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[ Abstract] Objective To investigate the correlation between genesis and the development of cervical
cancer and infection of human papillomavirus (HPV) type 16/18, human herpesvirus [[ (HSV-1I ) and
cytomegalovirus{CMV) . Methods Different viruses were determined by polymerase chain reaction in 156
specimens of uterine including cervix 43 cervical cancer specimens, 47 cervical intracpithelial neoplasia(CIN)
specimens, 56 cervicitis specimens and 10 normal cervix specimens. Resnlts (1) Positive rates on different
viruses; the positive rates of HSV-1I, HPVI 6/18 and CMV were declining in the cervical cancer
specimens, CIN specimens or CIN [ specimens and CIN T-1I specimens, with significant differences.
(2)Positive rate and grading, staging and histogenesis of cervical cancer on different viruses as well as
positive rates of HPV16/18 in Il staging cervical cancer specimens were significantly higher than that in [
staging cervical cancer specimens while positive rates of HPV16/18 and HSV- 1 in high diflerentiation of
cervical cancer specimens were significantly higher than those with medium differentialion from cervical
cancer specimens. Positive rates of CMV did not seem to correlate with positive rate of HSV-1I and CMV
was not correlated to grading, staging or histogenesis of cervical cancer. (3)Capies of infected virus, HSV-
I and HPV16/18 showing cervical cancer > CIN > cervicitis while with CMV ; cervical cancer >CIN. (4)
There were mixed infections of different viruses as HPV16/18 + HSV-T > HPV16/18 + CMV seen in the
study. Conclusion HPV 16/18, HSV- Il and CMV infection were closely related to the genesis of cervical
cancer and quantity of viruses which might have played an important tole in carcinogenesis of cervical
lesions.

[ Key words] Cervical cancer; Human papillomavirus; Human herpesvirus; Cyromegalovirus;
Cervical intraepithelial neoplasia
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M (4*=9.86,P<0.005);M CIN AN #Y CIN &
H5CIN I ~IREZRAFHIEEN (¢ =4.93,P<
0.05;CINHEEHAHAERUBERITFEFE L
(¥ =5.94,P<0.025), @HPV16/18 B R i
REMBAS CINAEZRAERHTER L ({ =
17.71,P<0.005); W EEH IR A SRE T IR
HERFHRITERL (' =4.23, P<0.05);CIN {il
HCIN [ -T4EROEFRITFRL( =8.87,
P<0.005). QCMV HERHE . EIRGEHEE
FETFCINA(Y =4.11,P<0.05);CIN MR H
REGERTFCIN I ~TH(y =5.59,P<0.025),
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MR ¥ HSV-1 HPV16/18 cMV
pagit] 43 27(62.79)  36(83.72) 9(20.93)
CIN 47 14(29.79)  19(40.43) 3(6.38)
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#H(1=9.036,P<0.05), @HPV16/18 # £ 1 .
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¥(:=10.633,P<0.05). @CMV &I N % HH
BHDPES T CINH(,=13.67,P<0.025), =F
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(=gt 43 3.07+0.62 32.50x4.16 0.96+0.12
CIN 47 0.93+0.39  8.25+3.03 0.23£0.11

I~-0% 39 0.56+0.25 6.30+3.12 0.21+0.10

% 8  1.15+6.52 14.10+6.21 0.43%0.20
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P<0.05);HPV16/18 &3 CMV R4l 5 HPV &
RAERFEHIFEE X (' =19.558, P<0.005);
SRR ERE R Y HPV R M E R dE 5t
FEN (Y =4.858,P<0.05). GEFEREFE
B M, HPVI6/1S §HHSV-I HWH B £ F
HPV16/18 &3 CMV (¥’ =5.190, P<0.05),
HEBEZTMRENABRERH (Y =8.149, P<
0.005);18 HPV16/18 & 3F CMV B4 5 M iF
BRABLEHERTE I FE L (L =0.469, P>
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mHARAA  MEAR T CIN HIR
HPV 76 36(83.72) 19(40.43) 20
HPV + HSV 27 21(48.84)  6(12.77) 0
PV +CMV 7 7(16.28) 0 0
HPV -+ HSV + CMV 4 4(9.30) 0 0
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HPV16/18 (R R HE XA RERMM, FAHR S
PCREME_RAXHFELRERN IR EHNEEX
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AREEREE FAAS BERTEHFEL . E
EESRAEE R,

2ABEENN S EIRNE T EEN S UL
EAE A ERRT HPY B AE R, A
BifE R HPV W#ERH R ESHHAEERE™ . 5
HWRES, BEE HPV REAT ST RWR T WM
BEMGEAEY . IARMHFEKL, BER
HPV BN A TEBRE A MR E, AEHNRER
I FEEEIL R EHW CIN L kAR
ELB&“Z]O

KRR A E | PCR F MR LR =K
HENASEIRTREEA X BABRERERE,
EHRTEEOREMEET ER PCR FEFL
BB EERMNRERITRN,. FHAEER
HRERARNAEERTENA -3 BRFA
Bt

IRERMGEEREL. ATREW, 58
HPV BRI FRE RO R SR E 3R
ERMETRE, BmEE NS E 8K EHE
B 5% R B HPV16/18 \HSV- [| #1 HCMV #
T & 0 O 2 A R A, VT R Y B T



hAE R TR E 2k 2005 4FE 8 A% 26 ¥ 848 Chin J Epidemiol, August 2005, Vol. 26, No. 8 . 625 -

R FE, 30 BR RT LA AR B TR AR 1 3R VT
5 VR B S0 B T R R U R A AL R B
R EFARE GRE

FUE 0 AT LA R LR R R A T E SRR
Frr e B R U 2 o o I U T R KT 4
hy—Fh R AR, T B AU IR T e A 1R

% £ X ®

| Schiffman MH, Kiviat NB, Burk RD, et al. Accuracy and
interlaboratary reliability of human papillomavirus DNA testing by
hybrid capture. ) Clin Microbiol, 1995,33:545-550.

