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Advances on histone lysine methyltransferase in acute myeloid leukemia
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Abstract: Acute myeloid leukemia (AML) is a hematologic malignancy derived from hematopoietic stem cells, with

treatment difficulty and poor prognosis. Epigenetics plays an important role in the development and progression of leukemia.

Histone methylation modification-associated genes and enzymes as therapeutic targets for AML have made great progress. This

article briefly reviews the recent research progress of histone H3 lysine methyltransferase in AML.

Key words: acute myeloid leukemia; epigenetics; histone lysine methyltransferase

ZMERE R AR (AML) J&—Fh LS i i b 5
H 118 2 I A0 AN 2 3 ) %) B B 0 1 43 A A
BN FRAE (4 1009 2R Ge B RE U, AML 5 £ R E0%
PR O, B T R L 5y etk ZE IO R85 vl 31
T Ok ZIMES AML fE R 2, il M4 e 55
A AR 2 AN ILABERY A LA 77 34 2l AML B U R
SN, —I3ETF 195 AN E ZAHLIX AML AHSEFET
5 L AV AE F 6 DR 38 AR A AR 9 % B0, Pl B2 5 T
FTH 2 AMLAHCAET - EEER RN E D, AML #
B AR RAAE TR W A B 5T R
TG FAE AML (14 % A 5 % e v 4y i 2 J 22 1) £
B0 2R RS 8 U SIS A5 2 TR R L
HAE BB ISRL, I HABF9E & I 4R (1 221k 1E
Tt AMIL H A% b o s 35 R Ay dle kA 25 E AR T
PR — 2R AR I AR (1 Y S AR i 1A R % 4
BIVRIT T S AR T A SO AR 41 2R A iR

FE HER: 2023-04-27

HLEERS i 5 AML P58 JE R EA TR B iR, B e R
AML 2 W SR 7 R 08 S

1 RYEEF

FEW L2 IR DNA S35 a4 5L R ik 1
AL, EAEA T R AT, E RS
7R B S 18 4 . DNA H AL | R0 RNA | 2
RIS, RO R AML P23 KA,
I SR 22 (14 26 O 25 9 157 T AML 93697,
B e ) 1 A S e A RS & BHAE AML H DNA
LAk Al Zeste [i] 224 2 (EZH2) AY2H 4 FF 34k mT
VLTCER I ) 11 110955 A B A 356 PRI 3R 38, T 970 it i 7 e
FEAL WO 2 T B0 3 RE AT 1 e 7 A ™
Wen %5 VRIS & B EZH2 AR 7 S 2 R Lt 1
(LSD1) MBS X AML i e R E R, H 3
3 g 0 S LR VR I B ) FOBE AR TG 1, B3 ATP

EeUR: EXEARFIAESIE (81703266),) R4 HRFI#EEEIE (2015A030310532), ) AR ERHR 2 # R  H (4SG23003G)
VEE R WA (1997-), & T W55 4 , E-mail: m13192852105@163.com
BIEEE: 5P (1982-), &, 11, B #4572, E-mail: gaoyuting@gdmu.edu.cn



13

Wk, 2 . AU FOBUERR P SEFE R e SR 2 1 I Hh A TSt 111

FEYE , INTITXT AML 20 L™ A 5 R R REVEAE T . Jx 4
NI AL 2 A AML B A A SR YT 1 ke B 2R
o 2L P B TR 8 1 W s 3 L A2 T 5 s ) A
Z—, FRR DR 8 A @ AR i (N ) kA= 2 dpdt
e, 2 A5 H AL BERR AL . LTkAL 2 R AL IR
HIRIL X — BRI (ADP) BESRALSE M, i I F A
CEHAE TR PR R IR

