REEZSR APOE /IS & AR AL MG N

R, MEAZ BIXAF!, Emy!, F &' MM
(L BT BE 2K SERNEE 05 BT PR 71204652, 35 PS5 5 % B B SERNEE 0, W1 45 PR 4130005
3. WA EEZ R b BE A O W KD 410208)

FE . LR AR 25 ot AE UE M M i W5 AT 6 7 S R BT AT S A R Ae B AL L Bty Fem , LI 2 R b
P APOE" /1 8 55 R, 4 & Mg A AR~ 13 Bl AR 5 Rt 4T HE # & 3) b oAt F | s 4%
BRI G A AR TR T A, KRG P KA FA, B4 HRAHARAFRE TR
8P, Rk 2 A% CST NRMEAZ G RA, LB AHRKSI13AETAEELERELET 8
B, FH KRB RATREA LR A T 28k  RAL 2% HE % & % RT-qPCR, A E ¥ T RA#EKF |
PHRELEDRTIER THEAE, 5B, A 404148 GSH-PX . SOD # /1 & 1K ;
MDA i & B RRE ALT & A ,AST & /1 ,NAS 824 ,SCD-1 PPAR—y HMGCR % B % ik & %
(P<0.05), HAERAE, KEXREMNZHAFAL MDA K 2 & R E ALT AST & /1 ,NAS
#45 ,SCD-1 . PPAR—y HMGCR # B % ik %1% ; GSH-PX .SOD 7& 71 & &, ik #% %518 i3 4 ) AT Mg
B % A B, Y T R B A R B A% o 1k B 35 5 A AE T b P B AT 69 &R

KR KRR EBBHEIEHIT RAEE G E SR R 08 A ; AL B a4
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Effect of Fu Brick Tea on Hepatic Lipid Synthesis and Oxidative Stress in
APOE™ Mice with Non—Alcoholic Fatty Liver

ZHANG Wenjiang', LIU Yuanyue®*, FAN Wentao', DUAN Lifang', LI Xin', LIU Baiyan™

(1. School of Basic Medicine, Shaanxi University of Chinese Medicine, Xianyang 712046, China;2. Department
of Basic Medicine, Yiyang Medical College, Yiyang 413000, China ;3. School of Integrated Traditional Chinese
and Western Medicine, Hunan University of Chinese Medicine, Changsha 410208, China)

Abstract: The effect of Fu brick tea on hepatic lipid synthesis and oxidative stressin jury in APOE™
mice with non-alcoholic fatty liver was investigated in this study. Fifty-five male APOE™ mice aged 2
months were continuously fed with high fat diet for 13 week. Five of them were randomly selected
for HE staining to estimate the successful development of animal model. The remaining fifty APOE™
mice were randomly divided into model group,atorvastatin group,and high-, medium- and low-dose
groups of Fu brick tea after successful modeling. All of APOE” mice were respectively intervened
with high fat diet through gavage for 8 weeks. At the same time, 2-month-old C57 mice 2
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were selected as the control group and fed with normal diet for 13 weeks and then given saline for §

weeks. At the end of the experiment, the liver tissues of mice were taken for liver function, oxidative

stress, HE staining and RT-qPCR. Pathological morphology showed that the degree of liver steatosis

in Fu brick tea of high- and medium-dose groups were lighter than that in the model group.

Compared with the control group, the activity of GSH-PX and SOD in the liver of model group
decreased, while the content of MDA, the activity of ALT and AST, NAS score, the gene expression
of SCD-1 ,PPAR—y and HMGCR increased (P<0.05). Compared with the model group, the content of
MDA, the activity of ALT and AST, NAS score, the gene expression of SCD -1, PPAR —y and
HMGCR were decreased in different Fu brick tea dose groups, while the GSH-PX and SOD activity
increased. Fu brick tea can reverse the early NAFLD by inhibiting hepatic lipid synthesis and

reducing hepatic oxidative stress damage.

