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W OE ESE5EM: IRER, RHEZ (PT) ATl 2 ol om ass s . 8. 8 Ko A5 AR
SR AL (HCC) MfERBF gD . Ik, ARBFSEHIT PT XHASN 35 10 HCC 40 A 92817k
FHFE HCC 405 PE b (GEM) b7 SBUBME i 52, IR/ AL o
% : CCK-8 ¥4 PT . GEM Xt HCC ZH M #k Huh7 . SMMC-7721 X HepG2 £ Jifd 58 i 40 1 /E 5 AR 4
CCK-8 L gw 45, HEAEM HCC Atk S5k B TRt st s 23 5 H GEM (GEM 41) |
PT (PTZ4l). GEME:LE PT (GEM+PT4) . Wnt/B-catenin {5 5 38 #4101 ] 77 FH535 (FH5354H) 4b PR HCC
YA, DAB Al BT SR 0 A0 M D it R AL, SRS v i R A R L O AR e BT S B L 4 i IR
Transwell 3258 M qRT-PCR £ R KM A AN 1= . £ . B8 . B XYM c-mye . cyelin D1 )
survivin mRNA 28351500 5 [6) 5 J] Western blot B K6 I B -catenin . GSK-3B. p-GSK-3B. IIEHE M (Vim) .
E-f5% 81 (E-cad) M cleaved caspase 3 (C-caspase-3) HEHFEIL,
LR . PT 5 GEM YAEN] WA Huh7 . SMMC-7721 A HepG2 40 I (988558, H 5 i BEAK RS (44 P<0.05) .
TEFE Huh7 40 i A DFFE X5 42, PT. GEM ., FH535 (4 FIMR BE 43 00 4 2.0 wmol/L, 20 pmol/L. 20 wmol/L.
SXFRELH A, GEM4L. PTZH. GEM+PT 41} FH535 414018 1772 . E-cad }% C-caspase-3 2& [ A % 3 145
I, EEE N, WMIEEER . REMNEE. c-myc . ecyclin D1 il survivin mRNA A B -catenin .
p-GSK-3B I Vim 25 [ A 4 Fe i i A (P<0.05); H GEM#H. PT#4H. GEM+PT 4. FH535 41 %} Huh7 44
JLE R AR AR G TG 5 (3 P<0.05) .
510 . PT X HCC 40 Jf i 8 Pk A= 24 A7 o A7 B S i 40 il 8 F L L o] 3 5 HC.C 48 A 19 GEM A7 SUsk i |
AR FAHLAH AT BE 530 4] Wt/ B-catenin i B 3075 A 56
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Abstract

Key words

Background and Aims: Studies have demonstrated that pristimerin (PT) can regulate the proliferation,
apoptosis, migration and angiogenesis of cancer cells through multiple mechanisms. However, its role in
hepatocellular carcinoma (HCC) has been less studied. Therefore, this study was conducted to
investigate the effect of PT on the biological behavior of HCC cultured in vitro and its impact on the
sensitivity of HCC cells to gemcitabine (GEM) chemotherapy, as well as the mechanism.

Methods: The inhibitory effects of PT and GEM on the proliferation of HCC cell lines (Huh7, SMMC-
7721 and HepG2) were detected by CCK-8 assay. The suitable HCC cell line and drug concentrations
were selected for subsequent experiments according to the results of CCK-8 assay. HCC cells were
exposed to GEM (GEM group), PT (PT group), GEM plus PT (GEM+PT group) or Wnt/p -catenin
signaling pathway inhibitor FH535 (FH535 group), respectively, using the purely cultured cells as the
control group. Then, the apoptosis, colony formation, migration, invasion and the mRNA expressions of
c-myc, cyclin D1 and surviving were detected by flow cytometry, plate cloning test, cell scratch assay,
Transwell test and qRT-PCR, respectively. At the same time, Western blot technology was used to detect
the protein expressions of B -catenin, GSK-3f8, p-GSK-3p, vimentin (Vim), E-cadherin (E-cad) and
cleaved caspase 3 (C-caspase-3).

