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[Abstract] Background and purpose: The clinical relevance of HBV infection with respect to diffuse large B
cell lymphoma(DLBCL) patients and immune patterns of T lymphocyte subsets during chemotherapy remains unclear.
This study aimed to identify the characteristics of T-cell mediated immunity in DLBCL patients with HBV infection,
thereafter, to explore the possible cell-mediated immune mechanisms of HBsAg positive HBV infection on the survival
of DLBCL. Methods: A total of 294 newly diagnosed DLBCL patients were enrolled in this cohort study. Four-color
flow cytometric method was used to enumerate the absolute number of CD3’, CD4’, CD8" T lymphocytes and the
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CD4"/CDS" ratio in peripheral blood samples, at the onset of disease, 2-4, 4-6 and 6-12 months after the initiation of

chemotherapy, individually. Results: The absolute number of CD3", CD4", CDS8" T lymphocytes in both groups were

similar at the onset of disease; the count of CD4" lymphocytes was lower in HBsAg positive group during 2 to 4 months

after the initiation of chemotherapy, compared with that in the HBsAg negative group. During 4 to 12 months after

chemotherapy, the CD4'/CD8" ratio in peripheral blood samples was significantly lower in HBsAg positive group.

Conclusion: For newly diagnosed DLBCL patients who received chemotherapy, the dynamic nature of cell mediated

immune response was characterized as a low counts of CD4" T lymphocyte during the first several cycles of chemother-

apy followed by a decreased circulating CD4/CD8' ratio. Depressions of cell immunity after chemotherapy in HBsAg

positive DLBCL patients were greater and prolonged.
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Tab.1 Comparison of the clinical characters between DLBCL patients with or without concurrent HBV infection

Item HBsAg positive group (n=59) HBsAg negative group (n=235) P value
Male 39 135 0.227
Age >60 years 22 98 0.537
Stage

[-1 16 88

m-v 43 147 0333
Group

A 32 117 0.541

B 27 118 ’
IPI

Low risk 21 85

Low-intermediate risk 10 36 0.976

High-intermediate risk 15 57

High risk 13 57
Onset sites (extra nodal) 42 175 0.608
Subtype

GCB 18 64

Non-GCB 17 80

t-DLBCL 3 9 0839

Unclassified 21 82
R-CHOP regimen 23 114 0.190

GCB: Germinal center B-cell like; Non-GCB: Non-germinal center B-cell like.
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Tab.2 Comparison of lymphocyte subgroups in peripheral blood in different stages of chemotherapy between DLBCL patients with or

without concurrent HBV infection

()
Time from onset/month Lymphocyte subgroups in peripheral blood HBsAg positive group (n=59) HBSAg(r:li%a;is\;e group P value
CD3" 0.98+0.45 1.07+0.58 0.176
CD4" 0.51£0.24 0.58+0.33 0.067
Onset "
CD8 0.41+0.29 0.44+0.3 0.616
CD4'/CD8" 1.57+0.93 1.58+0.92 0.971
CD3" 0.89+0.41 1.05£0.48 0.026"
» CD4* 0.430.19 0.52+0.25 0.015"
CD8" 0.39+0.23 0.47+0.33 0.106
CD4'/CD§’ 1.32+0.66 1.41+£0.84 0.444
CD3" 0.98+0.50 0.96+0.49 0.798
46 CD4" 0.41£0.17 0.48+0.24 0.063
CDS" 0.50+0.37 0.43+0.33 0.234
CD4'/CDS§’ 1.09+0.56 1.37+0.79 0.0417
CD3’ 1.070.64 1.000.67 0.591
612 CD4" 0.38+0.17 0.48+0.45 0.212
CDS" 0.63+0.57 0.47+0.37 0.118
CD4'/CD8" 0.92+0.59 1.24+0.72 0.011°
SD: Standard deviation; ": P<0.05.
CD4+ cells(10%L) CD8+ cells(10%L) CD4+/CD8+ ratio CD3 cells(10L)
0.7 - HBsAg negative patients  ().7 = HBsAg negative patients 0.7 - HBsAg negative patients 1.2 - HBsAg negative patients
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Fig. 1 Trend of lymphocyte subgroups in peripheral blood in different stages of chemotherapy in DLBCL patients
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