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[(FZE] B U0 H R B8 i 4 2 < A 300 V8 T R X 40 i 08 T i 82 i . 75 3% < Eca9706 4H 45 7 T 96 fL
Mo, &AL 10" A 4IHE/100 W, 3537 24 h WERE 50 SIS 2 5] R B H 50 R /O 3% 35 1 100 L, J9R Ik JEE 43 51 Ok 95,114,138,
166,200 mg-L ™", 55 5 xf BEFL (045 353 100 L 15 %5 % 265 4 %5 B 1) DMSO) 2388 8 A& L. ANAEE 9% 48 h, MTT 34
HRE R R X B 9 Al Eca9706 36 5 1440w, R A0 4SRNSO S R R WA A I A M T . 45 SR 1 7E 95 ~ 200 mg-
L' 5 fh e S H BV IR A A 2540 ) Eca9706 41 g 3% 5, HL 5250 B KB, (P <0.05), 83,108,133 mg-L ™" Ay H & vt 2 15
Eca9706 4 /it 48 h, 4 i 54 1= S W] 3G, 5 R L, 22 F A G L (P <0.01) o 306 34 WG T X B 4 2 i i
S uet, LRI T, H R R AR AL A0 B R 6 5k Ok B R T, AT, &g
UL VT e S8 15 T A0 M T X £ R Eca9706 2 g 6 A 40 i 4R A .
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[ Abstract ] Objective: To study the effect of glycyrrhetinic acid on growth and apoptosis of human
esophageal carcinoma cell. Method: Eca9706 cells were inoculated in 96-well plates, and 1 x 10* cells per hole.
Cultured for 24 h 100 pL the culture medium containing different concentrations of glycyrrhetinic acid was added
respectively, the concentration was 95, 114, 138, 166, 200 mg -L~'. Inhibitive effect of glycyrrhetinic acid on
proliferation of esophageal carcinom Eca9706 cells was detected by MTT assay, and cell apoptosis was detected by
flow cytometer and confocal laser scanning microscope. Result: In the range of 95-200 mg L', glycyrrhetinic
acid with various concentrations effectively inhibited the proliferation of Eca9706 cells in dose dependent manner
(P <0.05). Compared with the control group, glycyrrhetinic acid in a concentration of 83, 108, 133 mg -L "'
significantly increased the apoptosis rate of Eca9706 cells in 48 h (P <0.01). The confocal laser scanning
microscopewas used to observe cell membrane, for control group showed green fluorescence, which may be at the
early apoptotic stage; cell membrane indicated green fluorescence and nuclearwith red fluorescence after
glycyrrhetinic acid treatment, which was at early and late apoptosis. Conclusion: Glycyrrhetinic acid could
significantly inhibit the proliferation of Eca9706 cells through regulating cell apoptosis.
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Rk UTAE SR X H R R BB RN R A,
R HR TR B T 4% 40 1 1k W g BT 48 BTt 3
Pt 0 BT SR A, X AR Z2 Bl b e 4n i 4k 1
LR PSS AN TR N R e A o S
VE o A e B R X £ A R N A K A A AR
A D % HL T R 0 8 B0 AL IR R T R . A WIS
WLZEH R R B I AN R Eca9706 40 i AE K i
FRIAE T, BT AT Be A AR AL, A 248 o v i IR
IR IT PR AL SRR
1 ##
L1 gtk B4 e A i bk Eca9706 i F
S 22 BE A AR WS O PR AE
L2 25950 HRRER (RUHR 2 W As A= R4
AR AL S MUST-13071705, 43 1 =, C30H4604,
AEXS 73 it 470.69) L4 20 mg H E KR T 1 mL
i — H 3L AR (DMSO) H, it i 20 g+ L™ i 7 4k B
MTT F1 JiE i (% &k £ A 7, it 5 T1320-100 ),
RPMI1640 15573 (K & £ A A, it 45 31800-500) , Jii
A= I (BTN PO 295 28 AL dik 5 121005) , Annexin V-
FITC/PL i TR & (WUEAE Y 28 | L iS5 KGA107) .
1.3 &% FVI1000S-LX81 I ot 4t J 48 W il 58
( HA,Olympus) , BioMate-5 %42 4p 735606 & 1+ (3£
[# , Thermo 2\ %] ), Heraeus %I 40 )T % 35 48 (1% [
Kendro) , Axiover 25 %I 5] & &} ff{ 5 ( ZESS) , SG-603
RUE Y42 446 (35 [E Baker) , ELx800 Y g b A% ( 55
[# Bio-tek ), FACS Calibur Flow Cytometre %I i =0 41
JAL(BD A7) .
2 Hik
2.1 Mg A 10% a4 i3 i RPMI 1640
REFEW, F 37 °C 5% CO, (A W46 v ¥ 32 40 0, 4
2 ~3 dfEAR 1 Wk, BOG B4 K A 40 B 1 TS0 56
2.2 Ky I H R R X 4H M B Al % Eca9706 2
Jfo3 i F 96 FLAR, BEFL 1 x 10° A4 iE/100 wL, &5
F7 24 h WERE 3525 BE IR, 40 0 A S AN ) ok R
TR IR B K5 32 W 100 wL, it B ¥R 5 o0 95,114,138,
166,200 mg-L ™", 55 ¥ % BEFL (0 15 35 % 100 wL An
SRR DMSO) , B3 8 N E L. 4
Rt 48 h )i , fLIMA S g-L™" MTT ¥ 15 wL,4k4k
Fige 4 h ek B, BALIA DMSO 150 pL, 224k
i J5 FH B A5 AU A T, 570/630 nm 4b ] 4% L 0% S
(A) IR, TR 4R,