Results: The proliferation rates of Huh7, SMMC-7721 and HepG2 cells were significantly decreased
after exposure to both PT and GEM, with a concentration-dependent manner (all P<0.05). The Huh7
cells were chosen as the study object, and the treatment concentrations of PT, GEM and FH535 used
were 2.0 umol/L, 20 umol/L and 20 umol/L, respectively. Compared with control group, the apoptosis
rate, the relative protein expressions of E-cad and C-caspase-3 were increased, the number of colony
formation, scratch healing rate, the number of invasive cells, the relative mRNA expressions of c-myc,
cyclin D1, survivin and protein expressions of 3-catenin, p-GSK-3p and Vim were decreased in GEM
group, PT group, GEM+PT group (all P<0.05). The above changes in Huh7 cells were increased
successively in order of GEM group, PT group, GEM+PT group and FH535 groups (all P<0.05).
Conclusion: PT has significant inhibitory effect on the malignant biological behavior of HCC cells, and
can enhance the sensitivity of HCC cells to GEM. The mechanism may be related to its inhibition of the
activation of Wnt/B-catenin pathway.

Carcinoma, Hepatocellular; Pristimerin; Gemcitabine; Wnt Signaling Pathway

CLC number: R735.7

T 40 9 % (hepatocellular carcinoma, HCC) &
e DL I AL, R AR SRR SRR R, TR
B8 R B B e T LR AR, A R 4 BR ORI A G AE
ToR EEFEHEZ -1 i Tz BARAE, HCC
A E M B R Rk, B THEE
B H R R YT 25 M, HCCR YT
SRMEATBR , 5 E SRR S 230 R K, SRS
FARE 14%~18%"", #75 HCC 40 i Ak ¥7 BB ME %) 2
LG, REeEHEEAREAAEEEL. NN
flb 3% (gemcitabine, GEM) H i A T 98 A Jg Bt

© WA )3 of [ FF I F A EPTA
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TP, HA] A S 22 FhAL R A 5 00 20 A A R AR L B
B A% AT M A . Wit/ B-catenin i 5 i
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PT & 75 0] 2 & HCC 40 il %F GEM Ak 77 U e K H 5
Wnt/B-catenin {5 538 I 1) 9 &, LU i HCC fLI7 iR
7 K TG v ) R e i) B HR I — R S 5 R

1 HRSEE

1.1 HAEE

N HCC 4i fifg ¥k Huh7 . SMMC-7721 K HepG2 4l
L [ _E i ATCC 20 1 )% .
1.2 RFIFLER

GEM (4l >99%) W [ ™ OB 4 [C A= i Bl 2
HBRAT; PT (4l >98%) M [ AR % JF 18 4 &)
FARABR A ; FH535 (Wnt/B -catenin {5 5 1& 5 1
Wil 7)) Wy 1 MCE 72 7 5 Matrigel 5 i i W [ 35 H
Corning 7~ 7 5 AnnexinV-FITC/PI i 2 0 i J8 T A
WAl &l A Ll AR A RAR; Rt
[ -catenin PR RBEPUIR . bt 2 caspase-3 (cleaved
caspase 3, C-caspase-3) Z i [EPLIR . Pl E-55 %k
#H 1 (E-cadherin, E-cad) BATEFEILIA N H 3E
Abcam 23 7l 3 VLI HEH (vimentin, Vim) £ 5%
BEPUAR I A b st R R AR YR A R A A b
W A R B 3% B 38 (glycogen synthase kinase3(,
GSK-3B) MR AR A Ik ot i B RHHE A R
R Pt p-GSK-3B £ i B& i f& 15 [ PL
Laboratories 2> ) ;  ABI 7300 %Y 52 I} 2¢ )¢ 22 3 PCR &
Gl A 35 1 ABL /A A5 550 B 4 [ sl AR A I [ 2
[ Bio-Rad 23 1 ; Gel Doc XR+¥E & W14 43 ¥t % 58
[ 2 [# BIO-RAD 24 7 .
1.3 FHik
1.8.1 @3 & 10% JiG 2F 17 A RPMI 1640 5%
4B SR WA A Huh . SMMC-7721 B2 HepG2 20 i, I
F37 C. 5% CO, AWM WG =/ b s 9% .+
X 5 AR KR IR AR 1 T A B S AR AR, AR AR
AR 2~3 1K
1.8.2 CCK-8 &4 R B K E PT Z GEM *f HCC 4
e e 3G g R AR R WCEE X B A L e, A
AR EPT (0, 025, 05, 1.0, 2.0. 4.0 wmol/L)
K GEM (0. 25, 5. 10, 20, 40 pmol/L) ¥
RPMI 1640 5¢ 4= 5 #2 W H &, LLAESL 1 000 4~ 41 Jif
WREIER T oo fLMRh, BAMES S E L. K
F48 hm, &AL A 10 uL CCK-8 1AW, 37 C T
78 2 h, 450 nm ZbIE OB E (OD) fH, 40ffF
R (%) =554 oD fH/% B 2H OD i x 100%,

