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WE:BH DRI ARRE (curcumol ) i i ME W FR S & S B BR R I FEBESE & 15
(Siglec —15) X T4 il JFF 48 g s ( HCC) A K M BCR FIHLH . ik BEHLKE
Bel —7402F1 HepG2 2 Ml 43 5] 43 S X B4l (IE # 5 57) A L w4l
(50 pmol « L™ HEAFE T 19 48 h) Al 7l i 55041 (100 wmol - L' FEABET 7
48 h) , FHWEMEHE (MTT) oA i  Transwell /N3 28G5 KR @G 9200 % B i X
HHREA , 53 B PPAl 20 M 3G 50 (R 28 B A Re T, T S O E R A B I
N (RT — qPCR) 35 F1 2 [ 03 e 958 EQ 78 35 X Siglee — 15 5 JIE Bk L EE 3 — P B
(PI3K) & G B(AKT) {5538 B AH 2 43 F 1 (5 RNA (mRNA) 52 F A
RIFAKFHEFTRE . G5 Bel — 7402 4 ffa %t R K | & 71 & SE B0 4 5 HepG2
2 L %o B L IR e ) S S 6 2 A A B A I 2R 43 0 2 (100..00 £ 0) % |
(72.09 £1.07)% . (55.65 £2.99)% 5 (100.00 = 0)% , (57.38 + 6.97)% .
(44.63 + 6.04)% , Bel — 7402 #4ii }fi 5 HepG2 #H Jf /) 45 2 ¥4 T 2 43 5
(1.87£0.05)% . (2.77+0.08)% . (4.19 £+ 0.11)% 5 (3.52 £ 0.17)% .
(5.46 £0.11)% (6.63 =0.16) % , Bel — 7402 4 }iy5 HepG2 £ Jfd 1) 4520 %) 9L A
B (39.06 +£0.81)% . (19.20 £0.59)% (8.34 +0.89) % 5(52.25 +1.43) % .
(21.10 £1.95) % .(15.31 £0.80) % ,Bel — 7402 #iiffi1 5 HepG2 20l () 9\ 7] :F 5
LAy Ak (100.00 = 0)% . (72.40 = 4.34)% . (62.47 = 3.08)% 5
(100.00 £0) % .(60.51 £2.62)% .(40.47 £2.76) % , 1 Bel — 7402 4 Jifd {1 % H&
2H AR BRI SIS 2H 5 HepG2 4HJHT A5 IR A K AR L 7 RS2 96 4 P, Siglec — 15
mRNA 48 % 22 35 7K 3 %2 45> 5124 1.00 £0.18.0.89 = 0.01,0.69 =0.07 5
1.00 £0.09 .0.90 = 0.04.0.88 + 0.03, PIBK mRNA A X} & ik /K F 43 5
1.00£0.16 .0.80 £0.12.,0.75 +0. 11 15 1.00 0. 16 ,0. 93 +0. 08 .0. 93 +0. 04,

AKT mRNA #H XF 38 35 7K F 43 5124 1.00 £ 0.15,0.73 +0.17,0.52 £0. 11 5
1.00 £0.21.0.69 +0.06.0.27 + 0.05, Siglec — 15 % [4 A0 % 2 35 K F 45 N
1.05 +0.07.0.91 £0.09.0. 84 +0.07 5 0.99 +0.05.0.80 =0.02.0. 64 £0. 04,
PRBK 2 A AH X F2 35 K F 4 511K 0.96 +£0.09,.0.49 +0.10,0.17 +0. 10 5
1.01+£0.03.0.73 = 0.03,0.49 = 0.03, AKT % [ 41 % 3 3 K F 4 5 K
0.98 £0. 04 .0.88 +0.08.0.63 +0.04 5 1.06 =0.04.0.92 +0.02 0. 67 0. 03,

2 PR, X RRAAR LL , £ S IR Y R ds bR FEGL i 2 R AR S
T EX (P <0.001), &t FARBER@E L T 7 Siglec — 15 K35, W0
4l Bel7402 \HepG2 (W34 FH FiE4% , KP4 ML 1E M o

