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ABSTRACT: Myelodysplastic syndrome is a heterogeneous group of acquired malignant diseases of the clones. Its basic clinical
features are that the hematopoietic cells in the bone marrow have abnormal morphological manifestations and the reduction of the
three-line blood cells in the peripheral blood, and high risk of conversion to acute myeloid leukemia. The differential diagnosis of MDS,
to assess the prognosis of treatment decisions are of great significance. In recent years, epigenetic pathway participates in the etiology and
pathogenesis of MDS, especially microRNA plays an important role in the occurrence, development and prognosis of MDS. This article
expounds the significance and status of related miRNA research through the relationship between the clinical monitorability of miRNA
and blood diseases; and focus on the miRNAs that may play an important role in the diagnosis and clinical progress of MDS, as well as
the expression of miRNAs that are specific to miR145 and miR146a in 5q-syndrome. With a view to be able to carry out more in-depth
research and exploration on this basis, miRNA in the clinical diagnosis and treatment of myelodysplastic syndrome play more potential.
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RLER-BNAEN KEY 20-24 S EAFRRN /N RNA, LA
miRNAs AT UJE S [/ —~ 28K, AT LU L~ miRNAs 28
B ARG AP IEA L A 2R3k . SEHED, miRNA J835 5 A5 =
M2 —MEEH SR F ST B, miRNA 5 MDS (1) & 5%
B DI AR G , SO0 Az b I T 5 IT 46 2l RVA TP 3R 4L T
B AT BE. A SOV A RFSE HE R TP LRIR , LA MDS
FIIG RIZST IR A ST SR AT LS

1 miRNA #Y1if bR 77 4

miRNA JEBEAE AR BN ES S RNAY, g 5 mRNA
1 3-UTR Z545 , miRNA 5 RNA(mRNA ) fr) B 15 e i
mRNA FEFE SRR I FRIA P, Rk miRNA HATY
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T 25 P AT AE AT /R . miRNA (14 55 38 35 52 10 45 F 241 fifd
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miR-150 5 bk L A0 ML 2247 5GP, 7ERRA: BG4 72 1L (Aplastic
Anemia, AA ) B 1Y CD4* I CDS'T Zififi b 2 W< 3] [ i) T 3
) 4 Ff miRNA:miR-126-3p .miR-145-5p .miR-199a-5p #I
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5 Sy R R B (5q-) & MDS UL A 20 it it 1% 2 5
WZ— A — 5q- 1Y) RA FIXEVAHERL AR 1 SR gokig)
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AN AL B) 1) 25 57 S 3500

UEAh  AE M Z HT A FTE th ) & B miR-146 1€ 5q- B bt
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MDS 35 IR WEEH] miR-150-5p Ik KT F ML/ MR 4z
[E] 52 SRR IE AR UG BH RO 2R USRS 5q Ik .
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