NS
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BILL O pmol/L 254 15 3% %t B4 .

1.8.3 @i CCK-8 L5, ##A1E M HCC
R R MRS, KAl o X R4l ({X RPMI
1640 52 2 55 35 W ) . GEM 20 (RPMI 1640 58 42 15 3%
W +GEM 20 pmol/L) . PT 41 (RPMI 1640 5¢ 4= 5 3¢
J+PT 1.0 wmol/L) . GEM+PT 4] (RPMI 1640 5¢ 4= %
W +GEM 20 wmol/L+PT 1.0 wmol/L) }% FH535 41
(20 pwmol/L)  J I I xF i 3% 5 W 3% 5% LA T 5 2 52
LR Rl

1.8.4 AZXmmpasten smie B =% WEKSHER
48 h J5 Y HCC 40 i, PBS £ 27K, 3 000 r/min &5
05 min, B 40T TE H R T 500 L 1x 45 A 2% up
W E A T U 0 MR A 1 x 10%mL, TR A5 plL
Annexin V-FITC % . 5 wL PI % W %= IR ke 6 42 (4
15 min, 1 h Py i 3 2 40 M ASCRS I 40 A 0 12 %,
EH IR,

1.3.5 TR ATETH &R FE A0 8 ie 55 5 &AL A
HCC 41 i DL &5 FL 1 x 10° A 41 ff %% 5 452 Fh 2 6 fL il
W, 24 h G & X R R G 97, 183 R 11k,
RigR2 8. PBS YR 2IK, 4% £ 5 F I 7 T 5 1. 1]
FE 15 min, 0.1% 45 &b 253 WG4 {2 10 min, PBS PR %
20, BT, BENERERIE RGO, THECE A
1t 50 4~ 41 Y ARV -

1.3.6 e XX I A dm i A5 48 A B FH RPMI
1640 58 2 1 FR W A HCC 4l B 24 LR, 55 A
ZLA, W 10 wL % WA Sk R R 8 5 T0 240 i IXC
PBS PR ¥, T4 AN & JIG A I T A X 7 % 5 VR 4k 25 B
F548 h, TERIJR)G 0 h F148 h3 M8, Image J &A%
HWRWE, WIRAER (%) = (0 h QK%
-48 h RIJR Y8 &) /0 h RWIJR 58 & x 100% , FH F 174k
HMMiEFene ), EHE 3K,

1.3.7 Transwell 52 3646 28 iz 22 48 1 Xt PR 4H b5
FRW (R IGAIME) LLEEFL 5 x 10* 4> 40 Jif 35 Fh
HCC 21 ifd & Transwell 24 LAz % (IR [ Matrigel J&
), FE A 500 WL % 10% Jif 2F 1L 3 /Y RPMI
1640 58 = 55 R W, 48 h o, 4% £ B W [E &
Transwell T 12 A 40 i 20 min, 0.1% 45 5 2 4L (0
5min, H FMEIFMR, HE, EE 3K,

