http ://aammt. tmmu. edu. cn B SRR ,2016,38(17) 1937

DOI:10. 16016/j. 1000-5404.201601003

XEERRREHERBEHAM 1438 AT R ERTRENLHI

g o, E R RAR  EASE WAL Z A L mER, RER (400010 # pk, # PEEE R R 2R
55 B Be R 5400016 T, TR EE R K S 2 e 2 B MO, TR T AR WAk 5 4 TR AR IR S )

[HZE] HiY W% AR R (oridonin, ORT) X A8 AR 40 i A 1 78 400 il A1 02185 S AR FH i
THUH . Jitk DAEE S5 ULA R0 Western blot £l ORT X 143B 4 i3 58 i #0 #/E FH , Annexin V-EGFP
Yeft L Western blot #30] ORI % 143B 4 fE 8 1= AL 2EVE FH ; RT-PCR F1l Western blot %0 ORI Xt 143B
YN Wit/ B-catenin {55 (5200 ; TTBRELIS 338 B-catenin J5, 45 i 5 4 (4534 ORI X} 143 B 4 fu 3 58
IPHIVERR A L, 850 ORI R il 143B 4 M PRIG S , I 75 F FL T (P <0. 05) ; 2 v FE AR
i) 143B Zijifl PCNA 9263k, [R] B2 gF H: Caspase3 \Bad f{) 23k ; BERZ ] 143B 40 /il 4 Wnt/ B-catenin
G FRR  UTER BT 3Rk B-catenin J5 WU AT LUAH R M 4 i sl i ] 143B A T2 (P <0.05) . &5

ORI REA% M FEHCHEPE A 1] 143B - PRJR3 4 PR 14 4 01 15 S L UA T2, W 5 ORI BEAE #11 il H: Wt/ B-
catenin {5 55 3 XK,

[KIA] ABFH R B R H5H; T ; Wnt/B-catenin

[FFEE4ES] R282.71; R285.5; R738.1 [ X@ktrER] A

Oridonin induces apoptosis of human osteosarcoma cell line 143B and related

mechanism

Zou Xiang', Wang Xing', Zhang Ranxi', Pi Changjun', Tian Dongdong' , Wu Nian', He Baicheng’, Deng Zhongliang'
('Department of Orthopaedic Surgery, the Second Affiliated Hospital of Chongging Medical University, Chongging,
400010 ; *Department of Pharmacology, Chongqing Key Laboratory of Biochemistry and Molecular Pharmacology , School
of Pharmacy, Chongqing Medical University, Chongging, 400016, China)

[ Abstract ]| Objective  To study the molecular mechanism of oridonin ( ORI) in inhibiting
proliferation and inducing apoptosis of human osteosarcoma cell line 143B. Methods 143B cells were treated
with different doses of ORI in a certain time before being used in the experiment. The proliferation inhibitory
effect of ORI was tested by crystal violet staining and Western blotting. The effect of inducing apoptosis was
detected by Annexin V-EGFP staining and Western blotting. The influence on WNT/B-catenin signal pathway
was investigated by RT-PCR and Western blotting. After Si-B-catenin or Ad-B-catenin was used to silence or
over-express B-catenin in 143B cells, the proliferation inhibitory effect of ORI was tested by crystal violet
staining again. Results ORI could inhibit the proliferation and induce apoptosis of 143B cells in a
concentration-dependent manner. It also suppressed the expression of proliferating cell nuclear antigen
(PCNA) , promoted the expression of Caspase 3 and Bad, and decreased the level of B-catenin. The apoptosis
of 143B cells was promoted or inhibited by silencing or over-expressing B-catenin. Conclusion ORI can
inhibit the proliferation and induce the apoptosis of 143B cells in a concentration-dependent manner, which
may be associated with the down-regulation of B-catenin.
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