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KITOA  Pue A, hiR th ¥,5 M, E & 400037 FPK, BEZEZEE K (B S FEBE R 6 MR E R
EHFR

(HZE] By WEMEEM (equol, Eq) XHMERHH (sodium oleate, NaOL) 7551 HepG2 4t i i
AV IR IR E AL . J5ik IRAMESR HepG2 4l ARV EE (0.,0. 12.,0. 24.0. 36.,0. 48,
0.60.0. 72 mmol/L) f) NaOL 4b 3 48 h 541 Mg 1 A5 1 o THEL O Yo 5 20 i P B i &5 AU o0, 9
T2 4B TG i, >R F CCK-8 JL8f 753 40 ML IR I A2 M 35 B NaOL b BEME BE AN Eq T 1) vk B 3
Ml KR 250 R XS BE AL, NaOL 41, NaOL+Eq I\ R ¢ 41(1077 107 1107 mol/L) , NaOL+ff — i+
T4l (estradiol, E2, 107 mol/L) . Eq T 48 h J5 M 4 TG, LT O Yeta L4 P BT & FUE L
qRT-PCR F11 Western blot ¥l ZH it SREBP-1c ,FAS PPARa ¢ CPT-1A mRNA FIEE AR FRIEA, 458
NaOL ¥ Ji 4y 0. 24 mmol/L B}, %} HepG2 41 fid3% J3 JCHH 520, [RIEF AN PY TG 5 = B @ 3ghn, i oK &
JETH R ;5 NaOL 4 H , Eq 8% E2 T3 n LRI NaOL % 3 19 HepG2 41 fitg P4 g i &5 A1, 25 /b 40
HaN TG 454 (P<0.05) , i3 2 R4 SREBP-1c F1 FAS [ mRNA FI% [ ik K (P<0.05) , B 2T
7 PPARa i1 CPT-1A i) mRNA F14E H #A/KF(P<0.05) , g5  Eq A A 8% NaOL 5 511 HepG2
MRS A5V, i RE 5 Eq F&{% SREBP-1c F1 FAS 353k, [R5 FI % PPAR« #1 CPT-1A £ikG K.
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Equol intervention ameliorates steatosis in HepG2 cells induced by sodium oleate
ZHANG Guiming, NI Xiangmin, CUI Hanqgiang, XU Zhe, LI Shuo, WANG Jian Department of Nutrition, Second
Affiliated Hospital, Army Medical University ( Third Military Medical University) , Chongqing, 400037, China

[ Abstract | Objective To observe the effect of equol (Eq) intervention on sodium oleate ( NaOL) -
induced steatosis in HepG2 cells and study its mechanism of action. Methods HepG2 cells were treated with
different concentrations of NaOL (0, 0. 12, 0.24, 0.36, 0.48, 0.60 and 0. 72 mmol/L) for 48 h to induce
cell steatosis. Oil red O staining was used to observe the accumulation of intracellular lipid droplets, and
triglyceride (TG) content was measured. CCK-8 assay was employed to determine the optimal concentration of
NaOL in the inducement of hepatic steatosis and the concentration range for Eq intervention. Then HepG2
cells were randomly divided into 6 groups: control group, NaOL group, NaOL+low-, medium- and high-dose
Eq groups (1077, 107°, and 107 mol/L) , NaOL+estradiol intervention group (E2, 107" mol/L). After Eq
intervention for 48 h, cellular TG content was detected, and Oil red O staining was adopted to observe the
accumulation of intracellular lipid droplets, and the expression of SREBP-1c, FAS, PPARa and CPT-1A at
mRNA and protein levels was detected by qRT-PCR and Western blotting, respectively. Results NaOL of
0. 24 mmol/L. showed no significant effect on the viability of HepG2 cells, but significantly increased
intracellular TG content and accumulated a large number of lipid droplets. Compared with the NaOL group,
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Eq or E2 intervention reduced the intracellular lipid droplet accumulation in HepG2 cells induced by NaOL,

significantly decreased the intracellular TG content ( P <0. 05), down-regulated the mRNA and protein
expression levels of SREBP-1c and FAS (P<0.05), and up-regulated those of PPARa and CPT-1A (P<