Keywords: Fu brick tea, non-alcoholic fatty liver, apolipoprotein E knockout mice, lipid synthesis,

oxidative stress injury

AV K5 P I8 W5 T (NAFLD) B % J& ok 3k [ 4 —
AT , AR TR 1 K B 3200 1) & AL
il MRS B, RET R AE UL A & NAFLD JB
B 28 LB 3G 1 % 3R KB AN o AR 25 L = Ui
JE) I A T AN L PN 1 SR 1 B — IR AT o 5 A
PR 385 52 1) 4 Ak 7 98 D K B T ot 4 Ak 4 49 B A R 2
CTUATET B R & R A T AL AT 4
b, £ 2 A A 3 0 1 XU

NAFLD [# JC 3kt 1) 45 5 24 25 W76 97,2018 4F
AE 09 KG M BB 107 1 99 B 36 T8 R R R R 2R
16 77 2, 38 2 B AT R i RN 40k 1Y 25 ) 117 4
BGIT, A BEAR SR B T NAFLD f835 1Y BR
S ARG A R Bh I Ak s A A 2 KT
HT & B A% 20 S Rk A AR v e A i e 5 R
AR A B RE Y, LR AEY TR %
B BF 5 P BAAIE 52 AR 1% 45 T A7 A 28 At 7T /9 18 431,
TR 2 I £ S 56 UE S AR 6% A% HL A R TG v IR R 2
NS (1 E @B (APOE") /N U & I8 550 K
i T IE BB AR DT VR A 5 BRI APOE"/N R
T TP BE i AR 1B [ (LDL) | = H il (TG) &
S RN ) 2 RE K 7 38 B RRS IR HE 2% RE 15 0 s

B2 S IR (R OB, 33X 7 LA FE I AR 9 v & 5 4
T, AL ARG I IE HMG —CoA 3£ J7 i mRNA
(HMGCR) , it %Ak Wy B R 35 50 W 3036 2 1Ry
mRNA(PPAR—y) fER B4 A 240 I 1 mRNA
(SCD-1)3 A~fa b5k W/ RFIE & AR DU
41 20 SR AL ) B AR T (SOD) A bk H kit AL 4
fiti (GSH=PX) N 8% (MDA ) 3¢ Jiz e 48 Ak 7 385 161 443

JF L0 20N 2 5% A B (ALT) LA 50 5% 2 il (AST) ok =2
AT 20 %5, TR ASR TR RS A% NAFLD i34
JPRCR

JMNRIREE
1.1 %kt

111 #=%sa 2 A SPF ZlfEtE APOE7 /M
55 W, st RF AR b 2408 R 4 APOE
Cas9-KO, £ 75 5 C5TBL/6, Bl %15 B N —-82bp/wt
Bt B6J, sh#i4 il k5 SCXK (75)2015-0001;2 A #
et C57BL/6] /NER 10 H, ¥ iF vl ik % SYXK
(#1)2016-0002 , 1% 52 5538 1o 3 ) 10 B A Ax

1.1.2 4 BGRA 2014 4ERRE 2% . W/ e v
BRIRT SR BT AR A VT % B ] 245 23 W) 7 b 5 Trizol
Reagent: 3 [H invitrogen 2~ ®] /= & ( %% %5 .
15596026 ) ; Thermo Scientific RevertAid First Strand
cDNA Synthesis Kit: 3 [ Thermo Scientific 2 ] j*
i (5255 :00692424) ;TB Green™ Premix Ex Taq™;
H A TaKaRa 23 A7 (555 :A152172A) ;BCA &
P 5 o 300 s i ) s T 10 ] P MDA
GSH-PX SOD ALT AST &5 & . B 5l /AL Rl 7
113 A SRR EL . db A BLE S w7 (A
5 H10141) ;8% 30 4t 5 4mDkE - 51 p 07 3 v 5% 38 S 40
P57/ /N Dl

