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7% (cervical intraepithelial neoplasia, CIN) T 2% CIN I /N & F1'E T (squamous cell carcinoma,SCC) B # &1 HPV L1 £EHM
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Expression and clinical value of human papillomavirus L1 caspid protein

in cervical disease
Yan Li, Zhou Deping,Yang Jun
(Department of Cervical Disease ,Maternal and Child Health Center of Chongqing)

[ Abstract)Objective ; To evaluate the expression and clinical significance of human papillomavirus L1 capsid protein(HPV L1 capsid
protein) in cytologic specimens of the cervix. Methods ; IPV L1 capsid protein in cytologic specimens of the cervix and cervical
biopsy were performed on 248 women with abnormal results of TCT and/or HPV-HC2 and colposcopy , which were treated in the de—
partment of cervical diseases in the Maternal and Child Health Center of Chongging from July 2013 to March 2015. The result of
histopathologic test was recognized as gold standard,and a follow—up study was done. Resulfs ; The positive expression rate of HPV L1
capsid protein was 13.04%,28.36%, 11.92% and 0% in the normal cervix,CIN I ,CINII[/II and SCC respectively. The positive expres—
sion of HPV L1 capsid protein in group CIN I was much higher than that in group CIN II /I (x°=8.898,P=0.003). All cases were
divided into two groups by taking 30—year—old as the cutting point,and there was no significant difference in the HPV L1 positive
staining between subgroups in those under the age of 30. However,in the group aged more than 30,the positive expression of HPV L1
capsid protein was much higher in group CIN 1 than in group CIN 11/l (28.89% vs. 11.54%, x*=6.772,P=0.009). The positive ex—
pression of HPV L1 capsid protein was significantly higher in the over—100 RLU/CO viral load group than in the under-100 RLU/CO
viral load group(32.93% vs. 7.83%, x*=25.553,P=0.000). HPV L1-positive patients showed progression in 9.52% cases,whereas
HPV LI -negetive patients had progression in 37.10% cases (x*=4.432,P=0.035). Conclusion . The positive expression of HPV L1
capsid protein is significantly decreased in CIN II/Ill than in CIN I .HPV L1-positive patients show significantly reduced progression
than HPV L1-negetive patients. HPV L1 capsid protein can be a useful marker in the assessment and prediction for cervical disease
progression. v
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RACK T I SARE . 2012 SELBRA 52.7 T H
BRI J 26.5 T FCTHRH, il 85% KA TE K IR
HERY, BLE UIHE SUE 5SSO E SR 1R
N5 Z (high—grade squamous intraepithelial lesion,
HSIL) , f.45 B i b K2 PIJ%7AE (cervical intraepithelial
neoplasia, CIN) I/ &PH) Z 4 & & FE = A E
AFL 3L (human papilloma virus, HPV ) 5228
LA, HRREREE IR EETERETTN
BRI HPV RFINA . FRERY AREH
B SR SHIR I B %A (low—grade squamous in—
traepithelial lesion, LSIL, G35 & 3 HPV YL H CIN

1) K&k HSIL 7 DL B AR HR , (WA Hosk R BE,
B R PERA A IR GETA] CIN B94 ) 2AT
S, BUTGRE LI R A, R 8 H BT fEX B B
FERIE T BRI TGN B, Btk ST R
B bR 5 W LA K o A R AE W) 84T 0 B 8 SR 7R 2
IR RAFF IR

L1 ZEHE HPV FENEHEL , ERER
BB HIYNBIRIA, {B4E HPV DNA 84 A% EDNA
R ST BB BE R, RS RIS R &

WAHRT| 28 TR KN K@Y, Bl KA HPV
L1 528 H Al LA HPV BB B B, A B T B0
EIRERIEYFATR, BRTE MR D,
AT HPV L1 5228 H AR R E SR AR
Joi 7% 2 Hi r B R, R 1 FORE B A R 09, T L
T8 SR SWT B R R L

1 #R5FHE

L1 MH

LL1 BERRTE iL#E20134F7 A ZE 20154 3 Aftig T
HRTT R4 R BT B 305 £ R TR R A R A (thin~
prep cytologic test, TCT) 45 R ¥ [ 5 LS HI B LR
LRI BEIR A B (atypical squamous cell of undetermined signif—
icance, ASCUS) , I~ BEHERR 1 R I BIR b 52 Py 78 ) A S 20
BRIRAMAE (atypical squamous cell-cannot exclude HIS,ASC-H)
LSIL HSIL &5 S (squamous cell carcinoma,SCC)]fﬂ/ﬁ
HfEA] HPV-DNA R IR HI3E —ARAL 323K L (hybrid cap-
ture Il ,HC-2)J55 R FIE, BT E SR ASEAH & BUR LR
Tk 248 ], BEERS 19~57 & FHFER (3478, FTH
R REFTEBER K HPV L1 2R A/, DA SURE
FERMER LW AR (L BTHRAES ] 2003 48 WHO FLARAD
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AT RGN R B2 B AR F AR UEY) | BRER BEV B
FEXE 12~24 A, '

