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Abstract

AIM: To investigate the effect of isoliquiritigenin
(ISL) on the apoptosis of human gastric carcinoma
SGC7901 cells and to explore the possible
mechanism involved.

METHODS: SGC7901 cells in logarithmic
growth phase were divided into a control
group and an ISL group. After cells were
treated with different concentrations of ISL
for different durations, cell proliferation was
assessed by MTT assay, apoptosis of SGC7901
cells was assessed by flow cytometry, and the
expression of Bax, Akt, and P-Akt was tested
by Western blot.

RESULTS: The proliferation of SGC7901 cells
could not be inhibited by 10 pmol/L ISL, but
was significantly inhibited by 25 pmol/L,
50 umol/L, and 100 umol/L ISL, and the
inhibitory effect was concentration- and time-
dependent. Compared with the control group
(3.23% £ 0.45%), the apoptosis rates of cells
treated with 25 pmol/L (6.13% £ 0.61%), 50
umol/L (11.70% £ 0.75%), and 100 pmol/L ISL
(26.60% £ 1.51%) significantly increased (P <
0.05). The expression level of P-Akt decreased
gradually and Bax increased gradually with
the increase of the ISL concentration (P < 0.05).
There was no statistically significant difference
between groups in the expression level of Akt
protein.

CONCLUSION: ISL can significantly induce
the apoptosis of SGC7901 cells, possibly via
mechanisms related to downregulation of the
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expression of signal transduction pathways
protein PI3K/AKT and upregulation of its
downstream protein Bax.
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BHY: 47 BF 7+ H £ & (isoliquiritigenin,
ISL)*+ A B #SGC7901 48 fen 8 =i 51 A 49
HrR, FFIRIHE TR P R G AR A
B2 % B (protein kinase B, Akt). #Ez AL Akt(P-
Akt BT #8  @ Bax A K 49 4L,

Fik: BOTHAKRBAF BESGCT01 28 it 4
A5, ISLSEIR4, 355724, 48, 72 h/E
ZAMTT 5 Bt 1S Lxt2m fi A K 64 Fp4)
N, BRIGHFRGWREFAE R R, &
F AR am A A ) B 28 40 e R T oL, R R
Western blotix4m) 78 =i *F & & Bax. Akt
FaP-Akt#l &k

58 10 umol/L ISLR A7 4] § J% 4m it bk
SGC7901#5 4 %, ™25, 50, 100 pmol/L
ISLTRA 244 3 A K, H 28 JE Fo ik B
IR, 5t = %3.23%+£0.45%
e, 25 pmol/L2A(6.13%+0.61%). 50
pumol/L#A(11.70%+0.75%)« 100 pmol/LA
(26.60% + 1.51%) 8 = F3& %7 3 3 (P<0.05).
FMISLK JE 6938 An, P-Akt& & K ik K P2
H AR, AT & G Bax & A K TR H G e
(34P<0.05), & AMAKtE O KT £ZF LA
it F &L

it ISLAL# 5 FSGCT7901 i A =, &
M THe 5 FEPI3K/AKTAE 5 46§88 %
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HEEEEThermoA #]), 0.25%B 5 (K. i
M f# M (SolarbioA A], HH), BEMEE(MTT,
Promega/A ), 3£[E). AnnexinV-FITC/PIX{ 4%
il ok e ol Rl g [N S REa e B 32 s Y/ /Al
JHTAT B O Bax Pk (—H0) AktdriRFIw
FR AL 2R 11 B (P- Ak ) P (— 1)l E 5
AbcamA F]; BUREEFRIC K L E P RIgG(Z )
W B AC I A S AE AR B IR A 7], BCA
B R S R S RAEYIH
RERAT; NZGAPDHIA H LM B =L
BHHRAR. COEF#M HThermo Fisher
Scientific/A & (HERAcell 150i, 35 [H); £ ThAgHg
PRI H Molecular DevicesA F](SpectraMax
M2, EH); CUNXBEGAUE B SR A
2875 FR 22 7] (ChemiScope 3500 Mini); 37 204 ffd
{31 E BD Pharmingen 2 7] (3£ ).

12 F ik

1.2.1 ZmfesEdc: SGCT901 4 LL & 10%05 4 1
JEMIRPMI 1640357787637 'C. 50 mL/L CO,
HIEE TR LR R, 82-3 dH0.25% 1R E
FIEEE AL AR, BO AR KA M T 5250
1.2.2 MTT %% BUHUAE KA B ESGC7901
Y, 0.25%EERGTH AL, F4HREE FR (5 10%
G2 IME R PMI 164055 77#38) /%1 X 10°/mL
B B B T 96 LA, FFL100 pL, T
37 C 50 mL/L CO, S MRIEE 214 T 85 97
12 h. SE56 10 HE A (IE 5 4 A 5 777K, ISLSESE
HISLIE T AMMEE TR, BEIRIKFE 53 110,
25, 50, 100 pmol/L), FFLH4MNEZ FL. 12 hJF ¥
S IEZH 4 100 w3 5% 3590, ISLIRat 4l
Y MR TR e 1100 WLAH RN FE IRTS LS 77
W AR TR24. 48, 72 hiE, WEETRI, &
FLIIAMTT(S g/L)20 uL, 4k4:85774 h, /MOl
% FJZAA, IIDMSO#-120 pL, #%% 10 min, fff
SEEH RO IR, FERERRX 490 nmAEIO
FEAA. THEA A KK % = (I ZHAE-
S ALA (R )5 IR LA E X 100%. I BlissiZit
S HAM IR FE(1C50).