SRR FOR I s T8 MR VR PR 45 & P e IR AR AR BE AR 3R 15 W IS e UL 3 — 3%
it/ 26 G B {550 5 W9 5 108
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Abstract; Objective To investigate the inhibitory effect of curcumol on
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the growth of hepatocellular carcinoma( HCC) cells through sialic acid — binding immunoglobulin - like lectin 15 ( Siglec
—15)and its underlying mechanism. Methods Bel —7402 and HepG2 cells were randomly divided into control group
(normal culture) , low — dose experimental group ( treated with 50 pumol + L. ™' curcumol for 48 hours) ,and a high —
dose experimental group ( treated with 100 wmol -+ L' curcumol for 48 hours). The proliferative , invasive ,and migratory
capacities of cells were evaluated through a combination of functional assays,including the methyl thiazolyl tetrazolium
(MTT) method for cell viability, Transwell and wound healing assays for migration and invasion,and flow cytometry for
additional cellular characteristics. The expression levels of Siglec — 15, along with key molecules involved in the
phosphatidylinositol 3 — kinase ( PI3K) and protein kinase B ( AKT) signaling cascade, were examined at both the
messenger RNA(mRNA) and protein levels. For this purpose,real — time quantitative polymerase chain reaction (RT —
qPCR) was employed to assess transcript abundance ,while Western blotting was used to determine protein expression.
Results The cell viability rates in the control, low — dose, and high — dose experimental groups of Bel — 7402 cells
and HepG2 cells were (100.00 = 0)%, (72.09 + 1.07 )%, (55.65 £ 2.99)% and (100.000)% ,
(57.38+£6.97)% , (44.63 £6.04) % , respectively; the apoptosis rates in the corresponding groups of Bel — 7402
cells and HepG2 cells were (1.87 £0.05)% , (2.77 £0.08)% , (4.19 £0.11)% and (3.52+0.17)% ,
(5.46 £0.11)%, (6.63 +£0.16)% , respectively; the wound healing rates ( horizontal migration rates) in the
corresponding groups of Bel — 7402 cells and HepG2 cells were (39.06 = 0.81)%, (19.20 + 0.59)%,
(8.34+0.89)% and (52.25 +1.43)%, (21.10 £1.95)%, (15.31 +£0.80)% , respectively; the vertical
migration rates in the corresponding groups of Bel — 7402 cells and HepG2 cells were (100.00 = 0)%,
(72.40 +4.34)% , (62.47 £3.08)% and (100.00 +0)% , (60.51 £2.62)% , (40.47 +2.76) % , respectively.
In the control group, low — dose experimental group, and high — dose experimental group of Bel — 7402 cells and
HepG2 cells, the relative mRNA expression levels of Siglec — 15 were 1.00 £0. 18, 0.89 £0.01, 0.69 +0. 07 and
1.00 £ 0.09, 0.90 + 0.04, 0.88 = 0.03, respectively; the relative mRNA expression levels of PI3K were
1.00 £0.16, 0.80 £0.12, 0.75 +0.11 and 1.00 £0.16, 0.93 +0.08, 0.93 +0.04, respectively; the relative
mRNA expression levels of AKT were 1.00 +£0.15, 0.73 +0.17, 0.52 +£0.11 and 1.00 = 0.21, 0.69 +0. 06,
0.27 £0.05, respectively; the relative protein expression levels of Siglec — 15 were 1.05 +0.07, 0.91 +0.09,
0.84 £0.07 and 0. 99 £0.05, 0. 80 £0.02, 0. 64 +0. 04, respectively; the relative protein expression levels of PI3K
were 0.96 £0.09, 0.49 £0.10, 0.17 £0.10 and 1.01 £0.03, 0.73 +0.03, 0.49 = 0.03, respectively. The
relative protein expression levels of AKT were 0.98 + 0.04, 0.88 + 0.08, 0.63 + 0.04 and 1.06 +0. 04,
0.92 £0.02, 0.67 £0. 03, respectively. In both cell lines, compared with the control group, the differences in the
above indicators between each experimental group and the control group were all statistically significant (all P <0.001).
Conclusion Curcumol exerts anti — hepatocellular carcinoma effects by downregulating Siglec — 15 expression and
inhibiting the proliferation and migration of Bel —7402 and HepG2 hepatoma cells.
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T4 M 955 ( hepatocellular carcinoma, HCC) fE fy—
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Siglec — 1531l HCC # , S 7EITHEARBEZ Siglec -
15 38 s % HCC 200 886 58 550 B O R 06, DA T O v B
S [ o A T AR S S B e B