2 HAEBRENEG

A 2R Y 3R AAB M 2 e Lk A4 18 i Hh Re e HLER
B —FME Y, B 7E AML BYAR I Al B 4% T
SEEEVE U 41RO A% A0 Y e 5 e BE ARSI
ZEFEE M, 5 DNA LRI/ IMA . B/ MASE et i
[RFEARZEFI A, 4 PO AL (H2A | H2B H3,
H4) B VR AL A E A HL 454 147 bp Y
DNA ZH A" 2185 1 A% R 3R A 84 R R 2SR AR S
it 5 [ 425 (A TP RLAE RS B (HMTs ) FIZH 25 14 25 1 3%
oMl ( HDMTs) 147 1E OB s . H A0 a WA
FHOL S e 8 (H H3, He Nom i fRsk s . i nl
DATE e- it 1o 34k (mel ), —F1 34K (me2) FT=1
FeAk (me3) o — ANy, A H3 #i%00K 4 (H3K4),
217 H3 fZiR 36 (H3K36) FI4] % (1 H3 #iA iR
79 (H3K79) [ H Sk 7 -5 e 0 i e SR AR OC
M2 3R 1A H3 #2002 9 (H3K9). 414 1 H3 B ik 27
(H3K27) (9 H ST 5 5% S il G 56, Van % 1 78
AML 5 115 865 40 R 1 & BE2H 25 H H3K4me2/3
FIZH 3K H3K27me3 ik /K VTR, HpdHE A
H3K27me3 5484 B E B L) S DNA H 56k 28
7Y P (14 498 7k 30 R A A7 45 S A 5. Zhou
2 SR g% % PR 45 RNA (IncRNA ) USP30-AS1 ]
fiE i = 15 USP30 A ANKRD13A 2 #E AML 4iififd
TEN5 , X 520 8 (1 H3K4me3 FI4 85 11 H3K27 Z.Widk
(H3K27Ac) #HC, $a7R 48R 1 22 R 1 Y S A i 7
AML W& R R A

3 HAEAHRBRNAEERES AML

3.1 SUV39HI1 5 AML

2000 4= SUV39H1 (FRKMTIA) #%E NEF—4
NS B s R T R A I (HKMT), J2& SET 4544
SR 20 A 1 H R RS I, AL 1 A 1 H3KO
() = H Ak (H3K9me3) MM I 18 3 [ il 5 5 1O,
MLL 3 K & HERY (9 1% (MLL-r) 2 AML il —4>
FRIRZSHY A FAR SR A LR R 2 — , TS 522,
fi AML 1) 5%~10%. £ #5531 SUV39H1 7E 4%

MLL & HE (MLL-r) AML 7£ [N %) Z2 il (4 1L o 32 34
TR, FF HAE MLL-AF9 filv A LK% 5 AML 9/ BUE
1375 T 40 (LSCs) & B, i %35 SUV39H1 £F#(I%
LSCs A8 % Ff B < 1 s v AR B, i Ik SUV39H
W it 2 LSCs Hi et A4 348 it e g b e U7 [l st
SUV39H1 ik 34 <> 7 330w 2 X Hoxb13 Fl Six1
i, BEMTAELE (s i g, $275 SUV39H1 7E MLL-
AF9 5319 AML i Jé ol 21 s i il . S5
JE B, Amiri 25 " BF9E & BLSUV39H1 78 AML B %
AR AL eIk, JF H SUV39HIT i J& 1 m
il 7 p16 K Ihgg sl A7 pS3 Bk, X ek IR
W] SUV39H1 5 AML # & ARG, (R 75— bt
TR IE Z R R
32 MLLI %&éa 24645 AML

