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W OE OB AT R AT AT HepG2 fn i £ KA B e Fvm , EA R A B AEERAA, Tk . FR0(Fa4)~12
umol/L 4L 3 35 121 88 AF JA 24 .48 h xF HepG2 2o it 75 7& 5 64 % vf1, 0 (22 & 21) .6 umol/L 3L M 35 2 88 AF A 10 d % 2m i Fo. 1475 A 89 % 761, 0
(ZG41).4.6.8 umol/L ML 36 2 A8 AE A 24 h xt4a fe ) = R Ao da I & B 28 f0k €93 2(Bel-2) \Bel-2 48 % X & & (Bax) JER & @ 85 3
(caspase-3) mRNA % ik & A & Bel-2. 37 b7 #9 caspase-3 (cleaved caspase-3) % & % ik & Ao B R AL MR 3 — B 82 L& & L B a
(p-AMPKa)/AMPK a9 % w1, % 8 AMPK 4 4) 7] compound C %+42 6 umol/L 38 3 35 32 #5A4F J 24 h & ta i AMPKa Bel-2 % & &
KEWHm, &R 5T G, 1~12 umol/L M 55 4 23 AE A 24 .48 h 3 7T B 3% Ak 4m fe /4 7% 5 (P<0.05) ﬂﬁ,ﬁﬁm%ﬁi
P FF S B FE > H) A 8.310,7.996 pmol/L ; £ 6 umol/L i 9 45 21 s A 10 d )5 28 JEL 69 e s 5 B 2 K (P<<0.05) .

8 umol/L M2 M #s 4 s AF A JG 4m At A = & e 2w j F Bax . caspase-3 mRNA & cleaved caspase-3 & & (& 8 umol/L 5}) % ik & |
p-AMPKo/AMPK (% 8 pmol/L 91) 3% 2 %+ % (P<<0.05) ,Bcl-2 mRNA A & & £ X T3 R H & 4&(P<o 05), 3o F5 A7 EALA K
AR . compound C ¥ vA 37 4] AMPK o % & & 3k 5t 18 258 01 5 30 st Bel-2 & & a9 9 R AE A o 4536 ¢ I 9 b 32 A8 T w4 4 4]
HepG2 4 it 74, % 5 H 8 o, A A AUh) 7T 46 55 80% AMPK 12 538 A % .

KR R 5 AR AT SR HepG2 48 i ; & % 5 A o BRI AR 3 — B R 75 AL R & L BH15 F il 9%

Preliminary Study on Effects of Solamargine on the Growth and Apoptosis of Human Hepatocarcinoma
Cells HepG2 and Its Mechanism
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ABSTRACT OBJECTIVE: To explore the effects of solamargine on the growth and apoptosis of human hepatocarcinoma cells
HepG2 and its underlying mechanism. METHODS: The effects of 0(blank group)-12 pmol/L solamargine treatment of 24, 48 h on
survival rate of HepG2 cells were investigated. The effects of 0 (blank group), 6 pmol/L solamargine treatment of 10 days on cell

clone formation were also investigated. The effects of 0 (blank group), 4, 6, 8 pmol/L solamargine for 24 h on the apoptotic rate

of cells, mRNA expression of Bcl-2, Bax and caspase-3,
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protein expression of Bcl-2 and cleaved caspase-3 as well as
ratio of p-AMPKa to AMPKa were all tested. The effects of

R I H (No.SZ20212229) s | /4344 vh B2 e -Ji LR W5 E 70 H
(No.YN2018RBA02)
* B EAEGE 0L, W o BESE O () PR PR A A . LR
020-39318678, E-mail: wujingjing6028@gzucm.edu.cn
#AAFVEHR AT 0L, WL DRG0 s PG R 2 5 il . FLaiE
020-39318678, E-mail:linghan99@gzucm.edu.cn

