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Abstract

AIM: To survey the spontaneous hepatitis B
virus (HBV) YMDD mutations in patients with
familially clustered chronic HBV infection.

METHODS: Ninety-five chronic hepatitis B
(CHB) patients, who came from 34 CHB cluster
families and did not underwent treatment with
any antiviral drugs, and 82 sporadic CHB pa-
tients, who did not underwent treatment with
any antiviral drugs, were included in this study.
YMDD mutations were detected and compared
between the two groups of patients.

RESULTS: Of the 95 patients with familial clus-

tering of chronic HBV infection, spontaneous
YMDD variants were detected in 51 patients
(53.68%). Of the 82 sporadic CHB patients,
YMDD variants were detected in 21 patients
(25.61%). The detection rate of spontaneous
YMDD mutations was significantly higher in
CHB patients with familial clustering than in
sporadic CHB patients (P < 0.05).

CONCLUSION: The detection rate of spontane-
ous YMDD mutations is higher in CHB patients
with familial clustering than in those without
familial clustering.
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