MLL1 (FRk KMT2A) &4 SET Z5#gks, nf
DI#EIL LB F H3K4 5 0L, — LAk DUAE 1 A
Eesk, JLEAE SN H LR RS B 000G ARG, s
WDRS5 ., RBBP5, ASH2L ., DPY30. MENIN Al HCF1
H W MLLL 85 H & 59 7] & 5 A 240 8 11 H3K4
SLEE R UG 1, MLL1 2 A & A9 0T DL i o 5 50
FERNMF LSS AMLINEESEEY. ARk
PRAE NUP9S FE[X 5y A7 i AML 20 g, A ¥R MENIN
5 MLL1 2Z (8] (4R B AR FH 2 30642 1 il s 52 R A 2=
KI5 5 AML 40 4316 P, Fiskus % B % Bk bR
MENIN 25355 MLL1 #EHE (MLL1-r) ) AML 4015
AL AAE A 132 de . B R MENIN #0175 78 MLL1-r £
B 1 (NPM1) 278K 1Y AML $B 1538 P AF9E s
TR R RO, JF A WFSEEE H 3k MENIN
81 50 1) A 80O RT RE R — OB B HLA T S IR YT
w22 WDRS 5 MLL (8] 59 A B 7E 78 Bl %
A R S B R A R EZEAE . fEMLLL-r iy
AML ", J -2 A0 00 v LAPI ] 5 A S0 MLL fil
A (MLL-FPs) [ Ly 20 i f 345 , HH LB ] RS2
it TP MLL1 5 WDRS A9 AH B AE F M MLL1 )
2B 1 H3K4 WL AL BTG, DN 98 11 I A ¢
Ry AP, HATHe i WDRS-MLL1 A BAE Y
PRI F A R 5% MLLL-r AML B4 20687 5
HRZHEA B A B9 57 40 MG 58 1R T, 22
WDRS K [ 1T R & — MR A Hi g i pos i =, 1B
AL H3K4 B EMLLL BB R A
B Wz —i9 ASH2L, 7] fEJE AML A Heii T
BCL-XL [N 8 i s ii i, A B i BE
L7 400 i A A7 356 B0 Wia 28 PP MLLL 5l 2 bk



112 I N PN

2024 4F- 55 42 4

FA I35 20 Ji0 it s ASH2L )i &% BH, ASH2L f gk &5
i 953 56 P HOXCS i 7 X Sk A 41 25 1 H3K4 — 3
1k (H3K4me3), MM T8 HOXCS L AYFEIL, $m
MLLI1 A& &Y1E AML Rt B iE
33 PRC2 5 AML

Polycomb #1Iil & 44 2 (PRC2) f& SET # H Kk
B 22—, Hi 3 M0 414 EZH2, SUZ12 FIEED
ZHRE, Hort EZH2 By Y)He 1k 2H 8 H3K27 Y HT 2
Ak, DA 3 s L A A ik DA 2366 1 40 (HSC) 1Y
B A A 2 (RIS, 7 NS TE Hh 4% 2 R
EZH2 (9 L, B0l e 5/ bR i ekAa 2 ™, &
i, Porazzi 25 ™ % BIAE AML 40 i sh A AE 0 il e 40
FIARic H3K27me3 19 54 Pk B 2R, fib i T3 1o S Fp RS
FE /N BB AR PR S 36 1T AMIL 440 6 540 R 47 552 3630 A 40 )
214K 1 H3K27 WL RS il EZH2 W] DARG 5 YL o i)
Al KM ARTT IS SR DNA B 05 . 48 T LA S Il
B ZHAEIH AL A1 (CCNATL) 2—FR R A
T FE301 86 1, 92 BRAE AML FR 6k 5w . AFSE
FWICCNAL 1A 3 FIF 5 HA7 i 3/ H3K27me3 &
M, f#FH EZH2 9358570 T LA 3% CCNAL Ji 8 111
H3K27me3 &1 LI #H CCNAT 35, MifEdE AML
YT 254 B BURAE B 5 2 —B, 7 AML B R IR
B SRS R AR EZH2 (g 3 2 T LA S by 7
R BT AR A i 2444 B, SR EZH2 (143 Wt AL R H]
£ AML L2230 7 ol 5 2R .
3.4 SETD2 5 AML