MHEH %

1 ##

R AR NP Bel — 7402 HepG2 4 ifd 14
W 8 1 FE AR YRR R A

HmEIRH  FOREE, A 2T 10mM, 4
99.50% ,#lt5 : 105061 , 3 E MedChemExpress 2\ ] 4=
P H N - 3 — W R AU ( glyceraldehyde - 3 -~
phosphate dehydrogenase, GAPDH ), #{ #% . 45 i 100
pL, 43 =95% ,fit*5- . KS30KA8479, Fifg/E T AW T
FE A A FR A H 2 775 Siglee — 15 A, 1[5 Sigma —
Aldrich 2y & A2 775 GAPDH | W Jig 15E L% 3 —
( phosphatidylinositol 3 — kinase, PI3K ) | 7§ [ {4 fif B
(protein kinase B, AKT ) Hip 44 DA S AR 1+ 48 1k W) il b
WCIFEHUR TgG(H + L) S il VLB N 22 AR Mok
AR A A s AR U oA IR &, SE B ZETA Life
ONE] AR PR oM ik B R 3 ( bicinchoninic acid assay,
BCA) 2 e B I 7 150) & A e i (methyl thiazolyl
tetrazolium , MTT) #5105 & , ¥y i L s SR £ RHHA
PR BT BB R (ribonucleic acid, RNA ) $2HL
R &, 56 [ Promega 23 ) AR 7 5 HAMG AR AZ TR
( complementary DNA, ¢cDNA ) i #% £ F| &, H A
Takara Bio Inc. Az ™ S 285 i i 5 A i 6% S
(real — time fluorescence quantitative polymerase chain
reaction, RT — gPCR ) SYBR® Green , 2 [§] MedChemExpress
2\ W) A 775 BeyoGel Plus 5N 4 Wt i BE JKE HL K
( polyacrylamide gel electrophoresis, PAGE) il it , I
58 = RAEWHRAT R A A2 7 5 Transwell /N2, 52
Corning 28 A A2 72

{88 Mini - PROTEANTetra Systems H, yk {3 FlI
Mini Trands — Blot 85 (455 EI4Y , ¥ 3£ E Bio — Rad 2
] i s Tanon 5200 multi &E K AERAX , t iR BEL H
= 55 VICTOR X3 EFR{Y, 3¢ [E Spectra Max 7\ & =
it s DMI4000B 251t B 15 , 56 (5] Leica 23w 7™ i
2 KWHE
2.1 @pER HASRERE

Bel —7402 . HepG2 #fi Jfl 3 & T 5¢ 4 4L /K 1L
B R P& /R 15 35 & ( Dulbecco’ s Modified Eagle
Medium , DMEM ) o 55 55 | 2% 55 55 KL 09 e i 07 % 0 -
SLaih DMEM 78 i A& FR 43 858 10% /9 i 4= i v

(fetal bovine serum , FBS) LA X 1% B H 5 HE RIR G
W ANf B TR YEFRAE 37 CHER . & 5% CO,
O RATAR [P Sl N 5 11 R S O e - R Ve
80% I, RVFEAT I AL AL AUERAE o B340 T3 B0 A KB
) Bel — 7402  HepG2 4 fd 34 43 5] 43 Sy X B2 ( 4
Hi T 8E 75 ) L AR & S 41 (50 pmol «+ LT AR
WAL FRAN MG 48 h) | L E 41 (100 pwmol - L7
AR FLANL 48 h)
2.2 MTT E#igpmiEH""

WA A IR AS R A IE AL T X B0 5 B B
Bel ~ 74025 HepG2 4y, 4 HoAe B £L K2y 100 L 1y
PSR TR 2 96 FLEEFRMUN 177 24 h )5, B4
£ 0,50 ¢ 100 wmol - L™ FEAR BN BE IR, 4S5y
SEESE 24 h F148 h, BiSRESHS , AL MTT i
W10 pL, 4k2ed% 5% 4 h J5 5 B, BALINA ZH T
B 110 L 82T, FRf SV 58 U , 1588 T BAR (SRS 0 2%
ARFLTE 490 nm % K T 625 (optical density, OD)
BE, I A R AR AT 2R
2.3 mmpET