0.05). Conclusion

Eq could effectively improve NaOL-induced steatosis in HepG2 cells, and it may be

related to its inhibiting SREBP-1c¢ and FAS expression, while enhancing PPAR« and CPT-1A expression.
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I 7 K5 M I8 B BT 9% ( non-alcoholic fatty liver
disease, NAFLD) Jg&fi i DL P2 PE A AL Gtk B
SE SR JE I B I A A B0 P R AFE R TR AL T
i 5% A A AL BR DS E . NAFLD 2R &
AR I IE R L, © MO — A H 43 )™ B A9 2 2L T A= R
B e A A A B 0 R o (peroxisome
proliferator-activated receptor alpha, PPAR« ) F1 [&] [ 78
o 45 A & H-1c (sterol-regulatory element binding
protein-1c, SREBP-1c) 7 NAFLD 1) & 4 & ot f op
RIEHEHEAE M. SREBP-1c K H T 8 58 (K I i iR
A B (fatty acid synthase, FAS) AT} 2 fe Tk
BrA: B8 i A= il (de novo lipid synthesis, DNL), T
PPARe ST 1 i [N 1A B B il 19t % 7% 18t 1 ( carnitine
palmitoyltransferase 1, CPT-1) F ik [k S BT 40 i
JEIR B-4AALA 2 , BT DNL 3§ 22 53 i o B-4fb A 2
Yy o5 T BN WE AR BT i) 5% R AR, I, SREBP-1c Al
PPARe A B iR Y7 NAFLD (A0 A 0 i
FRAESPIEAS B A 7 vp i 4% AR T R K1
A2 EUI DNL 340, Ji 105 1R 48 Ak s 20, b 78 ME L
A AR NAFLD 19 A A R e B IS Indeahe & AE
IR PR 1 JFLAE e A S B b A 0 R o oK S
(soy isoflavones, SIF) &Iz 4 A 1L W5 fix 2 ) 1 40
W Y b S BT E, BA 2R Y
RO, R T DU AUE iUOMECR RO VE T, TR] I il e 5 g
WA BB R A o ARERTZE & B, S i 13
SIF f A fit i B NAFLD fop 5™ o S oe &
B, GRIAR RS SIF A] R 98 R BRI B4 ORH DG 35 PR 1Y)
Lk GBI RR A1 o SIF 1 2R 2 AR 5
TE S P ARG I ME S 15 (equol, Eq) YA G, Eq
b JHAth, S5 28 ) S T £ 35 ) LA O o Y ME RO
PE L AL SRS T Bq T 46 25 A R
K BUH RS A A HEROR ™, T Eq T 350% NAFLD
Jg AR B 44 R AT AE o AT A Tl iR
£ (sodium oleate, NaOL) 75511 HepG2 ZH Mg I 201
FRRY WLEE B T F0GS BT 20 B A 22 1 ) s e, PR 3T

HTREAVEHIBLA
1 MRS
1.1 E 23K

Eq I B Fig KPR TR ARA R AR E2,
L O L7 & B Jt 5T Solarbio /3 %] ; NaOL iy B 74 %7
BB B 5 H I =8 (wiglyceride, TG) 277 &
H R A R Y TR T 5 B RNA SRR &
5510 & qRT-PCR 257 & . 5149 .GAPDH —4it . i
SAACPIBERIE R P A Rl TAEWHEARA RA
Al RIPA 2L 22 Wl . BCA 25 (1 K6 377 & L CCK-8
X714 SREBP-1c .FAS .PPARa Al CPT-1A —4ill [