20 2R (W LG 4 1 SETD2 (W Fk S KMT3A) £
T 2 A SET 4543k, 1 DAk 41 8 11 H3K36me3, |
PHEE R 538, RS PEE TP R R A, R —A
B R IR R B B R B BE A A
M SETD2 itk 2 fie i Bl Ak S5 # 275 E (MDS) i#f
J&& R AML, - FLIA T 5 2R PR A A A AR e DT fef e
AR FEN TPS3 MIFLT3 &A= 4k &M% ) Dong
2 PYYE MLL-AF9 filt A JE K5 S 19 AML /) USSR
AT RE B2 (1 SETD2 5878 45 437 55 [H J & PR 1
LG B4 FE R A I EL 7 A R AR v A7 3T, R
SETD2 7E MLL-AF9 fili {5 JE K175 5 1) AML H i 1 il
YEH . 18 Sun 5 P HF 58 % 3 SETD2 & NPM1 7% Y
AML 4l 22 OCI-AML3 Y858 FIT hT5 1Y , 3 5 i Jeg 1 k)
YEFIESFAH R, PRLE Rl U SETD2 AT #E#E AML 1)
AR RN B B B PR R] ) T FL
3.5 SETDBI 5 AML

SETDBI J& &% A fR5F45H50 SET ) SUV39 & H

FIGEH I — D3, 32 X AN [ G i X s 4 2
H3KO 47T m = F AL AT i 2 A PR A 3k BT
FEZ P EIE I & AR5 & R rh ¥ n] W4 B SETDBI 11
SEHETEYE. (HJ& SETDBI1 1] REFEA [R] AY e 2 AL RN 43
v 43S FR I O PR 0 o) e DR s e A R DL
VEFH BN, E4EA W98 % 8 SETDB1 7E AML &k
AR R AT H A 5 R A B 1E
A& ; FLAEH MLL-AF9 il & 5 A 509 AML 41 g
&I SETDB1 7] LUE I iR A 87 H3K9 —H g4k,
R AL 6 5 HOXA9 A Hi# Bl K 1 MEIS1
Ik TR, PR P SESG At & Blid #58 SETDBI1 241
il MLL-AF9 43 AML #F &, W] SETDB1 7] LAfE
S AML IGTFRIFFE H B B
3.6 DOTIL%5 AML

DOTIL J&:ME—V& A SET &5 #4381 41 8 14 FH L 5
FEME, HARIE A S- B -L- SR 2 MR A iyl By IR+
fEACAL R T H3K 79 AR XL, = HI SRR LADT BRI [
M2k, AWk A MLL JE R FHHE (MLL-r)
f) AML H 35 Hr T RGN S g 7K A H3K 79 HE Ak,
Jos BEALHI T 68 4 DOTIL b 2H 4 11 H3K 79 1/ 5L4k
JKF AT 5 HOXA9 Fl MEIST 45 [ 1L A& P A ik
Fei5, Lonetti % M & SRR [ 410 DOTIL A LA 5
AML 4034k ST R AR A0, IR 7 A
HELA OGRS R ) 3k, Rl A48 e 77 JL AML
S L XoT 22 S 11 5] Sorafenib YAYT I BUBAE , IR
BRI AR TARAE TR BB . A E R T
278 AT L 3t 1 vk i 40 i AR 40 it (HSPCs) 1)
H & HHrRE S e i i L AML ) % 4= . Heimbruch
45 W DL HSPCs A5 (1 BiF 53 b % B 4 DOTIL
AL DARH Lk R i 2 1 k2R S B0 HSPCs 7 H 3R
FHT, UL SE SE E F I07  RG 4 B AR S
HOXA %1k, #1721 DOT 1L & HEH7 k% 2 11 A8 A A,
AHULE AML () — AR T o

4 NESRE

AML [ 50 5 R e — AR S 2R i A W2 i
e, BAWRITMERE R U5 2580 . A 175
AML R — 20 B 11 H3 SR 1) FH R R i LA
—SEA AL, R T AL PSR P SR A
AL )37 I P AT By i B S o R,
RV A7F 57 T P — 6 R AT A g2 i i PR 3 8 4 9 A
F, REAS A I ] s A0 LA TR A, (BT AT — 28
PR A A P B BRI 7 A TR, S5 2 B i