BBUAE AR 200 B3O B8 [ BE Y Bel — 7402 5 HepG2
AL, 434 i 2] 7S L A0 I 35 3R AR Y, LA 4 i
BRARFRL) 2 mL, S A A0 B2 1 x10°
Ao BigE24 h g, /R4 0,50 8 100 pmol « L~
WIE AP RE Sk K A AR 2207 75 48 h, B3R 4h
We A AN T , S 7E 1000 ¢+ min ™' [y
PN B0 5 ming A FIE G, 05 IR £ 22 vh i
( phosphate buffered saline, PBS) {& ¥ M M UTTE, F )5
IMAZS G 22 0h i 100 WL {58 20 10 537 B 77, )i 1] Bl
FmA 195 wL EEEEE 1V (Annexin = V) |, THER ik
JEWEE 15 ming FEANA 10wl fll Ak P BE ( propidium
iodide , PT) Y49y, ¥R 5 J5 4 “CEEIEE 5 min, I
AN ACRM AN PR T 00, PSR T AR T =
T + B T
2.4 XIRELBONMEEETHEEES

WAL T X AR K Y Bel — 7402 J2 HepG2 4
f, LAREFL 2 5 x 10° A4~ 21 il 1) %5 B 2 0 T 6 FLAR
o H M 200 wL 78 9% a% WSk 3 BT 40 i 5%
TR . FH PBS YR 40N 3 U, K4 SE 3 i
AAHRL 25 WA B o K B IR e B B IR AR N L 7RI
FE M AT R 28 R, O r il T RUVR S 0 h Al
48 h7E ]S WG T WSS I 0 45 [ 5 AL AL Y AN
OB A RS
2.5 Transwell L3R EE R 88 H1"

1 Transwell /N 1, 43 H) 18] B ZE A& 1% FBS
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BB FEHE 3180 1 x 107 Y Bel — 7402, HepG2 4 Jifl
TEMMA 200 nl10% FBS fyE5 553, 8535 24 h )57, I
FHH N 0,50 57100 pwmol - L™ FEARRERHE IR,
k2SR 48 h 5 /NG IR Transwell /Nas W5 BRAL AR
PBR BE RS R L, 940 PBS MEVEBIIR. BEJS B
FRATRITHON 4% 1) Z2 B WP, %l
30 min, PSS GG (5 20 min, YL@ ZE)E Al
PSR 5 e 3 2/ 3 SRR PR TR 58 - = 1 1) A i
PR AN, 4k LA PBS JE U8 =, TR T AR
T ), TG WA T LSS /)N 3 IS R 4
ENE8
2.6 IWXNKXEERGEH N KA (real - time
fluorescence quantitative polymerase chain reaction,
RT - qPCR) ;&4 71 RNA #8% Ri% 7k F

FEHL Bel —7402 % HepG2 4 i RNA i 5%
M cDNA, ] RT — qPCR A6 H f93 P A AR X 2 0K
Ko SRR R AR cDNA $i2 10 4 R B 5 X
5 wL,iNA 2 x SYBR Green % Y6l IR 10 L. G
RNase 7K 5 pL, LASIE Il 5| #7145 0.4 pl, SEHF9%
JEE T PCR 19 3 S i % LA T S 8681 7:7E 95 CF
VAT PEAL B, 528 5 min, J5 R A 40 YR 5 FR
OB, o B IEFRA 15 95 CAEE 20 s, LK 60 C 4%
PER [RINE 58 OB KAAE i A, 20 BR 2L 40 s, 5l
Yy i AN A B AE RO BRA m B85 8, 7 8 AN
T, Siglec =15 Ei§547:5" - TCACCAGTGTCTAGCT-
TGCTTGTTC - 3', T iiE5I14:5 - AGAAGGAGGAG-
GAGGAGGAGGAG -3';PBK Fiii5]1%y:5" - GATGC-
CCTTCTGAACTGGCT - 3', Fi#5I#1:5" - GCTACA-
CAGTAGCCAGCACA - 3"; AKT L} ¥#51%y:5 - TAC-
GAGATGATGTGCGGTCG - 3', T W 51 #: 5' -
GGAAGCGGATCTCCTCCATG -3',
2.7 EARETERNEAEMNREAE!

