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Expression of USP22 in Patients with Acute Leukemia and Its Clinical Significance
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Abstract:Objective To investigate the expression of ubiquitin-specific protease 22(USP22) in bone marrow cells
in patients with acute leukemia(AL) and its clinical significance. Methods Real-time quantitative PCR (qPCR)
and Western blot were used to detect mRNA and protein expression levels of USP22 in Jurkat, HL-60, K562,
molt-4 and NB4 cell lines and bone marrow mononuclear cells from AL patients and negative control patients,
respectively. Results USP22 expression was found in Jurkat, HL-60, K562, molt-4 and NB4 cell lines. mRNA
and protein expressions of USP22 in initial diagnosis group (33.90+9.58) and (0.58+0.15) and remission group(1.81+
0.53) and (0.100.03) were both increased, compared with that in negative control group (1.05+0.33) and (0.05+0.02)
(P<0.001). Meanwhile, expression levels of USP22 mRNA and protein in hyperleukocytic AL patients in initial
diagnosis group (45.23+10.92) and (0.69+0.16) were significantly higher than those in non-hyperleukocytic AL
patients [(26.73+£6.12) and (0.42+0.10), P<0.001]. But no significant difference of USP22 and protein expressions
was found between acute myeloid leukemia(AML) and acute lymphoblastic leukemia (ALL) patients in initial
diagnosis group (P=0.531, 0.377). Moreover, AL patients with higher USP22 expression (66.67%) had lower
complete remission rate than that with lower USP22 expression (88.0%) after the first induction chemotherapy.
Conclusion USP22 is highly expressed in AL patients and decreased after complete remission, which might
relate to leukocytes number. Taken together, it could be a useful parameter for prognosis of AL patients.
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1,2: USP22 and B-actin protein expressions in initial diagnosis group;3,4: USP22 and B-actin protein expressions in remission group;5,6: USP22 and B-actin

protein expressions in negative control group;7,8,9,10,11: USP22 and B-actin protein expressions in Jurkat, HL-60, K562, molt-4 and NB4 cell lines

El1 Western bloti&;MUSP22FA B-actin /HAIFRIE

Figurel USP22 and f-actin protein expressions detected by Western blot
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Tablel Relationship between USP22 expression and

remission rate of initial diagnosis before treatment[»(%)]
USP22 mRNA expression ~ USP22 Protein expression

High Low High Low
Remission 163265 2244900  7Q414) 134483
Non-remission  8(1633) 3612 7419 2 (689
Total 24(489%) 255102  14(4828) 155172
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