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Abstract: DNA methylation plays an important role in the epigenetic regulation of genes, while DNA methyltransferase
(DNMT) is necessary for the establishment and maintenance of DNA methylation pattern. Mammalian cells mainly
contain three kinds of DNMT. The main function of DNMTT1 is to maintain methylation status of DNA, while
DNMT3a and DNMT?3b catalyze de novo methylation of DNA. The abnormal gene expression caused by the
change of activity and function of DNMTs is closely related to the occurrence and development of various tumors,

making DNMTs an important molecular target for the tumor therapy and the development of new antitumor drugs.

This paper gave a brief overview of the research progress in this field.
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WA A, R ET A L DNA B8 L1 C H 24k,
1 {5 15 CpG 1 HH 5 A0OIR 25 15 DL 4E F5 A A% 0.
DNMT3a 1 DNMT3b Il Zx 5 DNA ] M 3k F 14k,
B AR F AR 1) CpG A6 B R ALY CpG, E1T]
TERC T T RS AT G 5 1A FR R A A X ) e v rp R 9
HEEER U,

Fr bR 3 Fit DNMT 4k, 401N EH 5340 2 B
DNMT, El DNMT3L #1 DNMT2. DNMT3L 7 £ #)
b5 DNMT3a/3b [F)J, (56 H L REGME, ©
() T g 3 B2 5 DNMT3a A8 B AE 1 386 98 5 2 11
TEALTE I . DNMT2 A& A2 —Fh DNA H L4
Fo Wy, M2 —Fh RNA HEEBEE, AR KR,
BB AL R AR -tRNA S35 F5 35 T 25 38 47 fifg s
g AR R A B0 T

DNA F AV 578 5 2 P 11 i A2 3 DA G,
DNA 75y F Ak ] 100 of) i D) 5%, T I R A mT A8
Pt JAFOE H P EBER BRI I, 2
S A1) 5 DR S ) Xy vy R A ol 3850 90 i R 3R O
B, MR RAEMKRRNEEIKFRER. BaTE
FH 5 A 100 1) R 1 S P T B L o) 0 4% = (1) BH IR %%
WA T 5B T456 5 Q) B MGl 7 5
HRFET L 5 3) H4k CpG 454 % [ (MBD) 5
LR B T4 B JE R A A B

2 DNMTEMEMAES AR

2.1 EMARGHE

KEWFFTIUESE, DNMT 458 5 1) fig 7 0 & i
IR G0 4 I e A R R B B BUR R 3R ek A
AR AR (PTK) 14 F1 DNA I EAY 7
Je SR BETE A P (AML) bR G ESE 4. Shen 2 ©)
WA KB, 15 ALM 40 g 4, PTK fig & 35 M b i
DNMT1. DNMT3a 1 DNMT3b £ kK F, i H
siRNA JTER PTK ik AHIX 3 F DNMT 35 14 A
4[R2 DNA FUEAL /K 235 N B B PTK #7fi
71 Nilotibib 4k 3 AML 41 i i ‘T £t Sp1- & i 11
DNMT %Kik FFE, sl p15™ s s+
FeF AT Rk o, (R ES A 2H E T  H15
KRBT ERBFFIER, X DNMT KR iE 1
& PTK {29 RS ) 8 2253 1 JE Al o

Yan 2 " 40, FEMER4SE AR 4 (FABP4) X
1 I 24 L %) 38 B R0 S T B R AR R IR o LA
AT RIL, 7E AML 41 i FABP4 5 DNMTI (13
EPATE T, B AL — AN IR R 1R
M. —J5TH, FABP4 g¢ il DNMTI1 KiA/KF, H

