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Abstract: Objective
leic acid (lleic acid,OA). Methods

was used to detect hepatic cell activity, oil red 0 staining was used to observe intracellular lipid droplets acumulation, glycerin 3

To explore the experimental condition for hepatocellular steatosis models of Changliver cell induced by o-
Changliver cells were induced by different concentration of oleic acid for different periods. MTT
phosphate oxidase method was applied to detect the contents of triglyceride (TG) in the Changliver cell. Results Hepatocellular
steatosis models of Changliver cell can be established successfully by 0.2 mmol/L. OA inducing for 24 hours. TG content in model

cells was (379.98+23.19)mg/g.however,it was (185. 034 12. 68)mg/g in control cells,the difference was statistically significant

(P <C0. 01). Conclusion

The proper condition for establishing hepatocellular steatosis models is 0. 2 mmol/L. OA inducing

Changliver cells for 24 h. This model is the reliable choice for nonalcoholic fatty liver disease research.
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JF W K5 4 B8 W5 PE T 9% (nonalcoholic fatty liver disease,
NAFLD) ) % Jg 26 328 4F 3 I, 78 50 19 I [8] P T 2% Joe oAy oA T 3
TR F B Qe BT EF i Ak W) 3k 2500, BT RE L AT ik 1. 500~
8.0, BLC N % o felt B 7y B K B AR . H AT AR5 NAFLD
{1 A S 24 o A8 720 = SR 9 R Coleic acids OA) i T JIF 41 MU 3%
G W TLAR 20 306 AT 40 HepG2 AR 9 B & I B A
iR S R L B TR R AR R AR, RN IE # 40 i
HEST R W7 AR AT A 85 b R Changliver AT 20 i 22455 5 oK UL
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1.2.1 #ifER53¢  Changliver 7k K JF 40 i #% B F 102 FBS,
DMEM g4 5 983 4 mL,5% CO, MR P8R, Ba ik
806 ~90% B fE X, 24 ~48 h & 1 K. 4 £ > 2
1281 3R AAMIE TN . AMAE KA R AT D
], #% Changliver 20 il DL 10" 4~ /FL$F0 T 96 fL 15 57 4%
o BEFL IS AN 3R 3 200 pL, 7 37 CL5% CO, M#48
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1.2.2 OA ¥y R #SE 4> 31 A DMSO il 0. 2,0. 4.,
0.6.0.8.1.0.2.0.3.0.4. 0 mmol/L RN[E#E OA TG (&
HFEAEN 6) . TIlLl O Jefd . 535 T 24 .48 h 1 72 h 3 A~
) A R A7 B8 T LSS, AR IR MTT 455, J5 45 % K 45 F 40 i fg 75
FEEEWE OA 1 ]I Y d5c A W BE R0 AR T I ) 5 4 O 450 3 2 1Y
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50 ] 5 SN R T

1.2.4 U AL i me 6 b0 (MTT) B A 40 i & 1 K
Changliver 4i Ml 2 #p F 96 FLEE FH 4, B F 10% FBS RPMI-

EEB TP b TEA « BAT (1985 ).,
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1640 SE4 R 53 5 mL, M40k 80% ~ 90 % % Ji if (£ 1Q,
24~48 h & 1 KM L0241 = 288 1 3 ICFH A4
MUEEF2 00N . 40 I A $8 B0 K 3 U5 % Changliver 4i ) 10°
A /FLAERR T 96 FLKG IR B S FL YA & A0 i BT 3% 2 200
pl 7 37 C.5% CO, WAEIET 24 h, WAL BER BL . 4
15 Xof B ZH R 4% i BE OA 2H(0.2,0.4.0.6,0.8,1.0,2.0,3.0,
4.0 mmol/L) , B4 6 N FL. AL A0H 45 F1EH 24,48,
72 hisf, FHEILMA 20 pL MTT W AW E 4 h 520k 8
F. WEFLN R SR, AL A Z 8 IR (DMSO) % ) 100
pL B TR IR 252 % 10 min, DU 25 R 206, 2 H
BHEFER AL 490 nm Ab P45 FL AY W O BE {E (A (B . o & 5,
He DA (] Ry Bl A b A (B AR AR 22 il A0 i A K i 2
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(PBS)#E 2 ¥k, I A RIPA 2 Jifd 24 i W 7% %% » oK bl & 30
min, £ 40 7820 2% ,4 C,14 000 r/min & .0 10 min Jf B E
W, RA BCAKKMERD &=, DAAELKEN TG W&
&2, T K 500~550 nm 4k, 78 E?Lﬂ?‘: WA B 22 %1 b o
IR TCWRE. RS REERR NGB AEA P&
M TG i,

1.3 il R A SPSS13. 0 G it 3 F k47 4 b7 - 11 &
BERLL T s 2R 2R BN L8R SR R R O 2500
DL P<<0.05 HZERAZIT¥EX.
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2.1 MBS EIEE R A S R X 2 A it 51
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B GR TE U . FLE 2 A0 AR IR A% K L B 43 Al R A B B —
), 25 AL E A AR
2.2 MTT k40 e i& 51 OA ¥ & 0. 2 mmol/L K,
Changliver 4 il (1) 3% 55 JL-F- A 52 30 441, 40 i 358 58 A2 1 IR 25 (1 4l
AT, B OA WA T 3 A R) B 386 45, L A g 16 3 =2 31K
[F R A A, W3 1L L,

1 AERE OA ZEARRF K B &3t Changliver 41 il

EAMEMm (AE,7Ls)