AU TE B EHR G IR, BT ETF ALK
FEYIBRSE, KT HPV &8, T BT £, TR
G BEI R 5 SR B A RN
112 HEFRE TCTAF &M 5 £ E HOLOGIC &~ A,
HPV DNA 24354k DR (HC- 1 )il & B % Digene 24
@], HPV L1 Y& B 5 E 30 HT BT RHECA R
EAE,

12 Fik ,

121 TCT R W EFEREIMIEY BT BB, %
FEHESREAFESO , fEES O8ER bR AL,
WS 5 8, BB B R, 37 BB 40 B AR AR P T A I
Vo 5442 Thinprep2000 RIRFFALTR W v e, prypsl
BITEY g, M2 WibRER A 2001 IR TBS & R4,
122 HER HPV B HEFEREINRAE IS HR
BEMRAEETIRA, XA HC- 1T AT 13 AR (1%
16.18.31.33.35.39.45 51,52 56.58.59 & 68)HPV DNASK#E
FIIE B ARA R RLU/CO = 1.0 2% HPV DNA FR¥% ,RLU/
CO<1.0 R,

123 HPV L1 FEEARN SR a4
HPV L1 el & Ui BT 8E . 2l &b iiglE
TR RBL A E i 28 B FEH X HPV R F T
B (f2¥% 16.18.31.33.35.39.45.51.52.56.58.59.63.78.82
26.53.66.6.11.40.42 44 54 61.70.72.81) 8 HPV L1 %%
Ho B 1N RIS S B AT I b R

124 FHEZRE EREETHTEIARRATIER
FIR R EGARET RS, X EREFER R BIREL
TR TR,

125 EFLBENEEHRAMBEYRERAE SRR
A ISEY CIN | 2 CINTT BB, S HEMEEEE,
BT R BE HITHEYT, & 6~12 M A #4T 1 IR TCT
K HC2 BEARZ , X E A TCT 3% FyVEE /& HPV Btk
HHRGHESESEIMTETER, BIHRY 12~24 24,
FEDT REIRTE 12 4~ B REA ANEE (g k%) R EEHRAT
BEERE N ARERBIA, SRM R AN A
CIN B (R MIER , B TCT I ¥ KRG8 HPVE
0B 5 o AR e 5 B S 20 4 S 2 R R AR 5 o A i R B
BEHSIRHEFRANFE,

13 Gt o

SRH SPSS 17.0 Gtk A4, R R RS, 5
7K #E @=0.05,

2 & B

21 RAEHRBE@ILTH LI £ EGAAE K
248 B B HEIEH LR L IOWEE R R IER EF 23

#,CIN I %4 67 6, CIN T 840 53 1, CIN I ¢ 4R 98 B
SCC #H 7 ), 7& 248 fij# HPV L1 & A FA MBI 40 4
(EFAMER 16.13%) , 27 CIN T 5 47.5%(19/40) ,CIN T /11
& 45%(18/40) , IEH B30 5 7.5%(3/40) ,SCC 4G 1 #il HPV
L1 3340, EEEFHE HPV L1 FE A HERARET
CIN I 4 (B R TG IH2EE X ('=1424,P=0.233) , CIN [ 4
H5CNT/MALE Ll REARERARAREER, ZRF
it X (*=8.898, P=0.003) , & 1,

F1 HPVLU REAETERERSAPHRIEER
Tab.1 Expression of HPV L1 capsid protein in different
pathological groups

HLESH Bl HPV L1 PRI AR (%)

EHER 23 3 13.04

CIN | 67 19 28.36

CIN /I 151 18 11.92
scC 7 0 0

248 BIBE MM FE R T, EFEHMRE F (negetive for
intraepithelial lesion or malignancy, NILM )58 B, B ARG
F 190 4, J5 &35 ASC-US 82 ]  ASC-H 7 {#) | LSIL 424,
HSIL 55 {1 F SCC 4 %], NILM 4 . ASC-US 4 ASC-H 41>
BRI, HPV L1 REAAERARB LI RER (P>
0.05), LSIL #Ht5 HSIL 448 b8 HPV L1 BEE AERAE
HERE  EREHHFE X (3095% vs. 10.91%, x°=6.074,
P=0.014), .3 2,