I 38 in DNA 24 gt iR #F AML &K AR FE 5 53
—J71H, DNMTI1 M ggidid B -z A K+
(VEGF) FRIA T M]3 N4 e N FABP4 & & . HI%F
S P 5 5] FABP4 1) 417 1 771) BMS309403 4b 3 5§
siRNA JJT Bk FABP4 £ A 1 7] K il DNMT1 ik Ml
SR DNA HEEL KT, S p1 5™ EHRIEA,
I s 170 1) 200 Pk 8 5 S B ok, S B LA R 5
Y AML #F & 5 fi 45 PE = a8 DNMTI g8 13
VEGF Fl FABP4 [ IA /K, B mgn e it & e
X#7%, FABP4-DNMTI IE Sz 45 75 2A [ 7776 7 it
X DNMT1. FABP4 il VEGF [f1 I8 SR 5 R0,
AML JGIT B AE 73 T HE R

Peters 2 "B L R B, mRIAEEEHN MYC B
TESEEG /N AR5 T 40tk 258, H DNMTI 7EiX
— I FE R R R . DNMT1 3[R 23 fig i
T A1) /0N B PR 3 I T B ATYRE 4 AR 18 5 17 ZE SR MY C
T T 20 Ibk B8 e AR it AR . 7 iR R M bk B8 4
Jorh, ik e 3E DNMTI o GE i S 40 i T,
X7 DNMTI £ MYC M2 T k4 s k£ S
Yerprh () EH 2% Y, Poole & " kL, FEAMT
IR EL4H i (9 fL 75 (T-ALL) F1 Burkitt 3k 983 40 g v,
DNMT1 1 DNMT3b & MYC W& #fith i #ik. 4t
JR 3% SEUTIE S HTIESE, MYC AR E L & )
DNMTI1 FI DNMT3b 3R 320+ b, HHitbiE X
Wil DNMT %[ [ Rk

DNMT3a J& (A 5848 /& 1 I 3 G e A AR 1 5 —
FEEIRDNHE. 20% 20 FAZ A A I S5 A7
7 DNMT3a %45, Hrf Arg882His Jy oA #h i (P14,
N TR AR (L 4N B AR A T, Xu & 1R
T B SR 5 75 K € A8 () DNMT3a i Y 45 5 6 21 it
T F B B8 A L A 1 S e L ) 50 400 o [ o 28]
INERCEREN . BE S B FE R I, & 932 DNMT3b
(2 A e BE P B A R AR A, SR P 3 i AH
KEE (Mpl. Hif), RURL B AZ 41 i 38 5 AH G 5 (A
(Hoxb2. Hoxa9. MeisI) FIfiL /NI P4 46 AH 9 3 (K]
(Pdgfb. Itgh3) &1k L, H THEHMEKE »
T AE S I JE R R IA 0 35 PR . X AR IR BRI 3
A I 20 B R0 AEL 40 i e R M A, B 12 S
T AR RS /N GR350 A AR 08 1 SR A A PR 1 s,
EERIIRNY % A

% T DNMT3a 2845 5 5[] DNMT3a 3 4 F %
e H R KA S5 KRS 2, i DNMT3a #
& VE A2 I 6 — Rl R ) L[] {H Yang %5 U
iE, Ll DNMT3a 28745 i A 2 LLg & [ I,
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S, 2. DNAW EFERERE 5 IR ¢ R T Foik 89

i R T E AR LRI 2 . FMS FERS
R IR 3 (fms-like tyrosine kinase 3, FLT3) j&—Ff
BA gm0 2 AR B 2R 2 g, 2t ik
B, KAEWNH S BE E (internal tandem duplication,
ITD) %748 ) FLT3 ft 5 5<% ) DNMT3a ) [F] /£ H
FESAMRRAESRE. EdiT4i0 (HSC)
i % DNMT3a 2 [X ¢ Ji i FLT3-1TD %8 4% A 5% ik
B 200 it R0 R R 4 B I8 PR R A AR JE . AR R
I 975 20 o rp, 4 55 41 DNA H 6 4Lk P R B%,
R I 2 3 I AF DG 266 (K] 1 9 1 A AR R R 4L, T RE
s& DNMT3a i P A8 [ s A8 K R 1 2 22
o Haney 25 ' [y 9 7 tH $2 75, DNMT3a /& — Fh
FAEARAS B PE R 40 1 ZE R (haploinsufficient tumor
suppressor), {E DNMT3a" 24 & 82 1/ BRAR R o,
AN 10% S5 5RO A2 AP T ik EL 40 i s
22 AR