FEZEE 2021 FE0ERE

AMPK inhibitor as compound C on the protein expression of
AMPKa and Bcl-2 in cells were investigated after treated with 6
pmol/L solamargine for 24 h. RESULTS: Compared with
blank group, 1-12 pmol/L solamargine for 24, 48 h could
significantly decrease the survival rates of cells (P<<0.05) in a

concentration-dependent manner; ICs of them were 8.310 and
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7.996 pmol/L, respectively; the rate of cell clone formation was decreased significantly after treated with 6 pmol/L solamargine for

10 days (P<<0.05). The apoptotic rate of HepG2 cells, mRNA expression of Bax and caspase-3, protein expression of cleaved

caspase-3 (except for 8 umol/L) as well as ratio of p-AMPKa to AMPKa (except for 8 umol/L) were all increased significantly

after treated with 6, 8 umol/L solamargine (P<<0.05); mRNA and protein expression of Bcl-2 were decreased significantly (P<<

0.05); the changes of some indexes were in a concentration-dependent manner. The compound C could inhibit protein expression of
AMPKuoa, and reverse the inhibitory effect of solamargine on Bcl-2 protein. CONCLUSIONS: Solamargine can inhibit the proliferation

of HepG2 cells and induce apoptosis, the mechanism of which may be associated with activating AMPK signaling pathway.

KEYWORDS Solamargine; Human hepatocarcinoma cells HepG2; Growth; Apoptosis; AMPK signaling pathway

s 2 Bk H UL Y SR e 2 — | R R
FERA LT RS S RIEEY, BT, FARTIER 241
g B e IR T vk R IR AR R R H e AR
T2 em B, FARVIBR A 8 ik (BB E W 5 EE
KA IR 68% Y, AR, AT FNEE MG 7R
PRI SR Tz HAAR A R PR fle
B JE AT DL I B v Jo i R A T T R S R I A A
FRUTI BRI, 43 F R 1) YR YT BTN 32 1 FOAF X ™ 2 Y
YERBR ] T 3X 225 WA IR ik — 2 i A R,
FHRBT IR YT i TR 25 SR

M 50 121 9 (solamargine ) J2& " 24 I8 3% Solanum ni-
grum LAY 0 20053, Ja T £35S M 2B i iy R 55 o
A, CEIE SE XS B /Nt I It 9 | 98 5 22 Ao 1 Jib
Je8 20 M P A A A B S A R R A B o P
T A A K 4 AL v S B . IR — B IR TS fL 2R
F1 38 i (AMP-activated protein kinase , AMPK ) J2& 4 5411
MBI AR A B 2 T, 16 105 1 AMPK AT LUIE 21 90|
Wit 7L 20 ) 7 A A R 0 AR (R T ORI A i O
T2, BT, AS R 5 AP0 IR I R U A 30 T A
HepG2 2 it A K AP T 52w, LK AT REVE S (4 4 F-#1L
il , Rz o e I RV 7 sk Hh i o PR S5

1 ##l
1.1 FEUEE

ARHFFE R B4 %54 SYNERGY-H1 B £ B RE il
FRAY (2 [ BioTek 23 1) ) , TS2 R E A= ¥ B 448 ( H A
Nikon 2% ] ) , Centrifuge 5430R % /& 55 .0 ML . Galaxy
1708 % CO. 4l ffg 3% 77 4 (4 [ Eppendorf /A 7] ) , Novo
Quanteon 7 2041 9 1% ( 35 [E] ACEA Biosciences 2\ ) ) ,
VA 7 B¢ i 5 1A 6% I i (PCR) (3£ [E ABI 2
] ) , Mini-PROTEAN® Tetra cell /) % 3t B H Uk 5% B0 %
%t . ChemiDoc Touch 7Y =5 7R 0% 1b 2 K 6 UG AN (S5 [
Bio-Rad A #] ) , NanoDrop 2000 AR/ G T (92
= Thermo Fisher Scientific /A 7] ) , ELPH 1301S %Y 4 #,
( H A4 Canon /] )45
1.2 FEHBSIKFA

