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ABSTRACT Objective: To explore Lupeol-mediated mouse double microgene 2 (MDM2)-p53 pathway affects the biological
behavior of gastric cancer cells and related mechanisms. Methods: Gastric cancer mouse MFC cell lines in logarithmic growth phase were
randomly divided into three groups-control group, experiment 1 group and experiment 2 group. experiment 1 group and experiment 2
group were given 10 mg/L and 20 mg/L lupin alcohol treatment.The control group were treated with an equal volume of 1x phosphate
buffer. Compare the cell proliferation, apoptosis, migration and invasion of the three groups of MFC cells, and the expression of
MDM2-p53 pathway protein. Results: At 6 h and 12 h after cell treatment, the relative expression levels of cell proliferation index, cell
migration and invasion index, and MDM2 protein in experimental group 1 and experimental group 2 were significantly lower than the
control group, and the experimental group 2 were also lower than experimental group 1, compared the differences all have statistical
significance (P<0.05). At 6 h and 12 h after cell treatment, the relative expression levels of apoptosis index and p53 protein in the
experimental group 1 and experimental group 2 were significantly higher than those in the control group, and the experimental group 2
were also higher than that in experimental group 1, compared the differences were statistically significant (P<0.05). Conclusion: Lupeol
can promote the expression of p53 protein and inhibit the expression of MDM2 protein in gastric cancer cells, thereby promote apoptosis,
inhibiting the proliferation, invasion and metastasis of gastric cancer in dose-dependent manner.
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1.3 MTT &6 40 fa 1 58

A X IO £ B ) B BR ZE I B (5% 10° A /mL), Jilt 200 L
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1.4 F A ZER A T

THEEAL RS R AEREIR Bl 1x10° A4S /mL, 35 13, AU

EYiE. A 400 pL 1 xBinding Buffer+5 wL AnnexinV-FITC
HERIRSIHMM, ZEEEEE 15 min, FHIDA 10 pL PTYL A,
IRAERDEIFE 5 min, R ARSI TH A T840
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0.4 %45 s = IR YL 4 15~30 min, PRI E -, 356 WEEIF:
A MLER AR ERA AN M2, DL 2x10° 4 i 2 5 42
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TS R IR 15~30 min, PPERT RS 5 ISR IR
AARZEREL
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Western blot £, #6404 AT B-Actin $T MDM2 Hi ik Hi
p53 Bk BEGE AT KR, 105 H B AR Rk
1.3~1.6 LRI ER 3 W BT,

1.7 St AiE

J7JH SPSS 22.00, LA (oas )RR LB THEHR , X AT 4G
5, Z2 a0t L FHEL N 3R 5 22 04, L 0=0.05 1E g fa Bk o,
P<0.05 H gt X

2 R

2.1 ¢HREIETEIEHIRTEL
HIALEEJS 6 h 5 12 h, 5256 1 405505 2 410 40 Ha 14 7
BAE A X B, 9086 2 AR TS558 1 4H(P<<0.05),
WJ%% 10
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Table 1 Comparison of proliferation index at different time points after treatment of three groups of cells (%, x+s)

Groups n 6h 12h
Experiment 2 3 42.55+4.55%* 53.14£6.03**
Experiment 1 3 61.07+6.21%* 71.12+7.12%
Control group 3 89.11+6.18 91.17+8.12

F 14.092 12.045
P 0.000 0.000

Note: Compared with the control group, *PP<<0.05; compared with the experimental 1, “P<<0.05, the same below.

2.2 AT ISETLE

YIHIALFESS 6 h 5 12 h, 5256 1 405505 2 4R T
B S T R AL, S0 2 A T 1 41(P<<0.05), UL
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BB PRSP X1 BRAL, pS3 2R A Feb A 5 T
TEZH(P<<0.05), 5% 4,

3 e

R A R T R e T e R, R LA T R4
TRIT AL B M 5 R AR S R R
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& 2 ZHMMANIE 5 R [E B 18] s B TR X EE (%, ws)

Table 2 Comparison of apoptosis index at different time points after treatment of three groups of cells (%, x=s)

Groups n 6h 12h
Experiment 2 3 42.58+1.49% 48.29+1.48*"
Experiment 1 3 33.21+1.22% 35.32+1.77*
Control group 3 2.60+0.14 3.45+0.44

F 14.583 12.013
P 0.000 0.000
3 ZHEMIER SR EIRETE (%, vt5)
Table 3 Comparison of cells migration and invasion indexes of three groups (%, xs)
Cell migration index Cell invasion index
Groups n
6h 12h 6h 12h
Experiment 2 3 6.77+1.30** 8.92+1.22% 4.99+1.03* 9.02+1.44%**
Experiment 1 3 14.20+1.48* 19.72+1.15% 11.38+1.14* 12.48+1.57*
Control group 3 24.98+3.18 28.99+2.57 22.01£2.57 23.00+3.15
F 9.483 8.474 12.030 10.001
P 0.002 0.008 0.000 0.001

R 4 =AML A B iE] s A9 MDM2 ., p53 B B RIEXT b (ves)

Table 4 Comparison of MDM2 and p53 protein expression at different time points after treatment of three groups of cells (vzs)

MDM2 p53
Groups n
6h 2h 6h 12h

Experiment 2 3 0.65+0.11** 0.48+0.12* 5.62+0.45* 6.49+0.44**
Experiment 1 3 2.78+0.12* 3.20+0.14* 2.46+0.13* 3.00+0.14*
Control group 3 3.91+0.14 4.00+0.15 0.89+0.11 0.76+0.09

F 7.933 10.943 12.033 11.887

P 0.011 0.000 0.000 0.000
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