AR HPV BG4 M 5 k4= VaIN i HPV
SRR SR I AR —F, F & VaIN KL e A%)12 CIN B HPV RRELEGL RS, BT REAE D,
k= SRR O SRR A 1. TEIL K 9,

2) FILHIEEHETRE

AW L ValN [FRS &3 5 3R 2R 1 5 41.6%, K Kendall’s tau-b A5 PEA 431 B #0548
HRERAZR KRR, KNG IS SRR IE, W VaIN WZodske, P2 iEmR, H
AR 55 (Kendall’s tau-b = 0.066, P < 0.05). £ 1.7 9.

3.2.6. Z7JT Logistic [E|Y353#h A& HSIL M& RERER

AR IR A5 H . BIE LSIL 415 HSIL 41138 /0 AH R R R AFAE 2 57 o WU RAFAE 2 R 2
AT =TT logistic [B1 VA 73 A7, RINAEFHAE T 2/3 bk 4= B 1E HSIL 72 B 38 5% i & £ HSIL [ 0.283 fi5(P = 0.012,
OR fH =0.283,95% CI = 0.106~0.757), H VaIN & F 5 2505 AL i} & A= B8 HSIL 2 5.4 VaIN 2138 HSIL
(] 2.293 f%(P = 0.022, ORH =2.293, 95% CI = 1.128~4.663), #{ VaIN & F & 35 A & 18 & 4= HSIL
PIfal R Z, MEHIE T 2/3 B2 B1E & AR HSIL PR R ER . 0L 10.
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Table 9. Correlation analysis of VaIN and cervical lesions

%2 9. VaIN 5 E iR aIME < 94

i &5 VaINI &) VaINIIZ&@#)) VaINIIZ&#) Kendall’stau-b P1{H
CINI% 3 3 1
REAE 5 3 2 CIN II % 2 5 1 0.237 0.012
CIN III £ 0 4 9
CINI% 30 9 0
BLE I8 B0 AL . X ) 1 0.066 0.037
CIN III £ 2 3 1
LB i 2 1 1
Table 10. Multivariate Logistic regression analysis of high grade vaginal lesions
%= 10. [FiESRIFLTZE R Logistic BV
B3k B Wold 18 PE Exp(B) TRR LR
HPV E & 0.000 2.675 0.102 1.000 1.000 1.001
IO 5 A AL
e A VACS &) - 6.339 0.042 - - .
FRARRAL( L 1/3) —0.686 2418 0.120 0.504 0.212 1.195
TRASERAL(T 2/3) -1.262 6.324 0.012 0.283 0.106 0.757
REBGIBHIRHRL () 0.830 5.254 0.022 2293 1.128 4.663
W 0.440 1.064 0.302 1.553 - -

3.3. VaIN & [B)FRRiE]

IR SR AR 5 F R L ValIN [ 1R] BN 8], 55 350 CIN H#EDI 9 535 & VaIN iy AL a2 13 4N H
B8 HSIL 27 B UIBRR L H 2 27 N H, S8R L A2 28 A, maARE SR &4 75 VIR L 2
84 Ao A D)2 AN R I F] B A T HEDIAL, {5 29005 A2 g S 2E 1] g A ] S 54 T B S A s A, 2 S
Bt #E L (t=11.523,P=0.009). V£ 11,

Table 11. Comparison of the onset time of interval VaIN within the treatment history group
= 11, EEBUATTRSELE MBI VaIN #9 & w8
e DOV REAESREAVE HIWRAA FEIEESVA . .