1.2.3 Annexin V -FITC/PIA 32 s&46m) 4m feL 08 =
F13.5 emBF IR MR 1 X 10°AN b T 06 £ A= K 1A
ISGC790141J#e, 37 ‘C. 50 mL/L CO,¥ & 24
hfg, FFEE S, INNISLA# H K 25, 50,
100 pmol/L. fFZ5#/EH T-SGCT790141/f124 h
J&, WAL 250, 77 FIEWR, FH4 CHA T
PBSWHE2IK, Bl 3 EEW, 1 X &%
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T S, FFIRETIR S, IS uL Annexin V
-FITCAI10 puL P13 (20 mg/L), &30 min.
i DR et i, o8 P I A AR S s SR AR A . S
WEE3IX.
1.2.4 Western blotiE# M Bax. Aktf=P-Akt#)
Kk YR£E25. 50, 100 umol/LIYISLANH(K
SGC-7901 41 L A1 xct HE AL 40, INA100 nLFA
(20 M 22 A, VK T 2430 min, JREUE R A, K
HEZ RBCARE RN & ol & T EA
ER. WMWK, BRE, BT EAREIK, K5
B B IONARPTAAKL(L © 1000). TPt A
P-Akt(1 : 5000). fpt ABax(1 : 1000), 4 CHF
B FEeid s B AR B AR 10 0 L
P IgG( : 5000), F37 CREKEE2 h. H
CLINXBR G R, AN E R 3IR, BT
Y. L.GAPDHAZ MR, SLIREAH R %40 T &
23R,

it LI Dimean+ SDE IR,
KHSPSS19.048 1t 3 A 4 A kAT FL R 3R 07 22
TR 2R R 22 e, 2 E IR L SD-rk
5%, P<0.0S A ZE R A g2 e X

2 BR

2.1 ISLAAF 7 ta Bk SGCT7901 89 4 K Fp 4 15
JA 10 pmol/L ISLANREAMHI] B i 4 ik SGC7901
K, 25 50+ 100 wmol/L ISLAJ i 111t
B ANk SGCTo01 At A K, Bl 254k
[I3E N, FEADHIE F 2 5 (3#41P<0.05), HISL
Xt B 4IRS GC 7901 fy A= KA/ I Bt
) S %, 24, 48, 72 hFHLICS501EH 75
60.81 53.95. 41.39 pmol/L(F1). fk#ELLE
SERL 25, 50 100 umol/LIYISLA] T et
SEES, VR IA] 424 h.

2.2 ISLAZ#SGC79014a fL A == SGC790141 )i
THTAEAFIRFEISLT- 1124 hiG, S5t HR4LAH
bb, 4HMYE T bl B 3N, X HRZH K225, 50,
100 wmol/L TS LY 148 i Fr of 1) b5 43 31
HN3.23%+0.45%. 6.13%+0.61%- 11.70% =+
0.75%- 26.60%=*1.51%, ZFHF I EENEF =
378.787, P<0.05)(F&1).

2.3 ISL*TAkt. P-Akt. Bax%& & K-F#y#vh &
HIMAktE H/KFZR LG E L SR
AR, ARREEISL AT B2 FFRSGCT7901 4
HIP-Akt. Bax# /KT, HBE 2590 FE (139,
P-Akt. Bax# F/K P& AR, 2H 18] £ H i
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R 1 ISLABESGC-79014BIRIAERINEWER (7 = 4)

Almean + SD) HOHIZR(%)
nE 24 h 48 h 72h 24 h 48 h 72h
WRA 0.964 +0.042 1.5619+0.061 2.277 +0.826 = = =
10 umol/LZH 0.907 +0.007 1.456 £0.115 2.220+0.107 = = =
25 pmol/LZ8 0.752 +0.015% 1.052 £0.101" 1.474 +0.058" 21.9 30.7 35.2
50 pmol/LZR 0.547 +0.073%° 0.799 + 0.087°* 0.856 + 0.060™" 432 47.4 62.4
100 pmol/LZH 0.392 +0.017° 0.537 +0.092°" 0.428+0.018" 59.4 64.6 81.2

°P<0.05, "P<0.01 vs YHBA; P<0.05, °P<0.01 vs 10 umol/LZE; °P<0.05, P<0.01 vs 25 umol/L4H; °P<0.05, "P<0.01 vs 50

umol/L4R. ISL: RHEXR.

&R 2 ANEREISLXYSGC79014@IBAkKt, P-Akt, BaxZRAHISZIE (mean +SD, /7 = 3)

paxcl Akt P-Akt Bax
WiRA 0.626 + 0.004 0.576 +0.012 0.217+0.018
25 umol/LZH 0.648+0.145 0.436+0.014° 0.355 +0.020°
50 umol/LZ8 0.649 +0.003 0.348 + 0.026 0.446 +0.017*
100 pmol/LR 0.638+0.017 0.224 +0.028° 0.585 + 0.006"*

P<0.05, *P<0.01 vs IIBLE; °P<0.05, P<0.01 vs 25 umol/LZH; °P<0.05, 'P<0.01 vs 50

umol/L4H. ISL: SHER.

= S i L(3P<0.05)(%2, K2).
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