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EFFECTS OF pax GENE OVER-EXPRESSION ON PROGRAMMED
CELL DEATH OF BURKITT LYMPHOMA RAJI CELL LINE

Zhang Qingxiu Zhu Zhenyu Ma Jianquan

(Department of Biochemistry, Sun Yat-sen University of Medical Sciences Guangzhou, 510089)

Abstract Objective: To investigate the effects and mechanism of hax overexpression on the programmed
cell death of Burkitt lymphoma Raji cell line. Method: The mammalian expression vector pSFFV -bax a-neo,
which overexpressed protein bax was constructed by subcloning. The plasmid was transfected into Raji cells by
liposome-mediated transfection. The expression of bax @ was determined by PCR and immunoinfluoresence
staining and flow cytometric analysis. Results: pSFF V-bax a-S and pSFFV - bax a-AS were constructed success-
fully. bax a expression in Raji- bax a was apparently higher than that of Raji cells as control. The apoptosis rate
of Raji- bax a cells was 48.6 %5 while Raji cells was 6. 4% after being induced by 1% FCS+ RPM1 1640. Con-
clusion: Overexpression of bax in Raji cells clearly enhance apoptosis of the cells.
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Fig. 1 Cleavage of plasmids pSFFV-bax o- neo and
pSFFV-neo by restriction endonuclease

lanel. pSFFV-neo cleaved by Bam H 1 ; lane 2. pSFFV-bax a-
reo in anti-sense cleaved by Bam H 1 ; lane 3. pSFFV-bax a-neo in
sense cleaved by Bam H 1 ; lane 4. DNA Marker; hne 5. pSFFV-bax
e neo in sense; kne 6. pSFFV-bax a-neo in antisense; lane 7. pSFF V-
neo
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Fig. 3 Relative flourescent intensity of Rajibax a cell and Raji-o cell

1X 106cells were fixed with ethanol stained with Bax a-specific rabbit antrhuman IgG. follow ed by FITC-conjugated mouse anti-rabbit 1gG,

incubated for 30 min, washed four times with PBS. Cells was then analysed by flow cytometry. Mean flourencent intensity of two kinds of cell lines is:

(A) Rajibax a: 4.25; (B) Raji: 1. 32

1 D
Table 1 A poptosis rate 7 4p/ (%) of different cell lines
analy sed by flow cylomelryI>
cell lines cell mmber G/ GO S/ (%) 7 4/ (%)
Raji 10 659 17.9 20. 6 6.4
Raji-bax 11566 181 19.3 40. 8
P >0.05 >0.05 <C0.005
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