Piyathilake 2 ") $£A4y 7 76 44 B FiE B (M
i 35 491, g 41 9] ) JE2H 23 DNMTI1 RiA
KFEAEGLTERRR, SR, SIEF 5L
KA, B3R 2 F DNMT1 S 24t
FIVE4H R L R AN et sR I B E TS, S5 AR
AAETG IEAE, $275 DNMTI A 0] B8 N & 2
TR IRIT IHE R

Yu &5 " R B, =B PEFLARSE (TNBC)
Je A0 e DNMT (1) 8 15 3Rk 7K1 m] A A T i e
2 it Xof PG A V5 (decitabine) ¥4 7 BB 1) AR Wb
& HPEfIEE—FP L FAD (flavine adenine dinucleotide)
D94 B () DNMT #0070, AT se Al R B, R BB
0] DNMT B % 14 41, Hb 76 i 52 58 Rl i 1 i
TRAF6 ( —Fh E3 iz 2 4 H ) A 1M {2 3k DNMTs
2N RGN ol T SR B S TR LN s TR s
DNMTI1. DNMT3a fl NDMT3b f¢ 5 TRAF6 B # AH
T AEH . F siRNA JTER TRAF6 % ik 8% | CRISPR/
Cas9 Hi R bR iZ A A, #HE 0 5% Hh 7o fh i 5 5 1)
DNMT [%fif, FEWEDL.

miR-205 J& —F A g il 1E A B9 AR 4w 5 /s
- F RNA, ‘BRedE N iR erbB2 FIZRIA
98 41 0 44 4 . Hasegawa 25 POV #JF 57 &K B, ErbB2
At i@ it Ras/Raf/MEK/ERK {5 5 i& 4% I il DNMTI
FIEIK, HE G BT H AT 8 miR-205 LA
LIEPUER, XA miR-205 X ErbB2 13 i #
T 38 588 i & A g v P, 10 ) MEK/Raf-1/ERK 1)
#1177 2 DNMT1 #li 7) kb 3 ErbB2 & R IA R AR -
Fe4n s A 1 miR-205 R IAKF .

2.3 HURGHIE

Zhao %5 PV AR i, £ W% (ESCC) 41 4
DNMT!1 ik FH 4 40 i 50 35 1 v T o5 1 8, 9@
#1237 DNMT1 & [ R IE =5 e ik R 7% 72 14
¥ FH siRNA JTEK ESCC 4Hiffi#k KYSE30 #' DNMTI
RIE G, O°- HJE SIS DNA & # & i (0°-
methylguanine-DNA methyltransferase, MGMT) &
FIAL R 52 /K B (retinoic acid receptors beta, RARP)
BRI R A B 7 b 2Rk B, [FR, 40
FEREST TR, 4B T3 . BhoRE 418 (CSC) 1
FAE IR R R ) BN K, Teng & 4y
T 7 DNMT1 4 5 () DNA H %1k #F ESCC-CSC H
REH SR RIER, 5B A IE ESCC-CSC
DNMT % ik & 2 1% 7t =, ) siRNA J7 Bk DNMTI
A 38 ESCC-CSC i Ml [ K Hrae /1 835 T [#,
F eh b0 ESCC (1386 58 A0 S B T BCRE 7, 39 0 d8
2 T 0 24 DI PR BRI . R A T SRR B,
DNMTI f£ CSC H & ¥ ¥ 5 4 #£F b 1) 5 ZEAE A,
DNMT $141| 57 2 82 7] ESCC 8 T2 () 78 £ 16 97
249,

