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[ Abstract]

mouse mononuclear macrophage cell line and the functional characteristics of NXT. Methods

Objective To study the effect of Naoxintong (NXT) on cell viability and apoptosis of Raw264.7
The experiment set up a
blank group (culture medium 100 pL), a control group (cell suspension 100 puL & 1/10 dimethyl sulfoxide (DMSO) stock
solution 1 puL), and three NXT groups with different concentrations. CCK-8 assay was used to detect the viability of

Raw264.7 cells in the blank group, control group, 1 : 1 000 NXT group, 1 : 10 000 NXT group, and 1 : 10 000 NXT

HEETH 7 RERCF R AT FEF 5 H (45 : M2017033 M2016028); ) A BERM 2 K AL BTS20 151 H (405 : ZYDB002);

Hainan Med J, Apr. 2019, Vol. 30, No.8

.1"@%.

A2 BT W EHIFAYE (D5 : Wangyan2017-2020)
TWIEF : £ 4%, E-mail : wy6806003@163.com

ic response of colorectal cancer cells by affecting Hif-1alpha sta-
bilization [J]. J Exp Clin Cancer Res, 2017, 36(1): 32.

SHARMA S, KAUL D, ARORA M, et al. Oncogenic nature of a
novel mutant AATF and its interactome existing within human

cancer cells [J]. Cell Biol Int, 2015, 39(3): 326-333.

(7]

[8] XIE J, GUO Q. Apoptosis antagonizing transcription factor pro-
tects renal tubule cells against oxidative damage and apoptosis in-
duced by ischemia-reperfusion [J]. J] Am Soc Nephrol, 2006, 17
(12): 3336-3346.
HOPKER K, HAGMANN H, KHURSHID S, et al. AATF/Che-1
acts as a phosphorylation-dependent molecular modulator to re-
press p53—driven apoptosis [J]. EMBO J, 2012, 31(20): 3961-3975.
[10] CALISKAN G, BARIS IC, AYAYDIN F, et al. Chel/AATF inter-
acts with subunits of the histone acetyltransferase core module of

SAGA complexes [J]. PLoS One, 2017, 12(12): e189193.

9]

- 956 -

[11] DESANTIS A, BRUNO T, CATENA YV, et al. Che-1 modulates
the decision between cell cycle arrest and apoptosis by its bind-
ing to p53 [J]. Cell Death Dis, 2015, 6: e1764.

[12] HOPKER K, HAGMANN H, KHURSHID S, et al. Putting the
brakes on p53-driven apoptosis [J]. Cell Cycle, 2012, 11(22):
4122-4128.

[13] SHI H, ZHANG A, HE Y, et al. Effects of p53 on aldosterone-in-
duced mesangial cell apoptosis in vivo and in vitro [J]. Mol Med
Rep, 2016, 13(6): 5102-5108.

[14] BEIE 2. P48 p53 X i MR 77 T B /N IR 2R IR A S S BE AL A 5
Ml [D]. 50 LRIERRE, 2018.

[15] SRIGETS, oy, X077, 5. P53 ek A0 5N BB IO pr) 2 35 K L
L5 O T A O AR D] P R R AR R R AR, 2012, 11:
1971-1975.

(W H481:2019-01-12)



Hainan Med J, Apr. 2019, Vol. 30, No. 8

EEEENIVEIRENEERY

group after 12 h of NXT treatment. The 1 : 1 000 NXT group was used to detect the viability of Raw264.7 cells by
CCK-8 method after 1 h, 3 h and 6 h of NXT treatment. The degree of apoptosis in the control group and the 1 : 1 000
NXT group were measured using Hoechst 33258 apoptosis kit. Results Compared with the control group, the 1 : 1 000

NXT group and the 1 :

10 000 NXT group improved the viability of Raw264.7 cells to (108.2+5.35)% and (105.69+

3.02)%, respectively, and the difference was statistically significant (P<0.05). Within 6 hours of treatment, NXT had a

significant effect on the improvement of Raw264.7 cells viability (P<0.05). The amounts of apoptotic cells in the 1:1 000

NXT group furtherly treated by DMSO were significantly reduced. Conclusion NXT can improve the activity of

Raw264.7 cells and reduce apoptosis. The optimal concentration of NXT is 1/1 000, and the optimal action time is 1-6 h.
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