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[ Abstract] Objective To study the correlation of host p53 genetic polymorphism (the 4th Exon of 72 codon
in p53 gene) with HPV16 infection and the development of cervical cancer. Methods The TaqMan SNP Genotyping

Assays method was used to analyze the p53 gene polymorphism (p53 gene exon 4 of 72 codon)

. Results In the

gene frequency of p53 gene SNP-rs1042522 and allele frequency, there were statistical differences between the case

group and HPV16 infection group, the control group, with the P—value of 0.001 and < 0.001 respectively, while no

statistical differences between the control group and HPV16 infection group,

with the P—value of 0.924 and 0.870

respectively. Conclusion There is no obvious correlation between the SNP-rs1042522 C/G mutation of the p53 gene

and the HPV16 infection, but the mutation has some relevance to the occurrence of cervical cancer.

[Key words ] p53 gene; Polymorphism; HPV16; Cervical cancer

BBV O B A R S B LR 2 05
SR L A A A R M. R R A T E
R R R IR Z—, BRSO SUR B F L 13.15
TNEEA, SRAeREGEY. NFLRARIE e 2 e 2
B AL B2 R A S A B N, S0 R
Z09 NF KR AR (human papilloma virus,

HPV) £t %3k 93%, H HPVI6 RS YL KR
it 50% , J& CIN FI'E 98 58 UL Y & fE HPV
. e

pS3 LR LN 2 —, S 4 I
A . WA S EEAEY ¥ IEEA L. HPVI6
WE—E6 Y p33 AL S, SEUEERK

(EE€WB] ZfARHIT - BRWIBERIR TSRS Lk &5t B H - (2013FB169)
MEFE®N] 8Kk (1978 ~), o, WTHEMIA, BEaesed, FIREEIN, FRNS R R TAE.

[#Eifl{E&] %79, E—mail:jyahy@tom.com



mailto:E-mail:jyahy@tom.com

38 R ERKF%4H

%535 %

. 1987 4, Matlashewski 250 52 & B 7E A\
p53 BENEE 4 SN FHS 72 T (151042522,
G/IC) Z87%, Fik 2 MiFA R p53 HHH . SHE AR
BAE (ArgCGC) MIEIHEIRIAE (ProCCC) , HAy
FAWEEAT RN RE AN 52 A A [F].

AWFFE K F TagMan SNP Genotyping Assays 1
TR S R . HPV16 YL L F A
5 p53 N Z A8 (p53 JEHE 4 4+ 72 i
W) BT, RV 53 BEDER 4 SR 72 4
R 22 A B B R A R SR AR S

1 MRERE

1.1 ARAKRIE

FEAVE R ER , AT FEALEEH 2011
401 A E 2013 4F 06 A3k A F = 5§ 4 I B B
(RAER S =B ERD) 1112, K B
PR E AL 380 A, Hid HPVI16 Y% 1) S
BE 131 N URBI4) , HPVI6 EYLHF 110 A
(RYLA]) , TEHEERE 139 A RE4) .
1.2 HPV %% DNA #2El. PCR ¥ #&#1 HPV 43

BRI

KBRS TSR R GRS EYRHEA
BN HD) , Al e = U HPV &Y% 95%(1) 21 F
TR ERAEAL R e R A T
1.3 75E DNAEH

g HPV 73 BI45 3R, SRAESMH MWK 2 mL,
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P4 358 R T A1 4 AR 46 67 5 RIS A 9 19112 55 X R 2
EZEFAHSIEE L (P<0.01), WLE 1. p53 %
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[1.434 ~2.873], 5 HPV JE&YL 4141 HLos B4 i) P53
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# 1 p53 EFE SNP-rs1042522 C/G ERAMEMEFMERESEHRA EHXENATER [n(%)]
Tab. 1 The correlation of p53 gene (SNP-rs1042522 C/G) genotype and allele frequency with the occurrence of

cervical cancer [n (%) ]

FER Y AL
5l
GG GC cC G C
e 60(45.8) 53(40.5) 18(13.7)° 173(66.0) 89(34.0)
X R4 38(27.3) 60(43.2) 41(29.5) 136(48.9) 142(51.1)

538 b, *P<0.05.

F 2 p53 EE SNP-rs1042522 C/G EFEBMEMEFMES HPV16 Bf. EFTRAEMEMEMANER n (%]
Tab. 2 The correlation of p53 gene (SNP-rs1042522 C/G) genotype and allele frequency with HPV16 infection

and cervical cancer [n (%) ]

FER Y E A
4 5
GG GC cC G C
it 60(45.8) 53(40.5) 18(13.7) 173(66.0) 89(34.0)
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Sigmga b, "P<0.05.
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Tab. 3 The correlation of p53 gene (SNP-rs1042522 C/G) genotype and allele frequency with HPV16 infection

n (%)]
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