$2HL Bel — 7402 . HepG2 40 o i 25 1, 2% F§ BCA
A N G, 2 B M il GO0 A i AT VR BE R
SE L HETRALE 10 pg ER SR, EUE 4 x &
FLEREGE WP 10 3 SR SE, /K3 10 min, £ 5
WK, AR FERL BEAL 10 pL B 0 TR IC AL
S L, LB E O 80 V LYK 100 min, SR Ji5 4% 25 5 i —
.2 % (polyvinylidene fluoride membrane, PVDF ) Ji
b B IRSE U ¥ PVDE [RGB IE 958 14
At 20 19 Tris 2% L 1A % (tris — buffered saline
with tween 20, TBST) &} (41 ¥ H, B A1 45 K5, — Pt
GAPDH(1: 1 000) . Siglec — 15 (1: 1 000) . PI3K
(1:1000) AKT(1:1 000) B F IR KH,FEE—HT

AR, TBST 22 i Bk I — U, B J5 i AR Ao
E 1Y) B (horseradish peroxidase, HRP) #ric i — 9T,
1 b5 FOH TBST s e i, del, F 4 0 B4k
%% 3 ( enhanced chemiluminescence , ECL) Ji& ¥ 47
OB, TR 28 S5 T AL 2 RO R R G a4k
5.
3 itFahE

F Graphpad Prism 8. 0 #fEdEA 48110 M. it
TRILL % £5 Fon, N HEA R FC X AR A ¢ K6, 21 1]
FEB ST, ¢ K s THECPEORH T 3 (%) i, FEEH
X KH

# X

1 FHAREEXT HepG2 ., Bel —7402 40 15E 1 898500

FEARMLLFE 24 h 48 h J5,Bel —7402 % HepG2 4
AT v R S 0 %) 200 B 3% ) {4 S I T A
XTHRAL () P <0.001) , W3R 1, FARBEALI 48 h )5,
Bel —7402 4iiffi ¢ 100 pwmol - L™ Wi T A£G Ny
(55.65 £2.99)% ,HepG2 #ii Jifi 7E 50 wmol - L'
TR AETE 2 R (57.38 £6.97) % , Y4238 50%
M R, 5 2R S0 5 He B R BE 50 umol - L7
(G715 ) A1 100 pwmol « L™" (/&5 5t ) b Hf 48 h {f
SRR A5

R AAMMAERI LR (2 +5)

Table 1  Comparison of cellular viability among different groups
(x£s)
cell viability(% )
Group n
24 h 48 h
Control (B) 100.00 =0 100. 00 =0

Experimental — L( B) 75.52 £3,15% %" 72.09 £1.07***

62.82+2.35" "  55.65£2.99**"

Control (H) 100. 00 0 100. 00 =0

71.23 £3,75%## 57.38 £6.97**

8
8
Experimental - H(B) 8
8
Experimental - L(H) 8

8

Experimental - H(H) 65.53 £2. 73%# 44. 63 +6. 04**

B:Bel —7402 cells; H: HepG2 cells; Control (B) group: Bel — 7402 cells
without any treatment ; Experimental — L(B) group: Bel —7402 cells treated
with a low concentration (50 pmol + L™') of curcumol ; Experimental - H(B)
group ; Bel —7402 cells treated with a high concentration( 100 pmol « L=")
of curcumol; Control ( H) group: HepG2 cells without any treatment;
Experimental - L( H) group: HepG2 cells treated with a low concentration
(50 pmol + L=") of curcumol ; Experimental — H(H) group: HepG2 cells
treated with a high concentration (100 wmol « L.™") of curcumol ; Compared
with the control (B) *** P < 0.001; Compared with the control ( H)
group, * P <0. 001.
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2 #FZAEEXT HepG2 Bel —7402 48 T HI#5M

SR FH It 24 B A A 00 245 1y Ak B 98 4 i 1) 94

TS, S5 R L B, Bel — 7402 4f A% 5 77 i S 56 21

NS BR 20 1) 20 B o T 8 43 03 O (2.77 £0.08) % |
(4.19+£0.11)% F1(1.87 £0.05) % , HepG2 ZH A% .
[l e o W | D e i 0 e o B
(5.46 £0.11)% . (6.63 £0.16)% F1(3.52 +0.17 )%,
2 2 240 B S 0 28 P 4 M O T R S ) R LA FE SR
¥ ESHE SRR L (¥ P <0.001) , WL 1a,
3 FAEHPH Bel —7402 HepG2 HAER

