+ 502

I IR I 9 27 4% 7
J Clin Hematol (China)

TET2.IDH1 N1 S ERE &R A Ik B9 5T

It MR KEF OKRSA4E BE O LE ORMA RIEME

[(HE] BH:HITZEERR A MR (AML) B 5 R WL 8 W TET2 IDHL %48/ & 4: %, I
TR RFIE . ik R KN 4] DNA-PCR 5474 TET2,IDH1 K4 W+, & KI5 > 43 #3025 A 58
A% [ A I NPM1,FLT3-TKD,FLT3-ITD,C-KIT,.CEPBA . JAK2V617 K MLL-PTD % 28 1% . , B 15 3 & Hr
. &R 50 BIEF AMLAE APL) B8 9. 12 fil B 0 8] TET2 3245, 8 il 35 /U 2] IDH1 3 H 2845,
19 $ (38 Y0 ) fB 2 A6 ) 1) 28 /D — b e W35t A% 2 4 JL R 19 5848 . TET2 M IDH1 JE P %848 5 NPMI1 3 [ 28 A8 4 —
RN, TET2 IDH] #H R4S & T IE#H RS AML B&F .76 25 Il IE# % B 245 AML B3
&4 TET2 5 IDH1 B2 98748 K 13 fi, B4 3%k 52. 0% (P<C0. 05), Z4E AML (30 2= P L 25 B4 1k
ITHREA KR NS &R, Gil /e 24 AML B35, TET2 il IDH1 W 3k P 2828 55 R 8 L, 0 H 7 1E % 4%
BRI 24 AML H, TET2  IDH1 3R 2848 5 g IR R AR 20 7 80F — 8 M 1 X 38 5 2 4 AML iR 1Rk
TH—ENE X,

[E$IA] BT SRR A M #WEAZ 5%, TET2 K IDHL 2K ; DNA %8748 ;97 8%

DOI:10. 13201/j. issn. 1004-2806. 2021. 07. 010

[(FESES] R733.71 [XEkFRER] A

Mutation of TET2 and IDHI1 genes in elderly patients with

acute myeloid leukemia
WETI Jifeng' QIU Huiying® CHEN Ze' CHEN Guanghua'
MIAO Lei' WANG Ying' ZHAO Lidong' CAI Zhimei'

('Department of Hematology, Lianyungang First People’s Hospital, Lianyungang, 222000,
China; *Jiangsu Institute of Hematology)
Corresponding author: CAI Zhimei, E-mail: mimidema@yeah. net

Abstract Objective: To investigate the incidence of TET2 and IDH1 mutations in elderly patients with acute
myeloid leukemia(AML). Methods: TET2 and IDH1 exons were amplified by genomic DNA-PCR, and their gene
mutations were analyzed by gene sequencing. NPM1, FLT3-TKD, FLT3-ITD, C-KIT, CEPBA, JAK2V617F
and MLL-PTD mutations were detected at the same time. Results: Among the 50 elderly AML (non-APL) pa-
tients, TET2 gene mutations were detected in 12 patients, IDH1 gene mutations were detected in 8 patients, and
at least one epigenetic regulatory gene mutation was detected in 19 patients(38%). In addition, TET2 and IDH1
gene mutations were prone to occur in elderly AML patients with normal karyotype. Among 25 patients with nor-
mal karyotypes, TET2 or IDH1 gene mutations occurred in 13 cases, with an incidence of 52.0% (P <C0.05).
Elderly AML patients with demethylation drugs combined with chemotherapy may have a higher complete remis-
sion rate. Conclusion: TET2 and IDH1 gene mutations are common in elderly patients with AML, especially in
elderly patients with normal karyotype. The mutation of DNA methylation regulation gene is related to clinical
characteristics and curative effect of patients, which has certain significance for guiding the individual chemothera-
py of elderly AML.

Key words elderly acute myeloid leukemia; epigenetics; TET2 gene; IDHI gene; DNA mutation; curative
effect
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