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Abstract: Objective To analyze the superiority of immunomagnetic beads method and boiling method for
detecting hepatitis B virus (HBV) genotye and to further analyze the relationship between genotype detection
rate and HBV DNA, quantification. Methods A total of 1 943 patients with chronic hepatitis B in the infec-
tious department of this hospital from October 2013 to July 2016, January 2017 to January 2018 were selected
as the research subjects. Among them,the boiling lysis method from October 2013 to July 2016 was adopted to
extract HBV DNA,and further adopted fluorescence probe polymerase chain reaction (PCR) to detect hepati-
tis B genotype;the Abbot M2000 (magnetic beads method) from January 2017 to January 2018 was adopted to
extract HBV DNA, and further adopted fluorescence probe PCR to detect hepatitis B genotype. The differ-
ences between of results were compared between the two detection methods. The relationship between the
genotype detection rate and HBV DNA quantitative level was analyzed according to genotyping results.
Results The detection rate of magnetic bead method for extracting HBV genotype was significantly increased
(P<C0.05) ,but the detection rate of magnetic bead method for detecting genotype C was decreased and which
for detecting genotype B and D was higher(P<C0. 05). The detection rate of HBV genotype was increased with
the increase of HBV DNA level (P<C0. 05). Conclusion Compared with the boiling method for extracting
HBV DNA,the magnetic beads method can more increase the positive rate of HBV genotyping, and can in-
crease the detection rate of the patients with non-genotype C and low viral loading, which is more worthy of
clinical application
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