FH AR MR 52 56 11 Transwell 5256 PEAil A FE b
MISAMR TR RE ) o S5 R o, M T X R, 3
AREETTE Bel — 7402 Kz HepG2 4 fifd i) % fv) 5 2 )
TRERE I 3 TR (X P <0.001) 5 HBEVR T+,
YT AL RE 7 W 55 , DLIE] 1h F 2,
4 FHEARESZT Bel —7402 HepG2 ZHff siglec — 15 K 1H
XZAF mRNA RiXHR 00

i# 1 RT — qPCR F1 Western blotting #6 JU 3£ A izt
A B T A 2R Siglec — 15 SRIKAYEM . 45 R

&3 44Ul Bel
AR (mRNA) S 8 AN R IB K P ELER (2 £ 5)

7, SR BEAAR EE, 2 PR AR s T B SRR I S
#rh Siglec — 15 [ mRNA K 3 A X215 K -2 i
FREML(HY P <0.001) , A0, 2 FhAf i & o PI3K 5
AKT ) mRNA K3 AR A AR IR B A0 B
IR TR (2 P <0.001)  ILIE 2 5% 3,

R2 FAMMITHEREAILE (2 £5)
Table 2 Comparison of horizontal and vertical migration ability

among different groups(x +s)

Horizontal migratory ~ Vertical migration

Group n

capacity (% ) ability (% )
Control ( B) 8 39.06 =0. 81 100. 00 +0
Experimental — L( B) 8 19.20 £0.59* **  72.40 +4.34* **
Experimental — H(B) 8 8.34+£0.80***  62.47+£3.08"**
Control (H) 8 52.25 +1.43 100. 00 +0
Experimental - L( H) 8 21.10 £1. 95%## 60. 51 +2. 2%
Experimental - H(H) 8 15.31 +0. 80*## 40. 47 +2. 76***

Compared with the control( B) group, * * * P <0. 001 ;
control (H) group, ™ P <0. 001.

Compared with the

- 7402 HepG2 i S e R FUHEBESE 2 15 (siglec —15) \WRIRMELETE 3 - 385 (PI3K) (A B(AKT) 20 1%

Table 3 Comparison of relative mRNA and protein expression levels of sialic acid — binding Ig — like lectinl5 (siglecl5), phosphatidylinositol

3 —kinase (PI3K) and protein kinase (AKT) messenger ribonucleic acid in Bel —7402 and HepG2 cells among different groups(x +s)

mRNA Protein

Group n

siglec — 15 PBK AKT siglec — 15 PI3K AKT
Control ( B) 8  1.000.18 1.00 0. 16 1.00 £0. 15 1.05 £0.07 0.96 0. 09 0.98 0. 04
Experimental — L(B) 8 0.89+0.01*"** 0.80=0.12*** 0.73+0.17*** 0.91£0.09*** 0.49=0.10*** 0.88+0.08***
Experimental - H(B) 8 0.69+0.07*** 0.75+0.11*** 0.52+0.11*** 0.84+0.07*** 0.17+0.10*** 0.63 +0.04***
Control (H) 8  1.00x0.09 1.00 0. 16 1.00 +0. 21 0.99 0. 05 1.01 +0.03 1.06 +0. 04
Experimental - L(H) 8 0.90 +0. 04%* 0.93 +0. 08#* 0.69 =0. 06*#* 0. 80 0. 02** 0.73 0. 03%* 0.92 +0. 02%*
Experimental - H( H) 8  0.88£0.03"  0.93x0.04"  0.27+0.05"  0.64 £0.04™  0.49 £0.03**  0.67 +0.03"*

Compared with the control( B) group, * * * P <0. 001 ; Compared with the control( H) group,**P <0. 001.

Q3-1 Q32 Q3-1 Q32 Q3-1
2.68% . 1.82% 2.95% 2 2.56% 493%
Favtes = ISR

Q3-1 Q32 Q3-1
¢ |3.56% 3.05%| e

Q32 Q3-1
5.23% 5| 1.64%

B 1 HAREXTE Bel - 7402 HepG2 A 1= (a) FIIZAH

Figure 1
A:Control (B); B:Experimental —

87 b

€41 (b) KR
Effects of curcumol on apoptosis (a) and migration (b) of Bel —7402 and HepG2 cells
L (B); C: Experimental -H (B); D: Control (H) ; E: Experimental —
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