114 2ME SHEAHEOHL . MEE Hermle 24
AL G O . H AR BUMRE i A D A 4ok
JCEETE  HOA S HEA W) 22 T RE AR A . 35
Perkinelmer 23 &) 7= i 5 2% R 25 1 5T o Ji ) 2 48 . %
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SRH, 5. KA R AT APOE /s R g & i e B AL % v

[ Bio—drop 2 # = & ; PCR §7#41% ; 5% [ Bio-rad
8w 7R 9O E i PCR X 78 E Eppendorf 23 7]
[l

1.2 LWHE

121 s & HORUEZ IR BRI 24
—JE R, BAR T IE AR AR AR A 5520 ¢ OF
ok, MO 20 A 2 R B A TR BE#R
2S5 JCH T oK F5 IR 1 @015 mL Fo @l B 47 E 4
JnaK R Bt 540 2~3 em, T8I 0.5 h, ik &
FF G SC K BT 30 min, BT & 25 W08 H G i Ug , BUTE
T3 AL T 20K (5 2456055 ) Ak 2 ji A, A0
Je ¥ 10, A 91 PO R R ) 245 WO e 46 2 185 mL (&
W RE ), I > AR e vk B 2 R T R R R R
e VIR e BE 57 5,3 000 g B0 15 min Ji5 , R #EHL
VWA R A, T 4 CHkEERAER .
2 AW S B8 T HERE 60 kg AN BE H AR N
10 g %%, Bl 166.7 mg/(kg-d), H B /N R A H 75 &=
H 1.44 gf (kg-d)®, AR5 701 52 56 25 H 8 5 AR A 45 15
W AR FIEE (2,16 .1.44 .0.72 o/ (kg+d)) . FIFEAABIT
F2 1810 mg/ (kg-d) 5T UAIE H | BUHBLREL

122 b RAFR ADNERIRSET SPF H LK = ,IVC
M7 %6 AR B S8 B SR BE S H EE R (20
5) °C, % NAIXHEIE 40%~70% , I 358, APOE™
JNERFN C57 /N BR300 7 LA A5 i e B e et A St 3 ]
BRI SR S /N BURHIZK 43 510 92 36 F T 480K, A B ik
Ko B2 d B —RHEL R ORISR
123 o @S A% WYiE R R —
JAJG, ¥ 55 H 2 A& APOE /)N R % 25 = g 1A
RIESE 3 ANH, Sk 10 B2 At 57 /NRAEN
EH R R T DA i R R S IR R 3 A O 3 A
H G BEPLIMI 5 H i APOE /N REA7 i), Wi %€
25 20 /0N BRI PR R AR AIE BB [] — 35457 FH 22 TR R
T [ 5 5 4T HE Je e, B A ) 5 BERL 23 R
PRAEAS s  h RGR S B R A TR AR T 4 B
010 2, LA ES /N R IR 10 mL/ (kg-d) 20 0E H
T 8 JA, Hoep gAY 4L R s (R R AL T LA 10
ml/(kg-d) A= HEEKFE S THi,

124 HAKELSL2 KHAPRESEE M
JE AR ORNERIK 12 h, I8 BRI, 4 AR 2K IR f5 25 .0
AL T 4 K, S B8 3 A B8 sh 9, i T /I
BRUMEL 0 DK 1 B R R B 47k 15 /0N U I 5 3
TR e s, TV A R /K TBE VR S5 BY HCHH [R) 35 437

ANEUIF I, 1 1T 4% (J5T 12 43 %50) 22 5 WY IR [ 7 I
A 4 CYKH DA% HE Ze 5 572 100 mg JHEZL 21
WAJEA 1 mL 74 Trizol (4 JCHE R AE & bR %
AR 23 A R A4S PCR K 5 5 BGHS 7 T ik 4
ST TG R AT 8 I 3R P LA B A D 3
JHE STy RE A I 5 JBOAA 56 58 K VR v B R 21 8L 7%
F-80 CUKAE , R Pk AT J5 B2 52 5 ikl

