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Abstract: Objective To explore the possible mechanism of sesquiterpenes Chabranol effects on proliferation, cell cycle,apopto-
sis and autophagy of poorly differentiated gastric cancer BGC-823 cells and provide experimental basis for clinical anti-tumor thera-
py by application of Chabranol. Methods Methyl thiazolyl tetrazolium(MTT) was used to detect effects of Chabranol on prolifera-
tion of BGC-823 cells, flow cytometry was employed to measure cell cycle of BGC-823 cells, transmission electron microscope
(TEM) was employed to observe the subcellular structure of BGC-823 cells,and electrophoresis was used to detect apoptosis. Re-
sults Chabranol showed markedly inhibitory effect on BGC-823 cells proliferation with time- and dose-dependent. BGC-823 cells
were arrested at G,-S phase,and their apoptosis and autophagy were induced after Chabranol treatment. Conclusion Sesquiterpenes

Chabranol shows potential anti-tumor activity on BGC-823 cells which may becomes a new treatment of poorly differentiated gastric

cancer.
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L1 #5572k fLS % Chabranol i 22 2% Ui fE
AP P ERE RS E SR T . R B
Jifi BGC-823 Wy 4 HRBE [ i 4 Y 4l i & . % Chabranol f] —
& W (dimethyl sulfoxide, DMSO) ¥ f# J5 Bc #l &
40 000 pg/mLI A - 45 428 10 pL 203 AR A 6 F A fm A
RPMI 1640 ¥ 5% 5k , BC ) Ji i its (25 M 4R 2 .

1.2 4R KBt RJH RPMI 1640 85353 .76 5% CO, |
37 CHREE T Hi g BGC-823 1M, 40 s A% AR ISR T 0. 2520 Y
TR S Ak, 2 5 R 1< 10° /mL ) 40 M B R T
BN BT CO. WA R ak 8 1 55 .

1.3 Y A S 20k £ (methyl thiazolyl tetrazolium, MTT) &
Ao 00 2 L R R O B A BT BGC-823 4 Mifd L s At i
B S 310" /mL, I HUCEL A iUk 150 pL 350 T 96 FLAR
Bl A 200 pg/mL 100 pg/mL.50 pg/mL.25 pg/mL.
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12.5 pg/mL.6. 25 pg/mL.3. 125 pg/mL.1. 562 5 pg/mL,
0.781 25 pg/mL 1 0. 390 625 pg/mL ) Chabranol #1711 ,
B B B ¥ 57 5 AN AL R % 57 28 1k IR R R 4
I ENEE IR 24,48 & 72 h 5 . B ALIMA 5 mg/mL MTT 18 L.
ARBERG SR 4 ho DB LI A DMSO ¥ 200 pL,
E 490 nm Ak Y G5 EF (optical density, OD){E . ¥ DA | 5256 5
523 U VAN M 3 5 0 3% R B 04 ¥ (halfl maximal in-
hibitory concentration,ICs,) . 1Cs, 248 7 F 25 J5 17 1 W 20 i %1
> — 2 T 2 T T L A B A R R A R
9 40 R G B A R = (1 — b3 4 OD A /BH X iE 4] OD fED
X100% o, TCs 4% Bl K& 30 i i1 52 1g1C;, = Xm — I[P — (3 —
Pm—Pn) /4], Xm:lg £ K& 5 T: lg ChRe ) &2t /48 I 770 &) 5 P
T 28 2 Pon s S KA ] 2 5 P S/ N 26

14 340 AU I BGC-823 41 il JH Wi sk 2r  JHWR E R
4.5 pg/mLf¥ Chabranol X BGC-823 4 ffg #47 T 7,48 h JF ik
L T WA 40, o H 5 R 4 Chabranol  #i f9 X B 41
BGC-823 il (=1 X 10°) 43 5 i Ji 50 21 i & . L 1 000 r/
min B0 5 min J5§ R 3 5% 114 K (phosphate buffered solu-
tion, PBS) ¥ 2 it . NI 1) 704 288, T 4 CREid. 2
H A0/ PBS $E% 2 BR 2B, 2L 1 000 r/min B0 5 min,37
‘CTF#%E 30 min Jg #E47 312X 40 A0 A6 00 K 200 M 7 30 43 #r » e
WAL Hy 50 pg/mL ML N BE (propidium iodide, P,
1.5 & 5F B 7 B 8% (transmission electron microscopy,
TEM) Kz ill BGC-823 iy 41 fu ity B W Ay = A 4.5 pg/mL
& B 1Y Chabranol X BGC-823 4l fd #4751 11,48 h JF W dE & ad
T Fi i) BGC-823 4fl Jify M & 2 Chabranol T i 1) %F I 241 BGC-
823 4, L 1 000 r/min B0 5 min, £ 3% 1Y 1% — 1 [ 5 1t
10 g/ L (¥ DU 48 Ak 4 R 0 A7 )5 16158 B0 & M K L 3R SR
Ji A0 1R L O R L T TR 00 R R R R e £ T B S
TEM W5 7= B 42 Jo 08 1= 40 i 1) 8 e 45 44
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BAR O ANAK AL E O A0 BGC-823 £ g A [l W FE Y
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5.49 pg/mL, ANF#E ) Chabranol X} BGC-823 A= K ¥4 #
AR AT 24 h 5 40 4 58 57 30K [ A2 B 1 5% 0 5 7 100
pg/ LW BE TR 40 kG 56 40 ) ZR 358 8 50045 4 200 pg/mlL ik
BER .72 h (A0HI KK T 89% ., FEFESALAL 48.72 h 5. B
¥ A0 A Y 1Cs, #/NF 10 pg/mL, WL3& 1, Chabranol %5 BGC-
823 AL FE T . 5 B W A BoF (] B 5 o 4K R OC &R L A R) ok E T Y
F=47.607,P<0. 05, R [al i [a] ) F=192. 998, P<C0. 05,

2.2 FaANM AR BGC-823 4N A AR b 4 4.5 pg/
mL Chabranol T 48 h J5 i) BGC-823 4 ifd 55 & 25 T i ) %t

MR BGC-823 41 iy 40 Lt » S W1 41 Ay b B 2 & & MRk . |
(40. 6544, 53) %R 2 (30. 15E5.93) %, G, /G, HH 4l Jfl 1L 1] 2
SRR A B (58,2643, 79) % I FH & (65.83+5.57) %,
M Go /M B4 i Lo 5] 3 AR R A5 4k
x1 MTT %M E Chabranol ¥ BGC-823
AR 1ER (n=3)

21 i 48 A 40 ) 3R (0D

25 B (pg/mL)

24 h 48 h 72 h
200 0.57 0.83 0. 89
100 0.52 0.72 0.81
50 0.41 0.58 0. 67
25 0.22 0.54 0. 64
12.5 0.21 0.51 0. 62
6.25 0.16 0. 47 0.59
3.125 0.13 0.45 0. 49
1.562 5 0.12 0. 44 0.45
0.781 25 0.11 0.37 0. 45
X B2 0.00 0. 00 0. 00
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Ao P B B R 0 T A8 A 1 2R R T P T AR L A A
Sy L B AN 2 R TIR. RS
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M UKE 2.3 RIWBEAR AN BT A0 R A T R )F HESE T M AR
i .

B 1 BT 4 DNA BikE

R it

MTT A5 278 £ 21 i 4k & ¥ Chabranol xf AL 4316 B
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