R REYRHA T
1.2 Fik
1.2.1 ZHffidE3: HepG2 4HAEIG [ Procell (I,

HE), 7E & 100 U/mL H 5 2% 100 pg/mL 45 % |
10% i 2F M35 1Y) DMEM S b RE 323,37 °C,95% %5,
5%CO, WAL R FRA Hhw BLRE I , X EICAE K 4 A T
AT
1.2.2 R[FWEE Eq NaOL 15 41 Ha 35 7 i I
BOwH g KR HepG2 4iifiEg, L 5 000/ fL7E 96 fL
TRFLAR AP IR & 40 M, AL 100 WL, 41 i Y BE 15 4 1) e
ATAIHY 96 FL A FL AR H I AAS [a] e FE B Eq (0,107,
10°.107° .10, 107 .10 mol/L) I NaOL (0.0. 12,
0.24 .0.36.0. 48 0. 60.0. 72 mmol/L) , &} 4~ ¥ fiF %
6 N AL, THEF[E] 24 48 h, T 45 1 J5 78 96 fLik
JInA CCK-8 i (10 wL/$L) ,37 CHFE 1 h, fifi FH 4%
K- Z el FRIY ( VarioskanFLUX , 28 [E ) 7E 450 nm %
KR ER AL D(450) 1, 715 40 MAR XS I8
1.2.3  NaOL 55 HepG2 4l Jifd fig Jifj 22 14 BT ¥
A= K ) HepG2 #ifi, 76 6 FLARH LA 3x10°/FLIE & 41
JL, BELARFR 2.5 mL, 2 i BE ) il 28 70% ~ 80%
B, AN L35 i) DMEM (58 55 55 2 YUk 24 b, AR 4
1.2.2 2345 5 NaOL & 43k B 7] 6 FLAR H 43 51)
IMAA R EE RS NaOL, 5320 3 211,37 TR 48 h,
1.2.4  fikiFs S HepG2 41 i i B 28 M 9 NaOL 3 ‘H.
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AP DR 1. 2.3 ABRARA, W 25 HepG2 4
Jitd 6 FLAR G 55 5k, PBS 0% 3 IR, 4% 22 3R I ] o2
W1 E 30 min, JHZL O YLy G 2 10 min, 60% £ FE 43
b, BRIKRZAR S, TRANE S e d%, A kK oh gk i i
JEHME A5 B (Olympus, HA) T 54001 M4 g
RN, PEM AR R R AR, QR 1.2.3 4b
YA, T 1005 352 ARG SR, WO A PR e
T RSt 2 A M S0 3 o e B R) BH 5000  4 f
W TG &ig, @45A 1.2.2 L YRG0 i B 2
PR A , R 20 it 3% g JG B 2 0k 2 15 frY) NaOL 3¢ &2,
YER755 HepG2 4l D5 A2 PE A 25 % o

1.2.5 Eq X% NaOL if5 AN EARMI T10  #ids
1.2.2 A1 1. 2. 4 20980 & T Wi Eq X} NaOL ¥R JFE ,
A5y F % 84, NaOL £, NaOL+Eq fi \H . s i 4
(107,107,107 mol/L) ,NaOL+E2( 107 mol/L) 4 , %
HE1.2.3 B8 ZEMA NaOL J5 , 4 Bin A [/ ik B 114
Eq fl B2 11 48 h, T #45 dJa, %t 40 fg 2E 473 &0
O o R AN TG &k .

1.2.6  SEHFR A HFsE N (qRT-PCR) T gk
Jei , ¥ BRI & 1 6B, B TRIzol 371 42 L HepG2 4
Mg RNA, U2 RNA ¥k B, FH 6 5% 3 i 1k 00 & %
RNA #% 5% ¢DNA, i1 A SREBP-1c,FAS . PPAR«
F1 CPT-1A F1 GAPDH 7 5 #¢ 54514 (32 1) o Bio-
Rad PCR {¥#4T qRT-PCR, 2R I Lt ¢ J& I3 1 (i ( Ct)
(2785 Jr i i RNA (M 5k 0

®1 SIMRFIIER

#HHR el kgl
_Eii#:5'-TTCCCTGGCCTATTTGACCC-3'
SREBP-1c

RU#:5-ACTCTTCCTTGATACCAGGCC-3'
i :5-GTCTTGAACTCCTTGGCGGA-3’

. T : 5 -AGGAAGATAGCCATGCCGAG-3'
PPAR« [-3:5'-ATGGTGGACACGGAAAGCC-3'
7 :5'-CGATGGATTGCGAAATCTCTTGG-3'
CPT-1A %5 -TCCAGTTGGCTTATCGTGGTG-3
T :5'-TCCAGAGTCCGATTGATTTTTGC-3'
GAPDH E:5"-GGGTGTGAACCATGAGAAGT-3"

i :5-CCTTCCACGATACCAAAGTTGT-3’

1.2.7 Western blot £ T 4E R 5, HepG2 4
WL & A 2 BE A R) B RIPA 2R i i A0 9%, A
10 000xg %34T 4 °C &0 10 min, %3850 & 15 B )
B _FIF R I E EWE S, Western blot £l HepG2 2
M 45 & &/ 1 SREBP-1c., FAS, PPARa f1 CPT-1A .
GAPDH WAL, W52 5 T Image J 8RAFTHE K BE
(6L, I AT 204