Wang 25 P56k B ar #1715 451 fik 88 41 2 R 0
5 41 21 v DNMT3b & #]15 2L Kl miR-29b (1) % ik 7K
Vo GRKIL, S U, B S miR-29b
FRIERZE T, {H DNMT3a £iEDZT 5, WA
AR A OG . HRE B 23 AT ESE, DNMT3b &
miR-29b 1) # I s, 75 I i des 4 i o o R 0A
miR-29b A3 i 4 5] #0# DNMT3b 11 P g 40 3
P, HiE ST, H siRNA JTEL DNMT3b
B AP RS, $2o~ I miR-29b A1/ ]
DNMT3b 1K 1] §E 5 9 [ MRe 16 97 (18 SR

W R, 5 DNA H AL A 56 (1 3R M st A4 76
J7 BENE AL T 4B M ) S A T, IR IR D BT
Yo 5 VAT (W P . Siebenkas 25 P4 %t it #E4T (I HL
Hl o B, fE KR dnit, SPuliin TAE S
AH I 1 FE R () 20k 7K 7 55 3 PEBR MK, ] DNMT 0
HI57 5-Aza-dC AL HL U fE IR IX Le B R (R, I
3 1 e 22 51 5L (cancer-testis antigen, CTA) )3
LK, FRARTE K s Hp ik L B[R [ 3R 1A 52 1) DNMT
oAl EHW AL, CTA [HREAR T M
BC 74, (HAE 2 Fis B 4 CTA EHiRIA,
DR T CTA B FH A — e Jev g8 470 D ke S R AL AR 1 e e
JEAE SN o TSR, 22 PR i A O S
4 i 22 DNMT il 7 Aab 5, B S 32 2 AH 5%
FE[R B2M., CALR. CD58. PSMBS Fl1 PSMB9 £ 1A
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EEME FI, [ CTA m#ik, H siRNA JTER DNMT1
KW HEA i CTA FIMRE. LB RER,
1] DNMT [ W38t A% 6 7 A6 38 1ok 38 52 b 98 0 iR 119
FEIAFANN T 5210 42 T i 40 B 1) G g2 S 1, X T
A A RIS AL TR YT BEXE I b8 58 3556 B 2 ¥ 9 i) o
(1 8 2 5 A

3 DNMTHNHIF S phiEaTr

% T DNMT 3 P 550 2 g R 2k 5 R R =
BEIKZ) R 2, H[E DNMT 1925908 & R R S A
R iR AT T ATE AT # S . BR AR SE 1) DNMT 1)
77 (0 5-Aza-dC 25 ) 75 iR (1 SE R 70 AR PR VR
J7 3 5 &b, 397K DNMT 41 751 9, 78 A W 3
ol

DNMT Fl4H & [ 2 £ WAk B (HDAC) 3 42 il
VAT B0 5, RO R B, KX R R G )
PR B P [F A0S RS, 7R AR B, Yuan
25 PO R P4 DNMT 40177041 HDAC i) 71 ¥1 24
ROHEARFAE, TR T — Tl B[R] B 00 1) 3 3 o g 1) 7
R0 1] 5771 NSC-319745- ¥4 5 B2 fiT A4 15a (K 1)
2 S R A AT UE ST, A R N K562 it U937
Bl P 00 40 A 40 R 1, e S 4 e
H3K9 1 H4KS8 ] £ WAk /K, FFidid 5 sh+ 2 H
AL AR FH T 98 P16 fir e 0 1) 5 DRLRO i 98 1 2 PR 1Y)
Rk, WIS SFAMBERET.