1.3.8 qRT-PCR # K048 % B F mRNA A8 3 & ik
K-F TRIzol i 57 $ U 45 41 8% 7% 48 h J5 A9 HCC 41 i
SORNA, AL E, B RNA R f% 5% cDNA, il
% A& 2 9 T ABI7300 % 48 | i# 47 qRT-PCR 43
Mro R 95 °C30s, 95°C5s, 60 C30s,
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73 °C 10 s T #4740 N PEH . LN GAPDH A N 2,
2T B R R AR X R A . 1) A
T e-myc iEJf]: 5'-TTC TCT CCG TCC TCG GAT TC-
3', ]I : 5-GTA GIT GTG CTG ATG TGT GG-3';
41 By & 1 % 14 D1 (eyelin D1) 1E 1] : 5'-CCC TCG
GTG TCC TAC TTC AA-3', I : 5'-GGG GAT GGT
CTC CTT CAT CT-3'; T4l F K (survivin) IE
il . 5'-AAA TGC ACT CCA GCC TCT GT-3', JZ I
5TTG TCG AGG AAG CTT TCA GGT-3'; GAPDH iF
il . 5-CTC CTC CTG TTC GAC AGT CAG C-3',
] : 5'-CCC AAT ACG ACC AAA TCC GTT-3',

1.3.9 Western blot 3 A ¥ 2 Ji 7P 48 % & & 4854+ &
K WHES YR 3R 48 h 5 A HCC 4 g, RIPA 3
ik T L figk 20 B 4 IO B S ER , BCA R I B E
TR G AR MR, SDS-PAGE B i 4 & 2 A
Bedh, PR E AR 2 PVDF B [, 5% IS 4= 5
M, —HtN (1:1000 FikE) 4 CREF R, VEBE,
PR I AL Y B 0 BT (1:10 000 Fi B ) =
I E 1 h, VERE, ECLASGHEW W6, BERE R

48 UG I8 Image J BRPFEATRAL, DIHIEAS
W2 GAPDH JK BE{H LU 2678 B AR 3Rk i
1.4 ZitEhbiE

SPSS 26.0 B Ak AT B s ge i e Ab B, 2t i
OB L BCR FH R R Ty 22 40 0, M4 IR] B BCR
LSD-t K 8, 45 SR AR = drfE 22 (R +5)
FoR . P<0.05 K27 A G XL

2 & R

21 A [E K E PT.GEM 3 Huh7, SMMC-7721 X

HepG2 4 Ba1FiE E K220

Huh7 . SMMC-7721 K HepG2 i i 77 1% K 14 b6
PT. GEM fF ATk B 14 K B AL (3 P<0.05) . PT,
GEM 1E JH ¥ B2 43 %1 4 2.0 pmol/L. 20 wmol/L i} X}
Huh7 41 Jfd 1) 38 5 410 il 22 82308 50% , 254 2.0 pmol/L
PT. 20 pmol/L GEM X} SMMC-7721 K HepG2 i Jifg 41}
iV A5k, WS 22 92 56 LA Huh7 40 i 4R S 0F 58 %
% (£1-2),

®1 FEREPTEFTRAMEETE (%, x+s)

Table 1 Cell survival rates under different concentrations of PT (%, x + s)

PT#¢ & (umol/L) Huh7 SMMC-7721 HepG2
0 100 100 100
0.25 91.75+3.24" 90.63+2.13" 91.44+3.46"
0.5 82.11+2.82"-» 67.15+1.95"2 72.51+2.36"-?
1.0 62.10+2.61":2» 50.02+1.75"-2+9 55.36+1.95":2-3
20 49.18t2.40”'2)'3)'4) 38.44i2.11”'2)'3)'4) 39.16t2.11”'2)'3)'4)
4.0 35.20+1.621:2:2:4):3) 26571 1IR SR E2) 25.45+2.631:2):2):4):3)

