P R4 (A AR 538 5 1244
- 1688+ ACTA UNIVERSITATIS MEDICINALIS NANJING (Natural Science) 20184F 12

NESEN ARG AN T a0

EHE ATRP, R WA #,E O #,E N
F RS R LB R BE M 2R V195 BEat 210008

[ ZE] BB RS R BER AR SR T 5200 . 77 3% 35 ] CCK-8 (cell counting kit-8) 1) & , Vit U 4H AL 1X
RGN AN ] e JEE U325 3R ) JSE AN [l 4 s ) X £ 40 A58 0 0 P8 B 8 T (52 3 2o L G A DU B2 B i B2
TRANEH Caspase-3 H AT LAY RANA 5 8 1 1A A e, G0 950 825 3 R SR S5 36 b X £ A TR 2 v M B 52 . 25 8R
DUBTES R AT LA o 40 8 2 % 1 55 S B A R A B A T DU A 8 40 v B 200 L8 A0 5 P A ok R A P
AT o o, DUEE A 3R T3 ik Bt R 20 TR AL P T8 1 Caspase-3 UG, 5 T HARF AR AL T FERR ROV ¢
B, DURE A 28] 0 o 0 VR ) PR A BB o SR8 - DU S AARH T mT 0 s 5 2 8 0 5 41 S S AR T ERR R
JRIRE S DUBEA 2R AT LA e 6 4

[SR$BIA ] MERFANALIR ; DURAE 3 5 IR T
[FESES] R739.41 [XEiFrERD] A [XEHSE] 1007-4368(2018)12-1688-04

doi: 10.7655/NYDXBNS20181205

The effect of Wogonin on the proliferation and apoptosis of medulloblastoma cell line DAOY
Wang Xinfa, He Junping’, Zhang Rui, Qian Jing, Wang Jing, Wang Gang
Department of neurosurgery , Nanjing Children’s Hospital , Affiliated to NMU , Nanjing 210008, China

[ Abstract ]

Methods: DAOY cells were divided into experimental groups (added with wogonin at difference concentrations)and control group. The

Objective: To explore the impact of wogonin on the proliferation and apoptosis of medulloblastoma cell line DAOY.

proliferation of DAOY was detected using CCK-8 assay kit. The apoptosis was analyzed by Annexin V -FITC/PI double staining and
the activity of caspase-3 was determined via colorimetry. Moreover, we also detected the tumor inhibiting function of wogonin in vivo
using subcutaneous tumor model. Results: Wognin remarkably inhibited the proliferation of medulloblastoma cell DAOY and induced
the apoptosis in a dose and time dependent manner. The apoptosis was characterized by the increase of apoptosis protein caspase- 3.
Conclusion: Wogonin could inhibit medulloblastoma cell proliferation both in vitro and in vivo via inducing medulloblastoma cells
apoptosis.
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ing CCK-8 kit
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Figure 2 Analysis of wogonin on DAOY cell apoptosis us-

ing flow cytometry
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