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HIPK2 gene expression and its clinical significance in acute leukemia
XING Hai — yan, ZHANG Xin — wei, TIAN Zheng, TANG Ke - jing, BI Ying — chang,

WANG Min
( State Key Laboratory of Experimental Hematology , Institute of Hematology, The Hospital of Hematopathy; Chinese Academy
of Medical Sciences & Peking Union Medical College, Institute of Hematology, Tianjin 300020, China. E - mail; wangjxm
@ hotmail. com)

[ABSTRACT] AIM: To investigate homeodomain — interacting protein kinase 2 ( HIPK2) gene expression level
and its clinical significance in acute leukemia ( AL) patients. METHODS:. HIPK2 mRNA was determined by semi —
quantitative reverse transcriptase polymerase chain reaction (semi — quantitive RT — PCR) in patients with acute leukemia
and healthy donors. The relative transcription level was compared between the study group and the control group. RE-
SULTS: ) The relative expression level of HIPK2 mRNA in AL patients was 0. 364 +0.286, significantly lower than that
in control (1.160 +0.272, P<0.01). (2 HIPK2 gene expression level in M2b type was significantly higher than that in
other acute myeloid leukemia ( AML) subtypes (P <0.05). @ HIPK2 gene expression in AL, except M2b, had no rela-
tionship with the clinical prognostic factors such as cytogenetic or molecular aberrations, WBC counts, LDH, mdrl, P170
protein and age (P >0.05). CONCLUSION: AL has significantly lower HIPK2 mRNA expression as compared to normal
control, which may be associated with leukemogenesis and/or disease progression of AL.
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Fig1 The expression of HIPK2 and B —actin. A: HIPK2; B:
B —actin. M: marker DI2000; 1: negative control; 2:
normal donor; 3 —10; AL patients.
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Fig2 Amplified product of HIPK2 was digested by Hinf I to
yield fragments of 52 and 292 bp. M: marker DI2000;
1. HIPK2 PCR product; 2; fragments of HIPK2 digested
by Hinf 1.
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Fig3 HIPK2 gene expression in bone marrow MNC of patients
with AL and normal donors. N: normal donors; AL: AL
patients; “
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