(n=16) (n=12) (n=14) (n=13)
(a1 st (Al B (P25, P75) 13 (5, 26) 27 (7, 49) 28 (14, 40) 84 (37, 152) 11.523  0.009
4. Wig

ValN s& P JE W I AR B9, &5 2B 1 — MOV BRIE L & 7 # B I8 73 4, A1 VaIN
R WA AR IR[19], T ELRAE B Gk & P A DL WAL, R 1 I 4 i i [ T8 e At AT BIE TP
A EENE TR T 5 DIERA 5 B 88 WA 5 ARE U 20 M 7 B0 2R 2 0 ORI, OR R s I B
G FIZ . B ATATSEAN VaIN 5 CIN FEZ G027 ORI G 6 R 3 55 77 1A V2 AL AL, Hoils
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PR BT RTF CIN HEVIAR G K & F e VIR G & E VaIN (27487, Ok (10 R8s B2 4 46
FKE VaIN B IS HURE IR WA 166 5138 _F 57 P98 A8 4 B 2B 3 A7 LB 0 i, i
B I B HUR AL I TE R AL I JOR AT 7328, BRI &8 VaIN IiF K ABE s fa 3, A VaIN R i2
B PR UL .

FEAREFEH 8 LSIL 3 71 4, (5T om0 1) 42.8%; FHE HSIL 3 95 i, 15 57.2%. FIAHE
F AT B EE B B B B Bk, 1112 B R Z P LSIL S & ZRH AV, #¥liE LSIL
(R0 Z P REFFAMIC T B 18 HSIL. 42 BB R S 32l T B BUE HUHC T RIGIT . 275 [ -5 IF 5 505
Oy, G TSRS, W12 VaIN &I EHUR R B EHE NRZ, &S TOR B 41.6%: H
UIE AR B SR AL 1) VaIN B K12 8k VaIN &, %5 25.3%. 8] VaIN £ 5 5 3505 28 A0 4k 5%,
A AR, PRIFE A HPV BRGS0 A B b R YRR o DRLIRGI PR b 7 400 1 2909 738 1 [ B . o] B S 91
EEANH AL, AB R RarE .

4.1. g

HRGTHF 7 R B2 B VaIN B2 N 50 $[22] [23]. T7E S 20 HSIL/ 2 S A S5 H 3 VaIN [
KEZWTE 50 % AL Ai[24]. BEAh, BHIE LSIL 5 HSIL oM ERE T 38 2 7 [25]. Li 252610 N, 4t
LGk VaIN ZAZHTH 2.09 £, X 0] B2 FONALE 5 (1 2ot MER R o0 s/, BRIE b 3 A 7
FERRAG, bR REARE, bR A i s Sk, BRIE 0 B RE 19SS B RS, [ E AR
GWUZERIME LAYERE, IR S N R AR, WO B Z 2R B INGR . AR LR ER, VaIN B3
SPIEERS N 48 &, FEAKTRAEWIRE, SRS AN TFRMEAL. HA 758X FRIGITHR
SRS (52 B KT W2 VaIN B EFE, 270500578 EARIZIRTT R SIE 2 1% 18 5
BRMHAT R, FRIANEITTHEZER . R4 Ied 5 0L B R,

4.2. HPV

KT VaIN 5 HPV B 2 1A SCHEAAAEAN A (1 285 R« B i 78 R B VaIN 2 (1) HPV BHPEZ R 97.5%,
T1.2% N A HPV BT, b 16 %915 31.3%, 18 A5 10.4%, HAth s G lmAd 5 31.3% [27]. FHH
KEWHFTCRI, VaIN AR, HPV ELHLBIAE: FHiE LSIL £# HPV FHMERIET] 87%, 1MilH
18 HSIL 3 HPV FAIYERES] 100%, I HEGH HPV (5 96% [3]. HEEE SRR B, ABF5
8 LSIL 20 HPV FH 3K 94.4%, i HSIL 417 HPV HIFHPEZR L 100%, H HSIL 41 HPV #—. X,
Z HER YR = T LSIL 41, (HERTLS 7 L. Cong ZH[28)\KMELA LT EVIBRAL, HPV X
i HSIL FIBURIEYIAN 92.3%~93.5%. AW T HPV 7£ VaIN d ks %8 97.6%, Hr e,
WEEYR . ZEEREFEDHN: 50.6%- 33.1%- 13.9%. $7~ VaIN & 10— YLk 5 g &, =
WU J % B KA BIAE AN AT A0

