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[ ABSTRACT | Aim Macrophage apoptosis plays an important role in development of atherosclerotic plaques, nec-
rotic lesions, plaque instability and acute vascular events, so the study of the regulation of Daxx macrophage apoptosis is fa-
vorable to reveal new drug targets, providing a theoretical basis for the occurrence of atherosclerosis. Methods The
eukaryotic vector of Daxx and pCDNA3. 1 were constructed to be stably transfected into RAW264. 7 cells, the mRNA and
protein expressions of Daxx were used by RT- PCR and Western blot respectively. The intracellular lipid droplets and lipid
levels was assayed by enzyme fluorescent analysis. The growth inhibition and apoptotic effect of RAW264. 7 cells induced
by Chol : MBCD were analyzed by MTT and flow cytometric analysis. The protein expressions of caspase3 was assayed by

western blotting. Results RT-PCR and Western blot analysis showed that the expression of Daxx was significantly in-
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creased in gene-transfected RAW264. 7 cells.

cells was increased by Daxx.

Chol : MBCD induced cholesterol accumulation and apoptosis in RAW264. 7

Caspase3 protein levels were significantly elevated in Daxx transfected cells.

Conclusion Daxx overexpression could increase Chol : MBCD induced apoptosis in macrophages.
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Figure 1.Detection of the transfection efficiency of Daxx in
gene-transfected RAW264. 7 cells
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Figure 2. Enzyme fluorescent spectrum detection of the

DFC
lTC

Daxx on Chol : MBCD-induced cholesterol accumulation in
RAW264. 7 cells
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Figure 3. The viability of Daxx on Chol : MBCD-induced
Chol :MBCD-induced apoptosis in RAW264. 7 cells assayed
by MTT

2.4 EREFRTHHHEXZELRFEEE B TR
BESNEEMEEAT
AT B AE T #35 Daxx X} Chol : MBCD Ab 2 i)



CN 43-1262/R /1 [Eshikifb A2 2016 4F568 24 455 3 1) 243

YHML I T AR BRI H L4, e A AR
20 mg/L Chol : MBCD #17HF 5 48 h, HUi =241 X
T 2 LA PR T 0L (181 4) o 5 IEH 4L 40 L
BRI AT R BT A S E G
WERILH A HE , % 25 AU 4 20 it R 1= R0 A B g 22
S MG Daxx VAR TR e, 255 A
P, BB Daxx 7] LI Chol : MBCD 75 ) E it
ST

80%

70% 2
5 60%
1) 50%
&= 40% a
& 30%
! 20%
10%
0% 1 2 3 4

B 4. M MR N EE Daxx 33 Chol : MBCD % 51 E 1% 4
AT RS20 1 MIEFREH 2 R |3 S e Daxx UKL
Daxx 21,4 AFEYL 23 5ARIY vevior 4, a A P<0.05, 51FE % 4 L&,
b 4 P<0.05, SHIA LR (ws ,n=3) o

Figure 4. The cell apoptosis of Daxx on Chol : MBCD-
induced apoptosis in RAW264.7 cells was detected by

flow cytometry
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Figure 5. The effect of Daxx on Chol : MBCD-induced

caspase3 protein expression
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oxidized  low-density  lipoprotein-induced  apoptotic
[ B£3HK] RAW264.7 cells through Sirtl-mediated autophagy [ J ].
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