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(HE] B SWMLUAEFHHXALXETRAA T AN LERE 16 M (HPV1S) L#FFE KX (URR) A
E7 FREBEOFRIERNRENERFILEHE, AF WELALFSHXALETRIIALL 111 4,5
DNAEREER  MABASIYHMARRESI YL E S BE KM (PCR Mk HPVI16 BEHir4, PCR £ & Wl /¥ &
HPV16 44 URR f1 E7 £ E 27 51,4 DNAStar 100 S {F 7L BLAST i HERER. 4% BEHIE
A S HPV fl HPV16 B4 51H 99. 10%(110/111) F1 73. 6336 (81/110) ; BB Bk F £ HPV16 URR JE i 24
B, R EMEE 98.02% ~99. 26 % 2 8] ,nt7518 G~ A Hl nt7861 A ik T R FE K 100%(26/26), HPVI6
E7TER 12 FrAE R, FRAEZE 99, 23% ~100%0 2 ] ;nt647 A—~G ZEAE 5 58.54% (24/41) , EE M Asn—>Ser
(N29S) \nt666 G—>A FEAFHE 24.39% (10/41), A X RE, & WAEFLEHXOLEIRWASR+F HPVI6
URR 1 E7 X EBEE T H;HPV16 URR A5 % nt7518 1 nt7861, HPV16 E7 28745 #4 & 3 nt647, H — & M

FER LB HEROLR .
[k@A] BFIME: AZLLBRE 16 BAEF B0 REBER N
[hES%8] R737.33  [X#FEEBR] A [XEHS] 1672-4488(2010)03-0215-04

MUTATION AND POLYMORPHISM OF HPV16 URR AND E7 GENE IN CERVICAL CARCER TISSUE ZHAO XUE-ZHEN,
WANG YAN-KUI, PENG LI-NA, et al (Department of Obstetrics and Gynecology, The Affiliate Hospital of Qingdac Univer-
sity Medical College, Qingdao 266003, China)

[ABSTRACT] Objective To analyze the mutation and polymorphism of HPV16 URR and E7 gene in cervical cancer samples
‘in Qingdao of Shandong province. ~ Methods A total of 111 cancer samples were collected in Qingdao. The DNA was extracted
and used as a template, The detection of HPV and the typing of HPV16 carried out using consensus and type-specific primers, The
amplifications of HPV16 URR and ET7 gene complete sequences were performed by PCR with the HPV16 positive ones, The varia-
tion information was analyzed by DNAStar 100 and BLAST online.  Results The positive rate of HPV and HPV16 was 99, 10%
(110/111) and 73.63% (81/110), respectively, HPV16 URR fragments formed 24 patterns at nucleotide level, their homology
was 98.02% 10 99.26%. nt7518 G—A and nt7861 A absence were 100% (26/26); HPV16 E7 fragments formed 12 patterns mu-
tation at amino acid level, their homology was 99. 23% to 100%; HPV16 E7 nt647 A~~G was 58. 54% (24/41), resulting in ami-
no acid Ser substituted for Asn. nt666 G—A was 24. 39% (10/41), without variation of amino acid.  Conclusion There are var-
iations in both HPV16 URR and E7 genes at nucleotide level in Qingdao. The mutational hot spots of HPV16 URR are nt7518 and
nt7861 and HPV16 E7 is nt647, both of them still have mutational spots that have not yet been reported.
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1.1 ##

1.1.1 BFIE4ALGE FAUREIEAS R
7 43 B, BLH 2008 45 3 H—2009 4E 3 H & B
BB EMENE —80 CHkARA: BETBARA
Y] bR4s 68 41, BL A 2007 4E 9 H—2009 4E 3
KETARERAR. WA REZIHRAIT,E
1% 26~82 %, F3 47.5 %, IREX LW . B 106
B, B39 4 B, IR 88 1 B, G RARELROR T B BE AR
HERE .

1.1.2 FERXH TaqDNA B4 E§.10 X PCR
Buffer  dNTP Mixture.6 X Loading Buffer . DNA 43
FirEH DL 2000 . DNA BN EHWEH k&S
EYTERERAAE.

1.2 F#k

1.2.1 3[##Eit. g8, B-Globin,HPV L1 &
HPV16 E6 .URR.E7 5| %)% % W3 #k[2-3]. &9]
YFSIHH EBEPTEBEARSERAFE K.
1.2.2 H#H DNA#RR.PCR RNERMEH
i 4H BB -FA-FOR R H LR B DNA, f 1)
AR #% QIAmpDNA #EUAN & 38 5 2 TR I
DNA #ER#R . PCR RN SERBHEN 25 oL, Hp
AR DNA £ 50 ng,dNTP 200 pmol/L, I . F##5I
P& K 0.5 umol/L, TagDNA B &8 1 U, MgCl,
1.5 mmol/L,10 X PCR ¥ # & ¥ 2.5 pL, I L #
KZE 25 ul.