2 Michael C, Popescu N, Woodworth C, et al. Human herpesvirus
infect cervical  epithelial  cells and  tvensactivates  human
papillomaviruses gene expression. ] Virol, 1994 ,68:1173-1177.

3 Schmauz B, Okong P, de Vilhers EM, et al. Multiple infections in
cases of cervical cancer from a high-incidence srea in 1ropical Africa.
Int J Cancer,1989,43:805-809.

4 zor-Hausen H. Papillomaviruses causing cancer: cvasion from host-
cell contrel in early events in carcinogenesis. ] Nau Cancer Inst.
2000,92:690-698.

5 XMFESOMFEAEHBEAELMALLRERE 16 B
F R L AR TE . B R 5, 1099,28: 25
26.

6 Burd EM. Humsan papillomavirus and cervical cancer. Clin

Microbiol Rev,2003,16:1-17.

7 Schellekens MC, Dijkman A, A=z MF, et al. Prevalence of single
and multiple HPV types in cervical carcinomas in Jakarua,
Indonesia. Gynecal Oncol,2004,93:49-53,

8 Dekkers RL, Massuger LF, Bulten J, et al. Epidemiological snd
clinical aspects of human papillomavirus detection in the prevention
of cervical cancer. Rev Med Viral ,2004,14:95-105.

Y RITELEN, DR, S e BEE N AR SRR RS
W E MM R BT PR RITRE R, 2001,22:375-378.

10 Sun CA, Lin JF, Wu DM, el al. Viral load of high-risk hunian
papillomavirus in cervical squamous intracpithelial lesions. Int J
Gynaecol Obstet,2002,76:41-47.

11 Sun CA, Tai HC, Chang CC, et al. The signifieance of human
papillomavirus viral load in prediction of histologic severity and size
of squamous intraepithelial lesions of uterine cervix. Gynecol Oncol,
2001.,83:95-99.

12 Larincz AT, Castle PE, Shermun MFE, et al. Viral load of human
papillomavirus and risk of CIN3 or cervical cancer. Lancet, 2002,
360:228-229.

13 Wright TC , Schiffman M, Sclomon I3, et al. Interim guidance for
the use of human papillomavitus DNA testing as an adjunct to
cervical cytology for screening. Obstet Gynecel, 2004, 103 : 304-
309,

(e H 3 :2005-02-01)
(FXHB HHER)

- B g Al -

50 ] & fig B # SICAM-1 KB 5 AER B X ZHHT R
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KBREEBERANEENEZ— BREEETH. BT
7 F R 0 W B S By (ELISA) ¥ 30 7 o7 35 4k 40 3 80 3% B
S5 P 1SICAMADE K % B wf IR of 35 P RO MR BE, 3 4y
H SRR R 40 T L NG BRIT A K WA B RO
fiF. BEMBEABEHRERERE SOH. RE2HEEE
FORME,ETE 22 M, WEMA 0 FAEEE, BRI S
HRATFEHEMER. RERERNRM2 ml, R @5 Kt
AWmiE, - 200 RE4 M., ELISA 7R sICAM-1
KT, A B A e, R R S AR, AT
h, BEFMLENRLER EREdHR, MUTRE
sSICAM-1 %8, #it$a A » 8. mF sICAM-1 KF
W 2 O 175.28% 46.15 pg/l, K BB R A R 223.56¢
50.19 pg/L, KPP THHEHA N189.37+49.21 /L, HHHEH
H248.52 2 60.73 pg/L, KB R & MTF sICAM-1 KT E
ETHEMA(P<0.05), KBEBEHEBH SICAM-1 KT 2R
EFHBA AERESITEE(P>0.05), KEBAER
#f sICAM-1 KB & T EMA(P<0.01), EHERTE

PER BN 030013 AR, LG4 Ho# BB

HAEH(P<0.01),

W NERRSEREREATCHEERE. BB
HEEBONBEpA TS5, AR THRE
BETEHMS TN ST MM Ly G e A RS e SR
FZMEEEERE. SHEABRESBERENLE. BHET
MRS SERE ML E AR HR R ERE
BB EERT, ARMBRR &k & ENHARE T
T AR A MR RS F IR AT A TS A i
A, ICAM-1 Rt GFhd # B8 ETREAK
1 FRIKED SICAM-1 B 75 A 8 2 BE 5 BF o sICAM-1, B8
TRERW IR AREASHBEHEEREAE TSR
H(P>0.05) MERSKEHRA S BAMALERFHIF
FEL(P<O.N), 5EEBKREANLERTHITERE
HIP<0.01). BLAMW sSICAMA KPS KBBRBET
% BRI SICAM-1 KT ik KRS R HEH—
2T
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