AR, MRERIEVEF=P 45 25 A% 2 DNMT
FHIFI I S AT E R . S- N R R R
(S-allylcysteine, SAC) /& —FhKIE I Raaie I, %
A WTEAR AN BP0 8% 1 Thag. ML bt
KIL, SAC J&—FiH 2K DNMT1 #i55, H SAC
AbFE P H9E A2780 4 8- BRI A A 110 i 4
Mg FE S G/S A IR A, PR AR A
TR A G S N R e S T N E B~ P
CDKNIA HE#HiRIE, $278 SAC FHE RN 5 3= 0
WAL AR E BT,

o

ﬁ) N’OH
H

El1 NSC-319745-2 F5BE 1T 15289 9 F 2544

¢ o
N
H

CF;

TR R P AR FEFER 22—, FH
T AR IVE YT « Peng &5 P BT R L, FRARE
TE A PN A1 52 56 v 340 66 A R4 1) 28 B I e T 40 il
(CSLO) 1 B R B Hr e /1, AL 5 3 A B 40 ]
DNMT F1 HDAC iE % V)M G, HEME, 5
K, FARBELLIAG DNMT #ii]7) 5-AzaC Fl HDAC
4175 TSA (Trichostatin A) 5 M ] 5 250
Bk Jifeg 20 23 i) CSLC,  $27R AR AE CSLC #1111
TR HH I E BN S

FARF=W) A ZE P IE (resveratrol, RVT ) X 40 35 i
JATEN I Z M AT ER . BEFLRIL, RVT
fiedn 3% N i HCC1806 FLAwm4HA - DNMT1, DNMT3a
F1 DNMT3b [R5 K K igPE, {5 MCF10A Xf f#
FURR b A AR Z ke m . B RVT kb B
24K o (ERa) B % ) MDA-MB-157 3. JI% 9 40 i )5
SR H LK T R %, ERo JEREFTRIE, H
AH 8 240 X YR S AR MR A Y T R BB A . 38
A WFFC R B, RVT B B K MCF-7 3L B2 % 40 g
BRCA-1 J£[K J5 514 DNMTI1 K3, fif BRCA-1
KRR EN P, BRCA-1 & —F1 2 5 DNA $if)
BE RSN, HRIA U S U R AR 5
DIFE.

Y P FE LR /N4> F RNA A R & DNMTI
(IR ARIM 7. Zhang %5 PO 4tiE, WIETE DNMTI
fie 52 PhAE4uS RNA (ncRNA) 3t4iifh, F RNA i
Aib B b 4 Ak, T DNIMT 1 R A I 184 3544 A0 v 1k,
P27 5 DNMTI1 4 4 1) RNA H A5 1 ] DNMT1 %
PEMIThRE. HE—D2 kL, 5 DNMTI 445112
Fh /N2 F RNA o1, miR-155-5p f& B 4% 5 DNMTI
BTG PR P 25 5 IR S8 A M2 B v, i ELIX
I 4E FH 2 RNA 75048 1% . £ HCT116 25 i &
YR, AN E R E A miR-155-5p At 5 B4 3 K]
H DNA ik F AL AR R R A S, Xt —2BIE
S miR-155-5p TEAH I N % DNA B AL 406 Dh g
F% miR-155-5p #F, miR-17-5p. miR-127-3p. miR-
373-5P R DA EAT 454 4] DNMT1 & 14 1) Th
. FIRAKRIN/NT T RNA 28 DNMT #5510 ff
RITT 7 EEEIS A,

EAF— 4R, ETF RIS T DNMT #4i)
FIH AT, A LeE (. Shao % B X SPECS
HHE 2 (http://www.specs.net) H 20 J5 FhA] W SEAL &
YT T BT, 2 RS TR T A
S A S 5 B X R AR B . D T BRAIE 7 I H
A ARG, A AT PR RO 1 0 R A 11 T v
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DNA H LR g 55 ihRd < 22 BOE 7C ik Fe 91

