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ILEMTERERE-ARER fM 311400 230 TIHEHRFHER

FEE . [B 09 MARAF W A BE IR A 2 & b U8 AR W AR W AT 09 4R 32 AR R SR F AR AR R AL L [ k] 48 RICR A AL A B F AT
ML AEANR TAME SRR (% M AR IR R AR A 0.27 gokg) AT T AKH B 4(0.1 g-kg) AW AT A F48(0.2 g-kg) A A F A
F(04 g-kg)o DR B MEAARI, LD 4Rk B E AR R A S BR A R R 8 A LA B AR IR B T AL AL R B &2 25 40
VKA R B AT T IR, AL B 3 A A R g F I B B (total cholesterol , TC) | ¥ i = B (triglyceride, TG) . & % #% & ¥ (alanine
transaminase , ALT) . & 3 # & B (aspertate aminotransferase , AST) /K -F ; 77 A4 -4 £ (hematoxylin—eosin, HE) % & 35T 40 2 51 45 42
JEy g O 3 &k MLAR T AR B R AR 0L 5 AR A &l S AT 4L 4R 4 R AR B AL HALEE (superoxide dismutase,SOD) & M & & = B
(malondialdehyde , MDA ) /K -F ; %, J& ¥p i % ) 2 /) ST IERE B &8 5 A B 1 % #5%& @ (insulin induced gene 1,Insigl) A& % 5% & %
4k (low—density lipoprotein receptor, LDLR) i At 44 By 45 38 5 4 0 7& % 4K o(peroxisome proliferator—activated receptor o, PPARa) | 2
B 82 9 ¥ T % & & & 1 (sterol —regulatory element binding proteins 1,SREBP1), & 838 % B F+ 4 & & & £ 3 & & 9 (sterol
cleavage—-activating protein, SCAP) | #§ B2 4L & & K 3% % & L 8% (phosphorylated amino terminal protein kinase,p—JNK)%& & % ik ; 5 B} &
KB EFRAEGEHMX R E (Real-time fluorescence quantitative polymerase chain reaction,Real-time qPCR) #2 | I JE Insigl \LDLR .
PPARa . SREBP1 SCAP # B & ik, [£ R 45 K844 58 TR SRR B 2T IESS 40, 9 2 20 & s R /& ALT AST 7 -F (P<0.05,
P<0.01), & #2488 TC. TG K-F £7F L% FFL(P>0.05), HE & E L7 4% AP & A A mibih, XXz HEmm b
O FERT A% Al B T L BE D RITRERG R RAR AT A b A 3 2090 4RI AT RE SOD 7 1 (P<0.05) A%, % 71 & 2158 9
2 BRI E MDA K -F (P<0.05), # % A% &7 4484 2 F 1K Insigl SCAP & & £ & (P<0.01), &7 2035k 2 F %Ik
SREBP1.P-JNK/INK % & 48 %} & & /K F (P<0.01), 2 %4 - LDLR \PPAR« % & 48 55 £ 34 K F (P<0.05,P<0.01) , 3Lk, 48 ¥ S % 7
4038 4 2 3 4K Insigl SCAP SREBP1 #9 mRNA & B 48 2 & ik K- (P<0.05,P<0.01), 2 %42/t LDLR .PPARa mRNA & I 48 5 &
K (P<0.05,P<0.01) , [ #] 45 2B 42 4 b i Af Ve g By AT B DR 42 AR R 3% VR A <7 48 5 2 & T Mk N2 ] B85 4532 & &, 37 ) 5
SRAH X,

KGR R R B L AL RS BT 4 A 2 B B A R i
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Effect of Ethanol Extract of Rhizoma Panax Japonicus on Alcoholic Fatty Liver in Mice LI Li', LIAO Guanghui’, LOU
Zhaohuan?, et al 1. The First People’s Hospital of Fuyang Hangzhou, Hangzhou(311400), China; 2. School of Pharmaceutical Sciences ,
Zhejiang Chinese Medical University

