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[BE] Bt Fit AL WREHHE (human papillomavirus, HPV)L1 &K 5T & A& A RE FR 2 i
HHRPHRERBRENL, Ax WE2012F 1 AZF2013F7 AERKLE _RETHERBT
HPV DNA [ 8% 85 SUR & B AR A 312 4, R CytoReact HPV L1 A5 & 46 9 72 8 B 76 5 S
HARFHEL IFEGEHASRHEER, 48 HPVL KEEAEM THMRE, AL
EORIRETE, M TERARNERE, BRAKILERE, 32 BETRERBEREADH 105 7
HPV L1 XK= EHEHERE, B REEE 33.65%(105/312) , H A F W b B 7 7% 28 8% ¥ 41 8 (nega-
tive for intraepithelial lesion or malignancy, NILM) % 27.33% (47/172); & 18 2 X i3 S Rk | fr 41
Jfi (atypical squamous cell of undermined significance, ASC-US) 4 36.92% (24/65) ; S HE: B B 8k £ &2
AR AE BRI | R I (ASC of can not exclude high—grade squamous intraepithelial lesion, ASC-H)
1 21.43%(3/14) K B 884k I K7 M 9% & (low—grade squamous intraepithelial lesion, LSIL) 7 69.44%(25/
36); BESKREFNEE (high-grade squamous intraepithelial lesion, HSIL) & 28.57%(6/21); %%/
(squamous cell carcinoma, SCC)# 0.00% (0/4), ~HE HPV Ll KEEHHEREIEERF R ¥E
X (P<0.05), H+# LSIL 5 HSIL # H , ASC-US/LSIL 5 ASC-H/HSIL # ., LSIL 5 HSIL/SCC # H.,
LSIL/ASC-H 5 HSIL/SCC #i t. ,NILM 5 LSIL M th HPV L1 X = E A HE XX EZ LG AR EE
X(PH<0.05)  HREEF AR FHEREWME HPVLI KEBARKETHEES, 3208 E+E
143 fliE BB M AL R K HPV LI KRB A BHERAH0E 46 6, S RN 32.17%(46/143) 3
PG HEFR N 27.08%(13/48) , BT kL WIEHR L [ 4 (cervical intraepithelial neoplasia [ , CINT )
7 48.84%(21/43) ,CINI1 2 33.33%(8/24) ,CINII 3} 17.39%(4/23),SCC 4 0.00%(0/5), H 4 [E] HPV
LI KZEAMERERLERARITEE N (P<0.05),CINT 5 CINI /CINIT M b, BHEFH RS CIN I
HEHPV LI K BEAMSERERYA LT ERE L (PH<005), HMEFAHN R EREME HPV
LI KRBEAREETRASE, UIOSHAKBESARA HPh <3054 HPVLI KR ERBEER
H 44.00%(44/100) ; > 30 % 41 HPV L1 K52 E A RN 28.77%(61/212) , AR ERE HITEE X
(P<0.05), &t FEEFHRABEME, HPVLI KEEAXLE FTHRAY HPVLI KFEEARIXNE
BRR EENRTR - ERTRER,
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[Abstract] Objective To explore the expression and clinical significance of human papillomavirus
(HPV) L1 caspid protein in cytologic specimens of the different cervical lesions. Methods 312 patients in
our hospital during Jan 2012 to Jun 2013, received examinations of liquid—based cytology and were confirmed
high risk HPV positive by hybrid capture Il method at the same time. HPV L1 caspid protein in cytologic spec-
imens of cervix were detected by immune tissue/cell chemical technology, and followed—up the histopathologi-
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cal resulis. Results HPV L1 caspid protein localized in nucleus, which was brunneus grains. It’s expressed

on squamocellular ecdron, not on basal cell. In 312 samples, 105 cases HPV L1 protein were positive in exfo-
liated cervical cells, the total positive rate was 33.65% (105/312), in which negative for intraepithelial lesion
or malignancy (NILM) was 27.33%(47/172), atypical aquamous cell of undermined significance (ASC-US)
was 36.92% (24/65), ASC of can not exclude high—grade squamous intraepithelial lesion (ASC-H) was
21.43%(3/14), low—grade squamous intraepithelial lesion (LSIL) was 69.44% (25/36), high-grade squa-
mous intraepithelial lesion (HSIL) was 28.57% (6/21) and squamous cell carcinoma (SCC) was 0.00% (0/4).
There was significant difference between LSIL and HSIL, ASC-US/LSIL and ASC-H/HSIL, LSIL and HSIL/
SCC, LSIL/ASC-H and HSIL/SCC, NILM and LSIL (Pall< 0.05). With the cervical lesions degree aggravat-
ing, the expression of HPV L1 protein was on the decline. In 312 patients with 143 cases traced to the histolog-
ic results, and there were 46 cases with the HPV L1 protein positive, the total positive rate was 32.17% (46/
143), in which chronic cervicitis was 27.08% (13/48), cervical intraepitheical neoplasia I (CIN I ) was
48.84%(21/43), CIN I was 33.33%(8/24), CINII was 17.39%(4/23) and SCC was 0.00% (0/5). There
was significant difference between CIN I and CINII /CINII , chronic cervicitis and CIN I (Pall< 0.05). The
expression level of HPV L1 capsid protein showed a decreasing trend with aggravation of cervical lesions. 312
cases were divided into two groups by 30 years of age, and there was significant difference in the HPV L1
caspid protein expression between two age groups (P< 0.05). Conclusion The positive rate of HPV L1 caspid
protein is decreased with the cervical lesion progression. HPV L1 caspid protein detection has certain predict
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effection to the cervical squamous intraepithelial lesions.
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R 98 9% % (human papillomavirus, HPV )+ £ 4 ik
RESRABIHRENFERN, EESEHHAR
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HEAWMUEEREENSEABITTE,
1 #REHE
11 WERBER WHE2012F 1 AZ20B3F7A
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B30 ARERES WA, Hb <3054
100 B ,HPV L1 Kz EHMHMEH 44 6, HEERR
44.00% ;> 30 % 44 212 | ,HPV L1 Kz HE H HHH
61 I, R K 28.77% , B 40 /A HPV L1 X HE H
FHERERA S IT#E X (= 17.0555,P=0.0079),
HILE 3,

