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Abstract: Myelodysplastic syndrome (MDS) is a group of heterogeneous myeloid neoplastic diseases, which originated from hematopoietic stem cells
and characterized by pathological hematopoiesis of blood cells and high risk of transforming into acute myeloid leukemia (AML). Demethylation drugs
are induced to degrade proteasome, and covalently bind to DNA methyltransferase (DNMT) to relieve DNA methylation status, which has been widely
recognized in the treatment of MDS and has been widely used in clinical practice. With the further clinical research on middle— and high-risk MDS,
it has been shown that demethylated drugs combined with pre—excitation regimen can enhance the efficacy of chemotherapy drugs in the treatment of
middle- and high-risk MDS, better play a synergistic effect, improve the quality of life of patients and prolong their survival time. This article reviews

the mechanism and classification of demethylating drugs, decitabine combined with preexcitation regimen, and azacytidine combined with preexcitation

regimen in the treatment of MDS, in order to further clarify the application effect of demethylating drugs in MDS.
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22K 2 W REAL 245 W Bl LM sl P4 5% 5 TR
TrEIRTT %07 B DMEERT, e S s e e
AR A SR T e AR R PUA R e 4
G, BAS KRB AR X, BRI rh g 4F A L hE
M3 . 7350, X TARRRE o RfE MDS, %05 80
SR P R DR AL 2R M R AL BB 1]

S5 30K -

[1]Cazzola M.Myelodysplastic Syndromes [J].N Engl J Med,
2020,383(14):1358—1374.

[2]Franke GN,Liickemeier P,Platzbecker U.Allogeneic Stem —
Cell ransplantation in Patients With Myelodysplastic Syndromes
and Prevention of Relapse [J].Clin Lymphoma Myeloma Leuk,
2021,21(1):1-7.

[BIR A I M LA EIIERS CAG FEEF B AT
BEIG A TR AR ZOCR[]). F B % A E F],2021,48(8):98 -
101.

[4]Lyko F.The DNA methyltransferase family: a versatile toolkit
for epigenetic regulation[J].Nat Rev Genet,2018,19(2):81—-92.
[5]Hoang NM,Rui L.DNA methyltransferases in hematological
malignancies[J].J] Genet Genomics,2020,47(7):361—372.
[6]Duchmann M,Itzykson R.Clinical update on hypomethylat-
ing agents[J].Int J] Hematol,2019,110(2):161—169.

[7]Cetean S,Cainap C,Constantin AM,et al. The importance of
the granulocyte —colony stimulating factor in oncology [J].Clujul
Med,2015,88(4):468—472.

[8]Feng X,Lan H,Ruan Y,et al.Impact on acute myeloid
leukemia relapse in granulocyte colony—stimulating factor appli-
cation: a meta—analysis[J].Hematology,2018,23(9):581—589.
[O136E, 14 R F1 3% 55 At A A B & 0 o 9% 89 51 A 2
RBZ AW R[] AR E 5 516 K,2020,17(1):69-72.
[10]Zhao H,Wang C,Yu F,et al.Decitabine combined with
CAG regimen in the treatment of elderly patients with acute
myeloid leukemial[J].Pak J Med Sc1,2020,36(2):141—145.
[11]Tang Y,Luo C,Shen S,et al.The efficacy and safety of a ho-
moharringtonine —based protocol for children with acute
myeloid leukemia: A retrospective study in China [J].Pediatr
Hematol Oncol,2021,38(2):97—107.

[12]R L2 (AT, 25,5 .8 Z KRS EREESTILIEE 5
Venetoclax 78 J7 36 /5K B8 % @ fo % I7 R[] 47 %
& 3 1% 5 4R.,2021,38(6):580—584.

[13]Yang Y,Li ],Geng Y,et al.Azacitidine regulates DNA

43



35 B8 6

&’ 202243 A

Journal of Medical Information

[E= 26 Vol. 35 No.6

Mar. 2022

methylation of GADD45y in myelodysplastic syndromes [J].J
Clin Lab Anal,2021,35(2):e23597.

[14]Papageorgiou SG,Vasilatou D,Kontos CK,et al.Treatment
with 5 —Azacytidine improves clinical outcome in high —risk
MDS patients in the “real life” setting: A single center observa-
tional study[J].Hematology,2016,21(1):34—41.
[15]Palacios—Berraquero ML,Alfonso—Piérola A.Current Thera-
py of the Patients with MDS: Walking towards Personalized
Therapy[J].J Clin Med,2021,10(10):2107.