1.2.5 A A g as Anoml 2 K IE 41 20 MR T oK
RO, vk Az B ER K SRR I O 2 IR R 392K 41 21
BIREIE SR m (AFALZ):V (AEFEEE K ) =1 g9 mL A b
B¢ M A A B K (AR VK LHAE) , A s 2L
SIIR(RE 3 s TR 1 Uk, Bl 1k 7 G 22 ) i B o 4k
B 10% HF 238 W, 1 000 g(4 °C)E 0> 15 min, B E
TH VRN 3 A R KR R ) G 3 A VR S R A
JFAL 41 SOD .GSH-PX 7 1 fll MDA Jiit 5t JEE /R ¥
JE I R A OB I AT RO

1.2.6 A ahseten  F BCA 5 & & 10% (1&
TR B0 53 3% vh 45 AR A 10 Wk 3 AR 48 1 BH 13 20
BEIEATERAE V15 & bR 7R ALT 1 AST /936 77,
127 mELEFHMN 4%(FESE) ZEHE
i 5 20 20 48 h S5 BUbE , A sl i K BL BB K J5 E
Tl U T H G AT R L 4 4 wm
JEEEY) MR AL BB TS A FE T 70 CHE
1 h,®# HE 3¢t 3 F e MR LUEE, KHEEmE
X} NAFLD 7% 2h B BL43 (NAS) R 472 /2 f 4t
1.2.8 RT-qPCR # |

1) 5183t M NCBI R’ 3 3k B/ BLUAH B
mRNA J¥3, 519755 B L& 1,

2) U1 RNA M42EL SR A Trizol 52 HU/N
U2 ) 5 RNA, Wk WF AT DEPC 7 Bl 2
WA, B A AR 2 S R IR 2R VROK I (121 °C .2 h)
JR TN RG T 7800 0% T4 ] o PR TR AR B i v A 4
FH AR VKA B0 10 U 20 20 5 A TR T 11
WFEAR b S T80 A VR AR o P O 4 U AE AR IR A B8
FEA A  BIFAE E  AE R 2 2 T Ok AR AR
WEER LUE T IR R R, F-4F 200 ol W3k AR , [+ B
FHWE S 58 sty T A SR B b Y LUK oK e B A ik
A 1 mL Trizol A9 1.5 mL JC RNA B§fY EP & %
TEHCE 10 min, $e R8I 45 25 SR UEA T )5 S8 R 3k
UG RNA, B WA 2 wl RNA 32 ORI A
i 26 11 0T e R ) A v ARG I I T S5 O B (E
(A 20l A g0 m) » KT RNA $RECRY B, WG HAE
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x1 PCR3IMFIER
Table 1 PCR primer sequence

s ) <

B-actin 54 CGTTGACATCCGTAAAGAC 201
ML EL] TGGAAGGTGGACAGTGAG

HMGCR ErBY TGGCAGGACGCAACCTCTAT 222
ML TGACGGCTTCACAAACCACA

PPAR-y 54 GGAGCCTAAGTTTGCTGTG 147
IFALEIE] TGCAGCAGGTTGTCTTGGATG

SCD-1 Er54 ACACGCCGACCCTCACAACTC 199
ML EL] CAGTGTGGGCAGGATGAAGCA

e 1.8~2.0 Z[RIWHL AT F —H8AE

3)RNA #i%% 558 cDNA L& 20 pl 2 &
P BUL I 5P BRI T4 . RNA 21k A 4 pg
B RNA (A RNA),1 wL 3149 Oligo (dT)18, il A
RNase—free water FCE W EE 12 pL IR R, T E
HA A PCR AL ,65 CH&AF T AEME 5 min, 585
TR R A S FARIR VK &b . RNA 6 5% 5t
cDNA %5 1 8%, # AR RNA HinA 8 pLik#A
W (5 xReaction Buffer 4 pL.RiboLock RNase
Inhibitor 1 wL.10 mmol/L. dNTP Mix 2 plL,
RvvertAid M-=MuLV ¥ 4% 56§ 1 wL), % &0l
W B 308 e VR A S K & v & L ICAPCR. R B A e
AT &R E (42 CR M 60 min, 70 °CK N
5 min,4 CHEFF) , SR RNA 055558 ¢cDNA 26 1 8%,