%3 HPVLI REEAEARRERHHFHREER (%))

Ry il % HPV L1 R5eE A AR
<30 % 100 44(44.00)
C s30% 212 61(28.77)
Ait 312 105(33.65)
3 itig

HPV 4 EH & 55 nm oA, — -+ [ >7 4K X R (9
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W EHE T A RRER 2 MR, 2 MR
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HPV BB H RN EEEWEAQ, KT B8 12
) 3~5 f514, HPV L1 EB M T BT RE, AlR TR
HFREAANZEMBEENEIR, AR BUR . 5
AF,L1 KRB A NIRPUERY R, TR
5 F AR AL, TER R M E E 400 R
S EEZA . B HPV DNA ARA Bz iy
RERBBEEM, BRR RN I % 8w R 4 4
MR EERAL, AMRRET I HPV RGP EEHR T
PR RE R 7 R YL AT BUEE | 58 A0 40 A A o
HRER N, HPV LI KxBEAMWRE 58P R
HPV S5 3K B H & V1M % HPV BV, &9
AT, B it E 2 4 DNA DU E K
FETEEREMES), &8 FE0ETTIER 56, HPV
Ll KEEARKS THRE VI X EEHAEME
HEAVEBRERE Y, WS RS R BMIFE
R R SR E N T RE e ERR,
BUR AR B Al b8 EREREET, ®
WREASNBORER® REEFRESN AR E
DNA Al G Hl &% & 31 £ 400 DNA &, T HPV
DNA AU EEREIRELRNEERE ©, 4
HPVDNA 5 E ek R LRSS, E DNA K
Btk ARATE F R AT AR SHE,
B EMM SN AR RE, FB KA GERH
b, T8 A 1S A I TG 3R IR 58 B, HPV L1 &K 5%
FEARBZHEHE KR, PR BEH SO B S e BB,
A M R A g kiR, RAS| R E TR ORE
RIBERY, Hit, @il HPV L1 KRB AN RE

] LA A7 0 B SRR e B B B BRI DL R LA B 2
Ext HPV B8 48 7, A i B S 300 28 9 ] BE &
B,

2% SR 9 R R G 0% 40 A 22 iR R I HPV L1 K
FREAABEIHEARIHREL ERER HE¥
LE RN R B R A EBE HPV L1 K% &
] BA P 22 5K 243 B K 69.44% .28.57% 1 0.00% , 2
BB TR, WK% E NS B EIRT (AS-
CUS.LSIL,ASC-H HSIL .SCC YK im L 5 & HH 5 th
B, EZFAYERITEBEL(PH<005), HfiFEEs
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BOMBEREIRETRESHAFEGRACINT |
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3% 48.84% .33.33%.17.39% 1 0.00% , L 2 BH B
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Mg SCCHHPVLI XKREHERK, oI,
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RIEAHENE SR BE R REME YK, L
BT, KB B ¥ E X 274 65 55 HPV
R R EFEATHIZ, KB HPV L1 RAK AR
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3.13%.SCC 0.00% , 4 X R 45 R 5 H AR, Mo,
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xS S R R S5 IFE EEM BN E,

AR AE LB, 76 HPV Ry BF b 4 2F
o NILM f 85 H HPV L1 KEB A MR XR
(27.33%) B BAKTF LSIL (69.44%) (= 23.33,P=
0.000) ; H % 18 R IE B F B HPV L1 K52 EA
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(48.84%) (x*= 4.5864 ,P= 0.0322), XTI fERH T1E
NILM B2 & REHETRBEEPAEMY—RILT
BRBEREEE NP BERRFEEHRES; 4R
WAETTRERIRE R A A £ DNA,HRRGEES
FUE, BT ARSI R 2B b SRR B
Y, AREH E IR AR S R GRS
FTE, A REXT HPV L1 K52 & A B e S, % F
AHRBNBRERS IR ENBEHEEEN, i
SRR KR, <30 Z Mid4LH HPV L1 K5%
EEHNHEREZEARE TI0ZUENEL (=
7.0555,P=0.0079) , X 5 Rauber % Ry R B H T,
RAANHPVLI KR EHWRBETREFEBLAMHRX,
Torres % ) WFX KM, FRUMHE S R HR
HPV,HHERWEN AL ER LW, X2 Hh
FTEBLUERFES AL EDNAR, LI AT
DUIE Rk BB By B, SRR B K IS BR
BoMAERK LR EREALZB N8, HREER
PR BRI R A Y, iS5 £ DNA %
A, 2B L1 EAKLRE, R THUAN G & 0%
TR, WEMBEAESEREREAE, B,
S5&E24a WML, &Y HPV 56 B IR E RN EFE L
5 N 5 | e PR R U B B AR A EE K, 53 4b, e IR
TAEH R HPV L1 REFE ORI & e
fa %! HPV DNA S5 R#FITLZ B0, A e EHEW
4 TR F) T 285 180 S BT

2 LFTR JHPV L1 K E AN RE S EIRAE
WREFBUMX, XETRENERSHFNAEE
WA E , 7EE SAH M 2E B -5 HPV-DNA A3 i
BEEIRMATERT, B4 HPV LI KBEAKMA
B FH6 R Me R R A X & BUR A B E AT R AE M
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