HEAT T ARSI DNMT3A 3E I, A 171k &
YIRS A MSE /T, BJEARE] T 2 PRSI S
BN FAHEDD - 5 40 595 40 3. XH 1k
EWIAT DA /N T3R5 R VP AL DNMT3A [14E)
4 5B

DNA FF A0 AB 1 7 52 DR 308 1) 3R 0 18 A% 18] 42
R AEEEAE M, 11 DNMT & DNA HUEAL
SEANYERS BT A 75 I, e ATRE RS ThRE i A 3 5L
AR PRI 2k S W 5 IR R AR AR SR B DIAR G, T
L BN bR R 9 AT R R 2 M A R S ) T
#L T DNMT i P57 5 OBl iR & A2 R JE K901 L
il R S Az el W, ¥ B IR A2 T DNMIT 3 1 2
AR HE 7E Ak [ 41K 7 B 52 i DNA F T E IR 3
FOR R R IE MR i Bk 2. FE WAL
AP IR, K NI RIS VR T SR A4
EEAE WEESEY/E PR S E

(& £ X #

[1] Subramanian D, Thombre R, Dhar A, et al. DNA
methyltransferases: a novel target for prevention and
therapy. Front Oncol, 2014, 4: 80

[2]  Micevic G, Theodosakis N, Bosenberg M. Aberrant DNA
methylation in melanoma:biomarker and therapeutic
opportunities. Clin Epigenetics, 2017, 9: 34

[3] Jobe EM, Zhao X. DNA methylation and adult neurogenesis.
Brain Plasticity, 2017, 3: 5-26

[4] Baylin SB, Jones PA. A decade of exploring the cancer
epigenome - biological and translational implications. Nat
Rev Cancer, 2011, 11: 726-34

[5] CuiD, Xu X. DNA Methyltransferases, DNA methylation,
and age-associated cognitive function. Int J Mol Sci, 2018,
19: E1315

[6] Bourc'his D, Xu GL, Lin CS, et al. Dnmt3L and the
establishment of maternal genomic imprints. Science,
2001, 294: 2536-9

[71  Goll MG, Kirpekar F, Maggert KA, et al. Methylation of
tRNA™P by the DNA methyltransferase homolog Dnmt2.
Science, 2006, 311: 395-8

[8] Pan G, Liu G, Zhou F, et al. DNA methylation profiles in
cancer diagnosis and therapeutics. Clin Exp Med, 2018,
18:1-14

[91 Shen N, Yan F, Pang JX, et al. Inactivation of receptor
tyrosine kinases reverts aberrant DNA methylation in
acute myeloid leukemia. Clin Cancer Res, 2017, 23: 6254-
66

[10] Yan F, Shen N, Pang JX, et al. A vicious loop of fatty acid-
binding protein 4 and DNA methyltransferase 1 promotes
acute myeloid leukemia and acts as a therapeutic target.
Leukemia, 2018, 32: 865-73

(1]

[12]

[13]

[14]

[15]

[16]

[17]

(18]

[19]

[20]

(21]

(22]

(23]

(24]

(23]

[26]

Peters SL, Hlady RA, Opavska J, et al. Essential role for
Dnmtl in the prevention and maintenance of MYC-
induced T-cell lymphomas. Mol Cell Biol 2013, 33: 4321-3
Poole CJ, Zheng W, Lodh A, et al. DNMT3B overexpression
contributes to aberrant DNA methylation and MY C-driven
tumor maintenance in T-ALL and Burkitt’s lymphoma.
Oncotarget, 2017, 8: 76898-920

Yan XJ, Xu J, Gu ZH, et al. Exome sequencing identifies
somatic mutations of DNA methyltransferase gene
DNMT3A in acute monocytic leukemia. Nat Genet, 2011,
43:309-15

Thol F, Damm F, Liideking A, et al. Incidence and
prognostic influence of DNMT34 mutations in acute
myeloid leukemia. J Clin Oncol, 2011, 29: 2889-96