Abstract: [Objective| To study the protective effect and the mechanism of action of ethanol extract of Rhizoma Panax japonicus on acute
alcoholic fatty liver(AFL). [Methods] Forty—eight mice were randomly divided into normal control group, model group, positive control
group(Polyene phosphatidylcholine capsule 0.27 g-kg™), ethanol extract of Rhizoma Panax japonicus low dose group(0.1 g-kg™), ethanol
extract of Rhizoma Panax japonicus middle dose group(0.2 g-kg™) and ethanol extract of Rhizoma Panax japonicus high dose group(0.4 g-kg™).
AFL mice model of was established by intragastric administration of Hongxing Chinese Vodka for 8 weeks. After final experiment, serum
total cholesterol(TC), triglyceride(TG), alanine transaminase(ALT), aspertate aminotransferase(AST) levels were detected by fully automatic
biochemical instrument; hematoxylin—eosin(HE) staining was used to observe pathological changes; oil red O staining was used to examine
hepatic lipidosis; the activity of superoxide dismutase(SOD) and level of malondialdehyde(MDA) in liver tissue homogenate were

determined with kit; the expressions of insulin induced gene 1(Insigl), low—density lipoprotein receptor(LDLR), peroxisome proliferator—
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activated receptor a(PPARw), sterol-regulatory element binding proteins 1(SREBP1), sterol cleavage—activating protein(SCAP) and phos-
phorylated amino terminal protein kinase(p —JNK) proteins were determined by Western blot; the expression levels of Insigl, LDLR,
SCAP, SREBP1 and PPARa were detected by Real-time fluorescence quantitative polymerase chain reaction(Real-time qPCR). [Results|
Ethanol extract of Rhizoma Panax japonicus high dose group could reduce the body weight and liver index of AFL mice, obviously improve
the mice serum ALT, AST levels(P<0.05, P<0.01), but there was no statistical difference of serum TC, TG levels among the ethanol ex-
tract of Rhizoma Panax japonicus groups(P>0.05). HE staining showed that the liver cells in ethanol extract of Rhizoma Panax japonicus
middle and high dose groups were full, without inflammatory infiltrating cells; oil red O staining showed that ethanol extract of Rhizoma
Panax japonicus middle and high dose groups significantly reduced the fat accumulation in the liver cell. The SOD activity was significantly
elevated in ethanol extract of Rhizoma Panax japonicus middle dose group(P<0.05), and the MDA level was dropped significantly in
ethanol extract of Rhizoma Panax japonicus low and high dose groups(P<0.05). Meanwhile, middle and high dose ethanol extract of Rhi-
zoma Panax japonicus obviously decreased the protein expression levels of Insigl and SCAP(P<0.01), the ethanol extract of Rhizoma Panax
Japonicus groups could significantly decrease SREBP1 and p—JNK/JNK protein expression(P<0.01), and obviously increased the protein
expression of LDLR and PPARa(P<0.05, P<0.01). In addition, ethanol extract of Rhizoma Panax japonicus middle and high dose groups
could effectively reduce the relative mRNA expression of Insigl, SCAP and SREBP1(P<0.05, P<0.01), and increase clearly the relative
mRNA expression of LDLR and PPARa(P<0.05, P<0.01). [Conclusion] Ethanol extract of Rhizoma Panax japonicus can significantly im-
prove the transport and synthesis of cholesterol, and the effect is associated with inhibition of lipid peroxidation.