4)RT-qPCR #7495 CHIZE M 2 min,95 CAZ
P 15 5,60 CiB 2k 1 min; fFFF 40 X,

SYGERAIH T L B-actin TE AN S, %15
B 3L PR 3K DA 2724 (5 HEA T AR 3 S T Ge 1 E AT .
129 %itF 4 5 H SPSS 18.0 # {4 Xt H i ik
T, AR LA B bR E 22 (X £SD) R F R . R
BLIRIER 7 28 4 W 2 A W) B RGHEAT e LSD T
A3 AT ALIA) L R T 22 57 U I S 56 508 | P<0.05 1
R A% E L,

D &R 551

2.1 AFRE A AR LT

25 O IR AL/ BRUFE R /N v B IS 41
ZeBUR (DL 1) o BRI/ BT PR RS 4 B3
Ji LG AR e R 2 SRR R AR BRAZ R 0
2L A PR /N B E (RS £ /N
AR R 2 /0N BT IE € B3k K AR FR AR R T i, ol
FE A A 7T 20 /) BRUTF BIE € B 3 L (A AR R i 2
AR

¢Ee

(a) IF 0 g (b)fRIZH. ()T e A Fe 2

oA @

(DARIEZ T () RIE 2RI 2l (DFTFTL AT T4

B 1 RE AR AT BE P AR 25 R

Fig. 1  Macroscopic changes of liver in different
micegroups
22 BFREEREWN
TE R R ZHARAE BN BT/ 0N it 45 A8 3 A, v sl

ok e T, AR S BRCRIR L 5 9 0T 5 e A B R
ML R/NIER e M B R an g BB AR A
BT JF /N R BRORY | JH 2% O L BHL L7 £ T R AR
B, L 5% SCHON G 5 A B T R RN AR i 2
LI B, 2 A D 02, I IR e A o AR % 215 v 71
AR RN Sk oe s, bRk s T
R IR L S A 3 O 5 R A B T I A R
INEEAS — B AR SRR A M M R L e
oA MR G R A A IR A 1R
fite 21 v R0 ek LR AR BT T T /N I 2 A S8 B | e ik
S AR S SR T 5 35 AR 5 e A BT T4
MR /INHEA — B0, M AZ T MR 2 e 2 I, A5 /D

/NS WIE L, AR 2R ARG AR5 B IF /it 4
JER ORI v SR R S v L S S PO T A s A
BT A T SRR B AN AR A R R /N A
T, BB A3 M7 T 2L AR AV B2 T /0 - B X3 WA, o
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RIH 5 R AR AT APOE™ )y BT IR A % A B AL B i ¥ R

B3

i

ot

SRR R T AL S 0 BN T R 5 e A s A
R Br, 2R Qe AN L, A R /NAS S5 1 23 T A
(WLIET2), FEAIZ NAS BT fe i, 45 2541 NAS ]
oy TR AR AL 25 P R 2L NAS BRI e A, 25
RIFE 2,

A5 B:AEAXNMBACYH DA E S F AR A &0 i
4,65 H: REEAhREA TS T R R & 4L,K 5
L. FTHEAAbiT 40 (A ,C,E, G, T, K AR5 55 (100 15 ) M%<, B,D,
FLH,J, L= A5 58 (400 %) WL%2)
B2 ARANNRFERETIAER
Fig. 2 Liver tissues of mice in different groups observed
under microscope
F2 NASHANEZHEHEER
Table 2 NAS integral comparisons between groups