TR T3 1 B B b (A5 MUST-20112005, 4 =
98% ) F A 2 TR AR M R A R R — AR
(DMSO, it 5 RNBH8343) Il [ 3% [# Sigma /A 7] ; MTT
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I (HE5 S3444) Iy [ 3 [El MP Biomedicals 23 7 ;4% %
R 1 2 R I A IR s KRR
ARAT PR 5 IR 1k AMPK a(p-AMPKo) (T172) B8
SEREHUAR AR AMPK abf e EHTIA AR B 21 itk B8
2(Bel-2) B rg BRI e K 5 FT 3 (caspase-3) FALTT
BEHUA A B- L 1 (B-actin) FATT DA AT BT ]
i caspase-3 (cleaved caspase-3 ) . 7a BT A RIPA 4i it
ZU 4% W (HE 5 43 5 Sk 500818, 58328, 4223S . 96658 .
4970S.9664S .7723S) ¥ H SE[E CST 23wl s A 1t A4k
VI BEFRIC 0 1L E P R e E Bk 11 G(H+L) —Ht (it 5
1706515) 1 A 2% [# Bio-Rad 23 ) ; FEEE 11 V (Annexin
V) -S i B D¢ 6 £ (FITC) /A 7 e (P i Tk 57 &
(L5 73001255) W [ WL MM BCRF AL P RL 7 B3 A7 PR S w5
DMEM K55 4R G 75 5555 22 IR 0.25 % g
FI -2 e U 2,82 (EDTA) AL 4 [ € [ Gibeo 24
F) 3 BCA 85 & =i f) & (5 VK314219) g [{ 5%
Thermo Fisher Scientific 2z ) ; 2w — 9 £ %5 (PVDF) I
I [ 2% = Millipore 23 7] ; Trizol I (iS5 74117) W [ 35
[ Life Invitrogen 22 A ; Evo M-MLV Ji2 %% 5% T 1R 1 38 51
4 .SYBR® Green Premix Pro Taq HS qPCR Kit (It 5 43
B AGL1728 \AG11718) ¥ [ 3Bk 5 A= W1 R4 A FR
7y A 5 AMPK 3 4l 1] 6- {4-[2- (1-WR BE 3 ) 2, %0 3] K
FH 23 (4-NH L ) IR I 1, 5-A4] M5 IE X6 BE 5 (compound
C, L5 HY-13418A , 4 ¥ 99.65% ) M [ 3% MCE 2\ ) ;
ECL fb 2 & 68 i 23577 & (L5 36208ES76) 4 H
AR (R0 B A FRAA | 5 A 35 o o pr
ol ol S H RS, K R Atk .

1.3 4ipg

AR T T 8 HepG2 40 i 1 ) M FE e =
FHEA BRAFL
2 FHiE
2.1 BRMAnIEARNE &

IO 56 T % B s i, DMISO W i T B, 1l
BLHE B R 50 mmol/L I 4, 43 %<5 , T —20 CUKAH
H AT 7
2.2 fHREEESR

HepG2 4L % 10% A5 4= M3 100 w/mL #5245 K
100 pg/mL 55 % % 1) DMEM 15 7 3 (F SCfRi FR “DMEM
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SEAREFRIL) E 3T °C 5% CO. AN 3S F: 40 rh To T 85 97
(B &E R, BEFG 24 h a3 Lok, FRanigE K =
70% F 47, 11 0.25 % [ 25 1 l§-EDTA T AL W AL (T 4k
D5 R RDAGAR, FR AN BE J5 | OR300 20 B i

iR
2.3 ¢HRETFE S 2= B0 40 0 0B N Ak 4 5 PR iR FE A B ]
B 1%k

SR MTT 32546 0 40 B A7 376 % . BRORH 04 K T
HepG2 4 il , T4 4k 5 114k, 435 LA &AL 10 000 4~ 451 3]
96 LA, 4 FL A DMEM 52 4> 5% 3% 5 100 pL, 5% 5%
24 W5, 7 R REFR I 43 B B 50 A% 0 (25 1
2H).1.2.4.6.8.10,12 umol/L ) DMEM 5¢ 4= k% 3% &
100 pL, B EBCE 3 fL. 7ld557 24 .48 h )5,
FALINA 5 mg/mL A MTT A5 10 uL, B5 5 4 h )5, 555
g 5L BAL A DMSO 150 uL, #&3% 5 min, {8 bR
AT 570 nm P ARG AL WO (4) , #5 F A
Y ML AF 05 2R A IS R (% ) = S0 4 A (H/45 14 4
{E*x100% . S8 8 & 3k, BCV-241H . {4 1] GraphPad
Prism 7 F IS BAWIR E , DATRGE J5 22 S50 i 254
A FE e B A R R ]

