B E%EER 201945 A% 16 %% 10 3 Lab Med Clin, May 2019, Vol. 16, No. 10 « 1393

< ig E DOI:10. 3969/j. issn. 1672-9455. 2019. 10. 022

DNMT3A ERREXN IR R A MK ME Meta 5347

FRE . E OB
(1.ATHTE —AREGEALA, W) 57 643000;2. mAFE FH%, W0 KA 610072)

i ZE. BB KA Meta 547984 DNA ¥ A # B 8 SA(DNMTIA) AR R L 4F & B & & ik (AML)
BEEZFREHANYm, A BREAPEANEFRIKKEE . PERRTREE LS X AM . T F HE IR
B%F& . ANEAXT DNMT3A A % %A AML 5 K -F 6 48 % 16 st BAF 2, 4 & BFFR 4 2008 —2017
Fo PR ARFSE RGBT HANE KRG F AL RTELERBA. KA Revman5. 3 24 # 47 Meta o
M. ER O OEMAANI AARL.13236] & FH, Meta >R 2 7. AML £ DNMT3A A ER R X MHE — 742
SMERMEEGERZRREAEMNK, ZFALTFELOR=0.67,95%CI:0.46~0.99,P=0. 04 #= OR=
0.44,95%CI:0.27~0.72,P=0.001); AML %% DNMT3A A A E T U2 ALY ME AR T AL F AL F &
L (OR=0.75,95% CI:0.45~1.24,P=0.26), #&i¢ DNMT3A AH X %2 AML &% % —FRE M Ef 5
HhEAZEHEERRZ A2 DNMT3A AR R L AML 2R 28 MELNILH R,

KR ZHMAGmAm; DNA VRS A, ZALEME

A EE S HEE R446. 9;R446. 9 XEkFRERD:A NEHBE:1672-9455(2019)10-1393-05

Effects of DNMT3A gene mutations on prognosis of acute myeloid leukemia.a Meta analysis
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Abstract : Objective
nous leukemia (AML) patients by Meta analysis systematically. Methods

To evaluate the effect of DNMTA gene mutations on the prognosis of acute myeloge-
Databases were searched by com-
puter in Chinese Biomedical Document Data base,China General Library of Knowledge Resource,cqvip. com,
Wanfang Data Knowledge Service Platform,and the patients with DNMT3A gene mutation were included in
the study,supplemented by reference literature and manual search methods. Search period was from 2008 to
2017. One researcher included and excluded documents according to the conditions of the screening document
and extracts data. This Meta analysis used Revman5. 3. Results A total of 11 studies including 1 323 patients
were selected in this study. Meta-analysis showed that the first course remission rate and overall survival rate
of AML patients with DNMT3A gene mutation group was lower than that of the non-mutation group (OR=
0.67,95%CI:0.46—0.99,P=0.04 and OR=0. 44,95%CI:0.27—0.72,P=0.001). The complete remission
rate of DNMT3A gene mutation group was higher in AML patients, there was no significant difference with
the non-mutation group (OR=0.75,95% CI.0.45—1.24,P=0. 26). Conclusion DNMT3A gene mutation is
a risk factor for the first course of response and overall survival in patients with AML, but DNMT3A gene
mutation has no significant effect on the complete response rate of AML patients.
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