13

Wk, 2 . AU FOBUERR P SEFE R e SR 2 1 I Hh A TSt 113

(RS 86 BE— AP SEETIE . BUA 03 Y KGR Bl LA R 45
T2 6 A 22 DR A 1IN %) I 18] A 7 B 9 P RS
TERERE, (BRZHAFEG ARG T B, =
LVERA R IR 45 5 . H A A B H 3 (b g
Ml A AML HAE R G AR, — S 25 I Ak
F A B A (R ST JE AR R B, 25 SR =
AIEEME, SRR AR T LA H S B B EC 51E F A
HO SRR . MG AR T8 1 H3 iR
SEARAB A7 15 FHE 15) 25 W IF 5 R A% R HP L B 58 AH DG Y
AML B H A,

SE Lk

[I]SHARP J A, BROWNING A P, MAPDER T, et al. Optimal
control of acute myeloid leukaemia[J]. J Theor Biol, 2019, 470:
30-42.

[2]STROM S S, OUM R, ELHOR GBITO K Y, et al. De novo
acute myeloid leukemia risk factors: A Texas case-control
study[J]. Cancer, 2012, 118(18): 4589-4596.

[31YIM, LI A, ZHOU L, et al. The global burden and attributable
risk factor analysis of acute myeloid leukemia in 195 countries
and territories from 1990 to 2017: Estimates based on the
global burden of disease study 2017[J]. J Hematol Oncol, 2020,
13(1): 1-16.

[4]AUNG M M K, MILLS M L, BITTENCOURT-SILVESTRE J,
et al. Insights into the molecular profiles of adult and paediatric
acute myeloid leukaemia[J]. Mol Oncol, 2021, 15(9): 2253-
2272.

[5]ZHANG H, PAN Z, LING X, et al. LINC00173 interacts with
DNMTTI to regulate LINC00173 expression via promoter
methylation in hydroquinone induced malignantly transformed
TK6 cells and benzene-exposed workers[J]. Toxicol Sci, 2022,
187(2):311-324.

[6]ZHANG H, YUAN Q, PAN Z, et al. Up-regulation of
DNMT3b contributes to HOTAIRM1 silencing via DNA
hypermethylation in cells transformed by long-term exposure to
hydroquinone and workers exposed to benzene[J]. Toxicol Lett,
2020, 322:12-19.

[7TAMIRI V, MOHAMMADI M H, RAFIEE M, et al. Transcrip-
tion analysis of a histones modifiers panel coupled with critical
tumor suppressor genes displayed frequent changes in patients
with AML: mRNA levels of histones modifiers and TSGs in
AML[J]. Curr Res Transl Med, 2021, 69(4): 103311.

[S]ILLIANO M, CONTE M, SALZILLO A, et al. The KDM
inhibitor GSKJ4 triggers CREB downregulation via a protein
kinase A and proteasome-dependent mechanism in human acute
myeloid leukemia cells[J]. Front Oncol, 2020, 10: 799.

[9IMOMPARLER R L, COTE S, MOMPARLER L F.

Enhancement of the antileukemic action of the inhibitors of

DNA and histone methylation: 5-Aza-2’ -Deoxycytidine and
3-Deazaneplanocin-A by vitamin C[J]. Epigenomes, 2021,
5(2): 7.

[T0JWEN S, WANG J, LIU P, et al. Novel combination of histone
methylation modulators with therapeutic synergy against acute
myeloid leukemia in vitro and in vivo[J]. Cancer Lett, 2018,
413:35-45.

[T1TTKOUZARIDES T. Chromatin modifications and their
function[J]. Cell, 2007, 128(4): 693-705.