24 HHBEEHRY

O A K301 B HepG2 41, LLBEFL 2x 10° 4~ 42 Fif
3| 6 LAz, FFL I A DMEM 58485 75 52 2 mL, 7 41 g
W BE S5, F KRG R Ak, 43 A U 55 20 68 0 (25 1
ZH).4.6.8 pmol/L (¥ AR #ig “2.37 Wi T 45 L 1 B ) 1)
DMEM 52 45532 5 2 mL, H MR BE R E 3 E AL,

2.5  HHREATE K

K HH Annexin V -FITC/PT XU (A, 3: 454 Ui 20 4i 1Y
HEATREIN . O ER AR A Y HepG2 41 i, #% “2.47 1
DR a2 5 24 hE L TH AR IR AR AN
FH TV 1) W R £ 2% vh i (PBS, pH 7.2) .0 (100% g, 5
min) P 2 I, 52 BIH IR 7K B8 5xbinding buffer
5% 1xbinding buffer, JX 1 xbinding buffer 500 pL & & 4l
JiL, Jin A Annexin V -FITC {71 5 pL F1 PLi{H 10 pL, %%
FERBEIR S5, Z IR CIF 5 min, i R A RAL 5
B 20 8 T B0, T SR A MR TR (3 LA T SR R
WIHT %), SLIEE 3K,

2.6 ZRESE FERS R R G

K R 25 fb SR g ek AT R . BN BUE K
HepG2 4fl il , LA &AL 500 A~ E2 2] 6 fLAR 1, BFLIA
DMEM 5¢ & 1i 783 2 mL., §i3RK H , 355975, 05
P BRI 0 (75 F14H) .6 pmol/L (M BEAR 5 2.5
TR &5 5% B ) B DMEM 58 285 37 56 2 mL, BNk 1%
B3INRAL. B3R 10 dJF, FH 4% 22 5 R [ 58 T T 22
30 min, PAZE i L YL 0% e (4, 30 min, 751 ddH.O #hit T
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0 AL INIE Y S R B [0 B AR T 50 A v
(HARKRT 0.3~1.0 mm) it 1Dy BEFHA M, 4% T 5
TR VTR WU SE PRI LR (% ) = SERE R4 Fh 4 il
$rx100% .,
2.7 #HAEH Bel-2 Bax . caspase-3 mRNA Fi& B

K HISE I 68 B PCRIEFEATAGI o O HeA: K&
W11 HepG2 41, #i¢ “2.47 TR Jy 3 fh 4l (45 24 .
iR 24 hE , F25 BIW, I PBS PR 2 1k, B AL IMA
Trizol 107 1 mL, & HCZH L 5 RNA , ff TR Il 20 0ot
FE TN RNA R 5 , #3050 6 Ui B 43 7 0% 5 RNA
J % 57 1 cDNAG LA _F iR cDNA 54, #1870 & i A
PO EHRATY . ROV R (FE10 pL) AR : 2xSYBR
Green Pro Taq HS Premix (ROX plus)5 uL, cDNA #ifj 1
uL, B RS 14745 0.2 L, RNase-free /K 3.6 uL. S 2
3 R WA FAR SR IR < 95 CHAEPE 30 5595 C
AEHE 5 5,60 “CIB K S5 IEA 30 s, 40 MR, T 270
W LAH i -3 2 i 20 (GAPDH) S N 2R A i
Bcl-2 . Bcl-2 4 5¢ X % [ (Bax) . caspase-3 mRNA [ & ik
i, PCR5|¥)¥Z 463 [E Thermo Fisher Scientific 23 ]
Bt AR SRS S K EE LR 1,

