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(Abstract)
specimens. Methods: HPV16 E6, E7 and LCR segments in 125 positive HPV16 cervical cancer specimens were amplified, and the amplifi—

Objective: To analyze the variations of HPV16 E6, E7 and long control region (LCR) in cervical cancer
cation products were detected by DNA sequencing. Results: The most common variation of E6 was T350G (100.0% ) , the most common
variation of E7 was T789C (87.5%) , and the most common variation of LCR was G7521A (91. 1% ) .
E6 — T527A was found, four new variations of LCR - CI3T, A7636C, C7678T and G7799A were found, the locations of LCR variations fo—

cused in binding sites of YY1 transcription factor. Conclusion: HPV16 E6, E7 and LCR variations exist in cervical cancer, analyzing high

In addition, one new variation of

risk HPV variations is helpful to diagnosis of HPV and design of vaccine.

(Key words)

5 (cervical cancer) J& fi 5 45 BR 0 4 {6l B
B e, HIETROOR TR . RE S BN
T b G 13 5, b R OB R B
28.8% "', HRAESE T E B 14 4 20 000 5, H K
WEFERABAY . EZ+2HERKBIFAEN,
a7 HPV 785 308 00 &K £ R e R + o0 B A
fERI™ o HPV 9 ALR i BRIR AUEE DNA J5 8 F B
AN PP e OR Sy, BRI /NZ) 2 7 400 ~
8 200 bp, H4E R WK X (E) . MK X (L)
M EFEEX (LCR, sFRIE4ISIX UCR) 3 A IhE
X, E X%ifd El-E7 &, L XK EA, LCR
X ARG 5 X, A& VF 2 4 M 3 sk 45 & A0 A,
YY1, Oct-1. Ap-1%",

Xt HPV - 16 A8 F 4R K BAFAE 6 AN Al 8 4% 50 52
Bl E (European) , AA (Asian — American) , Afl (Af-
rican 1), A2 (African 2), As (Asian) F1 NA (North
American) . IXS6AF S B ORAS [A] ( ML ER 0 A, I 0T fE
HA AR RBOEHGE, W70 R IR 7 A 8 N 248 5 mT g
S0 HPV R85 I 55 22 1 A JRR 4 5] k2 (4 453 15 31 9 11
RS . HPV (A8 Ak S B 02 . 4R IR L

(DT % B2 2 o 55— B S 5 it U

Human papillomavirus; Molecular genetics; Cervical cancer

FRIEME p53 BB AR K A A T R S
HPV J5 %1 ()75 5 52 0 3 T PCR 12 Wt 5 2% 1 e v
PRt Z W5 S JUE bR A b B9 HPVI6 () E6, E7
1 LCR PCR 41 J5 B4% DNA il 52, P09 2 5 & 4
968 1975 1L 43 £ 22 [A) RO O 1 o

1 AR5 i

L1 bRAsE  FHARMER HPV 230 545 Jy o6 230 43
T2 SRS — B R I B i 8 AL e U AR A
HPV 3E47 70 B4, Horp 125 f3 5 HPVI6 PHE. 57 6 i
bR ASH PBS Wt dE, -T70CHRfF. IFEEZEM
tEFE A, 2R T 2 B R — R R
873 25 1) 5] 35 ANt

1.2 DNA fRHUFI HPV 08 SRR By - & AR
EAE SRR A T TR AR 4 DNA. HPY
B 00 s £ Y HPV — 16 FIHPV — 18 Y 4 78 11 58 ]
I RS HITEE. p-BHREAERNY
BEfE RPN . M & (F: 100 ng DNA, 10 mM
Tris — C1 (pH 8.4), 50 mM KCl, 1.5 mM MgCl,,
dATP, dCTP, dGTP, Al dTTP % 12.5 pM, 5 pmol 5]
Y, SEFIR25 pl, 0.5U Taq DNA %4 (TakaRa
AT . RMFEF: 95 CHiZEM S min, 95C 30 s,
55CB k30 s, 72CIEM 30 s, 30 MG . G954



* 3620 -

W 1.
1.3 E6. E7 fl LCR /& 448 PCR 15 H
DNA W (B0 5 4047« S04 P ABTPrism310

b 1A 40 -6 2013 4555 28 %

BB AR, B BT 8fF (Version 3.4.1) 43 #7,
H 5 Genebank [F]JF7 %1 No. U89348 #1474t T
PCR P=4 #5347 = 6] 7 328 — 25 F 8 45 S (A m] SE 44

71 E6, E7 f1 LCR %5 PCRs )5 41741

HL[R] 1 SCEE

E6 5= GAA ACC GGT TAG TAT AAA AGC AGA C =37
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