Key words: Zhejiang school materia medica; Collection of Compendium of Materia Medica; alcoholic fatty liver; Rhizoma Panax

Japonicas ; cholesterol; oxidative stress

9 RS PE N i 1T (aleoholic fatty liver, AFL) & H F s B8 O T L e 8 (% 44 - 2 35 ) T T 3R 3 (b
F IR S A 3 SO IR , A S G e s ) — b ) 254 R\ (5 .BBJD106) ; 45 P9 7% 2 i (alanine
ARy A] it — 20 K S R R W R R 4k Ak R A transaminase , ALT) . 4+ & ¥% % [if§ (aspertate amino-
A PR RS TR RS BT Z B A T B transferase , AST) . &L IH [# B (total cholesterol, TC) . H
Uy re 5 vty , £ 2 1 20 B 7% (hepatocellular carcinoma, I =8 (triglyceride , TG ) A& I 32850 & ¥ W4 F 77 % 52 i
HCC), BEF @ ERZE TR B0 A AT H B YGln,  EW R A BR 2 w] (At 5 : 16052001 16091901
FECAFLAY K0 2 W, AR 4t 5 T AE H 850 15100801 ,16030301 ) ; #8 % 1t ¥ I 1L fif§ (superoxide
11,158 K DL b NTE I 2400 0 8 = 249 6.2 T4 dismutase) . N ¥ (malondialdehyde , MDA ) Il 3%, 51
F13.5 g/d®, 795 2 T EHE AT T 2 (Panax SN T AR TR (55 . A001-1
japonicus C.A. Mey.) B T AR ZE BRH Gy, MR, A003-1); — MMk B 2 (bicinchoninic acid, BCA) 4 H
[T 2 S/ € (o IR | o e v 7 A O e 0 7 3R 0 T R 3 m R AR A R A
R OH: 2 T B 2 T W R AR A B S T R (R (#t= .P0010); 4 1ML 3% H & H (bovine serum albu-
B HAR B IR S A0 E M = LRIE S, min, BSA) I TA TAY TR (EE) R A RA
PR SR — A TR VR SR RIS GEAERESE (%5 0 A600903 ) 5 [ [ B I Y 0 45 S R 1 (sterol
R AT S A RO G KA U RE % 400 R R regulatory element binding proteins 1,SREBPI)  fI%
AP SR A AT, AR RIAE IR B A | i — % ¥ g 8 H 3 & (low —density lipoprotein receptor,
AL WA S [R50 S 71 S BRI AT AFLI AT/ 48 LDLR) ¥ T 3 [ Proteintech 24 1) (it 5 : 14088-1-
WEHATRE B VE AL, DUAR HE77 35 2 89 T R R AP 10787-1-AP); i Bil 5 A 45 G 8 1 240G
1 #RFAEE # M (sterol cleavage—activating protein,SCAP) | fifi &
1.1 Z45ilH M2l T REE 24 RA A RIESFEKMI4MBEE (insulin induced gene 1,In-
(=i . Bt , 1t 5 .20200801) , BUE = V) A, B TR sigl) . o AL 9 i 1A 354 58 90 15 52 1R o (peroxisome
BRI, INA30% 1 (R 1 :12) 7% H12 h, 85 Clnl ¥ proliferator—activated receptor o,PPAR«a) . H i -3~
2 h, UEHBUS HRHE L PR A30% L BE R 2 h, A5 1 12 I % 1 (glyceraldehyde—3—phosphate dehydroge-
PE YR R, e 25 208 IR AR B J5 K 24 T 40k 2 vk i nase, GAPDH) ¥ W F 3¢ [H Abcam 2 & (it 5 .
IR TIR, BIARAT 5 Z30% 85589 ; B2 80 ab190103,70787 ,ab126285 ,ab181602) ; 2 H K 3ifi 2
52% MWL 2 Sk FAL R B R A IR A A £ [l ¥ B (amino terminal protein kinase,JNK) , iR
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fLINK (phosphorylated—JNK , p—JNK) 2 1§ T 3% [ CST
N A (A5 19254 .4668) 5 L AT UG | L 2E T 7 leG
YU W F 2% [E Thermo  Pierce 2y 7 (1t 5 :31160 .
31210) ;RNase—Free DNase Setlt T 7% [ Qiagen 2\
(H5:97254)

