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Abstract: [ Purpose ]To establish a sensitive and stable method for measuring human papilloma
virus (HPV) type 58 infection status of cervical cancer patients in eastern region of Guangdong
province.[ Methods ]| HPV58E2/E6 genes were amplified,PCR products were purified and linked
to T vector,and constructed the standard plasmid. HPV58 viral load and infection status of 30
cervical cancer patients and 40 controls were detected. [ Results | The standard plasmid of real-
time fluorescence quantitative PCR for detecting HPV58 E2/E6 fragments was stable and sen-
sitive. HPV58 infection rate and viral load in cervical carcinoma were higher than those of con-
trols. Further, HPV58 infection status were integrated (66.67%) and mixed status (33.33%) in
cervical cancer,which were different from controls. [ Conclusion | The standard plasmid of fluo-
rescence quantitative PCR is a high sensitivity and stability method to detect HPV58 virus load
and infection status,and integration status is the main infection status of HPV58 in the cervical
cancer patients in eastern region of Guangdong province.
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Figure 1 Construction the standard plasmid of the HPV58 E2/E6 fragments contained in T vector
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A :Typical amplification curves obtained by real-time PCR for 7-point series concentration of HPV58 E6/E7 plasmid DNA.
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B: Comparison of standard curves for the crossing points plotted against the HPV 58 E2 and E6/7 concentrations(x+s,n=3).

Figure 2 Real-time PCR for HPV58 DNA load and physical status assay
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