[16]Shapiro RM,Lazo —Langner A.Systematic review of azaciti-
dine regimens in myelodysplastic syndrome and acute myeloid
leukemia[]].BMC Hematol,2018(18):3.

[17]Ades L,Guerci—Bresler A,Cony—Makhoul P,et al.A phase II
study of the efficacy and safety of an intensified schedule of aza-
cytidine in intermediate —2 and high —risk patients with
myelodysplastic syndromes: a study by the Groupe Francophone
des Myelodysplasies (GFM)[J].Haematologica,2019,104(4):e131—
e133.

[18]Liu W,Zhou Z,Chen L,et al. Comparison of Azacitidine and
Decitabine in Myelodysplastic Syndromes and Acute Myeloid
Leukemia: A Network Meta —analysis [J]. Clin Lymphoma
Myeloma Leuk,2021,21(6):e530—e544.

[19]Agrawal K,Das V,Vyas P,et al.Nucleosidic DNA demethy-
lating epigenetic drugs — A comprehensive review from discov-
ery to clinic[J].Pharmacol Ther,2018(188):45—79.

[20]Reenberg PL,Stone RM,Al —Kali A,et al.Myelodysplastic
Syndromes, Version 2.2017, NCCN Clinical Practice Guidelines
in Oncology[]].J] Natl Compr Canc Netw,2017,15(1):60—87.
[21]Yang B,Yu R,Cai L,et al.A comparison of therapeutic
dosages of decitabine in treating myelodysplastic syndrome: a
meta—analysis[J].Ann Hematol,2017,96(11):1811—1823.
[22]Joeckel TE,Lubbert M.Clinical results with the DNA hy-
pomethylating agent 5 —aza—2" —deoxycytidine (decitabine) in
patients with myelodysplastic syndromes: an update [J].Semin
Hematol,2012,49(4):330—341.

[23]Lee JH,Jang JH,Park J,et al.A prospective multicenter obser-
vational study of decitabine treatment in Korean patients with

myelodysplastic syndrome [J].Haematologica,2011,96 (10):1441 —

44

1447.
[24]Ren Y Jiang H,Shi F,et al.Decitabine for myelodysplastic
syndromes: dose comparison in a real world clinical setting []].
Leuk Lymphoma,2019,60(7):1731—1739.
[25]Steensma DP,Baer MR,Slack JL,et al.Multicenter study of
decitabine administered daily for 5 days every 4 weeks to adults
with myelodysplastic syndromes: the alternative dosing for out-
patient treatment (ADOPT) trial [J].J Clin Oncol,2009,27(23):
3842—-3848.
[26]Wei G,Ni W,Chiao JW,et al.A meta—analysis of CAG (cy-
tarabine,aclarubicin, G—CSF) regimen for the treatment of 1029
patients with acute myeloid leukemia and myelodysplastic syn-
drome[J].J] Hematol Oncol,2011(4):46.
[27]Xie M Jiang Q,Li L,et alHAG (Homoharringtonine, Cy-
tarabine, G —CSF) Regimen for the Treatment of Acute
Myeloid Leukemia and Myelodysplastic Syndrome:A Meta —
Analysis with 2,314 Participants [J].PLoS One,2016,11 (10):
e0164238.
(28] 4k A%, 2= 4 ) A 2 T JURAL B 3 b & SR R A F R A
HE 8 I R IT B[] & 8 K 5 FR(E FR),2020,39(2):193—
196.
29| E &% 8 546 il E F TILIRFIES CAG T EEFH
SK A SR B G I R R T[], G S B E
2020,29(3):157—159.
[30] F A& o &R ZHE F TILIRFIES CAG T EEFH
%5 S WM A G 3R 7T A & Sk VEGF 42 bFGF #9%
"RHLE ). 4 M AT R 5 4 E,2021,30(3):170—174.
[31]Liu T,Wang J,Li C,et al.Clinical effect of decitabine in the
treatment of myelodysplastic syndrome and influencing factors|[]J].
Pak J Med Sci,2020,36(5):1084—1088.
[32]% 7 U 38 A B0 5 Wi ig £ 2 BB A K A2 e Al
CAG 7 R &7 B MG £ 7 F 4 &40 A &M R & SR J7 &
WEL[]]. o 4 fr ik 5 2 & ,2014,35(11):961-965.
(3314 % B ALIEIE A HAG 7 087 B M8 4 7% s o4
80 R IT B R R AN [J]. BRI AT R,2017,40(8):
1149-1152.

Wk F 41 :2021-06-03 5 f& [ F 411:2021-07-02

G/ L AR