F1 Bo2Z5EBEKPCRE|YIF IR F=HKE
Tab 1 Sequence and product length of PCR primers

such as Bcl-2

ERL IR —3") Y by

Bel 4 TGCGGCCTCTGTTTGATTIC 57
T GGGCCAAACTGAGCAGAGTCT

Bax 4 TCAGGATGCGTCCACCAAGAAG 103
T TETGTCCACGGCGGCAATCATC

caspase-3 4:CTGGACTGTGGCATTGAGAC 159
Ti: GCAAAGGGACTGGATGAACC

GAPDH Fi#: AAGCCTGCCGGTGACTAAC 150

Fii: GOGCCCAATACGACCAAATC

2.8 i # p-AMPKa . AMPKa . Bel-2, cleaved cas-
pase-3 & B RIEHIHET

K F Western blot 7 #E A7 K o B0 $i 2k KRy
HepG2 ZH il , #2“2.47 WUR J5 4 b 2 (252 . Kigk
24 hJm AR AL, SR IBCEEE 1T, I BCA 5 1 f it &
WE 8 RS, 2k 5 min i AR M. BUEMEE 30
g HEAT T e BEA IR B - 2R DN A T e B e R Dk, AT
FEEN B R4 3| PVDF I B, I TBST Z2 bl (5 0.5% it
W 20, T IR W 3 W, 5% AR - W= i B 1 h;
JA p-AMPKo(T172) (Fi B L 451 1: 1 000) . AMPK o (i
FELLA] 1:1 000) \Bel-2 (Fi B L 1: 1 000) | caspase-3
(FRELLAH] 1:1 000) cleaved caspase-3(FiBELLf 1:1 000)
B-actin(Fi L] 1:5 000)—$i , 4 CHFF L% ; H TBST
LR PR R 3 UK, IAKH R, 40 (R R LB A5 123 000) , %
HUBFF 1 h; FH TBST Zenh ik i 3 UC, K (A A WA B
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WIRE AR WA S m =1 b, & R EUE ek
TERURAURAZ , FH Image Lab 5.2.1 #cPE04r HbR 19
N2 1 (f-actin) B9 K BEAE HAE , IF315F p-AMPK o/
AMPKa, FEA_FIRSE RS 25 A4 R A T U — AL Ak
YN BAREE AR R IA
T3 WO B K 0 HepG2 40, 4% “2.47 T Jr ik
PR o3 s Pk B M i 3 B84 compound C 4H
H1 compound CHE YN HIIRAL, BRI E 3R L. HH
N2 A & compound C 5 umol/L"™ ) DMEM 5¢ 4>
IR 2 mL, g7 2 hm , FE RO (B A R
PRI 6 wmol/L (¥ B AR 4i5 “2.57 1 T 245 R 5 ) 1Y
DMEM %8 215353k 2 mL, k2555 24 h, SR J5 e Bk
TR E A H AMPK e, Bel-2 28 A ik 5 .
2.9 GZitFEHE
% Ji GraphPad Prism 7 #XF g6 4 7 50405 43 B M AE IR .
SREEHR X + s Fon , AL LEBCR H ek 535 s Z2 40 1]
FEBR F B DR 3R 07 2203 Wr , 22 41 8] W 1 B R H Bonfer-
roni KiK. KBk HEa=0.05,
3 &R
3.1 EMARIAEXT HepG2 4H i 1FiE E A0
Lﬁl P2 L4, 1~ 12 pmol/L 3 it i1 iV 24
48 hJ& , HepG2 AN A7 345 1B & A1k (P<<0.05) , HAT
WA S . S B8AE 24 48 h X HepG2 41
%) 2 B 1k B 43 1K 8310, 7.996 pmol/L , i 25 5
56504 4.6 .8 wmol/L AE A hh 1 Bk eV FHR L 24 h A
Sy HAEHIIEE] o WA BAE ] 24 .48 h X} HepG2 4l
FETERIYSEI AR 2,
®2 RINARAAEF 24 .48 h X HepG2 HRETFE R
FMm(xts,n=3,%)
Tab 2 Effects of solamargine on the survival rate of
HepG2 cells after treated with solamargine for
24 and 48 h(x*s,n=3,%)

