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[ Abstract] AIM: To investigate the relationship between the
mutation and the cervical carcinoma by detecting the nucleotide
missense mutation A—G at codon 29 in E7 gene of HPV16 inthe
cewical carcinoma tissues and to establish a new method for
detecting HPV point mutation. METHODS. Totally 53 cases
were examined. HPV16 E7 was first amplified by Polymerase
Chain Reaction and then TDFFP was adopted to detect the
types of the labeled ddNTP. by which the genotype was deter-
mined. The results were analyzed by statistics. RESULTS. The
mutation rate was 43. 48% (10 of 23) in invasive cervical can
cer and point mutations were found in cervical tissues from 13 of
the 33 case patients (39. 39%), and from 2 of the 20 control
subjects (10. 00%5). The point mutation was found statistically
significantly more often in case patients than in control subjects
(P<0.05). The coherence with sequencing result was 100%;.
CONCLUSION: The rate of point mutation of HPV16 E7 gene in
this study displays a significant geographic difference from other
areas. HPV16 with the point mutationappears to be more onco-
genic and may contribute to the high incidence of cervical can
cer. These observations suggest that TDFFP assay of HPV
point mutation is an easy, fast and high throughput method for
gene mutation detection.
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Fig 2 Scatter plot of HPV16 E7 mutation of samples
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