1.2 SRy AERRICRAENE /N A8 H | K B2~
24 ¢, W T g R A R AT B RS2 5 3 A=
FEVFRIIES . SCXK (77)2018-0003], 4 ## T #i T+ =
4R\ AW by 555 3 i TR AT HIE S . SYXK
(#1)2019-0024], =& (23+2) °C, AHX 1 EF45%~
55% , A AR EOK , N TG B K5 412 h,

1.3 SEAURS  TBA-40FR Accute4: H h4E 1k 2 #r
T H A Z 4 7] BIO-TEK 4C 1067 b5 T 55
FE P 0 A RS A BR 28 7 s MF43-N 1E B 9 56 W il i T
PN S0 HL B AR A B2 W) 77 i s Bio—Rad 1658033
K BB R 58 K Bio-Rad CFX384Z B SLA 9O
R EHFEE RV (Real-time fluorescence quantitative
polymerase chain reaction,Real-time qPCR){X3 k3%
FEA 2R 28 |77 i

1.4 SRk

141 o M 2575 @GR Jr R AE BR ) A5
WF 58 0 He it b3 S ek #5448 HICR/N R BEHL 43 4 1E
HORE AL AR | BH A RE 2 (22 0 i Mg 1k A e e
0.27 g-keg™) M SMHAEL (0.1 g-kg™) M TS
FEAL(0.2 g-kg™) MW S EAIREA (04 g-keg™), B
ZH8H o IoR IE o) R A fefT 18 Je A R 3R Ah AR S 2
Yo T BRAARE . BRIE B X B 41 DL 258 K HE B 4
R A/NRFE0.1 mL/10 gl & T AR Sk R BiE
LR/, ESES TR SLI0 5 1~2 8 45 F e 5 M 30% i — 4%
SRR, B 3~4 ) TR BE 3G TN 2235% , 565 5~6 ] ¥k JiE 3
INZE40% , 55 7~8 A 1 N £ 45% , 15 AR R A, 1F & X 8
H OB NE B 5 T Ak, & 4 25 41 4%0.1 mL/10 gfA
TR T 22 075 Tl g Tk LA i A T3] 710) a5 77 0 S e 42 4
BB H DR, ESSH .,

142 /PEARBTEIE  SCIRPIFR /N BUAAR BT & Bl
J BRIP4 AR BRI i0 5%, S50 0 R PR AR BU/N B
TR, 2 il /N B B i fa 3 81 OF R AT /) BRUAAR BT
I3

1.4.3  JHWEME S22 W8 BESR TR BON E  RIRG 25
EEE12 h, FREUIN BRUAR T O 1 5%, B 4045 IR Bk
JI5E STUAE A B /0N B, 20 I S T BT 5T SR
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AETEZS (555 FRIBUSF I B i, 380 48 45, JiF
HIEHE 50 (% ) =T it it () /R T # (g)x100% . HUR [ 34
B HF AL L, — 43 -80 CUKH P AT , L5 Le 8 A A
5 575 B — 30 3 109% FF 18 5 T 1 52

144  MEALFERRN T4H252 4.6 8 RES
ZH/NRUMIR , F37 “CHAE30 min,3 500 vmin0>10 min,
Sy B LT, K ALT (AST [ TC X TG/K -,

1.4.5  JHFWEE AL DL SAE bR il AR O 1 2 4L
0.1 g, FALUFH (g) :0.9%FAL MK AR T (mL) =
1:9, il #5 10% T 20 2127 3% |3 500 r/min &5 0> 10 min, HX
VS, ABCA LI o 2 vk B 2 B0 & vl I 45
AR | B AR ORI Y6 %5 B (optical density, OD){HE , 11
ESODIE M MDA K-,