PRI AABIREE , pmol/L 2%h 480

0(%[4L) 103.185 £4.246 104459 £ 8,515
| 87.8641936° 90.505+6.510°
2 85.9235.03° 88.291+5.566"
4 77426%6.999° 82.808£7.114°
6 08.646+5.863" 77905 £7364°
8 61.737+9.603° 56415£9.358°
10 B08+7.115° 24.50243.648°
12 28520£4.197° 14.956£0.775°

T 52 AL, “P<<0.05
Note: vs. blank group, “P<<0.05

3.2 EMNFNBFRT HepG2 4RAE T R A 240

0.4.6.8 pmol/L MYl it i1 8 /f: 1] 24 h 5 , HepG2 4
LA PR T332k (8.687 +0.331) % . (9.707 £ 0.891) % .
(12.753 +0.534) % . (13.900 + 1.015) % , H:H1 6.8 pmol/L
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WRIN A5t BB FH S HepG2 41 (4 i T2 %34 B & v T
FTZE 1 4 pmol/L Y 75 10 B (P<<0.05) , U J5 2 2 a7t
G TV W SI2 56 FIATL ) 50 30E S 565 L 6 pomol/L AE A P 55 11
B VR FHVR B o SR 3h 3 B Hep G2 41 I I8 TR 1) 52
i DI 1

FITC-A FITC-A

B. 4 pmol/L 5L

FITC-A FITC-A
C. 6 pmol/L I i i1 D. 8 pmol/L I i i1 ik
Bl B A a3t HepG2 4 AA T R MmA i = &

Fig 1 Flow charts of the effects of solamargine on the

apoptosis rate of HepG2 cells

3.3 M AR B FRT HepG2 40 A 52 BE T2 B B 22 R

226 pmol/L I A 5sAE ] 10 d )i , HepG2 4 /i 14
o P T R A 28 1 4 i 5 B AIR[(20.666 + 5.033) % vs.
(32.667 +3.055) % , P<<0.05]. Vi 158X HepG2 41
it s BT B P i DL el 2.

A0 umol/L(ﬁrJllnuJ&M( S1141) B. 6umol)Li§1UIIﬁEmﬁfﬁ
B2 AR HepG2 4 i 52 BEFZ B B S4B

Fig 2 Effects of solamargine on clone formation of
HepG2 cells

3.4 BN A6 38 7 3T HepG2 48 B8 & Bel-2., Bax, cas-
pase-3 mRNA FRiXBI

525 40 e, 6.8 wmol/L U 1 3 BV JT 24 h
J& . HepG2 4 Jifl  Bel-2 mRNA fit) 36 3k HiE 1 i 25 B A%
(P<0.05) ,Bax . caspase-3 mRNA [ ik 1 B & Th
(P<<0.05). 54 pmol/L YNk b4, 6 .8 pmol/L i
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P 8 FH 24 h )5 HepG2 41 ifd 7 caspase-3 mRNA 1

FR R B E TR (P<<0.05), BRI AH AT HepG2 40

il Bel-2 . Bax . caspase-3 mRNA ik 15200 W36 3

=3 BN A5 8 XT HepG2 40 i & Bel-2 ., Bax . cas-
pase-3 mRNA RIAHHM (X ts,n=3)

Tab 3 Effects of solamargine on mRNA expression of

Bcl-2, Bax and caspase-3 in HepG2 cells(x + s,

n=3)
PRI AABIREE , pmol/L Bel-2/GAPDH Bax/GAPDH caspase-3/GAPDH
EEE) 129740278 1.080£0.080 1.063+0.078
4 0973+0.015 124740122 1.260£0.052
6 0890£0.123" 137040.092° 155340123
8 0960+ 0.030° 1497400917 1.54340.038