1.3 %t F o

SR SPSS 20. 0 FAF AT 70 b KB L x5
PR KRR ERETT 22007, SR )5 BEAT Tukey H 54
Ko P<0.05 BA 25 BA Gt 1

2 H#R

2.1 Eq #= NaOL xt HepG2 21 i, 71 84 % v

5NN Eq ZLFRFAT AL (0 mol/ L) AHLL, Eq HREE N
107 mol/L 4TS /1 2 F AR (P<0. 05) , 25 107,
107,107 mol/L {2k Eq FHi4 M. 54K NaOL 4b
A% BEZH (O mmol/L) A H , NaOL 3¢ i >4 0. 48 mmol/L
F 2 BTG ) 0 FRAI (P<0. 05) , WLIET 1,

120

100

80 a

MG (%)
3
1

0 107 10° 10° 10* 107 107 A
Eq &% /mol - L
1204

100+
80—

60 L

AT (% )

40

20

0 0.12 0.24 0.36 048 0.60 0.72 B
NaOL ¢ % /mmol - L™
a:P<0.05,5 xF 5 2 B 48.(0) Hodg
A:Eq #F HepG2 fn 7% 71 49 %5 7% ; B:NaOL %t HepG2 4 fiee
E AR

El1 Eq 71 NaOL % HepG2 20 A& S1 B0 220

2.2 ¥ HepG2 Zmfefig by M9 NaOL & 7 4L 23R B

FWEE NaOL ¥ B2 B34, 40 e N TG & 1t & ¥ 7+
=, 55X HRZH (0 mmol/ L NaOL) A L, 24 NaOL ¥ J& 4
0. 24 mmol/L i}, 4 i TG & & 53 T+ (P<0. 05,
Kl 2A) ; BifiZg NaOL V& FE (3G, 240 it oA 21 5% J0KE F1 i
TR R B B 22, X NaOL ¥ B2 24 0. 24 mmol/L
B A P AT DL IR AR R A, SR TG & i
A —2, WK 2B~ E, 454 NaOL X} HepG2 4
JOTE PR AN TG & 2 Al £L O e fa4h
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B JG SRS e 0. 24 mmol/L NaOL Z-HAE Mk S
HepG2 4t i fig i a2 14 254

2.3 Eq % NaOL & 2249 HepG2 28 I ig i & A0 %5
5 X R Hb 8¢, NaOL b B 40 L ) TG /K- i 3%
THER(P<0.05) , Eq 5% E2 FHUG 40 I8A TG kT4
NaOL 2H i FEAR (P<0. 05) , B & T 00k B2 1 IH
Eq FEARAIAR A TG i VE FH ST W, 52— 1) Ve 2 st
BN, UL 3A 5 5500 BRZH LA, NaOL 25 241 Jfa 1 ] L K
L YYORL, BRI E W i, 1 Eq T #ifE NaOL %53
) 200 e B 2 i ek L, LR MR B R e, S B2 A
A AR T ISR, WL 3B~ G,

2.4 Eq 5t NaOL 3§49 HepG2 2 i SREBP-1¢ FAS |

PPARq A CPT-1A mRNA & i 49 %

5%} B L8, NaOL 4b B ZF 21 fify SREBP-1c \FAS

mRNA 557K F 2 & T8 (P<0.05) , PPAR«, CPT-1A
RIRK-0 AR (P<0.05) 5 5 NaOL ZhFHZ LA, Eq
T-HljE 4l SREBP-1c \FAS mRNA =ik 7K - i 25 B A%
(P<0.05),PPARa , CPT-1A %3k /K 55 % 36 55 (P<
0.05) -5 E2 BB ERRCR, ILE 4,
2.5 Eq *F NaOL # 549 HepG2 4 i SREBP-1c \FAS |
PPARq #= CPT-1A & & £k 69 % vh

5%F BR4H 55, NaOL 4 i s SREBP-1¢ \FAS #H
F 36K B 2% 7FE (P<0. 05) , PPARa . CPT-1A 33k
KPS HEAE (P<0. 05) 3 55 NaOL 41 F 4%, Eq T TR
Yiiffi SREBP-1c, FAS 2 1 R A K P FH IR (P<
0.05) ,PPARa .CPT-1A &3k 7K V- i & 14 55 (P<0.05) ,