DR LA v (R BRI, T A BT e I A2 1 0 A 7 S8 #8 i% HPV Al . B T HPV16 #1 HPVI8 A
PiIE N VaIN A8 i i DL R AL 7], SR AS [F) He X 9 (0 32 BEE0W HPV WA H], #2271k HPV
AL J AT A7 AR b B 22 R (29] 0 AE 0 U g EE L B B0 2k R B Dy HPV16/52/58/18/56 Y s FE WK
HPV16/18/31/33/58 #1[30]. fEE ABEFHEATICT HPV HIAT R 2 A A 45 R h BoR i WL FRh HPV
FA I 16/52/58/18/33 HY[31]. 1M —WR T Hrs@HbIX 02 HPV IR G 5 B 800 38 A R Fe b # s s IR
YR B m AL R R HPVI6 B, ko HPV6/11/58/51/52/31/18 T4[32]. FOeh [ HABE G AHEL, AS[FEH:
X HPV RYLE NI A 25, XATE 5 RMABAR HPV 0BG 7% AR R AR AR[F X
PAZTIE DL 2 R 3 A K[33] [34] [35]. AL H, HPV16 BYF f i (1 PH 1 %6, Ho4 HPV52.HPVS3,
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HPV58. HPV56. HPV18. HPVS1 B YL VaIN [ ZEUR A, i b nT WL % 48 1 32 Z30% HPV
PR B AR I BUR R A — . H HSIL AT KRR & HPV16 BERYZE LSIL
Wi, ERAGITFES. WIHFEE VaIN 5138, HPV16 BRG] R LLEIAH R, H HPV 7 #
WEWEE. R VaIN Zalim, mEf HPV BYeRtilm . TH 518K TR VIR FEH,
RGP R R A DL HPV 5 fE R A 55 kAR B 3 HSIL MRS i B Al B e —Fb HPV 7 i 0 Y 1) s
B, WNZ AL HPV & a0 AL i 35 R A vl BB X S8 T M) VaIN IR . AHF 5T 97.6%[H)
BF A HPV YL, ELEBRFIZ N VaIN B HPV JIES, B —JRyeR | SRR, 2 HRYR
KNGS ER, 5 EIRGRAR.

CL A W FUFROE 38 20 A MY B Y38 s B AR AL AU () HPV 450 s RN 2 i 5 S50 AR A I Fry &5 ot o —
o ML VaIN B FIEY HPV 198455 5 20 HSIL/ & i V697 AT S i) HPV R [F][24]. AHF
FAHL B R AL HPV YRR 5512 ValN It HPV YA e BRI A —5, % EE IS VaIN
ATRENAIE CIN I f) HPV RREUR TS LAETCHT FHRIEW] 2 VaIN & I 5 305 42 1) H % 5 540 VaIN
BEZ A EE HPV YRR 25, AR T R4LE 1) HPV YA, K I HPV3S Y £ 2
TEET HlR VaIN 41, 1 HPVS8 B EEAZAE T VaIN S IF 5 8k AH . X Pkt HPV 12 P4 ()50 7
FAGFE S, WTREH T HPVSS U8 HUR AR 1) 3 EBUR A, SR B E 5 AR R R A . b
BRI TREAR R D, S AR EEE SR, SRR — P KR A S g AT S 1 (A 5T

