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Abstract

This study is to investigate the antitumor activity of Liriope muscari baily saponins C. MTT, flow
cytometric analysis and western blotting were to used to detect the proliferation activity, apop-
tosis and autophagy of SGC 7901. The results showed that Liriope muscari baily saponins C can
inhibit cell proliferation, but it can induce autophagy, not apoptosis. Western blotting results
showed that Liriope muscari baily saponins C can induce autophagy marker protein expression
of Beclin-1 and make LC3-A become LC3-B. Therefore, this process is irrelevant to the apoptosis
for inhibiting the proliferation of SGC7901, but it may induce autophagy by inhibiting the clas-
sical signal pathway of Akt/mTOR.
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N BREHAMSGC7TIO LA TN R, FHitEE LIFELX BECHTUMREER RESFHEH . FAMTTRN
WAL RBEEEELER, SN EEAMRSGC701MEHE. AT KEW. SEERA, &
EFLBHCTMHIAREE, EHFRRESHARET, THES4EW, Western blottingl il 45 £ E
A EINFLABECH 5 H WA EEEABeclin- 17 A N X LC3-A%3 ALC3-B. Fit, GEILEXK
BECHH B R MSGC7I01M T fe SR T- LR, TAEIMHZLHEN HB/E S 3 EBKAK/mTOR
BEREREAER, NRERMEER.
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1. 518

B ARG E IR —. BETOVERRRE. KRR - 1N2HEB. ZLE. AFKERE.
B AR ) 1B R SO HE T 51— S8R KK T AR SRR BT UIESE, 0 e 2 M R 2% A 9
GBI TR AT B RE T, W T A R R SR AL T ARG, T ke 240 R 12 2 3 2 SR AT R
Wit BRI 2 —, R, e At g A% e B 1 e 40 5 S5 AR T RO LA DL A i He A 7 24
bR P 245 ) F AT B SR R M S B R S

E g2 AR SENIR T J5 R BL 2R 3 FhARRRst T, X MR A B AR A [1]: W AT LIS R b
AN A 47 B S H A B A D RE R AR A, iy L DR O AT A A SR ) A 2 . MR, IR i RT
A B WA HIAE B RS IR Z AR RO T 153 DA -

I RT470 IR 265 W) 1 A% 8 B AN IR 35 2R 2500 1 B IR 2 — s MR R BT R 2k e . IR, 94K
FETE T BT IO 258050 T R Be T R R X [2]. VS 2 RS R ) TS R Al
N EE, R ZRCRT LS 5 e 4 HepG2 T A W /IMA[3], 1 1 AZ 7 I ] LA 5 BN B0 e 4 i
EEHWESE . AN PRI N R, BATIRBIER, RO TR E S 2
RAF. HESEA Ry, BARG. AR STRSFGEEM[4]. h TOURETT Z 14 B A BRB U,
X S S IR FAT ARG (1097 38 AR 21K 2 A FL e R A 45 2 AL, F FU R W 22 & 2 il ] S180
PR AR AR A2, X /DN B R PR T AT — e RO P (5] A SR 2 Je et 0o 2 & 3% il ) i i
KRBT I ZE A BH C (K D)HABERIGUMEIEH, A SRS S A B 40 SGCT901 &4 H W (1
YRR By s AL, DA Bl PR S P B2 AR S At AT S0 4K 4
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Figure 1. The chemical structure of Liriope muscari baily saponins C
B 1 BELELZEH C hEEHR

2. MR55%E
2.1 SEEEMR

0.25% Tripsin-EDTA. RPMI-1640. Jia4-1fij&(3cE GIBCO). MTT (3£ Amresco). DMSO (¥
Formazan %% &) (70 [ _E i A2 24057 BR /A 7] 20120322); 3-MA. fE#E LIF X B C (Sigma A #);
Annexin V-FITC FT-#MAF & (G = KiAFIA F); Akt. p-Akt. Beclin-1 & LC3 %5—$i K& AH RN —Hi(Cell
Signaling Technology A ).