[12]BOILA L D, SENGUPTA A. Evolving insights on histone
methylome regulation in human acute myeloid leukemia
pathogenesis and targeted therapy[J]. Exp Hematol, 2020, 92:
19-31.

[13]COHEN I, POREBA E, KAMIENIARZ K, et al. Histone
modifiers in cancer: Friends or foes?[J]. Genes Cancer, 2011,
2(6): 631-647.

[14]VAN DIJK A D, HOFF F W, QIU Y H, et al. Loss of H3K27
methylation identifies poor outcomes in adult-onset acute
leukemia[J]. Clin Epigenetics, 2021, 13(1): 21.

[15]ZHOU W, XU S, DENG T, et al. LncRNA USP30-AS1
promotes the survival of acute myeloid leukemia cells by
cis-regulating USP30 and ANKRD13A[J]. Hum Cell, 2022,
35(1): 360-378.

[16]REA S, EISENHABER F, O’ CARROLL D, et al. Regulation
of chromatin structure by site-specific histone H3 methyltrans-
ferases[J]. Nature, 2000, 406(6796): 593-599.

[17]CHU Y, CHEN Y, GUO H, et al. SUV39H]1 regulates the
progression of MLL-AF9-induced acute myeloid leukemia[J].
Oncogene, 2020, 39(50): 7239-7252.

[18JAMIRI V, MOHAMMADI M H, RAFIEE M, et al. Tran-
scription analysis of a histones modifiers panel coupled with
critical tumor suppressor genes displayed frequent changes in
patients with AML: mRNA levels of histones modifiers and
TSGs in AML[J]. Curr Res Transl Med, 2021, 69(4): 103311.

[19]SCHMIDT L, HEYES E, SCHEIBLECKER L, et al.
CEBPA-mutated leukemia is sensitive to genetic and pharma-
cological targeting of the MLL1 complex[J]. Leukemia, 2019,
33(7): 1608-1619.

[20lHEIKAMP E B, HENRICH J A, PERNER F, et al. The
Menin-MLLI1 interaction is a molecular dependency in
NUP98-rearranged AMLI[J]. Blood, 2022, 139(6): 894-906.

[21]FISKUS W, BOETTCHER S, DAVER N, et al. Effective
Menin inhibitor-based combinations against AML with MLL
rearrangement or NPM1 mutation (NPM1c¢) [J]. Blood Cancer
1,2022, 12(1): 1-11.

[22]KRIVTSOV AV, EVANS K, GADREY J Y, et al. A Menin-
MLL inhibitor induces specific chromatin changes and
eradicates disease in models of MLL-rearranged leukemia[J].
Cancer cell, 2019, 36(6): 660-673.



114 I N PN

2024 4F- 55 42 4

[23]DZAMA MM, STEINER M, RAUSCH J, et al. Synergistic
targeting of FLT3 mutations in AML via combined Menin-
MLL and FLT3 inhibition[J]. Blood, 2020, 136(21): 2442-
2456.

[24]CHEN W L, Li D D, CHEN X, et al. Proton pump inhibitors
selectively suppress MLL rearranged leukemia cells via
disrupting MLL1-WDRS protein-protein interaction[J]. Eur J
Med Chem, 2020, 188: 112027.

[25]CHEN W, CHEN X, LI D, et al. Discovery of ddo-2213 as a
potent and orally bioavailable inhibitor of the wdr5-mixed lin-
eage leukemia 1 protein-protein interaction for the treatment
of mll fusion leukemia[J]. J Med Chem, 2021, 64(12): 8221-
8245.

[26]ROCHA-VIEGAS L, SILBERMINS M, OGARA M F, et al.
Glucocorticoids uncover a critical role for ASH2L on BCL-X
expression regulation in leukemia cells[J]. Biochim Biophys
Acta Gene Regul Mech, 2020, 1863(1): 194475.

[27]WU Y J, LIL X, LIU L, et al. ASH2L-promoted HOXC8 gene
expression plays a role in mixed lineage leukemia-rearranged
acute leukemia[J]. Onco Targets Ther, 2020, 13: 381-387.