1.2.3 HEWEER BRIk ¥ PCR&™=YET 16 g/
LEfebig st Tk, KE RN 268,450,140,
617 F1 315 bp ¥ 18 & # 4+ 5 % p-Globin, HPV L1
% HPV16 E6,URR.E7 B &HE &4,

1.2.4 PCR =¥l F XFF 448 % PCR ™Y
A0 F 4R R R BT 0 i b e #4700 W, AL
RURBKER A PCR EH T 18, FH K F L
Hepg PCR B P RES R M AIRETENIRE., &
J5, i ] DNAStar 100 % {4 #f17£ 48 BLAST & #
HPV16 URR #1 E7 %R i B2 F 47 & 3 # 47 7 51
LM

2 & R

2.1 PCR ¥

2.1.1 BGlobin ¥ ¥R A 111 BlIIRABLE
268 bp AL HBLEH B4 . EERWLGREME, L
111 BIRABHALRKELEER .

2.1.2 HPVL1 # HPV16 E6 ¥ #455 110 #
PCR 7™ #)#£ 450 bp &b 3 B 89 &3, HPV SR
#3499.10%(110/111),81 fi7E 140 bp AL M B

B &, HPV16 fAMEERN 73.63%(81/110),
2.1.3 HPV16 URR Ml E7 EE K BMP LR
81 BIHPV16 FHMERA T 43514 51 BI7E 617 bp 4t
70 BI7E 315 bp 4b 3 BL H B & W, HPV16 URR M
E7 a7 B2 % 43 51 R 26 B 41 B, F4r4R
7~ HPV16 URR #1 E7 2 PCR ¥ 3 7= ¥ d1 3k 45
BIRE 1.2,

M:DNA 4 FirE 4% DL 2000; D~ @# 4 HPV16 URR PCR
PP A MR,
1 #84r#54 HPV16 URR E & PCR § =ik &R

_‘(Hr‘p‘.

IRERREN

i
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R T

RE AR

M:DNA 4F#EY DL 2000; D~@# 4 HPV16 E7 PCR ¥~
BN OB .

B2 #B45ricA HPVI6 E7 EE PCR - MW kER
2.2 Bkt
2.2.1 HPV16 URRAZR BT 26 BRI
B HPV16 URR FEEREMI AW ER, A ER
AR nt7518 G— A Fl nt7861 A ek, ¥ K 100%
(26/26); M E 2 R E L1 R nt7727 A—>C,
nt7494 A §tk, ¥4 69.23% (18/26);n17839 G—
A.nt7928 C—T K nt7477 A %k, ¥ % 61.53%
(16/26), WFE 1,
2.2.2 HPV16 E7 &% HPVI16 E7 B M AF
B EERRESREETRE, HMFIER
R B — B AR ERYWET ZBREBT, I
RIBMEAERKF LA, BFE 2.

3 ¥ it

HPV HERER RERENMRERE . RE
DNA # N B EE F o EZREFHESF AR HPV
BRRERBINESEEVHEL, 9 HPV HER
SRR E Y R T DNA B# AT HPV 8
ARSI R, Rk, X&%SH HPV 4
RRERBE RIS, 2000 4£ VILLA %F
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£ 1 HPV16 URR DNAStar 100 7 7£ £ BLAST & #f
HKR(n=26,x/%)

BEREA SERE REN  SEW  RER BMRER RKkE  ERE

7465 A 3.8 3.8
7467 G 3.8 3.8
7468 C 3.8 3.8
7476 C .17 7.7
477 A 57.0 57.7
7478 C 1.5 1.5
7479 A 38.0 38.5
7488 T 3.8 3.8 .7
7494 A 57,7 57.7
7499 G 3.8 3.8
7510 G 3.8 7.7 1L5
7518 G 100.0 100, 0
7522 T 3.8 3,8
7523 A 3.8 3.8
[ T 3.8 3.8
727 A 69.2 69.2
7749 A 3.8 3.8
7778 T 3.8 3.8
7789 C 3.8 3.8 .7
7796 T 3.8 3.8
7839 A 61.5 61.5
7861 A 100.0 100.0
7866 A 3.8 3.8
7871 C 3.8 3.8
7872 C i9.2 19.2
Y C 3.8 3.8
7928 G 61.5 61.5
7998 C 19.2 19.2

8128 3.8 3.8

& 2 HPV16 E7 DNAStar 100 f17£42 BLAST ¥ & &
{(n=41)