2.2. YHRRIEFE

B 4N A SGCT7901 Hi i i 2= 2Bt AL Ll 2= By A 0o SR == 5, FH 2 10% iR 248 17 1) RPMI1640 1577
F(E LSRR L-TTABIE & LT 1A R BR S 5 ) B 9%« OG0 2E K B4 it FH - 5256
2.3. MTT #&m

HOHUE KRR, DA% 5 x 10%/ml #R T 96 LG 7R, 5597 12 h 5, IS [FI9 B () 42
AT Co 24 h JEHEFFLINN 5 g/l MTT ¥ 10 pl, 4E£E3555 4 h, 2SN HEIFR 100 ul, 37°C
% 30 min, FHEGHRXAE 570 nm B AN EH OD fH, 2 A HEAIMIMHIZ: Mm% = (1 - %k
Y411 OD {E/XHHA4L OD 1) x 100%. Xf - WA Sehe, MIFEIMAKLE L2 4 HF C # 2 h B H A
WA 77 3-MA (5 mmol/l), LA FH[E .

2.4. IR 4

WSR2 4 221 2 A CAEF 24 h 1) B B 4H i SGC7901, #%H& Annexin V-FITC R T4 77 & i
A 44 e I 40 i1 (BD FACSCalibur, USA) 7 4B i - % .

2.5. Western Blotting #&3

WS 24 A L F 4 B CAEA 24 h (1 B E4IA SGC7901, PBS ¥t 2 ¥X(1000 r-min™, 5 min)J&, 434!
57 FH 20 B 2R Ak ) S AR A . B e B S 0 i 50 wg AR I EREZE PR, 95°C A8 10 min.
8% K N Mt IE-SDS B kG, FILHE R ANIRLT YRR I, S50 Ms Wkt P 5 AR I N A L ) —HTF —
P, FIEWEE 2h, TBST St 5 7%, FHK 10 min. B 22 &SGR G BN &b B A FFH R v
S ERRARAR

2.6. GHFESH
IS X + S F05, MR LLEN AT SPSS 13.0 Seit W kAT #4372 507 -
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3. &R
3.1 FELEZEFEE CXBEYH SGC7901 £ KA

B4 SGC7901 AR ZE R ZE LA 2H CEM 24 h 5, 200385 52 2) [F)F2 RS Hhdm ),
FFEFEMEYE, 1C50 Jy 6 mg/ml (B 2. 3£ 1). N HBEEHHIF 3-MA TR E A, "LV N RIE
FINFEA BT C i SGC7901 4N AU F F ke, B0k, $2miZ/E & W .

32 EELEZEEHE CHWBEYH SGC701 AT

Annexin V-FITC fill 25 R R W] . AR E L EZ42H C 4 24 h 5, HEAE SGC7901
FPET R GA MM T B2, 5 mg/ml, 10 mg/ml, 20 mg/ml 4525134 24 C/EH 24 h J5 4
JOPE T2 53 )44 (36.0 + 0.20)%, (35.2 +0.13)%, (23.7 £0.10)%, (F=0.713, P =0.571), I/R{EIZIZLK
B LELRE CIFAE T Bl SGC7901 K AR (1 3).

3.3. EELELEE CilEid AKUMTOR (5SS EKFSBEMM SGC7901 X4 HlE

2 BUG AL TR R G50 Hr 43 Beclin-1. LC3 Al B-Actin (IKEMY, LL B-Actin KA NS, Western
blotting £5 F& B, SxFREZAALL 10 mg/ml {52111 4 24F C /EH BJE4iM SGC7901 J5, HWEMRE
i Beclin-1 [k &4 T B2 (P < 0.05); 1M LC3-B (URIEIEAM L, IR LC3-A JRESA IEIL K
LC3-B, 1H4 W17 3-MA FELIT T PIBK/AKT/Beclin-1 il % 5, 7 LAiE: ik (150, (P <0.05), [A
i LC3-B fIANY 5%, #2/~x SGC7901 it LC3-B K EHME, Beclin-1 fl LC3-B 31k e 52 H) 402 1L
FART C IS, HT gl [ IS5 3-MA Wik, wlREATEE (L 22 A& B C AT DUIE I 48 11 4 4% B WA
KAG T T 7 SGCT7901 KA 1 EHME, AT 41 fu 3 5 (1] 4) o