5 E2 BAMPIREHZCR, W S,

a:P<0.05, 5 25 7B 20 (0 mmol/L) }b 8 ;B~E: 5 #| Aiber O F & YR B 41,0. 12.0. 24,

2 A [EKE NaOL xf HepG2 ffaH TG S EHMK ML O L&

0.5
04
&
Z 034
g
3 0.2+
E
0.1
0
0 0.12 024 036
NaOL ¥ /mmol - 171 A
A e TG 4%
0. 36 mmol/L NaOL £ HepG2 4n ftL4r 2 ks An fig i 12 I A2
0.4
034
=
E 024
go
&}
=
0.1
O —

A f TG A%

1. %4 8820 ;2. NaOL 2853 ~5: % %) 4 NaOL+Eq 4% . ¥ . & K 28;6: NaOL+E2 41;a:P<0. 05, 5
2t BB ZH P %5 ;b P<0. 05,5 NaOL 203643 ;B~G: A A k4 O F & VLT 28, NaOL 28, NaOL+Eq &, F . & ik
JE 48 ,NaOL+E2 20 HepG2 4w L4 3 45 An g 7 12 A A2 5

3 AERE Eq ¥f NaOL 43 1) HepG2 gl TG S EXMKHL O
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i 1.5 1.5
s i
ﬂi’. a '15) a
= & 104
= 1.0 ™10
z b _’Eé b
i b b =
S 0.5 b &2 0.5 b
= E] L b
(=W )]
[=a) -
E =
n 0=
1 2 3 4 5 6 1 2 3 4 5 6
15 A 5 B
1.5 o 15
I
£ =
2% 1.0 N 1.0 - )
-« <
= b b :Z: b
% 054 b E 054 , B
3 b =
~ 2 e a
-
D—: Ay
(=W o
0- 0
1 2 3 4 5 6 1 2 3 4 5 6
215 C 2159 D
1. 4F B 40;2:NaOL £8;3~5: 5% 4 NaOL+Eq &, ¥ . & )R B £8;6: NaOL+E2 41 ;a.P<0. 05, 5 s} BB 40 b £ ;b P<
0.05,5 NaOL 28 pb3x
A:SREBP-1¢;B:FAS;C:PPARa;D.CPT-1A
E 4 #%448F SREBP-1c FAS PPARq 71 CPT-1A mRNA 3%k F bb#
151 B 154
e 1
] h i
1 2 3 4 5 6 @J 3;1 a
SREBP-1¢(122x10°)— A S S % 1.0 1 g 1.0 .
- - o L b = |
FAS(275><10")H'..dh-.‘ M e y . .
PPARa(53x10°) L E z
(1P'I‘-IA(90><10‘)H-. 'g!- &, 0
CAPDH 362107 1 2 3 4 5 6 1 2 3 4 5 6
> 0% - A b B 4151 ¢
1.5 5 1.5 1
il i
g B
jj_: 1.0 b j§ 1.0 e
= b =
g b i N b
*f} 0.5 2 051 z
e =
= X
oy Ay
~ o
0_
1 2 3 5 6
4151 D E

1: %4 B 40;2:NaOL £1;3~5: 5 %) 4 NaOL+Eq &, P | 5 R 40 ;6:NaOL+E2 41;a:P<0. 05, 5 s B 4L 1L 45 ;b P<

0.05,5 NaOL 8 b45

A :Western blot %] 25 £ ;B~E: %% 4 SREBP-1c .FAS PPAR«a .CPT-1A & & ¥ 2 & 4547

B 5 &‘HZ SREBP-1c FAS PPARq #1 CPT-1A | B RIEKFE LI
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£ 2 R AN B PRI R B A 5, DA B AR Al /b 5
GEAMEERRATE 7 & NAFLD kg 8084 T oy 1) 32 22
fE B P2 . NAFLD 6 5 o -6 Ak i 200 i g 1) 3= 22
JELDA , - S50 U7 T A% A b g K . NAFLD ™
1575 N IR +E 2 3 BB R B A, HL R AL
W 2, BRTET X NAFLD (#3697 6 AR BAH 1% TC 3t
FATT 2599, OB A A 36 7 X BT & 0 1) £ 2R
JERETE" ' o R R SE — R, 1A SN 4 i A R AF S ]
ARG Mo B B NAFLD (9 LA , [RIAsEaT LLRg H2% o
W VAYT 7 AR LT 19 P AR . A BTS2 F ] NaOL
75519 HepG2 4 i i A8 PEAE Y, #53F Eq T HM g
A5 B i A e PR 3K 5

