FARF=ITESE 5FF % Nat Prod Res Dev 2022 ,34:996-1004,1020

CHMBEEFEE Wt (ES5BKIFSEE HCTL16 HRaA T

BOoxX,F OEE R R ERAT

NHCEE 2B HEfh P22 Be QB SC 3028, M 78 637100

OB AR O L R A HCT116 Z0MI P Tl o SR i =X 40 R A AG T £ gt ey U4 X% HCT116 41 i
JEIA B AT (R S0, S S A0 B S5 BELAE ZE G 9,0. 75 mmol/L Z TS AL FR 48 h J5, 40A PR T8 By hn ., 5t
ZHIN R ZBERA LS R HCT116 401 1 921 4~ mRNA _E A0 2 208 > mRNA T, o] 5. 5200 Wnt {5518 #%
RT-qPCR Fl Western blot I6{IF 3256 F 1H , £ WEMA B2 F AL B J5 , HCT116 40 jifi ' B-catenin | CyclinD1 , Survivin , Bel-2 il c-
Myc 25 4 B2 (P <0.05) , T M6 19 Bax Fil cleaved-caspase3 FiEHEN (P <0.05) . RGEHREW, 2B
UL AT Wt {5530 B0 ] 285 i o A B SE T 5 S A B
KEEIR : RIS T s Wt 5538 8% ; 45 s s 1
HES %S R285.5 XHERFRIAAG : A
DOI:10. 16333/]. 1001-6880. 2022. 6. 012

X E %S :1001-6880(2022)6-0996-10

8-0-Acetylharpagide induces apoptosis of colon cancer
HCT116 cells through Wnt signaling pathway

ZHOU Xing, YIN Qian,HUANG Rong,JIAN Bin, CAI Xiao-ming "

Innovation Lab of College of Basic Medicine ,North Sichuan Medical College ,Nanchong 637100 ,China

Abstract : In this study,we investigated the effect and molecular mechanism of 8-0-acetylharpagide in colon cancer. Human
colon cancer line HCT116 cell cycle was blocked in G1 phase after 8-O-acetylharpagide treatment. In addition,0.75 mmol/L
8-0-acetylharpagide significantly increased apoptosis of HCT116 cells. The whole transcriptome sequencing analysis showed
that 8-0-acetylharpagide caused a total of 1 921 up-regulated mRNAs and 2 208 down-regulated mRNAs in HCT116 cells,
and Wnt signaling pathway-related genes transcription level changed significantly. In cellular experiments in vitro ,8-0-acetyl-
harpagide treatment led to significant down-regulation of B-catenin, CyclinD1 ,Survivin, c-Myc and Bel-2 ,while significant up-
regulation of proapoptotic proteins Bax and cleaved-caspase3. Together, these results suggest that 8-O-acetylharpagide inhibit
the proliferation and induce apoptosis of colon cancer cells mainly through Wnt signaling pathway.
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