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Determination of Lamivudine-resistant mutation against hepatitis B virus via
high—throughput sequencing

TENG Shijie’ ,ZHOU Yanl ,WANG Wenjun',GUO Xiaoxia’, FENG Gang’,SUN Tongyun’,ZHANG Zhexiong'

(1. Department of Laboratory;2. Department of Gastroenterology ,the Second People’s Hospital of Lianyungang)

[ Abstract ] Objective; To establish a high—throughput method which can rapidly detect Lamivudine—resistant mutation against hepati—

tis B virus(HBV) to guide clinical medication. Methods ; Serum samples of 150 patients with chronic hepatitis B(CHB) ,whose quan-

titative HBV DNA results were positive(copy number =103),were determined by pyrosequencing for detecting Lamivudine—resistantly
mutational site via PyroMark ID genetic analysis systems. In order to prepare single—stranded template of pyrosequencing,samples
were amplified by nested PCR and were separated by magnetic bead and amplification primer of the polymerase in P region was de—

signed. Results:HBV P region products were attainted by amplified PCR and mutation frequencies of pyrosequencing were character—
ized by high sensitivity, specificity, stability and were in correlation with Lamivudine—treatment time. With the increase of Lamivudine
treatment time, mutation frequencies and drug resistance were increased. Conclusions:High-throughput pyrosequencing may meet
the needs of clinical drug testing and design of treatment protocols,which can detect Lamivudine-resistant mutation of HBV in pa—
tients treated with Lamivudine.
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Tab.1 Related sites of drug resistance mutations of HBV

nucleoside ( acid ) analogue Lamivudine
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Tab.2 P region primer design of HBV nucleoside ( acid )

analogue Lamivudine
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P[X  HBVP-OUTF AGGTATGTTG; CCCGTTTGTCCTC
HBVP-OUTR GGCCTTGTAAGTTGGCGAG
HBVP-INF CACYTGTATTCCCATCCCATC
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Tab.3 Drug resistance mutations of HBV Lamivudine detected

by high throughput pyrosequencing
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Application of grey model in forecasting incidences of lung cancer
ZHOU Chunbei' ,ZHOU Min?
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Prevention;2. Department of Disease Control ,Zigong Center for Disease Control and Prevention)
[ Abstract ] Objective:To apply the grey model (GM ) in predicting the incidences of lung cancer in Zigong city and to explore the
applicable predictive method with fluctuant data. Methods : The conventional GM (1,1 ) ,dynamic GM (1,1 ) and metabolic GM(1,1)
were established respectively based on the incidences of lung cancer in Zigong city from 1985-2009. The most applicable mortality

forecasting model was applied to do the predication. Results : The results of the prediction showed that the predictive precision of the
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