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WFEEE R OBFE (J532) : Malignant lymphoma possess histologic and genetic diversity, hence
understanding the mechanisms of each cases is important for improving their prognosis. In
our present study, we analyzed several subsets of non-Hodgkin lymphomas and found that;
(1) TNFAIP3/A20 gene is frequently altered in B-cell lymphoma with NF-kB activation. (2)
TNFAIP3 may be involved in lymphomagenesis through inhibiting NF-kB. (3) Our study
provides a novel insight into molecular mechanisms leading to lymphoma and that specific
targeting of NF-kB pathways may be advantageous for treatment.
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Table 1. Frequency of A20 deletion in non-Hodgkin lymphomas
Histologic subgroup n (%)
Mantle cell lymphoma 9/29 (31)
Blastoid variant 0/2 (0)
Pleomorphic variant 1/3 (33.3)
MALT lymphoma 11/64 (17.2)
Ocula adnexa 9/24 (37.5)
Lung 0/11 (0)
Stomach 2/29 (6.9)
DLBCL 39/102 (38)
GCB type 4/18 (22.2)
ABC type 14/28 (50)
Follicular lymphoma 6/23 (26)
Grade 1 117 (14.2)
Grade 2 4/14 (28.5)
Grade 3A 1/2 (50)
Burkitt lymphoma 2/19 (10.5)
NK-cell lymphoma 5/27 (18.5)
Aggressive NK-cell leukemia 2/10 (20)
ENKL 3/17 (17.6)
ATLL 7/68 (10.3)
Acute type 0/19 (0)
Lymphoma type 7/49 (14.3)
PTCL-u 5/51(9.8)
Total 84/383 (21.9)

ENKL indicates extranodal NK-cell lymphoma.
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Table 2. Features of A20 inactivation in ABC DLBCL and MCL
ABC DLBCL MCL

A20 mutation, n (%)

Total 15/28 (53.5) 3/18 (16.6)

With A20 deletion 8/14 (57.1) 1/7 (18.2)

Without A20 deletion 7/14 (50) 2/11 (18.1)
Promoter methylation, total, n (%) 10/24 (41.6) 3/8 (37.5)
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