7:1) 5 0 wmol/L PT H45%, P<0.05;2) 55 0.25 pmol/L PT F#, P<0.053;3) 5 0.5 wmol/L PT H#4, P<0.05;4) 55 1.0 wmol/L PT 45, P<0.05;5) 55

2.0 wmol/L PT 4%, P<0.05

Note: 1) P<0.05 vs. 0 pmol/L PT; 2) P<0.05 vs. 0.25 pmol/L PT; 3) P<0.05 vs. 0.5 pmol/L PT; 4) P<0.05 vs. 1.0 wmol/L PT; 5) P<0.05 vs. 2.0

wmol/L PT
F2 AEREGEMEFTEZRHMEFFTELE (%, 7 +s)
Table 2 Cell survival rates under different concentrations of GEM (%, x + s)
GEM ¥ J& (umol/L) Huh7 SMMC-7721 HepG2
0 100 100 100
25 92.47+1.96" 93.16+3.46" 94.15+3.44"
5 83.78+2.31":» 80.11+3.11"-2 82.27+3.96"?
10 70.49+3.85":2):2) 60.36+4.02:2)-3) 54.13+2.751:2:2)
20 50.20+2.92"-2:)4) 47.16x2.65"-2:34 43.17+3.16"-2-94
40 38.6312.071)'2)'3)'4)'5) 32_1112.131%2)'3)'4)'5) 29.8613.451)'2)'3)'4)'5)

H:1) 50 pmol/L GEM L4, P<0.05;2) 5 2.5 wmol/L GEM 4%, P<0.05;3) 5 5 wmol/L GEM 4%, P<0.05;4) 5 10 pmol/L GEM H#% , P<

0.05;5) 15 20 pmol/L GEM 4%, P<0.05

Note: 1) P<0.05 vs. 0 pmol/L. GEM; 2) P<0.05 vs. 2.5 pmol/L GEM; 3) P<0.05 vs. 5 pmol/L. GEM; 4) P<0.05 vs. 10 pmol/L GEM; 5) P<0.05 vs. 20

pmol/L. GEM
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2.2 &HAHUh7 @EATER

XA R, GEM4] . PT4 . GEM+PT 4
N FH535 A4 ML T ki (34 P<0.05); 5 GEM 4]
Fbde, PT4L. GEM+PT 20 K FHS535 40 40 i I8 1= % Tt

B (¥ P005); 5 Pr4lt®, GEM+PT 4 &
FH535 40 T8 T8 (34 P<0.05); 5 GEM+PT 41
b %, FHS35 41 40 Mg 38 1= K F+ & ( P<0.05)

(1) (£3),

R e
17 SRR

1 R UE N & Huh7 2B A T 15 5
Figure 1 The apoptosis of Huh7 cells in each group detected by flow cytometry

R3 BAHuh7WEATEEER (%, z+5)

Table 3 Comparison of apoptosis rate of Huh7 cells in each group (%, x + s)

popiiE)
GEM 1
PT4H
GEM+PT 41
FH5354]

1.96+0.10
23.79+2.39"
41.95+3.39"-%
62.7243.46"-2-9
56.1 1i2.311)'2)'3)4)

1) 5XHRAT 4R, P<0.0552) 5 GEM 414K, P<0.05353) 5 PTA1H 4K, P<0.05;4) 5 GEMHPT 41 Fi %, P<0.05
Note: 1) P<0.05 vs. control group; 2) P<0.05 vs. GEM group; 3) P<0.05 vs. PT group; 4) P<0.05 vs. GEM+PT group

2.3 {KLHAHUh7 WEEETRIER

S5x A R, GEM4 ., PT4 . GEM+PT 4
K FHS535 41 40 M 48 V% T8 s 50 2> (P<0.05) 5 5
GEM 4 b8, PT4 . GEM+PT 2H K FH535 ZH 41 il 4

papiEE] GEM 4]

g >
et Tia

E2 &{HHuh7WEERTRIER

I AR > (P<0.05); S5 PTAIHE, GEM+PT 4
K FH535 41 40 ffd 48 7% B sk > (P<0.05) 5 5
GEM+PT £ [t %, FH535 41 40 i 48 7% 12 Wi B0 >
(P<0.05) (El2) (%4).

