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[ Abstract |

Objective: To explore the clinical significance of human papillomavirus (HPV) E6/E7 mRNA and pl16/Ki-

67 protein in different phases of cervical lesions. Methods: A total of 537 women were enrolled in the Second Affiliated Hos-
pital of Zhengzhou University. E6/E7 mRNA and p16/Ki-67 were detected by APTIMA HPV assay and CINtec PLUS tech-

nology, respectively. All admitted women underwent colposcopy biopsy and pathological examination. Results: The mean

age of 537 women was 43. 88 +10.97. The positive rates of HPV mRNA and pl16/Ki-67 increased as pathologic diagnosis
progressed (P <0.001). For normal people, the positive rates of HPV mRNA and p16/Ki-67 were 19.1% and 13.1% , re-

spectively. As for those with squamous cell carcinoma (SCC) of the cervix, the positive rates were 100.0% and 97.7% , re-

spectively. The positive rates of HPV mRNA and pl6/Ki-67 also increased as cytological results worsened (P <0.001).
The positive rates of HPV mRNA and p16/Ki-67 were 18.6% and 14.2% in the normal group, and those in the SCC of the
cervix group were 100% and 93.5% , respectively. Conclusion: The expression of HPV mRNA and pl16/Ki-67 protein are

positively correlated with cervical lesions. The condition of cervical lesions can be effectively assessed by monitoring the ex-

pression level of HPV mRNA and pl16/Ki-67 protein.
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Table 1. Diagnostic Results of Liquid-based Cytology and
Histopathology in 537 Patients

LBC Case Percent Histopa-  Case Percent
(n) (%) thology  (n) (%)
Normal 183 34.7 Normal 298 55.5
ASC-US 135 25.1 CIN1 30 5.6
ASC-H 22 4.1 CIN2 48 8.9
AGC 7 1.3 CIN3 111 20.7
LSIL 82 15.3 ScC 43 8.0
HSIL 75 14.0 ADC 7 1.3
sScc 31 5.8 - - -
AIS 2 0.4 - - -

ASC-US; atypical squamous cells of undetermined significance ; ASC-H;
atypical squamous cell, cannot exclude high-grade squamous intraepithe-
lial lesion; AGC: atypical glandular cells; LSIL: low-grade squamous in-
traepithelial lesion; HSIL: squamous intraepithelial lesion; SCC: squa-
mous cell carcinoma; AIS; adenocarcinoma in situ; CIN: cervical intra-
epithelial neoplasia; ADC; adenocarcinoma.
2.2 AERELRANAEEF HPV mRNA 5 pl6/Ki-
67 PR H 1B S EL 8

HPV mRNA Fil pl6/Ki-67 [H: 234 bifi %5 95 FR %
SR RE TS (P <0.001) , HPV mRNA 7 %5 B
E# NBER A BHE SR 19. 1% , 765 Fi 6 v i FH
PEAR N 100% , pl6/Ki-67 7L FEIE H AHFE P Y
PEFN 13.1% 168 S iy FRvE SR 97. 7%
K2,
2.3 AEMEFIZETZERH HPV mRNA 5 pl6/
Ki-67 PHS4: H 155 b B

ESTEAR R B ) iy B S S AR — B
HPV mRNA 5 p16/Ki-67 (1) FH 22 bl 5 20 Al 2 45
P R R B BTG (P < 0. 001) ., HPV mRNA
TEAN 2= 1E  ANBE TR B BHPE 250 18, 6% , 765
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HRER B FHPERN 14.2% ,7E B 31 SCC A i B
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Table 2. Positive Rates of HPV mRNA and p16/ ki-67 in Different Pathological Groups

mRNA p16/Ki-67
Pathological result
Negative Positive Positive Rate ( % ) Negative Positive Positive Rate ( % )
Normal 241 57 19.1 259 39 13.1
CIN1 18 12 40.0 20 10 33.3
CIN2 6 42 87.5 10 38 79.2
CIN3 6 105 94.6 12 99 89.2
scC 0 43 100.0 1 42 97.7
ADC 1 6 85.7 1 6 85.7
Xz 276.6 288.8
P <0.001 <0.001
CIN: cervical intraepithelial neoplasia; SCC: squamous cell carcinoma; ADC; adenocarcinoma.
®3 FREKEMAMFISHLERH HPV mRNA F1 p16/Ki-67 HBH R
Table 3. Positive Rates of HPV mRNA and p16/ ki-67 in Diagnostic Results of LBC
mRNA p16/Ki-67
LBC
Negative Positive Positive Rate ( % ) Negative Positive Positive Rate ( % )
Normal 149 34 18.6 157 26 14.2
ASC-US 91 44 32.6 100 35 25.9
ASC-H 4 18 81.8 5 17 77.3
AGC 3 4 57.1 1 6 85.7
LSIL 23 59 72.0 31 51 62.2
HSIL 2 73 97.3 7 68 90.7
SCC 0 31 100.0 2 29 93.5
AIS 0 2 100.0 0 2 100
X 213. 646 209. 794
P <0. 001 <0.001

ASC-US: atypical squamous cells of undetermined significance ; ASC-H: atypical squamous cell, cannot exclude high-grade squamous intraepithelial le-

sion; AGC: atypical glandular cells; LSIL: low-grade squamous intraepithelial lesion; HSIL: squamous intraepithelial lesion; SCC: squamous cell carci-

noma; AIS: adenocarcinoma in situ.
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