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Abstract

Objective; To investigate the prevalence of HPV16 E7 polymorphism and the expression of
transforming growth factor beta 1 (TGF-,) in cervical cancer and precursor lesions. Methods: A
total of 39 patients with cervical squamous-cell carcinoma (SCC) and 34 patients with cervical in-
traepithelial neoplasia (CIN) II-Il and 64 patients with CIN ] were obtained from women un-

dergoing biopsy or surgery. TGF-8, expression was examined by immunocytochemical staining.
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HPV16 E7 was assayed by polymerase chain reaction (PCR) and PCR-directed sequencing meth-
od, and the variations of the HPV16 E7 gene were investigated. Results: The prevalence of TGF-
B was 14, 06% in the CIN I group and 41. 18% in the CIN II-II group and 82. 05% in the SCC
group. The level of TGF-B, expression steadily increased by the damaged degree of cervical epithelium
(P<C0. 001, »=0.556). In the groups classified by FIGO clinical stage, the positive expression rate of
TGF-B, was increasing from stage [ a to [l b (P=0.024). Fifty-five (CIN I, n=9; CIN [I-ll, n=14;
SCC, n=32) of the 137 samples contained HPV16 E7 DNA. The most frequently found variation was
T846C (78.18%). No significant difference was found in the frequencies of TGF-B; expression between
A647G variation group and prototype sequences group (P=0. 456). Conclusion: There was posi-
tive correlation between TGF-B; expression and squamous carcinoma of the cervix. TGF-8; possi-

bly becomes a screening indicator for cervical cancer. It was not found that HPV16 E7 A647G

variation plays a role in cervical carcinogenesis through TGF-8, connected pathway.
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1.1 SR RFEFES

L11 mEstg WRERRBNKREFFHERDEM
2007 4 5 H-2010 4 1 A [84E B F A% A B $7 5
FAArA 137 ], 4355 39 B HBHE (squamous-
cell cervical carcinoma, SCC),34 %] CINII-1T & 64
BICINI . FrERAHERELEHL, FTAER
WA BRALLE)S SLEMRFE T —70 CIREKAEF
1.1.2 £ Z2#&# DNA 2 X Taq PCR Mix K&
DNA maker DL500 #y H QIAGEN(JLE RAR) 2

Cervix Neoplasms; CIN; TGF-8,; HPV16 E7; Polymorphism

T, PCR 3| # i Sangon Bioengineering Co. Ltd.
(EWETHIER. BRI TGFR, ZREHIAELR
AL SP AT &M A RNERXEYHEARLHE.
1.2 ELWHE

1.2.1 AL DNA#HRRKR FMAEREER KXER
MRS B ALk S 44 DNA, =75 T TE S np
B BE—20CKEFEH. RERMWERAZD p-glo-
bin 3R % H 5| ¥ (8-globinF, g-globinB) PCR #" 1 , &
JEFTIREX DNA &,

1.2.2 % &4 SP ik m TGF-p,  3E# M 5%
XA, R AL EHML SP 6,
WP BRSNS UL AT, B BR L R v K PBS R
BE-PERAENR., #AETEMETUE. 21
Comerci®™ § 77 ¥ # 17 % & B4 8 TGF-g, # CIN
I.CINII-IIl B A 3Rk, R T MR B
BT E, + R 1/3 LEBRYRE, HR2/3 LK
Bie MARbtEER6A, i TREEBET
HR G 1 2 K BORR AR 40 4 B M D <5 00 e 4 MY 2
i, + R 6%6-30 % R AN M €5, H 2 3104-70 % FE 40
Fagefa, > 71%-100 Yo g S o,

1.2.3 34wkt #4644 S8 HPVI6 E7T £H
P50 B sl i i IR U, SR A 518 s B A7 i it
HPV16 E7 £ PCR 5| #)(F D ,5|¥H LA T

AEE
F1 HPV16 E7 ERSIYWFFIM PCR MKE
L B (5'-3" K& (bp)
Qutside F CATAATATAAGGGGTCGGTGGA
Outside R CTGCATCTCTATGTTGTTTTG 682
Inside F GCAGATCATCAAGAACACG
Inside R CAAATCTTCACCTGTATCACTG 487

1.2.4 HPVI16 E7 #nl a2 & 3 # HPV16 E7
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# PCR LS & R Ky 50 pl, Hsp DNA B 3 4,
LS T #SI® K 1 pl,2X Tag PCR Mix 25
pl, ZEBEF K 20 pl, HPVI16 Jik 2 BH X B .
Y HPV16 E7 518y R B 44 :94 CHIZH 5
min; 94 ‘CA5H: 30 5,54 ‘CiB Kk 45 s, 72 ‘CZEfH 60
s, #EAT 32 B3, 72 CEJF LA 300 s, Bkt 682
bp At it B DNA 3% 4 3| Fd HPV16 E7 Pl 5] 4k
1% 2 IR PCR ¥ 3.
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B B Yy 1 e B R I A 3 X .
Fr 4 B8 F§ DNAMAN version 5. 2. 2 #4444, LA
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MR EREER, FEEBREREZIMESLRE
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