25 U IR 4 @
HERL L] 6.7+0.48*
BT 6 At 7T 20 4.4+0.51%
ARt 2% e 711 k20 3.3+0.49"*
it Z b 4 3.24+0.42"
Rk FAR T 41 4.3+0.48™

Ha, 525 AX R4, P<0.05;b, SHR 4] L, P<0.05;
o, GRTHEAR A T 41 e, P<0.055d, 5 1K Tt 25 vh 7 42 2 L 362
P<0.05; F[F,
2.3 TEREZERT /NGRS K R K S B9 B0

523 (%t AL H, AL AL/ BU 4120 MDA
Jo R EE SRV B A GSH-PX 5 SOD & 1A% (P<
0.05); SHEIAIAAMIL, FHAHANRFHAN

GSH-PX 1 SOD {if J3 % %5 , MDA Jit % B8 /R ik i 35
%, He P gk 28 W 7 i 40 SOD 3% e, BT AR At
1T4H GSH-PX 3 Jide iy, ARG A5 7l i 20 MDA Jit
R IR R B IR (P<0.05) , &5 SR L4 3,

# 3 BRBE S LRSS FREO LB (X£SD,n=10)

Table 3 Comparison of hepatic oxidative stress indexes

(X+SD,n=10)
o MDA/ GSH-PX/
SO J/me)
G (nmol/mg) (U/mg)
AR IRA  169.5£18.2%  6.64+021%  817.4+16.7"
FERIZH 100.3+12.5%  9.95+0.49*  622.7+51.5
FTHEAALTT 4 122.9+11.3%  8.26£0.47™  751.7+£27.1*
e FAIEAL 151751617 821:046"  746.8£15.7%
it R 139.4+11.2%  7.88+0.43%  738.6+21.2%
B OEAEAL 1413£13.5%  831:022%  724.1+13.6%
2.4 REEEXT/NER BT Ih8E BY &2

Ha A AN, SEANFH S ALT AST
I 1B (P<0.05) 5 SR RUZH AR LL , & I 25 2 IF 2 2R
ALT (AST i Jy 8%, b gk % 25 Al f 41 ALT %
AL AST 5 7 8 flk (P<0.05) 45 R W3 4.
R4 BB R B SETE B LR (X£SD,n=10)
Table 4 Comparison of transaminase activity in liver
homogenate (X+SD,n=10)

ALT AU | AST W A1/(Ulg)
2% P B 4L 7.92:1.03" 17.30£1.56™
Hem g 30.8021.41 36.9024.15"
BBl 1T 4L 27.20£2.57% 27.00£2.82%
AR 2% e 1) i 4L 22.60+2.98" 20.40+3.06™
e 2 sl ik 20.95:133% 21.80£2.42%
B 2 1 ) ik 41 25.20+2.6* 25.6013.06*

25 EEEYIRE RIEXIERRA G

251 HMGCR X W %35 575 X AL H, #2
R JF 20 20 HMGCR 3£ 5 %35 T 71 (P<0.05) 5 5 45
RUZAA LL, 45 25 4 T4 20 HMGCR 3 R 3% 3K BEAIR
(P<0.05), HABrFE A 77 40 Ak it A4S [a) 5 2 41
Z[H HMGCR 3[R 335 J0 2 5] (P>0.05) , 45 3 WL 3%
5 FIE 3,

252 PPAR-y AW kix S EXTHRAME,#H
T2 P20 40 PPAR—y RN 2 3550 7 (P<0.05) ; 55
I AR FE , % FH 25 4T 4120 PPAR—y J: IR 2635 FEAIK
(P<0.05), HH iRk Z AN F 5520 PPAR—y 2 &
KK T BT 7T 41 (P<0.05) , 45 5 I3 6 F1E] 4,
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%5 BFRE HMGCR ##% (X+SD,n=10)
Table 5 Liver HMGCR data(X+SD,n=10)

E[ 5(1 M8 2
LAY 2] 10
B 6 £ At 77 2 10
PR 2% e 1 i 4 10
PRt % v it 41 10
PRk ZAR ) ik 41 10