#2 HPV L1 REAEFEHEESERRRENA
Tab.2 Expression of HPV L1 capsid protein in different
cytological groups

HLFENE % HPV L1 FEYEGI%  FREER (%)
NILM 58 8 13.79
ASC-US 82 11 13.41
ASC-H 7 2 28.57
LSIL 42 13 30.95
HSIL 55 6 10.91
SCC 4 0 0

22 ARESHEY L] 2F9REHAE

SRS, i B H T HE (F 3), U
30 B AR R 2 4, R <30 F 4 (76 B HPV L1 REH
R 13 4] (17.11%) , 548 =30 % 48 (172 1)) ¥ HPV L1 5%
HE AN 27 5(15.70%) , 2 R TGI8 L (P>0.05) . TE4F
15<30 B4, SAGESHEZER LI REAMERERES
BRGEHER X FEFR =30 $49 ,CIN FA 5 EHEFA
FESHANBERTHITFECNTAS CINT /T4
AL L1 SR AR B (28.89% vs. 11.54%) , % 57
Fit¥E L (=6.772,P=0.009), B3 3,
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#F3 HPV L1 REBEAFEHSARHREHR
Tab.3 Expression of HPV L1 capsid protein in different ages

FE <30 % Ef =30 ¥
HRFHE L1pA% LB LiFAHE L1BAE
EHER 1 5 2 15
CIN 6 16 13 32
CINII/I 6 a1 12 92
(] 0 1 0 6

23 RABFHRBHLI 2B EE
SHEARF IR B BRI HPV AT B4 0 4 29,
HPV fifif <1 RLU/CO(BIBH )4 HPV fifif &=1~100 RLU/
CO # \HPV 1177 8=100~1 000 RLU/CO %41 .HPV i #f & >1
000 RLU/CO 4, HPV L1 REAMFKAE HPV A EA*
RILFE 4, 855 8K, L HC-2 {4 100 RLU/CO 43R, &
FREA L EEANAERZIRES TRHRERES
(32.93% vs. 7.83%) , R H G128 L (=25.553,P=0.000) ,

F4 248 HIEFAMKEREER HPV L1 BEAREBR
Tab.4 HR-HPYV load and expression of HPV L1 capsid protein
in 248 cervical cells

HR-HPV - HPV L1 ZEHFX (n,%)

(RLU/CO) PR B
<1 19 1(5.26) 18(94.74)
1~ 147 12(8.16) 135(91.84)
100 ~ 1 000 60 19(31.67) 41(68.33)
> 1000 22 8(36.36) 14(63.64)

24 834 CIN B FAEHIHEN

A LA 83 B CIN BEH/AREIHFIFA , K
CIN I 55 6], CIN T 28 5, HeH CIN | R PHPETNGR (Frsk bR
BIEA 11,31 #],CIN T REIMTHIR FEE R EF 20,
8,12 f]; CIN T K FRPETHIR (Fest G RAYEH 1.4.1 B, CIN
T RBAENIR Fosk HRMEH 5.6.11 #i, R EBR, HPV
LI ZEARSHBATRETHFREXNTHAEREA
(37.10% vs. 9.52%) , ER-AGITFE L (¥*=4.432,P=0.035),
nEs,

%5 83%ICIN BEHEIEER
Tab.5 Clinical course of 83 CIN cases for HPV L1-staining
results

L1 FEH: L1FA#E
R e R EA (%) B FEEAK (%)
THIR 12 57.14 25 40.32
sz 7 33.33 14 22.58
bridd 2 9.52 23 37.10
3 3t i

31 HPVLI 2B OREE5THBRTHXE
HPV L1 £F HA7EE HPV B s RS,

RETFENSEREHRE, HPV L1 B O RS R
PR RN = — B R, B R (R REE
HIp BRI B L1 52 H FHE R R, MR, B&HF
HPV SRR = A M BB R TRER
HARABRREEE S, FrUARRE L1 BEA,
A, L1 5238 [ H #2554 7T BB 3R %2 DNA 1
PIRRZS . — 25 DNA OB S 3E F MK
A, RS TREEE RSB AT HPV &
PRV T SRR,

