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Rapid Detection of Fluoroquinolone — resistance of Mycobacterium Tuberculosis Isolates by Heteroduplex Analysis. Wang Wei, Shi Ruiru,
Zhang Guolong, Fu Guangyu, Peng Yili, Yuan Xing. Department of Clinical Laboratory and Sino — US Tuberculosis Research Center,
Henan Provincial Chest Hospital, Henan 450008, China

Abstract Objective To detect gyrA gene mutation and fluoroquinolone — resistance of Mycobacterium tuberculosis clinical isolates

by using two types of heteroduplex analysis: denaturing high — performance liquid chromatography ( DHPLC) and Surveyor nuclease meth-
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od and to evaluate their potential value in future clinical use. Methods

One hundred and two Mycobacterium tuberculosis clinical iso-

lates (80 ofloxacin — resistant, 22 ofloxacin — sensitive, by routine method) were applied for PCR amplification of quinolone resistance de-

termining region in gyrA gene. PCR products was hybridized respectively with M. tb Erdman. Heteroduplex was analyzed by DHPLC and

Surveyor nuclease methods at the same time. DNA sequencing was performed as gold standard. Results High detection rate (100% ) was

shown both in DHPLC and in Surveyor nuclease method, compared with DNA sequencing. Eighty ofloxacin — resistant isolates were found

with gyrA mutation while those 22 ofloxacin — sensitive isolates with no mutation. Conclusion

DHPLC and Surveyor nuclease methods

can both be regarded as promising rapid tools for analysis of fluoroquinolone — resistance of Mycobacterium tuberculosis. The former has

many advantages: simple, stable, sensitive, high through — put, automatic, except the need of an expensive equipment. The latter is cost

— effective with no need of special equipment, can be widely used in most of clinical laboratories in our country.
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Study on Efficacy of Adefovir dipivoxil in HBeAg — positive Chronic Hepatitis B Patients and its Correlation with Serum Levels of Tumor Nec-
rosis Factor o. ~ Gao Haibing ,Lin Minghua, Pan Chen, Lin Taijie,Zheng Ling, Yuan Jinjin,Fan Jiankai,Zhou Rui. Department of Hepa-
tology , Fuzhou Municipal Hospital of Infectious Diseases, The Affiliated Infectious Diseases Hospital of Fujian Medical University, Fujian
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Abstract Objective To investigate the efficacy of Adefovir dipivoxil in HBeAg — positive chronic hepatitis B( CHB) patients and
study its correlation with serum levels of tumor necrosis factor a. Methods 203 HBeAg — positive CHB patients were recruited into the

study and were administered with ADV ( Minzhen) 10mg once daily for 48 weeks. The efficacy including HBV DNA negativity, alanine ami-
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