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FABRAF), RPMI-1640 1% 55 35 1 8 (A i 6 1 35
[ GIBCO BRL A F] ( #75: C11875500 ,25200056 ) ,
BG4 M98 W B L 431 Biological Industries 23 7] (5%
+5:04-001-1ACS) , £ 45%6 8 M (neural cadherin,
n-cadherin) | Vimentin , Bel-2 A% X & H (Bel-2-as-
sociated X protein, Bax) B 4 il bk B0/ F1 L9 - 2
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Fig.1 Alo inhibited the proliferation of gastric cancer cells

A, B: HGC-27 and AGS cell viability detected by CCK-8 assay; C — F; Cell proliferation detected by colony formation assay and quantification

chart; P <0.05, """ P<0.01, "**P<0.001 vs 0 pmol/L Alo group.
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BEZH AH 1, 100,200 pmol/L Alo il HGC-27 Hi
AGS A2 28RE 1 (P <0.01, n=3), JFH, K
F Alo HeFE FHE , HGC-27 1 AGS 41 il i 1= 722 RE 1
BWAR, Z A SITEE L (P <0.01, n=3),
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Alo AbFH 24 h J5 , Western blot #6104 2H 8 7= FH < 25
FI 3k, 4550 5A - 5D s, S ERAAR I,
100,200 wmol/L Alo ZbBEANIE 5 Bax Bk I
P, Bel-2 FIFIEN R (P <0.01, n=3), R
T HEFE A SEHE 9 PCNA, 7 Alo 4bFHJS PCNA
FIFAREMK (P <0.01, n=3), LI 4553 Alo
APRJEHNE] GC A 3G A, e s L T, Bl S iE—
AR T EMT #8368 9 N-cadherin . Vimentin {38
ik, X HRZA AR L, FLAE 100,200 wmol/L Alo b3 ZH
P B R A s AR (P <0.01, n=3), &
Alo fiE#E GC 4L JA T M HIG 5 T MRZE, 5
Y Fe AR R —
2.6 Alo X B % HGC-27 #1 AGS ZHff Hippo i %
g DL ESEIG R, Alo AT LI S GC )
AHESE R, L, HE— SR W ALE, W
6A —6D /R, Western blot 45 5 7, 5 X} FE 41 4
t,100 200 wmol/L Alo ZbFRAH A f5 TAZ & H/KF
B EAG, BEIR 1L Yes A5G HH ( phosphorylated yes-
associated protein, p-YAP) A LATS1/2 7K i 338
(P <0.01, n=3),#&/~ Alo AT LLE L 185 Hippo
3 ) A ) S R R

B2 Alo Rt B EMMEEAT

Fig.2 Alo promoted the apoptosis of gastric cancer cells

A =D Apoptosis detected by flow cytometry apoptosis assay and quantification chart; * P <0. 05,
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FEETP<0.000 1 vs 0 pmol/L Alo group.



FMBERKFFE® Acta Universitatis Medicinalis Anhui 2025 Oct;60(10) - 1861 -

Oh

24 h

48 h

Oh

24 h

48 h

HGC-27

AGS

HGC-27 (umol/L) B
0 100 200
150 HGC-27
S
g 100}
5
2 *k
5} EX T
z 50t
?
iG]
Q
0
0 100 200
Alo (umol/L)
D
1501 AGS
S
s 100f *
=] *3k
o)
o
0 100 200 s
Q
Q
0
0 100 200
Alo (umol/L)
F
600 HGC-27
5]
Na)
g
2 400+
% sksk
Q
=]
2
‘é' 2001 sesk sk ok
&b
=
00 100 200
Alo (umol/L)
G
0 pmol/L 100 pmol/L 200 pmol/L 600 AGS
2
g
E400F
E kk
Q
g
2
= 200
=
=% 100 200
Alo (umol/L)

El3 Alo ME BrEMHMmTHaE

Fig.3 Alo inhibited the migration ability of gastric cancer cells

A —D:Cell migration detected by scratch assay and quantification chart x40;E — G ; Cell migration detected by Transwell migration assay and quanti-

fication chart x100; * P <0.05," *P<0.01,"**P<0.001,"***P<0.000 1 vs 0 wmol/L Alo group.
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Fig.4 Alo inhibited the invasion ability of gastric cancer cells
A - C:Cell invasion detected by Transwell invasion assay and quantification chart x100; **** P <0.000 1 »s 0 pmol/L Alo group.
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Fig.5 The effects of Alo on the proliferation, apoptosis of gastric cancer cells and the expression of EMT protein in gastric cancer cells

A - D Proliferation, apoptosis, migration proteins detected by Western blot assay and quantification chart; * P <0.05,"* P <0.01,"* " P <

0.001, ****P<0.000 1 vs 0 wmol/L Alo group.
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Fig.6 The effects of Alo on protein expression
in Hippo pathway in gastric cancer cells
A -D:p-YAP, LATS1/2 and TAZ proteins detected by Western blot
assay and their quantification charts; * P <0.05,** P <0.01," " " P<

0.001, ****P<0.000 1 vs 0 pmol/L Alo group.
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Aloperine inhibits the malignant progression of
gastric cancer cells by modulating the Hippo pathway

2
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Abstract Objective To investigate the effect of aloperine ( Alo) on the proliferation, migration and invasion of
gastric cancer cells. Methods Human gastric cancer cell lines HGC-27 and AGS were treated with 0, 100, and
200 pmol/L Alo. CCK-8 was used to detect cell viability. Colony formation assay was used to detect cell prolifera-
tion. Flow cytometry was used to detect apoptosis. Scratch and Transwell migration assays were used to detect cell
migration. Transwell invasion assay was used to detect cell invasion. Western blot was used to detect the expression
of proteins related to proliferation, apoptosis, migration, invasion and Hippo pathway. Results = Compared with
the control group, the cell viability, number of colony formation, cell migration and invasion were significantly re-
duced after 100 and 200 pwmol/L Alo treatment, and the apoptosis rate significantly increased (P <0.05). Addi-
tionally, the expressions of proliferating cell nuclear antigen (PCNA) , B-cell lymphoma/leukemia-2 protein ( Bel-
2), neural cadherin ( N-cadherin), Vimentin, and transcriptional co-activator with PDZ-binding motif ( TAZ)
were significantly reduced, whereas the expressions of Bcl-2-associated X protein ( Bax) , phosphorylated yes-asso-
ciated protein (p-YAP) , and large tumor suppressor 1/2 (LATS1/2) significantly increased (P <0.05). Conclu-
sion  Alo inhibits the proliferation, migration and invasion of gastric cancer cells HGC-27 and AGS by regulating
the Hippo signaling pathway.
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