SHERYLH HPV SRR E gk B & /4
RV TE R, HPV L1 72 H B 4 R
MR FEEREAL, Ll REANRIARD TRERER
SRS, K28 CIN B RFTRE S RSN
EEX, {HY HPV DNA B4 20 E4EFEAHFLI
FEEARBEAR, XA EDERER S FM L
FEH B SCEIE, L1 SR A RIR R  RAS A
RARREHRIR , TIEHHURER , SBUREHRY,

AR S A AL 22 AR HPV L 522
H7E S SN % 40 Rk, ZBLTE CIN I 4 . CIN
/T 4 RS Sl F o HIPV L1 7528 (4 P b
A% 5 28.36% (19/67) . 11.92%(18/151) 0% (0/7),
5 Yoshida S5 45 ARG, RN KE & A LUK 3
FFEFEINEE , HPV L1 R A RATRE THE&ES,
32 HPVLI #F &L 55850 £4A

Rauber 29837 & B 30 % VA F 41 HPV L1 5%
EARIEEEERL 30 5 LI R4 (69.5% vs. 54.4%),
P=0.008), MiAHsz A . HPV L1 £EAMMERE
0B FHE 30 FUTHERERITHEX, 5
EORGEON TR RMM ,BREFR =30 Z 44,
CINI 45 CINII/IMA Hde L1 REHHERAER
B 1 (28.89% vs. 11.54%) , ZREHITHE X
(¥*=6.772,P=0.009) , Stemberger—Papis?5" M 77 45 5%
BR 7 L1 SREARE MY ik =30 S A ME
§4<30 ZHW TS A HE2E R A L1 BAED, B
HERAGITEE L (P=0.04) X RH, BHRHPV L1
FREAMR B SEROXRE S PR, BE
M TERLH,30 2 U LW EFAERRE HPV
BN AHEIERKZ, B HPV L1 mEE /T
FEEEE  FESERKEIFAER, HERFH
WIBIT
33 HPVLI %&b HPV AT EMX A

FORZEHTST & L HPV fif & =1 000 RLU/CO
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4] HPV L1 % B HRBRH B I (P<0.05), ABF
%% § 7% HPV f A& >100 RLU/CO #4H HPV L1 &
HZARTE, 5 HPV fifiE <100 RLU/COAHAH Lk
ERHGIHEE X, Kosel ZIHF5 R HHPV16 L1
FE OSSR # HPV16 DNA W E & T
HPV16 L1 528 B4 (P<0.001) , X R L1572
FEHE HPV BRI BER L, (BREE R RS
BRTE RS R G R E R SRR AR IR A
it —B 5
3.4 #w HPV L1 £% G 6is R &L

BHER— MRS R, A CIN RN E
FERATE 10 FEEF KA (HIE RHEE T
BT ERN TR (NS SR E WS X HPV %
BRI LT HPV BRYL 5 B F L B A i
AEERIE , AL ISRARRT , — 5 TH , i IR TS
TRENZTAHE, BTN AEET T RNEEY
A RS SR AN R R, IR & i | B K
AEREILE; SR ARTRERE KT
AR B — BB & B KRN FEIR YT R T BT X
W, RF T E TR B TR, B, A B RN
SR Y)Y T8 VR U B R B A B B E B
PRAREEIE

AR R, HPV L1 S E AR K AEE SR
A it AR K T PRPER A (37.10% vs. 9.52%) , %
BB X (=4.432,P=0.035) , Norman 254
R EE RIBRTE logistic BRI B R E o, &
fER HPV L1 Rk B RN CIN2+HIER H &
(OR=3.2,95%CI=1.081~9.417), Mehlhorn Z51SIfE—
RIS EPRZ .OR P AR, TS TE LSIL B &
1E HSIL # L1 RAAMEENIRKRERS L1 %
BEMERERFITF2ZER (P<0.000 1);L1 FHHEEE
AR THIR FME SN L1 BRYERE 1 5.4 15 (63% vs.
12%),L1 Bt B E R BN CIN3+pIHERE L1
PP BB B 3.8 £%(59% vs. 16%) , B, 46 HPV
L1 REAA BT X4 HPV R 248 E YR £ 7]
REFE BRI A, AT LS B s A o B R, BT
R B TR R AR TT BRI B AR AL, I iR
FEHIRIT ARG BRET RN ARLER TR,

S LETR , B HURA % 4 i HPV L1 5%
B EAEHW HPV BREL I KBS | B S FUE RT%
TR EAE —EBX, BIFHAEEBIE R
FABIUE B 22 5T i — IS,
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