4.3. TCT

A A 7R T LR SR A VaIN, il e F B VIR ARG I ia e, DR 4 i 240 A i) BUse i A
T REATFEVIBRANELZ., TRALTEVIRARSL, HiE HSIL (20 8URMEE N 58.8%~80.8%
[36]. TE—T0XF 830 flFH VIBRA G LRI RTHEMERT o b, Goih 4 i A48 2 it 9938 7 28 (1 U 83%
[37]. HETCX R 4 A 45 1Y CIN ZRIMAH AT T — @ R 7L, (O ER = 4H i 2
T VaIN FIEHE AW 70 A 7 BEAE IR e B R AT A E VIR SR 39 49 VaIN i SE i) TCT
A5, B 69.23%K) 3 4l A A 8, Hirdh ASC-US 15 37.04%, LSIL 5 44.44%, ASCUS-H /i 7.41%,
HSIL 5 18.5%. #&7~ TCT X £ 20 K [138 i ity A% 0 B 7 A 350 TR Lo DRI AR AU 7 ST 7E S5 AE 1)
VaIN EE M TCT iy, SRR ST HPV 2 TCT A B BA Uk

TE— TR FL R B, A CIN i SE B 21 B VIR AR5 B TCT 59 I el & 176 CIN i s 23
1M TCT 455y HSIL B, 5 CIN %3 52 1 B3, VaIN (1R AR R 5 T8 CIN i sE [ 25 (57.1% > 15.1%)
[38]. THAEAHT 7 7 5 VI BR A S F IR 40 — 4L (IR 5 30 HSIL AT & T S DI AR 12 6], K5 3
ITIRIEARE 14 4], FAEEHR A ST EVIBRARE 13 #§), i =20 8 B ik v 00 0 V& 40 fi 27 K A
ZRIEGFE N WBYERT RN, EWRARLERMpARas R, FERILHEER, 5ER
CERATE. Bz, IR IR RS AR AT VaIN fik 7k BB R CIN 472 FE IR AR 5
S, E AT IIE A s S a8 HPV BeA R ill, mr R AR, JLBHGYT ValN,

4.4. AERKEERFREFLBA

FRAE Bk 2N 75 70 70 B2 He AN IE A 3, AERRIR A QAN ( XHGE AR [39]. X T-4112 ValN 1
B, HPERE R R, B B AN, T T B SUR AR AT VIR BT E VIR AR R B, T
Bk S A Rl A SRR B, S BURIE B R E N, TTIRIZ . LAk, TRIRE AL TR 1Y 5 S I (]
PUARAR, R BRI [A) A4 AT DO B3 W AR AL o RN R2, VaIN R E R 224K, H2Z AL
TEAIE EB9], XA REAR t TR A A A A T EBIE SR A C H R B B R A, Ak
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HPV A XK. T EVIBRAG IR, W78 Rl T [ 38 W U SRR AL, X v] BE 2 BT B & b o 5
AR 52 BURFE R, Rl HPV EGe 5 8091E im0 s . AR, VaIN iF K
HALAIE b 1/3 (4 78%~92%), HUCHMIE T 1/3, B H B /b IL[40]. Jentschke Z5[41]%} 65 1 VaIN
BT RIS, 4R RN 2/3 1) VaIN 8F 2l VIR, ik —RmdsE, W RE T
13, HAEVTORIL, FESUE IS CIN AT FE VIR AR IR G B8, KE VaIN [ A8 67 B 1547
THIE I 1/3 [42]. TEARBRFH, WAREA EZEEYNE - 1/3. S@EFE RS KIPERme, &8
Bl 75.3% . HAZEAL R AL @ PO AL KR T i, ZRA R EE . 8 0T logistic FIHAMT, K
BUAERAIE S 2/3 kb W18 HSIL A2 BE sk & 4= HSIL 1 0.283 £, #BIE T 2/3 M A8 MHx T B bk
S P99 AR R 38 &% 2E HSIL BRI 2. RIIEST VaIN B 5l A CIN JaI7 L B, BE W4T e s
ey, HERNE L 1/3. SEaBEku AL, 8 B BA T8 2 AR R A R R A AT A T
R I 2 ATIE R AT B B T R VaIN.