1.4.6 /NEIFAEHEY (6 HBU10% S VA 1 22 9 /7
SUFFIIE , 4 A s Bk BB K J5 AL 38, U 5 90 AORS -t
21 (hematoxylin—eosin, HE ) Je @, | PR IR &L A, B ke,
1.4.7 /DNEIFBEMAOY 6 H-80 CLRAF /N BT
At , 23 0) B bk 5 BT 70% L FE 20 s, B LATHZL O
et 1 min, 70% LB 5r I VR 5 7 ARG 2 441 min,
R e, B UL /N BV I A 1 SR R

1.4.8 GEEEPIB LK I/ RFIEAH G (ks R
B EARBUKH &R BUEBE A, BCAIKF &2 25
HLUKk2 h, $6HE 5% 050 E 2 hg ,4 CF —Hiig & i
W, WA BV E W M 5 . R HlTmage JAK A
AT 4 FODME , H M B P AEXS R IB i =0D q g 1/
ODyy 25X 10°FE 7R

1.4.9 Real-time qPCRAGZMJFIEAICHP £k L
Trizol 7 42 UL RNA , Ko I L 5 it ali 3 R it | R %
S NeDNAJG AT Y18 95 CHIAE M1 min, 95 °C 15 s,
63 °C 25 s, L4041 E3F , LIGAPDH A N 2, 22203
TN R AR Bk i L 51 R B A DL AR B )
Wit AR TAEY TR () IR ARA A G M, Fa
WL,

1.5 #it2##r B HGraphPad Prism 5.08 417
Gt W AR, A0 2 8 SR R R 0,
21 8] LR Fi—test, LIP<O.0SHZESFAGITFE L,

2 H£R

21 BUUNBUAT R IR 5 IEE IR K S
5 13 R RS 70 2] R 45 25 247 2 /)N B0 IO o 4 A X 21
2 AR T B KT IE F O R (A 22 RS L
(P>0.05), WK1,
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Tab.1 Primer sequences
LR 44 Bk SIPF 8 (5—37) Jr B R/ (bp)
GAAGGTCGGTGTGAACGGATTTG
Mouse GAPDH 127
CATGTAGACCATGTAGTTGAGGTCA
GATTACCATCGCCTTCCTAGCT
Mouse Insigl 103
GAGCCAAGAACGGATATAGAGGAA
GTCTGTCACCTGTCAGTCCAAT
Mouse LDLR 120
CAGCCTTGTTCGTCTGAGTCATT
CAGCGCTACCATGCCAAGTTT
Mouse SCAP 132
CTCAGCAATGCCAATCTCCTCTT
CATCGACTACATCCGCTTCTTG
Mouse SREBP-1 71
CACTTCGTAGGGTCAGGTTCT
GCTTCCAGCCCTTCCTCAGTC
Mouse PPAR« 153

GAAGCCCTTACAGCCTTCACATG

1
Fig.1

2.2 HUUNRIFIEIE A2 RO EFR Bt i 7R
bR IE R R LN ERAT IR AR T A T
REARY L /)N BRSSO TP IR S AT 3 KR B T
R IE 8 X BB A /)N RO IO 200 € R 2T e 5 S RN 2 /N B
JHF IO 20, 5 B A, 2 245 A0/ D BRURE O 7 B R 0/
R LT, WIEI2A, 5 IE# X R4 /N
B, AL A /N B IR 48 500 38 i (P<0.01) ; 5 A 7Y
Y HLER AT S v ) AN BB 48 80 35 R I (P<
0.05), WL.F2B,

23 S4B E A fLFR bR A 5 X R L
AR RIME R /N UM T ALT 22 B4 24 (P>
0.05), IfiL 75 AST/KF 2. 3% 1T+ (P<0.01), S [
B, BH T R Yy 245 50 /0N BRI AST /K F-
% F R (P<0.01,P<0.05), 51E% X B4 H A, 256
JERE R 2H /N B 75 ALT  AST/K S i 2 58 i (P<0.05)
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A AL/ AR U LU AR