IEH LR P45 K A 20K & 4 B 107 12, {HL L)
TG IR B B R A, BE RET TC &'/ T
5% R A L AL S — R R A = S BUN IR Vi =5
HEAR' . DNL 5P TG 7K P-4 37 456 , DNL F &5 6]
7 | 32 U i 72 4 A/ B8 e = R ILRE , BT T R
YW, JCLIE A5 DNL J& NAFLD 835 T g R L 2
B —> F FARAE , SREBP-1c J& 84 DNL [t 56 4 4k 5t
DR, E SRS R A 7 2 4% T B2 VE T, 78 NAFLD g
F i SREBP-1c £ih T, i MAE #F FAS S5 fig i &
FEPR IR D PR B A R B IFIE PPARG
X4 B RN B Fa 25 2 T, PPARq 7] L3 3o 38 fin %
HEP CPT-1 215 BRI #538 B LR IR AT B 4R
b, v RIS B 28, % NAFLD ELAT 594 A, i1
i AR IR R B SRR, 25 ERFIE PPARa
KK WEAR S50 CPT-1 (9 #% 3 32 #'' . CAMPOREZ
2R AN S B2 fERPE CPTL &3k 198, 1K & 2 51
SEME P /N BURE JE AP A% I 107 R 48 1k K F-.  PIGHON
2L B E2 597 1] LR AR SREBP-1e 25 i i Az i 2
DRI 4 25 7 -, 30 g 2 B0 S5 0 78 A BT O i s AR 2
PAQUETTE 45" jtiF gt % R, B S IR T 51 A2 A
JHE SREBP-1c 3% ik 3 5, PPARa K FEAIG, 3K
BRI B B AR 44 17 B2 T T RO T 3x —
R DA BTSN e 25 5 5 B T 20 SREBP-1c |
PPAR« [ it A . R MM e 25 5 AR 1 T G
NAFLD f KUK , (L 23 384 L B g | B9 598 25 0 Pk 2 s
F9 JXURG: , DRI A e e D 5 A 0 M 2R 8 5 5 e
P ARRL, HEERIE R /N 3 ARk Al P e 2R 7E R 5
G782 B s e

AHFFEFIF 0. 24 mmol/L NaOL &b ¥ HepG2 £ fifl
48 h S5, AL O Y o, 5 20 M P T D 21 YL R

AT 2, MO P TG 5 ek WS 08 6 1 40 g
i A SR e 3 i, PANNEERSELVAM 251 5
S B, SIF T35 AT LAk 38 50 5407 B3 v s Ak 2 T 10
R B G I R R g 10 955 A2 18] B JEF 4 40 PPAR«
FIRK 440, SREBP-1c 33k /K F A%, LIU 252
BT ARE T HE LG 523025 5. SAKAMOTO 451"
98 B, Eq A AR R 524 76 LAV BE AR %) 77 =3 n
PPAR [ i MM A 28 SR IR 1 6 1K . KIML 2602
BFSE KB, #h 78 K S5 IC AT 8 PPARQ #1122 35
BRIE IR B A ALBE S, A %0B % NAFLD,, ABF5¢E
SR ) Ve B ) Eq T, 45 R R B Eq AT R
NaOL 5511 HepG2 e Py TG /K, [Al Byl 2L O Y
2R Eq TS 20 M P9 B T 4510 B 0 20, B % Eq
Vi BE RN, T TSR S S S S A 0 g A
FIKHEN T & B Eq WA T R4 400 SREBP-1c 0
FAS R [H () 3k K, [ T+ & T PPARa il CPT-1A
2Rk, BA 5 B2 AL FRCR o

Zi ik, Eq Al A5 80005 NaOL 5 3 (Y HepG2 4
H 7 78 4, HG 3 43 BL ) T BE R Eq 3 5 e AR 20 i
SREBP-1c¢ f1 FAS ik, [6] i} 7+ & PPARa #i1 CPT-1A
FIRARORD T MMIE AR R . ARBFFESS Rxt k— 4
1875 Eq BERE RS A A T L, A HRR NAFLD If;
PRBNATRBE T BB . (A B R AL e 5
TSNS E R HAE S A% AR BAAAE TR
MURHIA R 9. Eq AFE R —FP KRR 09 CRIAE B/ INPR)
WG FEARA AT RERCH NAFLD (TR FIVRY T 259

S 30k
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