TELCHEAETEAR T, 24 HPV R ZH DL — i B A I U 7E T 28 R A Az e i 2 B R THIR, T84
F1E R IR AE KRG 2 R EOCRE AR, XA RIBEREME37]. Fik HPV AHBRAT
B G ERE HPV 8 RYL3E, AR5 S8 VaIN Bk . £ —SimpRRp 4 b 34 18 & Bl HPV #h4:
P B3 1 5 U A R B R R AR, T E B S AR I T B AR . BB HPV B AMUAAE T B
W EH, LA THESE, HPV AR EHEY HBINESE, 3K HPV i BRE T HIE,
MBAIE S @A R 1) HPV Ml RE#EA 218 LN R R BN VaIN. i TERAL T B8R, 5L s
IS, B~ aa L fPEmsh R E R gt 0E S @A S A, D5 21 &, HPV
FH 1 301 2 78 [ B A 7 0 R L U A, WA Db AT A B E S & (9] TEAFIFEHHMNT 166 B
VaIN #%, Ho s s s RS I B HUHAR N VaIN BEA 55 61, 15 33.1%. HERIkR B8 i
By B A T ) I E SR B R, R A 0 e A PR B T (R A T R i O = 2 — I R R 2 T
REVRIATT o« A M RHF AL REIR, 15%K 1 BB 3@ M CINIL A7 T B VIR 5 1 VaIN &3, 4%1I15
TR HERE, 2% KSRy LR T RIBTE R m e [36]. M1 HPV MG E S0 A8 3, W A JF: B
EHRE. FARG, XA AAET BE SR SRR AR, I A RHR, M5 285012 22
REF R JE[11]0 X —TEHE SR B S AR VA R B VIBRBAIE F 3~4 cm, #1738 05k B% AR [43] IR BRI
ARHGPPAL SR SR AL B T8 VB3R AS 2 BU7% 3 ValIN, PRI 0F 708 S CIN 1R 5 2500 28 2 AR i SLgEAT 4 B ]
EEERAIEREER, DAE T S VIRR TG FE[42]. VaIN J&—Ff B Wk it f2 XU i BT A8 . BT A
RIS 2 TE B2 52097 10 VaIN T R o, 0 JE At g () XU, B o T IEFE B2 3R 7 1) CIN TIT &
H[44]. VaIN A& NAEFHIE bR YRR M E A sy, BAVE BN E SRS W ARG, AR
W B e % 5 T Ak T I RS, e B S R E BRI BRI AT 982D VaIN [IRIZ % .

4.5. ETRTLEH

P38 bR 5 e 80 A R, VaIN & KA T-FAIE bR I RTw S, 1 CIN & 5 20 F 57 96 R A2
R AWFRRY, CIN/E U BB AE, VaIN (/™ B E AR [3]. A5 YL ValN [Hk
HIE IR EE S 41.6%, TEFTHEFRRGLSEN SR Z . AT EIUR RS PER BN R, KI
WIEE I 0B SR AR B Ak m, U VaIN MIgopit ik, W RIEAG, SREATAg . =
IEAr (W12 ValN [R5 I B 2006 48 ) Hh B T8 R AR AR a0 A2 1 L 14 v 2l i A8 PR LU A A o, 25 57 42
THEE o PIREH T HPV B Gs N A 518 5 305 SR A AR, X B IE 1 B00 M 2 A FEAIG, g5t e
FLABI 7 IE S, HOE 75 58 2 RE AR (0 SRR, AT HITBE A 7T « AW 78 i BR AL B B0R A2 1 B3 1 25.3%,
ST REAE B S0 AR S IR B R AR A G, R BB 12T CIN [ B iR &, R4k VaIN [ 3
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Ttk e, W E IR EHIIEMI S35 R . BT T logistic AT, VaIN & I 5 50k A2 it % 4 ¥
i HSIL J2& ¥4l VaIN S 18 HSIL [ 2.293 1%, # VaIN &35 34 & Bl i & 2 HSIL sk N &R, 5
BEAE AL SS R AHTT . BT/ 4l VaIN 3% HPV S HEN &K R EImEreald > 5
HHEYIZL > VaIN + CIN 4 > VaIN 4 > F#umi L > EEIREEFETIRA, KIMAH CIN
o3 SRR PR ORI HPV BRG] (10998 25 2 2 v T 8 20008 5 Sk 28 A IR B S0 7 s A A o TR TR N 2
HSIL 1) &8 2T B8 A2 1) AT A, 6 B2 R I F 30 0 2 1 I 8 5 T B K VaIN,