GEM+PT 41 FH53541

Figure 2 Colony formation of Huh7 cells in each group

2.4 KLAHUh7 WELTREIER

XA i, GEM4l, PT4 . GEM+PT 4
S FH535 21 41 jd W IR & B8 (39 P<0.05); 5
GEM 4 b4, PT4H . GEM+PT £ % FHS35 2H 40 ity &1

© MR IT F EHH A FEEIH

JR AL A RIEIL (3 P<0.05); S5 PTA L, GEM+
PT 41 K FH535 41 40 i % I8 @ & R AL (3 <
0.05); 5 GEM+PT 41 He#¢, FHS35 4140 i R @ &
RKEEML (P<0.05) (E3) (£5),
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F4 BEAHuh7 BREEFABILE (1, x+5)

Table 4 Comparison of colony formation number of Huh7 cells in each group (x + s)

A IEAL 237.67+10.26
GEM4L 145.67+9.07"

P 79.67+8.147-2
GEM+PT 4 38.33+7.771:2):3)
FH53541 20674551123

T2 1) 5 XA H AL, P<0.0552) 5 GEM 4 H#, P<0.0533) 5 PT AL HL A, P<0.05;4) 5 GEM+PT 41 L4, P<0.05
Note: 1) P<0.05 vs. control group; 2) P<0.05 vs. GEM group; 3) P<0.05 vs. PT group; 4) P<0.05 vs. GEM+PT group

Xof B EH GEM 2 PT# GEM+PT 41 FH53541

B3 Z4AHuh7HBEERBER
Figure 3 Migration of Huh7 cell in each group

*®5 FAHuh7HBEIIREEERER (%, % +s)

Table 5 Comparison of scratch healing rate of Huh7 cells in each group (%, x + s)

payiista:l 90.50+2.97

GEM 41 54.07+2.91"

PT4H 43.16+3.07"2
GEM+PT41 28.53+2.48"-2
FHS35 41 15.67+5.511:23)

TE: 1) 53 AL A, P<0.0532) 15 GEM 41 LA, P<0.0533) 15 PT 41 AR, P<0.0554) 5 GEM+PT 41 44, P<0.05
Note: 1) P<0.05 vs. control group; 2) P<0.05 vs. GEM group; 3) P<0.05 vs. PT group; 4) P<0.05 vs. GEM+PT group

2.5 &HHuUh7 fipEREER B > (P<0.05); 5 PT 4 A, GEM+PT 41 I

XA A, GEM4 . PT4 . GEM+PT 4 FH535 21 41 i (= 22 B0k /> (P<0.05) ; 5 GEM+PT 4
K FH535 20 40 il f= 28 B > (P<0.05) 5 5 GEM W, FH535 20 40 i 4= 22 B0 (P<0.05) (5] 4)
LB, PT 4l . GEM+PT 2 K FH535 41 40 ity {2 28 (%£6),

4 &Y Huh7HREFEEFR (x200)
Figure 4 Invasion of Huh7 cells in each group (x200)
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R6 HHHuh7MAEEHLER (4, % +5)

Table 6 Comparison of invasion number of Huh7 cells in each group (x + s)

415 il
X RRAL 351.67+12.10
GEM 4 222.67+11.02"
PT4] 149.67+10.69" 2
GEM+PT 2H 00.33+8.021)-2-3)
FH53541 73.67+7.51D-0:3)4)