Comparison of body mass of mouse in each group

SRR, 11 S R A/ BN ALT & AST
KVA T RS 2R TG # 2 L (P>0.05), W
K3,

SRR B A, SEER SR 2 R A 4 /)N BRIl
TC/K & % T+ (P<0.01) , TG/KF £ 5 LG T2 =
X (P>0.05) ; 5256 55 6 J8 452 0 20 /)N BRI 3 TCOK SF- 8. 3
Thim (P<0.01) , TG/KF-FEAK (P<0.05 ) ; 25 8 Ji A 74 26 /)N
BRI 7 TCAK - 8 38 TH i (P<0.01) . SA R4 b, 52
B2 4 61T S i A TCAK A A [ R B T
15 (P<0.05,P<0.01) ; 554 J& v 7] 5 20 TG /K - W]t F- 15
(P<0.05) , 556 J8 i 751 it AL TG/K F i 3 F# K (P<0.05) 5
B K ARITC TGI8 br 25 7 TG 2% 7 X (P>0.05)
L3,

2.4 H4U/NEUFIE SRR I RE L 5 IR T
R, BN BUIT 41 21S0D T 1 8 2% F B (P<

il 7 A1 LI L0 BT 5 Bl [ [ 7 3 il
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VE s AN BRUIF A 300 S0 00 5 BT I8 B LU H2 . al 1E 3 % BRZH b AL e B XS BREH s d AT 1Y SR 2 e AT S R R A £ T Sl dl . 5 1E
O BT LB, #P<0.01; S BUHAL LR, "P<0.05
Note: A. Anatomical appearance of mouse liver; B. Liver index. a. Normal control group; b. Model group; c. Positive control group; d. Rhizoma
Panax Japonicus low dose group; e. Rhizoma Panax Japonicus middle dose group; f. Rhizoma Panax Japonicus high dose group. Compared with
normal control group, #P<0.01; compared with model group, "P<0.05.

B2 2% 20N BUIFIVE S WL BR R BT E 45 %1

Fig.2 Pictures of liver appearance and liver index of mouse in each group

B EEAEA B AT SR R [ NP0 U oz R RV Y v
A0, B BB friishana B 5o, EUBoma BB friish
B Pt iRal O A7 18 sl Bl Witkaial  Cm friissnng #
80
7 60
=2
5 40
<
20
0
B EEAEA B TSR R W EEAEA B A SR R
C 5. mpomal BB fiishaal D, =wsoma BB fiish
B Pt iRal O A7 18 sl B pifkxiEal  OW 4TS m aal
T ES T 3
2 10 i -
— L] —
9 (=]
g gl g2
= < =
e s = ©
= K{H =
o= 1
KH
ola
4 0
0 K 2l [ 0 I [
2J 47 6J7 8JH 2J 47 6J7 8JH

TE ALLTE ALT/K S ;B AST/K P 5 CLE TC/R - s DAMLETG/K -, 5 1E % %) B4 HE A, "P<0.05,#P<0.01 5 S5 B 2 e £, "P<0.05,7P<0.01
Note: A. Serum ALT levels; B. Serum AST levels; C. Serum TC levels; D. Serum TG levels. Compared with normal control group, *P<0.05,
#P<0.01; compared with model group, "P<0.05, “P<0.01.

3 £/ UM AR K H L

Fig.3 Comparison of serum lipid levels of mouse in each group

0.05) ,MDAZKF & 3 I F+ (P<0.05), SHRIZ A, FEA% (P<0.05) ., ULIE4,
15 2 p 5 4/ U 41 2 SOD T M 25 18 i (P< 2.5 S/ AR b OE R X R A A0
0.05), /T2 EHEAH/NRIFHLEMDAKE-BE  HEFS% , CRER I R L R A8 M4 0H ., 20 i

1314



A
1000
o
2 800}
en
£
- 600}
)
3 ‘ L
s 400 T
Q
2 200t
e
0
é‘g‘iﬁfé’ \‘% 3 @é}% %/
P A N e
‘ X
¥ B

RN
&

WIT B 25 K224 4R 2022 4F 12 H 45 46 555 12 1)

