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ABSTRACT Objective: To investigate the PESV of K562 cells BCR / ABL fusion gene and apoptosis regulators bcl-2 and bad ex-
pression. Methods: K562 cells were cultured in vitro, by PESV for different times, the apoptosis rate by flow cytometry, fluorescence
quantitative RT-PCR detection of BCR / ABL, Bcl-2, Bad mRNA level changes. Results: Compared with the control group, PESV treated
K562 cells, apoptosis increased, BCR / ABL fusion gene reduced expression, anti-apoptotic gene Bcl-2 mRNA expression decreased,
pro-apoptotic gene Bad mRNA expression. Conclusion: PESV reduced in K562 cells can reduce the BCR / ABL fusion gene, may regu-
late the expression of Bcl-2 and Bad, inhibit proliferation of K562 cells and promote their apoptosis.
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PESV 20 pg/ml CTX CTX 1.2.3 RT-PCR (1)
K562 200pL.,  24h.48h, K562 ,TRIzol RNA, RNA R
72h 5min PBS 2 cDNA, (2) PCR :SYBR
5.0x 10%/ml -20°C 70% 2ml 20ul, 95°C5min,95°C30s,55°C30s,40 ,72°C
RNase 4°C 24h PBS 2 PI AN-  20s - Ct
NEXIN-V 1% 10* 5 A C(t)=C(t) -C(t)B-actin,A A C(t)=2-A C(t)
FACSCan AN- B-actin B
NEXIN-V  PI -
1 PCR
Table 1 Primer sequence of PCR
Primer name Primer sequence Fragment length
BCR/ABLF ACTCCTCTTCTTTCTCTG 116 bp
BCR/ABLR TTATCGTACCCTGTTCTC 116 bp
BADF CTCCACATCCCGAAACTCC 126 bp
BADR TCAGCCCTCCCTCCAAAG 126 bp
BCL2 F ACTCCTCTTCTTTCTCTG 140 bp
BCL2 R ATGTACTTCATCACTATCTC 140 bp
Actin F ACCTTCTACAATGAGCTGCG 148 bp
Actin R CCTGGATAGCAACGTACATGG 148 bp
1.2.4 t s x? K562 -
- SPSS13.0 , P<0.05 24h
° 3.63% 7.21% 72h
) 34.26% P<0.05 ., FCM ,PESV s
, PESV 72h
2.1 PESV K562 (P<0.05), 2, 24h R (P<0.05),
2 PESV K562
Table 2 The effect of PESV on apoptosis of K562 cells
%
Groups Apoptosis rate
24h 48h 72h
PESV group 3.63% 0.8270 7.21% 1.6947 3426+ 12.1440
CTX group 226+ 0.48 5.85+ 1.43 22.17+ 9.34
Blank group 0.48+ 0.25 1.36% 0.64 4.46% 1.62
A P<0.01 [J CTX P<0.05 .
Note: ACompared with the blank group, there is significant difference at each time point P<0.01 [JCompared with CTX positive control group had
significant differences at each time point P<0.05 .
2.2 RT- PCR PESV K562 Bel-2 Bad mRNA
BCR/ABL PESV RT- PCR K562 Bcl-2
PESV RT- PCR BCR/ABL mRNA (CV) 1.21%~8.65% -
(CV) 2.08%~7.42% ., CT CT 28.51~31.193 ( 30.07) ,24h.48h.72h
22.16~24.69 ( 23.26) ,24h.48h.72h RQ RQ 1.205.0.769.0.740,,
5.738.2.305.1.697, BCR/ABL P<0.05 . 3,
-PESV PESV RT- PCR K562 Bad mRNA
P<0.05 . 2, (CV) 0.77%~7.24% . CT
2.3 RT- PCR PESV K562 24.712~28.92 ( 26.35) ,24h . 48h.72h RQ
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Fig.2 Expression of each group of K562 cells in BCR / ABL fusion gene
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Fig.3 Expression of each group of Bcl-2 mRNA in K562 cells

=
G
u B "
&g 6 I BPESV
s i 3 o
=) 3L BCTX
i i -
[¥]
& LB
0 1 2 3
BPESV group| 2.015 3.443 6.934
BCXT group 1.741 1.855 3.158
OBlank group | 1.551 1.243 1.207
Point of time (day)
4 K562 Bad mRNA

Fig.4 Expression of each group of Bad mRNA in K562 cells
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