AR MR 2485 2015 4F 11 H 5536 %55 118 Chin J Hematol, November 2015, Vol. 36, No. 11 <947

C/EBPaT N2 P P I R P Y
F2ih M HAE LSBT

Rirm EIE OEME OKRE ARE A FR

(WE] BH W55 R T CCAATAE S 45 4 2 1 o (C/EBPo) 76 M2 PEBEME 11 1M (CML) &
F R RFEIRAE O B ILAERIALE . FiE W 504 CML AR (k3 33 461, hnssk 9 7 451, 2228 380 10 )
B BERRAS N 20 44 1E H 4T B 5 AN R AR A, I RT-PCR J5 246 1 C/EBPadi R mRNA fit) 22 55175 150 B H:
55 ber-abl FltG 3L - AR S 5 IS E5 38 JE X5 K562 4 ifl C/EBPadk [F mRNA F2 ik AR 5 51 18k 75
L1ty 77 1K 240 pLVX-C/EBPa-3FLAG-Puro J %5 # /& pLVX-EGFP-3FLAG-Puro 18 % 8 it ki 54 A
K562 41, #4 A8 #e 1k C/EBPaf) K562 A Atk ; JH CCK-8 17 S Al 41 g 3 78 ; RT-PCR J7 i K
Foxo3a.Bim JL(H [ FATEN . &R HIEW X IEH L, CML 3% C/EBPo mRNA ik i 3% T %
(P<0.01) , 35 ber-abl fl & 3k K & ik £ 1A 2 (7= — 0.505, P<0.01) ; RT-PCR il Western blot 46| 2%
IR R AL A B R E 2R ik C/EBPaff) KS62 4k ; KS62-C/EBPafi i 1 4t K SF-HA A T A Ab #H K562
AN Fe K562-25 2441 T ; K562-C/EBPa il ifl Foxo3a . Bim %l mRNA A% &34 £ 43 31 K 1.06+0.06
0.53+0.07, ¥4 85 T K562-25 4 /4 F1 K562 411 it (P<0.01,P<0.05), 45t CML B 5K 7 C/EBPoZ
IKE T, i ik C/EBPaX K562 4 AT il 7 i o

[X#A] Fps, B8R, M, BCR-ABL [HE;  CCAATHIRFZ5 5 M Ma; KS624ME; 4
Jit 3

The expression and role of the transcription factor C/EBPa in chronic myeloid leukemia Zhang
Guili, Dong Fei, Luan Caifu, Zhang Xia, Shao Huiyuan, Liu Jie, Sun Chengming. Department of
Laboratory, Yantai Yuhuangding Hospital, Medical College, Qingdao University, Yantai 264000, China
Corresponding author: Sun Chengming, Email: 18953569897@163.com

[Abstract] Objective To investigate the expression and the possible mechanism of the
transcription factor C/EBPa, in chronic myeloid leukemia (CML). Methods Bone marrow samples from
50 CML patients (including 33 patients in chronic phase, 7 in accelerated phase and 10 in blast crisis) and
peripheral blood specimens of 20 healthy donors were collected. The expression of C/EBPa gene and the
effect of Imatinib on its expression was detected by RT-PCR. C/EBPo gene was inserted into lentivirus
expression vector pLVX- EGFP- 3FLAG- Puro by recombinant DNA technology to construct C/EBPa
stable expression in K562 cells. Cell proliferation was assayed by CCK-8. The expressions of Foxo3a and
Bim genes were detected by RT-PCR. Results The level of C/EBPa expression was significantly declined
in CML patients compared with that of normal control group (P<0.01) and had negative correlation with
ber-abl expression (Spearman 7=— 0.505, P<0.01). The stable K562- C/EBPa cell line was successfully
established and confirmed by RT-PCR and Western blot. Cell proliferation ability was lower in the K562-
C/EBPa group than that in the non-transfection and mock-vehicle groups. The expressions of Foxo3a and
Bim genes were 1.06 = 0.06 and 0.53 + 0.07, respectively, which was higher than that of non-
transfection and mock-vehicle groups (P<0.01, P<0.05). Conclusion C/EBPa expression was decreased
in CML patients, overexpression of C/EBPa could inhibit K562 cell growth.

[Key words] Leukemia, myelogenous, chronic, BCR- ABL positive; CCAAT- enhancer- binding
protein-alpha; K562 cell; Cell growth
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A Bl >0
S (5—>3") K
(bp)
B-actin _Lii#514) : GGCATCGTGATGGACTCCG 612
N5 14 : GCTGGAAGGTGGACAGCGA
C/EBPa L1514 : CACCGCTCCAATGCCTAC 372
514 : CCCATCGCAGTGAGTTCCG
Bim  EJi#514: CGCCACTACCACCACTTGATTCT 480
N5 14 : GCCATACAAATCTAAGCCAGTAAATA
Foxo3a [li#514: ATGCGGGTCCAGAATGAG 532

514 : GCGGGAGCGTGATGTTAT
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1% T 1E % % B3 (0.81+0.06) , 22 5 A Giit2¢ 5 X
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