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Effect of Growth of Silencing HLX Gene in the AML Cells by siRNA in vitro.
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Abstract Objective

Zhu Xiayin, Chen Weiwei, Zhang Dangiong, et al. De-

To investigate the expression of HLX gene in leukemia cell lines, and to analyze the growth of cells and the
expression of PAK1 gene by inhibiting HLX expression with RNA interference technique. Methods According to HLX gene coding se-
quence, siRNA — HLX was transfected into AML / M3 subtype NB4 cells to inhibition the HLX gene, and the expression of HLX gene and
PAK1 gene was detected by qRT — PCR, and the cell growth was observed by fluorescence phase contrast microscope, MTS / PMS was
used to detect proliferation inhibition rate. Results The expression of HLX gene in AML cell lines was significantly higher than that in
control group (P <0.01). When HLX gene was down — regulated, the expression of PAK] mRNA was also down — regulated (P <

0.01), and AML cells grow slowly and its proliferation is inhibited. Conclusion HLX gene can inhibit the growth,proliferation and dif-

ferentiation of AML cell lines.
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2. 2 L Bk : AML 4 fi #k KGla ( AML/MO W7%!) |
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3. SEE
B0 A 1ml Trizol,

PCR ﬁ\‘fﬁ“] (1) &0 RNA H2 5 45 20 iy
HU L Smin i = S e
2001, # B Smin 5.0 5 4°C,120001/min, 15 4340 5
Oy BN 0. 5ml SN B, # B 10min 4°C , 120001/
min, 15min B .0 UL 3E TN 75% £ BE 1ml, 4°C
120001/ min, 15min .0 2 ¥ ; KT, i 20p]l DEPC -
H,0 HME RNA 34 A AT 1.8 ~2.0 HOREA
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thesis Kit & % ¢cDNA; 7K I PCR & hiz i 7 in A 1
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*2 DNAGHE2HTRAFARKNE
il sl ()

5 x Reaction Buffer 4
RiboLock Rnase Inhibitor(20U/wl) 1
10mmol/L dNTP Mix 2
RevertAid M — MuLV RT(200U/pl) 1
N 20

*3 HLX EE KX KNS EE HumanGAPDH ®i/55| 4

ElEZ IS5 —37) KE
HLX - F ATCTCACTTCCCTGCTAACCG 21
HLX - R AGAAGCCTCGTTAATGGGATCT 22
PAKI - F CAGCCCCTCCGATGAGAAATA 21
PAKI - R CAAAACCGACATGAATTGTGTGT 23

hGAPDH - F CTGGGCTACACTGAGCACC 19
hGAPDH - R AAGTGGTCGTTGAGGGCAATG 21

*4 ELHE=ZPCRRMEZR
Wl FIE ()

FastStart Universal SYBR Green Master( ROX) 10
1E 54 (20mmol /L) 0.25
JZ 18] 51 9 (20mmol /L) 0.25
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Smin, A Sml 5% IfL{F 1Y 1640 B 55 5, )5 8k B 2
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RNAIMAX 27pl;B 45 :450ul opti - MEM + RNAIMAX
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I A s 55 BT L AR L S TE 96 fLAR 4 AR A
D2 e3¢ HE 0 900 3 IR

5. MTS i 46 0 e 4 1 J5 200 i 165 4 400 ) 32 . B 1

G YL 5 0 AN M B, ZERE I AT 1h im A CellTiter
FNEAT, Th JFAEBF AR X LA A {6, T 12,24 48,
72h ] MTS/PMS il 5& 570nm W 56 {H , 3 5 55 49
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