BERAES BEXE CREBTHT RENTL SERTAMLE REX(Q/N

579 T~A CCT>CCA Silent P6P 4,88
580 A~C ACA»CCA  Thr>Pro T7P 2.44
581 C—»A ACA>AAA  Thr>Lys T7K 2.44
585 G—~A TTG->TTA Silent L8L 2.44
585 G~T TTG+TTT Leu—>Phe L8F 2.44
586 C~G CAT>GAT  His>Asp H$D 2,44
590 A~C GAA—~GCA Glu—=Ala EI10A 7.32
590 A Abence 21.95
593 A~G TAT+TGT  Tyr>Cys Yi1€ 2.44
647 A~G AAT>AGT  Asp>Ser N29S 58. 54
666 G—+A GAG—>GAA Silent E35E 24,39
835 C~»A CCC—~ACC Pro—+Thr P92T 2.4

HREM,HPVI6 WIERMWE T REER S IR
S (OR:4.5,95%CI:1.6~12.4),

URR WX ERATH A RER R RLE T
LA URR WA #E D88, URR #2278 7] 38 i B8
FE5A DA R BRR T (B BIEH T4 4 88 1 8958
M5 URR WA s G, xSl Fm 26

%] URR F Brep b X JElA 15 N7 33t 69 MEH
MPBEEERR 27T/ ZTRIBERKL. 2F
RBE M X [E] nt7729 A—>C B K URR FRiEER
FRYEBRI) 2~4 4%, AR BFFT P nt7727 A—~C B X
RABEM (B EFIARR ; BN B LERFFELEN
FHREHE 1(SPH YY1 454 5 1 nt7839 G—
A R ZRA A FENE p97 )3 shiE BT BUE R
PiEENE E6/E7T WEFRESE, X —REEHEAL
BEIEHSR P BEER,

SCHMIDT VY HRLERBR, K= AL EH
$& 441 % HPV16 URR K B 100 % k4 nt7520 G—
AR, FAAEBEIREBRASKRERFEEN
FERXH, ZAREHEK DR HERBOERENE,
RTMPWEFREERS ThREK. SHRERE
/~,HPV16 URR ¥4 24 #AE R, H 29 M
B 1AM ERBERETESR,. 75 MEHE
BRRAE T B, WAF BRI 26 #) HPV16 URR
HEB¥WEAEAET nt7518 G—~A A, ZRLE 5O
1B nt7521 F nt7520 LR R —-REHERSH
FFEIREDTS, BB AL S R T EFEWR (AA)
FUMB(As) P EREE. HHWFRIIH 26
% HPV16 URR F B #H R4 T nt7861 A Bk A
X~ MEAKRREEREHES HPV16 URR ##
Th BB Z (8] A AR DG o R LR IE , X O AT S TS M Bt
FRANFRME T B M. A GO P55 # nt7928
C—T.nt7477 Fl nt7479 A Bt R WA RE R UK
7499.,7872.,7465,7523.7917 F1 7478 & {7 A By 3
ZLy2REAMUAEFT DX ALEIEAR S HPV16
URRZ S A LR,

HAFRBRALWEREHRARERFE
HPV16 E7 2% bk, HPV16 E7T RELWT RS
HWEOREERKFLHERBLE—EBRE LR
mMEDEE AR RN AMEEEE Y2k
AR E7 ZE. HPV16 E7 HE 29 1 515 738
BRBRIT LB A R 22 8 B (Asn—>Ser N29S),
22 BB AL, B O TR R A R BB & A O,
T B0 5 5 0 T B 40 L 99 1) 25 TR 7= 497 (pRb) By
BB, % HPV Wb MR it %4 2
FetE, AHEQL Y E7 N29S B J 258 E7 i 8
., AMRBBRT ntb47 A>G X — R
i, B5 P B F W X A0 B A HGE AR R,

A ABE W F BRI 41 B HPV16 E7 &
HhEd. B2 5hERTIITE %16
nt835 L F E7 HAREWRI, HR IHERY M T
W, R HPVI16 E7 £ H A B A KR T 54
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XS E T nt590A SRR MR R AEIRE.,
GZEHR,ILREFR X AL ESEAR
HPV16 URRME7 EXHEBRAKF EHWHFEL R,
EEACBME -8, _ENREARTREERY
P AhHE AL, T 5 A R SCRR R A HPV 16
ET IR “RERER"ERARAY ., XA
EREHXNEEANREZE IFALRBERE. LB
Wit BB T RSEREAEEREA X, KA IRAGE
BRoMEX— X E7T BEFIFAZSEAX. &
# X HPV16 URR F E7 & 7775 4 A& WL 4R 16 9 e A8
PLA RN X —H X HPV16 28 % HoA 2R M X
F HPV16 E7, URR EH F Bt ZE R &; HPV16
E7T#EHBRN,. TRHEMBENMESESMNTER
%, HPV16 URR WEEZ—-FHSHKENRENE
BUEMEREMX, F— T EAEBRREEENEF
Wi, HPV16 E7 TR HBUEH . AR
WAMBEMHEEESX - X ETERENELEDR

BABRIME— B EAERFRMEARTREE.
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