Table 1. Liriope muscari baily saponins C inhibits cell growth of SGC7901
= 1 MTT SEMUE Lmbs C XF SGC7901 AYH5E 220

45 20 mg/ml 10 mg/ml 5 mg/ml 2.5 mg/ml 1C25 1C50 IC75

12h 55.35% 55.09% 23.31% 20.47% 2 6 17

24h 61.94% 63.91% 50.85% 31.2% 1.4 6 27

48 h 65.51% 63.53% 61.08% 23.58% 3 11 41
IC50

80+
o= ]2 (%) 12h
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Figure 2. Liriope muscari baily saponins C inhibits cell growth of SGC7901
2. MTT £ Lmbs C %f SGC7901 HIIEFE SN
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Figure 3. Liriope muscari baily saponins C induces cell apoptosis of SGC7901
3. Annexin V-FITC/PI SRR LA NE Lmbs C %t SGC7901 KA T-ZAIF/MNE

LC3-B

LC3
LC3-A

Beclin-1

B-Actin

Figure 4. Liriope muscari baily saponins C induces
LC3 and Beclin-1 protein expression of SGC7901

4. 10 mg/ml Lmbs C {EFF SGC7901 f§ Western
blotting 3%M7E beclin-1. LC3-A #1 LC3-B

4. Wi

H W5 A0S0 T TR R RIE A BE e ie, BEEAWTITETE, A AR H Bt gnRsET 1
WER o BRRIER 22 T 90 R B P B 24 S S 1 A P R i A R, SR 4 BRGAE, RE BT
JLFAE[6]. AWFFLERM, A LIFEL ST C ARSI B SGC7901 HAH/EH T &8 %ﬁt%a@
H E WEHIH15) 3-MA 7] DA F WA SSR A ERIE, W PSR R, s Y BE A A v R 2l
EWE =R 1, T B AR

W SR K L L /N R 2 TEEAE A S E W, PISK/AKYMTOR 15 538 B2 40 i A= g e 2
BRI 2 —[7], XU 73 B8 JELY H AR (IMTAP) TR A B EEAE A, R U# I Beclin-1 A LC3 & H 2
TERL AP B 56 Hh 253845 . T 3E— D I B A0 L 22 A8 1 C i 5 B 4EM SGC7901 & A R I 43 F AL
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#il, X AKt/mTOR 15 5 i@ i tf—Le G R (AT T E . SRIRsE BRI, MELEL BT CHIEWRLE
I Akt J H R I mTOR BRI, JF B iR%(5 538K Beclin-1 (RIE, R ELFELEEC
A AKUMTOR 15 S B OB 8 A iE 4. B WRIDHIR 3-MA #2222 A 24 C S B WS I
A5 AR EK R, EAR Beclin-1 [F3RiAM/>, (HAI LC3-A RN LC3-B MFREHEm, $onmEl#
AR C EFM BN SGCT7901 H W ml A& H ™ A B /F F 10 E ZEE R . TSk W SR A,
AKY/MTOR {55 18 B2 DR 290t R I — /N TESE 5, TR A2 1L 2 A B C @l i AKUmTOR 55
TP AR E WA M P B 4E i SGCT901 FEH, X FRAE T AT L A BT C HUMIE/E 4 L,
A 2D 5T S8 TG RFR A T S0 0 H A B i BR Al

E&WE

BERg R RS A AR E A, (WH% 5 : WK2016F08).
ZREEEFR AN, (WH%S: KI2017A261).
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