20 51 n 24 h 48 h 72 h

DMSO 21 6 0.60540.037 0.630=0.039 0.645+0, 038
X HRZH 6 0.61940.046 0.627+0.042 0.66240.018
0.2 mmol/L OA 41 6 0.61040.013 0.61340.018 0.6160.019
0.4 mmol/L. OA £ 6 0.61940.003 0.52440.006 0.426-+0. 006
0.6 mmol/L OA 4 6 0.604=40.014 0.52140.009 0.414+0.013
0.8 mmol/L OA 4 6 0.55170.054 0.490740.027 0.3570.052
1.0 mmol /L OA 24 6 0.55070.013 0.484740.013 0.379+0.021
2.0 mmol/L OA 41 6 0.556740.041 0.424740.049 0.3224+0.050
3.0 mmol/L OA 4 6 0.516740.018 0.34540.046 0.340+0.038
4.0 mmol/L OA 41 6 0.48540.059 0.34240,042 0.309+0. 023

2.3 AL O Qe g R i O Qs R R . X IR 4140
JHOAZ 5 52 W €0 L 300 % T WA - A PN oK DL B A AT R R (I 2D
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OA ¥ JE} 0. 2 mmol/L Fl 0. 4 mmol/L B}, 4L O Y@ WL 41
S PR S DR /N AN S 0 A 2 €4 R R, A S L RS (3. 4D,
OA ¥ & 0.6.,0.8,1.0.2. 0 mmol/L i}, fifi 5 ¥k B A0 T =1 . 40 i
P BR I 3 2 TR I OA X 200 i F) 25  t 485 400 60 520 % S i B
TEARAHFLI v /> (8 9.10) . Changliver 41 ity 4% & B il Bt
|‘eﬂ,¢iﬂ.§§£$mtm UL 2, MRLPESE B E Changliver 4l 4
SERE W AR PEASE R 0. 2 mmol/L OA ¥5 5741 24 h.
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—se0.4 mmo| /L OA

0.6
0.5

0.4 ~==-0.6 mmol/L OA

~9-—0.8 mmol/L OA

=+ =1.0 mmol/L OA

e =2.0 mmol/L OA

0.1 q 3.0 mmol/L OA

0 T T T ;=& - 4.0 mmol/L OA
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A

& 8 2.0 mmol/L OA @R 4 O & (X200)

x2 ZiRE OAYEA T Changliver i fa R [E
BHiE B BE T R (L5, %)

215 n 24 h 48 h 72 h

0.2 mmol/L OA 2 6  76.3443.38 78.54£3.86  80.03+4.19
0.4 mmol/L OA 6  79.6543.76  71.2443.65  67.26£3.76
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gk2 £ZiRE OA EFT Changliver R
FHiE S RIBE TR (25, )

24 h 48 h 72 h
80.36+4.41  58.414+2.89  51.14+2.53
64.8245.46  59.3042.73  53.5743.02
55.044-3.09  46.24+2.13  42.79+2.21
55.6844.10  42.64%2.79  40.25%+3.50
51.66+3.81  34.4542.46  30.40+2.38
41.53+2.59  29.4243.02  22.49+2.63
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0.6 mmol/L OA 4
0.8 mmol/ L. OA 24
1.0 mmol/L. OA £
2.0 mmol/L OA 21
3.0 mmol/L OA 41
4,0 mmol/L OA 24
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0.2 mmol/L OA 4 6 379.98423.19%

FL.P<<0.01, 5% A K,

3 i
FI I 0 o T 240 i 7 72 A Y Y T 440 N R AT O 40 N
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7 35 AR AN M A E AR T B (AN 8 T g A . TR S
S5 R T T i IR T A0 MDA TR T SR # AR I RS I s AT AE
PRBERL IR 5 i AR SMIESE NAFLD 0 BUAR S 4 B . 1
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FRAE+ N CGBBO MR . BF 7T 3 W, F 40 i vl S B A % K Ry Cl2~
C18 {1y K48 fig 05 198 » 4 JL R AL B rh YRR W IS 6 A7 T AT 20 A Py
IRAE G R B Yasuyuki 207 35 % B F OA 5 HepG2 4111 24
h s B 3 N VR S A0 AR 1 B I A BT L A b AT
R AR YR BE OA 5 S L02 41 Ml 72 h. 7 JH 40 B AR 5 4%
BLAY
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R ) A58 3 MTT A AR 2L O e £ B afy 12 4 73 1) ok 2 1
S R R ] AR MTT R Il 20 O Jefa il TG K6 96 30k
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S ) ZE K T 48 b e B R S T O R s >, 2
OAZ0. 2 mmol/L B}, J&48 B ARG BT 38 i, {5 40 i 32 #5142 B
BRI, 5 A MOV S 28 ) 4 HepG2 g 107 JF 410 i 3 52 o 1y
WAL $-R OA XA RA — & T A TR0 IA 8 2 I 4
e P9 AS 6 0 g 1 R AR Tl A 4 A €5 R PASO2E]L Wik 42 5
AL i A Ak . o — 2B 0 U A A T O i AR AT R T,
Cui 2 R OA V5T )5 A AT 40 o 48 4 1k 9 -1 (SOD-1)
i W D X R [ H R R T DATE AR B AR A R AR
Pranm e B BRI . B OA (Y 241 i 35 M 508
AL B 2 i BT A A RE T BRI 6
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L R R — A IFSY NAFLD [ 348 J7 1,
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