Xu J, Wang YY, Dai YJ, et al. DNMT3A Arg882 mutation
drives chronic myelomonocytic leukemia through disturbing
gene expression/DNA methylation in hematopoietic cells.
Proc Natl Acad Sci USA, 2014, 111: 2620-5

Yang L, Rodriguez B, Mayle A, et al. DNMT3A loss
drives enhancer hypomethylation in FLT3-ITD-associated
eukemias. Cancer Cell, 2016, 29: 922-34

Haney SL, Upchurch GM, Opavska J, et al. Dnmt3a is a
haploinsufficient tumor suppressor in CD8" peripheral T
cell lymphoma. PLoS Genet, 2016, 12: ¢1006334
Piyathilake CJ, Badiga S, Borak SG, et al. A higher degree
of expression of DNA methyltransferase 1 in cervical
cancer is associated with poor survival outcome. Int J
Womens Health, 2017, 9: 413-20

Yu J, Qin B, Moyer AM, et al. DNA methyltransferase
expression in triple-negative breast cancer predicts
sensitivity to decitabine. J Clin Invest, 2018, 128: 2376-88
Hasegawa T, Adachi R, Iwakata H, et al. ErbB2 signaling
epigenetically suppresses microRNA-205 transcription via
Ras/Raf/MEK/ERK pathway in breastcancer. FEBS Open
Bio, 2017, 7: 1154-65

Zhao SL, Zhu ST, Hao X, et al. Effects of DNA
methyltransferase 1 inhibition on esophageal squamous
cell carcinoma. Dis Esophagus 2011, 24: 601-10

Teng Y, Yu X, Yuan H, et al. DNMT1 ablation suppresses
tumorigenesis by inhibiting the self-renewal of esophageal
cancer stem cells. Oncotarget, 2018, 9: 18896-907

Wang LH, Huang J, Wu CR, et al. Downregulation of
miR-29b targets DNMT3b to suppress cellular apoptosis
and enhance proliferation in pancreatic cancer. Mol Med
Rep, 2018, 17: 2113-20

Siebenkas C, Chiappinelli KB, Guzzetta AA, et al.
Inhibiting DNA methylation activates cancer testis
antigens and expression of the antigen processing and
presentation machinery in colon and ovarian cancer cells.
PLoS One, 2017, 12; 0179501

Linnkamp JF, Butter R, Spijker R, et al. Clinical and
biological effects of demethylating agents on solid
tumours - A systematic review. Cancer Treat Rev, 2017,
54:10-23

Yuan Z, Sun Q, Li D, et al. Design, synthesis and
anticancer potential of NSC-319745 hydroxamic acid
derivatives as DNMT and HDAC inhibitors. Eur J Med



92

G gEEd

F31%

[29]

Chem, 2017, 134: 281-92

Xu Y, Su D, Zhu L, et al. S-allylcysteine suppresses
ovarian cancer cell proliferation by DNA methylation
through DNMT1. J Ovarian Res, 2018, 11: 39

Peng Z, Zhou W, Liu H, et al. Curcumol controls
choriocarcinoma stem-like cells self-renewal via repression
of DNA methyltransferase (DNMT)- and histone
deacetylase (HDAC)-mediated epigenetic regulation. Med
Sci Monit, 2018, 24: 461-72

Fernandes GFS, Silva GDB, Pavan AR, et al. Epigenetic

[30]

regulatory mechanisms induced by resveratrol. Nutrients,
2017, 9: E1201

Zhang G, Esteve PO, Chin HG, et al. Small RNA-mediated
DNA (cytosine-5) methyltransferase 1 inhibition leads to
aberrant DNA methylation. Nucleic Acids Res, 2015, 43:
6112-24

Shao Z, Xu P, Xu W, et al. Discovery of novel DNA
methyltransferase 3A inhibitors via structure-based virtual
screening and biological assays. Bioorg Med Chem Lett,
2017, 27: 342-6



