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[Abstract] Objective To explore the relationship between hepatitis B virus(HBV) X(HBx) protein and
the tumor suppression gene pl6 promotor methylation in diffuse large B-cell lymphoma (DLBCL) and its clin-
ical pathologic significance. Methods The immunohistochemistry method was used to examine the HBx pro-
tein expression level in 60 cases of DLBCL frozen tissue and 15 cases of benign reactive hyperplasia lymph
node tissue;the methylation state of p16 gene promotor was detected by methylation-specific polymerase chain
reaction(MSP) , then the relationship between HBx protein and tumor suppression gene pl16 methylation. And
the relationship between pl6 promoter methylation state and clinical data was statistically analyzed . Results
Among 60 cases of DLBCL tissue, there were 14 cases of HBx positive and 46 HBx negative, while 15 cases of
benign lymph node tissue were HBx negative. The SP analysis indicated that in 60 cases of DLBCL tissue, the
positive rate of pl6 gene promoter methylation was 50% (30/60) in DLBCL tissues and 0% in the benign
lymph node tissue,and the difference between the cancer tissue and normal tissue was statistically significant
(P <C0.05). The positive rate of pl6 gene methylation in the HBx protein positive DLBCL group was 85. 71 %
(12/14) ,however, which in the HBx protein negative DLBCL group was 39. 13% (18/46) ,and the difference
between these two groups was statistically significant (P <Z0. 05). The pl6 gene methylation was associated
with ECOG, Ann Arbor clinical stage,B symptoms and IPI scores in DLLBCL patients(P<Z0. 05). Conclusion HBx
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protein may promote the abnormal hypermethylation of pl6 gene,involved in of the DLBCL formation. The

pl6 gene methylation state is correlated with the clinical menifestations and prognosis of the patients with DL-

BCL.
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