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Table 1 Nucleotide sequence and long ( bp) of primers

long/ bp

HPV6 a5-TAG TGG GCC TAT GGC TCG T3 280
b 5-TCC ATT AGC CTC CAC GGG TG-3

primer nucleotide sequence

HPVII a5-GGA ATA CAT GCG CCA TGT GG-3 360
b 5-CGA GCA GAC GTC CGT CCT CG-3

HPV16 a5-AGC TCA GAGGAG GAG GAT GA-3 203
b 5-GGT TTC TGA GAA CAG AGT GG-3

HPV18 a5-CGAG CCC CAA AAT GAAATT CC-3 244

b 5-CAA AGG ACA GGG TGT TCA GA-3

Pgexon 7~ 8

a 5-TCC GTT GGC TCT GAC TGT ACC AT-3 605
b 5-TTC ACG TGG TGA GGC TCC CCT TT-3
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Z D3R [ 7].
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XTHE 2 A pHPV 6« 11, 16, 18, [k xF 4 1F
muﬂﬂmeAlm%&?? 8 v il 2R WIS
ASEVRE S A, AT ANBR AT WL605 bp DNA 4kl

TP AR GBI (94036).
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Table 2 Detection of p53 proteins by immunohistochemistry

degree No. cases No. positive  positive rate/ %

1. carcinoma in situ 6 2 33.33
2. microinvasive carcinoma 3 1 33.33
3. invasive carcinoma 40 21 52.50
(1) squamous epithelioma 39 21 53.85
high differentiation 7 3 42. 86
moderate differentiation 28 15 53.57
low differentiation 4 3 75. 00
(2) adenocarcinoma 1 0 —
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Detection of Ps; gene (exon 7~8) by PCR
PCR Maker; 2~ 35: Ps; gene (exon 7—8) by PCR.
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Fig.2  Detection of Ps; gene
(exon 7~8) by SSCP

.

4:

[:

cervical cancer;

Normal cervix; I3 unmutation in

3l

Psy mutations in

(‘.E‘T\’i.l_'HI CATICET.

2.3 HPV-DNA PCR &0
3 ZE&MHPV () PCR ¥ #)y Br i . &£
3RH HPV16DNA A 5 5 29 A7 2 3% AH ¢

(P< 0.001), MW RAHL (P> 0.05). &
4 KW — HHE AP HPV6 . 11, 16. 18
R [A)AH AT SR .

1 2 3 4 5 6 7 8

Fig.3 Detection of HPV-DNA by PCR
1, 3, 5, 7: positive control of HPV6, 11, 16, 18-DNA

respectively ; 2, 4, 6, 8 : positive specimen of HPV6, 11, 16,
18-DNA respectively.

Table 3 Detection of HPV- DNA by PCR

ty pes No. cases No. positive positive rate/ %
6 49 13 26. 53
11 49 18 36.73
16 49 43 87.76
18 49 19 38.78

Table 4 Overlapping infections of the different HPV

Lypes No. cases No. infection infection rate/ %
16 49 18 36.73
11,16 49 3 6. 12
16, 18 49 7 14. 29
6,11,16 49 3 6. 12
11,16, 18 49 2 4. 08
6,11,16, 18 49 10 20. 41
total 49 43 87.75
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BHAE ) 24 5] k5 A< T, HPV-DNA BH % 22 {4
(91.67%) S M1k 2 ¥ (8.33%) ALbZER B H
(P< 0.001).

Table 5 Mutual relation among Ps3 mutations and expressions and HPV infections

NO. NO. case degree

HPV infection Psi exon7~ 8) mutation p33 protein

3 7628, high differentiation invasive carcinoma 16 positive positive negative
7 7985 low differentiation invasive carcinoma negative positive positive
9 5111, moderate differentiation invasive carcinoma 6, 11, 16, 18 positive positive positive
11 68775 moderate differentiation invasive carcinoma 16 positive positive positive
21 7194, moderate differnetiation invasive carcinoma 6, 11,16, 18 positive positive negative
40 5967, carcinoma in situ 11, 16 positive positive negative
46 4900 moderate differentiation invasive carcinoma 6, 11, 16 positive positive negative
Table 6 Relation of HPV infections to p53 proteins positive
HPV-DNA positive HPV-DNA negative
p33 X i total
i HPVI6  HPVIL 16 HPVI6. I8 HPV6. 11.16 HPVIL 16,18 HPV6, 11,16, 18 total HPV6, 11,16, 18
" No. rate/ % No. rate/ % No.rate/ 9% No. rate/ % No. rate/ % No. ratef % No. ratef % No. rate/ % No. rate/ %
positive 8§ 1613 1 2.04 5 10.21 2 4.08 2 4.08 4 B.16 22 4.9 2 4.08 24 48.98
negative 10 20.41 2 4.08 2 408 1 2.04 00 6 12.24 21 42.86 4 B8.16 25 51.02
total 18 36.73 3 6.12 7 1428 3 6.12 2 4.08 10 20.40 43 87.76 6 12.24 49 -
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Study of HPV Infection, Ps; Gene Mutation and Expression
in Cervical Carcinoma’

LI HurFang” , CHANG YarLi, LI Na
( Central Laboratory, Changzhi Medical College, Changzhi 046000, China)

YANG Su-Min, JIA Zong-Zhi
( Department of Pathology., Changzhi Medical College, Changzhi 046000, China)

Abstract Ps3 gene (exon7~ 8) mutatins and p53 proteins and HPV 6, 11, 16, 18 DNA were examined in 49
cervical carcinoma by immunohistochemistry, polymerase chain reaction (PCR) and single strand conformation
polymorphism ( SSCP) in order to investigate their role and mutual relation and clinical significance in the
oncogenesis of cervical carcinoma. The results showed that first, p53 proteins positive rate was 48. 98%, and
not outstandingly related to the differentiation and the invasive degree of cervical carcinoma (P> 0.05); the
defects of Ps3 gene ( exon7~ 8) were not found but Ps3 (exon7~ 8) mutations were detected in 7 of 49
(14.29%) cervical carcinoma; then, HPV 16 DNA positive rate was much higher than HPV6, 11, 18 DNA
positive rate respectively (P< 0.001), and the different HPV-DNA was simultaneously tested in one cervical
carcinoma; last, not all cases of Ps3 mutations had p53 proteins positive, but the cases of Ps3 mutations and p53
proteins negative certainly had HPV infections, and HPV positive cases were much more than its negative one in
the cases of p53 proteins positive ( P< 0.001). These results proved that the oncogenesis of cervical carcinoma
is mainly associated with HPV 16 infections, and second related to Ps3 (exon7~ 8) mutations. p33 proteins
positive results from Ps3 mutations or/ and HPV infections in cervical carcinoma.

Key words cervical carcinoma, gene mutation, Ps3, human papillomavirus, immunohistochemistry, PCR,

SSCP
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