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ABSTRACT Objective: To investigate status of RASSF1A gene promoter methylation in bone marrow of patients with leukemia
and the clinical significance. Methods: The selected 93 patients with different types of leukemia patients (observation group) by
methylation specific PCP  (MSP) method was taking for detection of methylation status of RASSF1A gene in bone marrow, Differences
between patients with different types of leukemia state methyl, Over the same period 93 patients with non leukemia were selected as
control study (the control group). Results: The observation group had 13 cases (13.98%) for detecting the methylation of RASSF1A gene,
while in the control group, RASSF1A gene methylation rate was 0%, there was significant difference(P<0.05).Different types of leukemia
RASSFI1A methylation rate was significantly higher than that of comparison: lymphoid myeloid(P<0.05), acute and chronic leukemia had
no significant difference (P>0.05). Conclusion: Detection of MSP by leukemic bone marrow in RASSF1A methylation; methylation
probability RASSF1A gene in lymphocytic leukemia is obviously increased, therefore, the detection of RASSF1A methylation may be
one of the biological index for clinical diagnosis of leukemia subtypes.
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Table 1 Detection results of RASSFIA methylation between two groups [n(%)]

mA ik REL EREN - .
Projects Cases Methylation NO methylation
RUE =2
93 13 (13.98) 80(86.02)
Observation group
11.9093 0.0006
93 0(0) 93 (100)

Control group

%2 AEXRBHMKE RASSFIA FEALZE LR [n(%)]
Table 2 Comparison of RASSF1A methylation rate in different types of leukemia[n(%)]

=] %L BREL JEREML - .
Projects Cases Methylation NO methylation
BEZEMR Myeloid leukemia 52 2(3.85) 50(96.15)
AML 26 1 25
CML 26 1 25
8.2449 0.0041
HEZAM{® Lymphoid leukemia 41 11(26.83) 30(73.17)
ALL 21 6 15
CLL 20 5 15
SR MSF Acute leukemia 47 7(14.89) 40(85.11)
0.0017 0.9667
&% [ MJ% Chronic leukemia 46 6(13.04) 40(86.96)
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