52 4L, * P<<0.05; 5 4 umol/L I 7 11
0.05

N s, <

Note: vs. blank group, * P<<0.05; vs. 4 pmol/L solamargine, "P<<
0.05

3.5 BN #1288 XF HepG2 4 il HF Bel-2., cleaved cas-
pase-3 EH=E ey

575 (AL L # L 6.8 pmol/L MU A A B A 24 h )i
HepG2 4fl il i Bel-2 £ 171 1% 3 3k 1 1 i 3 [ IR (P<
0.05) , 6 wmol/L M Yl Jfi i 5 VE H J5 HepG2 41 Jfd
cleaved caspase-3 85 [ [R5 i b 5 (P<0.05). 5
4.6 umol/L I A i HL 4%, 8 wmol/L W it 11 kA FH
24 h J HepG2 4fi Jfd o Bel-2 45 [ A9 3R 1k & 1 i 2 P AR
(P<<0.05) . MM AR BT HepG2 40 itd # Bel-2 . cleaved
caspase-3 & 13X 520 DL 3 3% 4.

B-actin | - ——
cleaved caspase-3 M

0 ;,lmol/L YA 4 pmol/L I 6 pmol/L 8 umol/L I
B G S T T AR T T T
B3 M6 A R X HepG2 48 i & Bel-2 ., cleaved cas-
pase-3 & B RiAF A B ik E

Fig 3 Electrophoretograms of the effects of solamar-
gine on the protein expression of Bcl-2 and
cleaved caspase-3 in HepG2 cells

3.6 RN ATATIT AMPK {5 518 2% #9200 B 38 iE
2£0.4.6.8 pmol/L M HHAE F 24 h 5 , HepG2
A p-AMPKo/AMPK o435l 1,1.212 £ 0.114,1.315 £
0.143.1.310+0.320, 52514 L%, 4.6 .8 pmol/L
RPN BAEFH 24 h s HepG2 4l p-AMPK o/ AMPK o
WA T Ea s, Horp 6 pmol/L MM ik 2w nl i 1A FU A
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3 T (P<<0.05) o 3P 55 1 A% X HepG2 41 Jfd vh

p-AMPK o, AMPK o [ 23452 M 1) HL Uk T DL I 4

F4 BB T HepG2 40 Bl & Bel-2 . cleaved cas-
pase-3EARIZMEM(xts,n=3)

Tab 4 Effects of solamargine on protein expression of

Bcl-2 and cleaved caspase-3 in HepG2 cells(x +

s,n=3)
VRGBT | wmol/L Bcl-2 cleaved caspase-3
0zEH4D) | 1
4 0.954£0.094 1.085£0.130
6 0.826£0.075" 1213£0079°
8 0.543+0.121° 1.09240.152

A LA, “P<0.05; 5 4 pmol/L MM Al Bk L4, "P<
0.05; 5 6 pmol/L PNl A5 44 , *P<<0.05
Note: vs. blank group, “ P<<0.05; vs. 4 umol/L solamargine, "P<<

0.05;vs. 6 umol/L solamargine,“P<<0.05

p-AMPKa(T172) ” -- -
v | S —

0 pmol/L {ﬁ/ i 4 umol/L i mol/L i} mol/L
SRR (2 4D WA 66 hlmﬂﬁﬁi b Iunﬂ]ﬁ
B4 BiMFhiAEEIT HepG2 4ihE H p-AMPKa . AMPKa
EAFRIEZMAIEKE

Fig 4 Electrophoretograms of the effects of solamar-
gine on the protein expression of p-AMPKa
and AMPKa in HepG2 cells
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Fig 5 Electrophoretograms of the effects of AMPK in-
hibitor on the protein expression of AMPKa
and Bcl-2 in HepG2 cells after treated with sola-
margine
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Tab 5 Effects of AMPK inhibitor on the protein ex-
pression of AMPK o and Bcel-2 in HepG2 cells

after treated with solamargine(x +s,n=3)

Eik AMPK a B2
AN 1 |
WL AL 1.045£0.048 0.615£0.136°
compound C4{ 0.760+0.025" 0936+0227
compound CHEMAARAL 0761 +0.004" 0920+0.033*

T 525 I BRA LA, * P<<0.05; S AH IR LA, *P<<0.05
Note: vs. blank control group, * P<<0.05; vs. solamargine group,
*P<<0.05
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