4.6. [B]PRETIE]

AW ICARIE : A CIN T 52 1) M5 T8 B 350 48 (1) Lo M AR L, Jis 252 S T 0 1 U 39 17 15 £ [45]
XSS smi T CIN B 7R AR FE 8 AR A A R AR e B A8 1) XU o WO T4 CIN s sE 1 B 7
ARG RB AT BIE R I, Hf H R 2 ACKT (B R A, — 3 kT TR A . A EdE R, A
B HPIRHAT AT E VIR EE I VaIN B T (10~15 ), A B B A S HIL VaIN [
[ (3~5 4F) [3]. Sl i &R T R T F E VIR K AE VaIN B AAEE % 57, BT
EVIRRA G B HI VaIN B R, BORTFPIRSEINZ R . 583002 EEH RS HPL VaIN
(B T B 2 0 T A S0 AR B ). G — T NSRBI TR IR R G R A 918 HSIL - 2566 [A]
37T AHGB~360 M), FEEAEESBIR VIR T 5 K83 A5 A IUIE HSIL f-F B E 107 S )T F
BESGIRVIRTE R ERFQI NH) [46]. PR S5 0 R HE B 800 24T 1 5 VI BR AR 838 1 7 A e A7 A
Gl FET WL, 2016 4, FEEEMFIEINFESHEH, X7 EVIBRCEE ) H G CIN2 BUHE = 2009
AR S BB N TR B AT 0 A (A ALY, KT CIN2 B i s A8 0 S FR o B G T 45 TR R JE 4L 0 A
W 20 8, FHERFIORIT R 3 T — IR R B (B SOIEHR) [47]. SR, A — et 0t R
Cong % N[28]W €3 1/10 () VaIN I/ K AEEAEEFEIH T EVIBRARE . FILAE RS EiEE TS
PIBRA G AT 52 S AR M 20 2, A SRR S 18 /N T I B U 4 i 22 A A AT I, UIAS 5 Bt — 20 1) 4 ffa 2
R . (HTE B VIR AR AT 530 HSIL J LA b st i B 7 — AR T A 4 i) VaIN U, 7 AR 3545
e E WIHEAT TCT A1 HPV MBCE TR, KW DIV X T RITEVIRM CIN A%, Bif& M s 7E
JRALBEAT R BE 15 [48] [49]

AHIEFE A3 TR TT 9 SR AR ARG 2 B VaIN [ AR R (], 5 20 CIN HEY)9 522 H I VaIN 18] [
WIS TR 13 N H, B3 HSIL & F 5 VI L2 27 N, B2 28 M, miEgHiE R
T EVIRR L 84 N H o TIARHT I A & AR il = 18, BE VTSI RN, HOARHT i 4t
T AT At ) I e ) b BOR A PF 72 B0 ) ) Bt Bt I i o L 2 95 2L IR BB A 1 = 4 ) 4L 1) o i i) B S22 -4 1)
A, E B S0P AL S 2EL TR] o i Tr) S5k 35 KT B 0 AR R 2H . B E SR AE B L, & HPV FREER LY,
TEARJG 1 AR [ gE BB 4k T FHER AR . B IRECAT S T EVIREIBELL 2 FE5 5% K YiE
M AR . AR AT ST A3 4510, TRV B 3009 S A A3 A =4 R B b UG o 0 T BEAE = S0 A OUAT
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