E IRt E ¥ 207 2022 4 2 A4 43 %% 34 Int J Lab Med,February 2022, Vol. 43,No. 3 + 313 -

i

o E-
WT1 EFEEREEARERNRMNLERQUPRINA

M, RR L RBRE DB ZEE, BFa’
R E Y AR E R ik AL A %Y 261000

M OE.HN RIREAANETE@MEBELER I(WTD b LB A 2B G B (AML) #1 5%
Bom(MRD) w &9 B A MAA, ik KE 20184 1 A £ 2020 4 12 A TR A Y 5 £ RUNXI-RUNXITI,
F-4hktm e @ ok & @ (PML) /AL #F B2 24Kk (RAR) o #2 WT1 A B 4ol 69 4% & JL M 345 5 7% 69 AML & %,
#m RUNXI-RUNXITL.PML/RARa ## WT1 # % A K F, % RUNXI-RUNX1T1.PML/RAR« #& 4 & B %
FAKEH ONAERRASLAR MMM, ¥ RUNXI-RUNXIT] & PML/RARe @A A B#FAKFHRA 0%
AAEarA AR mMA, R O ARMEAEE WTL £ FAKFEH0.096%0.007%,1.990%) , ik A% R
FRp2e B % WT1 25 F AKRF A 1.420% (0. 100%,60. 340%) , A& A B M40 & % WT1 4 F A KF AL T 8k
SRABEMEEAEF(P<0.05), BEARSAXA(ROGARAELFIAKIZIVOBEZROARSLEIAKRT ST
WT1 3 ZAKF(P<0.05), BEARRKAIA(EREAREZRAKFIDES WTL HZRAKESH T ab
AREFZFAKRF(P<0.05), &ig TERESEMNEESERF WTL. A4 MRD ey 0 2 HE .

KR ERHMmeLG Rk, BESEBAR1; #®OAR; HMIKER

DOI:10. 3969/j. issn. 1673-4130. 2022. 03. 013 FEZESES:R733.71

MERS1673-4130(2022)03-0313-05 MHktRERD A

Application of WT1 gene in detection of minimal residual disease in acute myeloid leukemia "
LI Qianpeng sCAO Rongzuan s ZHANG Junying s SUN Yanhua ;yWANG Baohong sRAN Xuehong®
Department of Hematology sWeifang People’s Hospital sWeifang »Shandong 261000 ,China

Abstract: Objective To investigate the application value of combined detection of wilms tumor gene 1
(WT1) and fusion gene in acute myeloid leukemia (AML) minimal residual disease (MRD). Methods The
AML patients diagnosed with RUNX1-RUNXI1T1 or promyelocytic leukemia protein (PML) /retinoic acid re-
ceptor (RAR) a and WT1 gene detection in our hospital from January 2018 to December 2020 were collected.
The transcript levels of RUNX1-RUNXIT1,PML/RARa and WT1 were detected,and the fusion gene nega-
tive group was defined as the RUNX1-RUNX1T1 or PML/RAR« fusion gene transcript level of 0% ,the fu-
sion gene positive group was defined as RUNX1-RUNXI1T1 or PML/RARa fusion gene transcript level was
not 0%5. Results The WTI1 transcript level of the fusion gene negative group was 0. 096% (0. 007%,
1.990%) ,and the fusion gene positive group was 1. 420% (0.100% ,60. 340%) ,the level of WT1 transcript in
fusion gene negative group was lower than that in fusion gene positive group (P <(0. 05). The fusion gene
transcript level of patients in the fusion gene high expression group (fusion gene transcript level==1%) was
higher than that of WT1 transcript (P<C0. 05),the fusion gene low expression group (fusion gene transcript
level<<1%) ,the WT1 transcript level was higher than the fusion gene transcript level (P<C0. 05). Conclusion The
fusion gene and WT1 can be detected together to improve the detection sensitivity of MRD.
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