10000 -+
9500
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8000 b+t
7500 p-tededeibats
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6500 F- <~
6000
5500 |-

g 5000 -7

B 4500 Fryen

#4000 :
3500
3000
2500
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1500
1000 [
500 -

HMGCR JEHFI X ik 5
1.07+0.08"
3.16£0.67*
1.450.26"
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1.64+0.12*
1.45£0.11°

0 H
-500 f-ieie

IR U

N

R R

N

0123456 78910111213141516171819202122232425262728293031323334353637383940

TEFREL
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Threshold:33%

g/ C

(b)

B 3 FFBE HMGCR £ E Ri& 318 th 2 708 i i 2%
Fig. 3 Expression and dissolution curves of HMGCR gene

in liver

% 6 BTAE PPAR-y ¥iE (X+SD,n=10)
Table 6 Liver PPAR—y data(X+SD,n=10)

10

25 [0 AR 4 1.03+0.15™
TR 20 10 4.10+0.88*¢

Pl E 1 Al 7T 41 10 2.7420.22:
R 2% v 5 Eéﬂ 10 1.47+0.30
TRt 25 v 55 ik 10 1.45+0.24"
itz HE A7) 12 10 1.60+0.19%*

PPAR—y HE IR A 42 5t

GG

A it T 1 L S A o 1 o P o L o B o A O L I 0 i I o

=50
012345678 910111213141516171819202 122232425262 72829303 1323334353637383940
T

-dI/dT/%

6061626364 656667 686970717273747576 777879 80 8182 8384 85 8687888990 9192939495

Threshold:33%

E 4 BFRE PPAR—y B BE 3Rk 18 fh 2k Fn % 8 i 2%

Fig. 4 Amplification curve and dissolution curve of

PPAR-vy gene expression in liver
253 SCD-1 AR &k SR, & 25 H
/NEUITIE SCD-1 FE R 235 5LIR (P<0.05) , BT FEH Al
TTHME HZ5H Z 188 SCD-1 KK 38 T0 2 5 (P>
0.05) , PR A% A5 i R 20 SCD—1 FE R FRA AR T 4R

fik AR 57 B 4H (P<0.05) , 4

HAR L T FIELS,

x 7 FFBE SCD-1 #1E (X+SD,n=10)
Table 7 Liver SCD-1 data(X+SD,n=10)

25 [ 4
R 20 10
BTG At 7T 20 10
AR 25 e 37 2 10
RIEZ Pl E i 10
Rk AR ik 41 10
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1.04£0.04>
9.36+1.55*!
2.15£0.27*
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3.02+0.67™



RIH 5 R AR AT APOE™ )y BT IR A % A B AL B i ¥ R

S

012345678910111213141516171819202122232425262728293031323334353637383940
e

(2)

-dl/dT/%
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Threshold:33% i/ C

(b)

5 BRRE SCD-1 EFEFRiE Y18 ih 2 7075 f7 dh &
Fig. 5

Expression amplification curve and dissolution

curve of liver SCD-1 gene
2.6 itit
FAR A Zh YRR R I IR RO A N R
APOE™/INERU i 3¢ 2L BE Ok . LDL \VLDL %5 %) i i
Braz 41, S BUFIEAT K IR 2 iR, APOE "
N EAT DU G B AL N 2 NAFLD & 2B & J b 72
JEWFFE NAFLD 34 i 2 — 1281 g Y 3524
TSR 2 /)N BRUFF AT R A i 2R 0 ot i T AR, AR it 4%
e PR A IR T 4 2 B AR U Y i R IR 2R W)
JOT A IOE PR TR A 80R (L2 AR itz 25 A1 591 2 28 4100 1)
B B TE S I DOARAIOR 50 22 0 W AR it 45 A 003k
B — 52 50 = A AT DUAT R M 5 B0 B 28 e LR
PIRCR o BB AR M VT35 97 1 45 24 400 i B8 24 BT B
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