Y0 oA A = (R HEZL A — SRR A) /3G HELL A x 100%
2.3 WM Z5WA/E S A T B Eca9706
MM AL 1 x 10°/mL 4 %5 B 2 b T 455 35 L, B

7% 24 h Jg A& AN [ o & vk R H R IR /Y RPMI
1640 F5 W, X BN B R W S5 259 5 2= 1
DMSO, 4 il % 5% 48 h J5, A & & Z & W 2
(EDTA) i iR A 78 Ak, W SE 2,4 °C PBS ¥, B0 I
82 E01 x 107 AN T 5 N4 b, s & W Buffer
FEAN L, SR J5 /i1 Annexin V-FITC, 385 10 min,
i =X ML AR AT AR I, SR Cellquest 4514 4R B £k
i, Modfit LM #4473 Hrdicdl . B4 4 ks .

2.4 WMEAYER G HMIE S Eca9706 4
Mt A FL 1 x 10°/mL (1% B 3 Fp THOBIL R E L
B NG SR LA, 5555 24 h J5 A& A [ vk B2
TR IR ) RPMI 1640 552, X BRZH N BE 2 W 5 %
fif 254 5 B 1) DMSO, 41 i 15 5% 48 h )5, W & 85 5%
W, H PBS ¥E 2 3, SR J5 I 500 pL @9 Buffer, SR f5 5
pwL #Y Annexin V-FITC, ##5% 10 min, J5 i PI 5% 5
min, Olympus FV1000 # # ¢ 3 5 M 3 17 & 0,
Viewer B0 1718 F o

2.5 Giitseabs W SPSS 17.0 et it it &
TORL x x5 Fon #0477 20 A AR H 0 A, P <
0.05 MAGI¥E L,

3 #R

3.1 HEREEXT Ecad706 4 Jid 14 5 i 4 il /&
N TR e B 1 H 25 YR g X Eca9706 41 AT 5 [ B
(R S VR T, 52 700 S AR 1 | AT O 25 40 M, 25
FAGITEE L (P <0.05), WIF5H kG R =
0.942,Y =0.562X —9.478 A i 4 % 1 15 1C,, N
108.539 mg-L, L 1,

1 HEXBX A EE Ecad706 fHiEH 48 h F R M & =
(x£s,n=4)

Table 1 Inhibition rate of Eca9706 cells by glycyrrhetinic acid after
48 h(x ts,n=4)

415 J e S /mg- L 4 3% /A Ml 2/ %
H R 200 0. 070 0. 009% 96.47
166 0. 137 £0. 054" 93.11
138 0.639 0. 128% 67.79
114 0.941 £0.021" 52.55
95 1.151 £0.037" 41.96
it 1 - 1.984 +0.119 -

S R4 P <0.05,YP<0.01(£2[[),

3.2 HHROKIRX Ecad706 H# T-HIME HIH FIK
Mg K 3 AN B AR T T Eca9706 41 i 48 h
Ja 50 B LR, 20 A T AR B R, 25 S BA
Gt X (P <0.01), %2,
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R2 AEREHERBALERRER Ecad706 4 H & H T F R 4 itig

(es,n=4) ] A A/ SR 247 A7 41 T8 H B U Xk 22 i e 240 i
Table 2 Apoptotic rate of Eca9706 cells by glycyrrhetinic acid(x + ﬁﬁﬁ&iﬂj [4:5] 1E| lﬂj ﬂim H_ $ W\MXT’Q%F élﬂﬂ@
H o HE IR (Wt . v 4

s,n=4) P AN Sfe
_ R . W 35 5204750 80 2490 O 2 20 My
- TR e Hor AEPEIRIR 009 7 3% AR MTT 359 5 4
X e - . +0. — N [ETONN YNUN W =
sk i 83 5.38 +1.322 %Em,xﬁiﬁgﬁﬂﬁﬁﬁﬁﬁﬁﬂmﬂﬂﬁ%%
108 11.99 +2.80% Eca9706 20 Bt ss , H EA %) 2 4K # M |, 25 4 vk BE
133 16. 85 +0.77% o R

i 988 4 B A7 6 JE 0T 1 2 A S Ao A% L ok
I 08 T S R 0 i ) E LR AE T L S T HE—
5 B Y 400+ 200 P A= K i AL, AR BF 5 O =X
20 AR A I T R R R B i Eca9706 1 I T
s o B BOE IR AW T T /M, 25 R
R H B R R BE 1A S Eca9706 41 i S yH T, H B4
R, RPHERRESHRETZmAR
9 Eca9706 il A= 4, BAR 1) 53 F LA R E—
ST

83,108 mg - L' [y H ¥ ik 4b #1848 h J5 (1)
Eca9706 4l 1% PI 1 Annexin V-FITC Y @& 75806
IR WU R, AR S O R AR B Y R T
FRAE, RIAIRTRAS /N, 2RI, 20 M A% 224 i A e B
FRAE PR T /M Xk BRZH 240 M R A £ 9O, 1 W DL R
W T R 3, W R R OR v AR i 2 20 M AR R £
APt 2 UL AT R T, A
JHT . BEAE 25U BE 38, A TR AR SR B R B
HE1),
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