[28]MECHAAL A, MENIF S, ABBES S, et al. EZH2, new
diagnosis and prognosis marker in acute myeloid leukemia
patients[J]. Adv Med Sci, 2019, 64(2): 395-401.

[291PORAZZI P, PETRUK S, PAGLIAROLI L, et al. Targeting
chemotherapy to de-condensed H3K27me3-marked chromatin
of AML cells enhances leukemia suppression[J]. Cancer Res,
2022, 82(3):458-471.

[30] YANG X, WAN M, YU F, et al. Histone methyltransferase
EZH2 epigenetically affects CCNA1 expression in acute
myeloid leukemia[J]. Cell Signal, 2021, 87: 110144.

[31]KEMPF J M, WESER S, BARTOSCHEK M D, et al. Loss-
of-function mutations in the histone methyltransferase EZH2
promote chemotherapy resistance in AML[J]. Sci Rep, 2021,
11(1): 1-13.

[32]LAM U T F, CHEN E S. Molecular mechanisms in governing
genomic stability and tumor suppression by the SETD2

(L#% 109 T)
and cardiovascular disease[J]. J Physiol, 2016, 594(3): 509-
525.

[60]LEE S, LEE H C, KWON Y W, et al. Adenylyl cyclase-asso-
ciated protein 1 is a receptor for human resistin and mediates
inflammatory actions of human monocytes[J]. Cell Metab,
2014, 19(3): 484-497.

H3K36 methyltransferase[J]. Int J Biochem Cell Biol, 2022,
144: 106155.

[33]1LI J, PENG Z, LUO F, et al. SET domain containing 2
deficiency in myelodysplastic syndrome[J]. Front Genet,
2020, 11: 794.

[34]DONG Y, ZHAO X, FENG X, et al. SETD2 mutations confer
chemoresistance in acute myeloid leukemia partly through
altered cell cycle checkpoints[J]. Leukemia, 2019, 33(11):
2585-2598.

[35]SUN J, YU W, ZHANG X. Recurrent SETD2 mutation in
NPMI1-mutated acute myeloid leukemia[J]. Biomark Res,
2020, 8(1): 1-4.

[36]MARKOULI M, STREPKOS D, PIPERI C. Structure, activ-
ity and function of the SETDBI protein methyltransferase[J].
Life, 2021, 11(8): 817.

[37]STREPKOS D, MARKOULI M, KLONOU A, et al. Histone
methyltransferase SETDB1: A common denominator of
tumorigenesis with therapeutic potential[J]. Cancer Res, 2021,
81(3): 525-534.

[38]JROPA J, SAHA N, HU H, et al. SETDB1 mediated histone H3
lysine 9 methylation suppresses MLL-fusion target expression
and leukemic transformation[J]. Haematologica, 2020, 105(9):
2273.

[39]SARNO F, NEBBIOSO A, ALTUCCI L. DOTIL: A key
target in normal chromatin remodelling and in mixed-lineage
leukaemia treatment[J]. Epigenetics, 2020, 15(5): 439-453.

[40]LONETTI A, INDIO V, LAGINESTRA M A, et al. Inhibition
of methyltransferase DOT1L sensitizes to sorafenib treatment
AML cells irrespective of MLL-rearrangements: A novel
therapeutic strategy for pediatric AML[J]. Cancers, 2020,
12(7): 1972.

[41JTHEIMBRUCH K E, FISHER J B, STELLOH C T, et al.
DOTIL inhibitors block abnormal self-renewal induced by
cohesin loss[J]. Sci Rep, 2021, 11(1): 7288.

(FTHEHE: & %)

[611LT Y, YANG Q, CAI D, et al. Resistin, a novel host defense
peptide of innate immunity[J]. Front Immunol, 2021, 12:
699807.

(FrAE 2 4. X 3205)



