FTREES 201651 A% 45 5% 3 47 377
BE-IGFHFR doi:10. 3969/j. issn. 1671-8348. 2016. 03. 028
MicroRNA-145 ZFEAMBRBMNFEZERHRIERENX
KiT¥ W EFEES
(1. A XRFEFR.H G 330006;2. HF KFHF_WEBERZH.H G 330006)
(=] BB #FiT MicroRNA-145(miR-145) £ & MM A G hm B EFHM el PO R AR . FomEBEEL., ik

WEEWHM A G R E & HMATR 70 4], 2 471 28 46 4 ﬁ;fﬁf%ﬁl%{% fi}im,&}]‘{’ﬁ'i&ﬁ;14{%4’?7@2&'554}1 i it g
&% PCR 7 ik # 0 miR-145 t9 A xf R X K-F, BR miR-145 A G R Z G @B P RA KT ZAKT L& MA AT RE
(P<0.01); R 9O BT EE MY LAY RS 4§ 8 miR-145 ﬁ:ﬁ:}aﬂx« HABHFI G 2FA %S FELPI
0.05); B miR-145 R &K 5504 b R 45 40 I B 2 4 RS A o 40 FLEC 39 AR £ M (P=0.456.0.394), i miR-145 £ 4 &

HMAOLBBEFRALTH.BFmR14S5MWEREGhRMALE ARGERZEZNEER,

[E4R] ZBB:; MM ; @ o; s RNAs; 245 2 9 ©oim;miR-145

[FESES] R33 [Z#triZ&m] A [XEHS] 1671-8348(2016)03-0377-03

Expression and significance of miR-145 in acute myeloid leukemia
Zhu Heyan' ,Li Huihui*®
(1. Medical College of Nanchang University , Nanchang, Jiangzi 330006 ,China;2. De partment o f Hematology ,
the Second A f filiated Hospital of Nanchang University , Nanchang,Jiangxi 330006 ,China)
[Abstract] Objective
mia (AML). Methods

To research the expression and clinical significance of miR-145 in the marrow of acute myeloid leuke-
A total of 70 cases of bone marrow samples were collected from AML patients,of which included 46 cases
of new diagnosed patients(initial treatment group) .24 cases of AML patients in complete remission(remission group). Fourteen ca-
ses of non-neoplastic patients were used as controls(control group). The miR-145 relative expression level was detected by real-time
quantitative PCR. Results The relative expression level of miR-145 in initial treatment group was less than those of control group
and remission group(P<C0. 01). Compared to before-chemotherapy patients, the expression level of miR-145 in the 9 case of AML
patients with complete remission after chemotherapy increased significantly(P<Z0. 05). The relative expression of miR-145 showed

no significantly correlation with the percentage of blasts cells in bone marrow and the percentage of peripheral blood leukocyte count

(P=0.456,0.394). Conclusion
gested the development of acute leukemia.
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The expression of miR-145 in bone marrow cells of AML patients is down-regulated, which sug-
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