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Abstract Objective: To observe the effect of decitabine(DAC) on the proliferation, apoptosis and cell cycle of
TP53 mutated diffuse large B cell lymphoma(DLBCL) cell line DB, and evaluate the efficacy and safety of DAC
combined therapy in patients with TP53 mutant DLBCL. Methods: Cells were cultured in vitro. The different
concentrations(5-80 pmol/L) of DAC and adriamycin(ADM) act on DB cells and the CCK-8 method was used to
calculate the proliferation inhibition rate. DAC(20 pmol/L) and ADM(12 pmol/L) act on DB cells 24, 48 h, An-
nexin V-FITC/PI and flow cytometry were used to detect the apoptosis rate and cell cycle. The differences in cell
proliferation, apoptosis and cell cycle in different groups were compared. Clinical data of 5 patients with TP53
mutated DLBCL treated with DAC combination was retrospectively collected and summarized. Results: The inhib-
itory effect on the proliferation of DB cells increased with the increase of DAC concentration(5, 10, 20, 40,
80 pmol/L), and the inhibition rate in combination with ADM(12 pmol/L) was significantly higher than that of
single drug ([78.514+1.19]% vs [40.80+1.62]% ., [87.4840.297% vs [46.83+1.47]%, [92.59+0.15]%
vs [47.074+1.50]%, [94.574+0.58]1% vs [52.6840.84]%, [95.56+0.53]% vs [54.95+1.07]%, P<<
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0.01). When the cells were treated with ICs, (20 pmol/L DAC, 12 pumol/LL. ADM), the inhibition rate increased
([50.4040.191% ., [61.65+0.16]% , [85.08=+0.78]%) with the increase of time(12, 24, 48 h) (P<C0.01).
Compared with the blank control group. the percentage of DB cells in S phase increased after treatment with DAC
for 24 h ([10.54+0.40]% vs [2.03£0.01]%, P<C0.01), and the proportion of cells in G2/M phase increased
at 48 h ([17.454+0.19]1% vs [3.69240.09]% , P<<0.01). The five patients with recurrent refractory TP53 mu-
tation DLBCL treated with DAC regimen, the total effective rate was 40% (2/5). The main adverse event was

myelosuppression and there was no treatment-related death. Conclusion: DAC can enhance the inhibitory effect of

ADM on the proliferation of TP53 mutant DLBCL cell line, and block cell cycle. The regimen containing DAC shows a

certain efficacy and safety in the treatment of TP53 mutation DLBCL, which is worthy of further exploration.

Key words diffuse large B cell lymphoma; relapsed or refractory; TP53 mutation; adriamycin; decitabine
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