T 1) 50 BRAE LEA, P<0.0552) 5 GEMZH LE#S, P<0.05;3) 5 PTALLAL, P<0.0534) 15 GEM+PT 41 4L, P<0.05
Note: 1) P<0.05 vs. control group; 2) P<0.05 vs. GEM group; 3) P<0.05 vs. PT group; 4) P<0.05 vs. GEM+PT group

2.6 FHHuh7 @parpEXEEENRIEE

5x A i, GEM4 . PT4 . GEM+PT 4
M FH535 2 4 c-myc . cyclin D1 & survivin mRNA
A X 2k FEE (38 P<0.05) ; 5 GEM 41 %,
PT 4 . GEM+PT £ Jz FH535 4L 4l iy c-myc . cyclin D1
K survivin mRNA FHXF 3k 5 FEAL (3 P<0.05); 5

PT 41 [t %, GEM+PT 4 & FH535 41 40 fif c-myc .
cyclin D1 J% survivin mRNA A X} % ik fE FF R (35 P<
0.05); 5 GEM+PT 4 [t 4, FH535 41 40 ffl c-myc .
cyclin D1 J% survivin mRNA A X} % ik fE AR (35 P<
0.05) (%£7),

®7 HEHuh7HEREBXERBENREIELE (7 +5)

Table 7 Comparison of relative expression levels of related genes in Huh7 cells in each group (x + s)

231 c-myc cyclin D1 survivin
X R 2R 1.00+0.01 1.01+0.01 1.01+0.01
GEM4H 0.72+0.03" 0.69+0.03" 0.82+0.04"
PT# 0.61+0.03"-% 0.56+0.02"2 0.65+0.02"-%
GEM+PT 41 0.36£0.02-23 0.39+0.020-2> 0.34+0.02-23
FH535 21 0.31+0.021:2--4 0.35+0.02"2:39 0.29+0.02"-2)-4

TE: 1) 53 AL A, P<0.0532) 15 GEM 4 LA, P<0.0533) 15 PT 41 HAE , P<0.0554) 5 GEM+PT 41 44, P<0.05
Note: 1) P<0.05 vs. control group; 2) P<0.05 vs. GEM group; 3) P<0.05 vs. PT group; 4) P<0.05 vs. GEM+PT group

2.7 FHAHuUh7 R EXERHENRIEE

ZH 7] GSK-3B f FAHXT K ik 2 7 LG iH7# &
(P>0.05); S ALE, GEM4 . PTH .
GEM+PT £ } FH535 41 41 Jf B -catenin . p-GSK-3B K&
Vim #5 A X 2 38 1 AL, E-cad & C-caspase-3 25 [
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Table 8 Comparison of relative expression levels of related proteins in Huh7 cells in each group (x = s)

205 B-catenin GSK-3p3 p-GSK-3B3 Vim E-cad C-caspase-3
YRR 0.4320.03 0.78+0.03 0.52+0.04 0.7120.03 0.1020.02 0.08+0.01
GEM 41 0.32+0.02" 0.7720.02" 0.38+0.03" 0.49+0.02" 0.2620.03" 0.25+0.02"
PT4 0.19+0.01"-? 0.77+0.02"-» 0.27+0.02"-% 0.21x0.02"- 0.41+0.04"-? 0.46+0.03"-%
GEM+PT#H  0.12+0.01":2+3 0.78+0.03"3 0.16+0.02"-2-3 0.130.01"23 0.62+0.04!2)3 0.78+0.03"-2-3
FH53541 0.10+0.017-2+9%  077£0.047-2)9 0.1220.02"2Y4  0.1020.0172I 0712004234 0,830,053

TE: 1) X REE LA, P<0.05:2) 15 GEM 4R [LA, P<0.05;3) 15 PT2H UL, P<0.0534) 5 GEMHPT 4 LL4L, P<0.05
Note: 1) P<0.05 vs. control group; 2) P<0.05 vs. GEM group; 3) P<0.05 vs. PT group; 4) P<0.05 vs. GEM+PT group
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