B
2.0

b #

& 1.5F 1

g

- -
[=) k Illll
=T el ===
Iriﬂ I:I:I
<T‘H L -
% 05
) -
2 IIIII

0 11 I

N §~4¢/¢@’§@

R X :\ &\ %\

¢ & W
R R R
&K

AN R ZISODIE 1 5 B/ RITFALZIMDAK -, 5 1E 8 Xf B4 H AL, *P<0.05 5 5 A R 4 L 4%, "P<0.05

Note: A.SOD activity in liver tissue of mouse; B.MDA level in liver tissue of mouse. Compared with normal control group, *P<0.05; compared

with model group, “P<0.05.

4 £ 20/ BUIT 20 ZUE AL LIRS A7 K 7 L8

Fig4 Comparison of levels of oxidative stress index in liver tissue of mouse in each group

(1) Bt B S S R A L A, B X TR L T T 4 e
Hh L K P20 M S R AR A, IR 2
A RNRII A, BRI L, AT SRR 2 R
WA VA BT G2 i, ABASRAFAE D i AR A7
2 v 7R e 4 T AT e K AR B R R LN
5 2 5 77 2 e ) AT AR I HE S A R
23 AU RO 7 25 1 55 I 68 B 2R R P X R
T, WIRLS, SIS T L BSOS A5, AT 2
o 70 e IR S ROR 5 BRI XS B 25 W0 2 0L, 6 T ik ke

BT AR RAE

2.6 252/ BUFE RS D SRR B0 e REAUZE /N R
JEF R P 37 i s 2 L Sk T 290 i 1A £ B 3 A
B AT S| ) 4 AR A R T R A 4
WD RO BT B e, LRGN AT
W SRR Y X AR B O B —E s R
27 SH/NBAFIERRACS A OCE R RB LR S5IE
WO IR g, BRI /N ElInsigl \SCAP SREBP1 |
p=INKZE 1215 7K 3% 11 (P<0.01);; LDLR PPAR«

TE  ALIE X B2 BAEAL AL ; CLFHYE XS HRAE DAY SRR 5 4 EAT 5 2 il i 4 F AT S i i b, B R=50

Note: A. Normal control group; B. Model group; C. Positive control group; D. Rhizoma Panax Japonicus low dose group; E. Rhizoma Panax

Japonicus middle dose group; F. Rhizoma Panax Japonicus high dose group. Scale=50 pm.
K5 &4/ BUF 4L 2005 B2 (HEZ: €2, 100x)
Fig.5 Liver histopathological of mouse in each group (HE staining, 100x)
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T AE X IR BA AL CBHPEXS B L D AT SR S AL EAT W Sl S 41 AT S E R4l . #R=50 pm,
Note: A. Normal control group; B. Model group; C.Positive control group; D. Rhizoma Panax Japonicus low dos group; E. Rhizoma Panax
Japonicus middle dose group; F. Rhizoma Panax Japonicus high dose group. Scale=50 pm.
516 £ 2H /N UM AR BT 0 AR A% B0 Il ZLO 4% €3, 200% )
Fig.6  Liver lipid deposition of mice in each group (O staining, 200x)

KBTI (P<0.01), SEAALE S & 2.8 F4U/NEUFIEIRRSH SR HERA LK SIE
F 4 2H /N BUIT 20 2 Insigl (SCAPEE 4 /K °F & 2 B A% WA A, BB ZHPPARa . LDLR mRNAAH XS 2
(P<0.01) % b & 4ISREBP1 p-JNK&H 1235 A/KF 3 N (P<0.01) ;Insigl \SCAP SREBP13 A
KAF 5 ZF BEAR (P<0.01) ,LDLR \PPARaZE [ AKF  mRNAFHXTFRIAAE W35 [T (P<0.01), SHAYL [
3 T (P<0.05,P<0.01), W7, B, PHPEXTERAE, Ay Zrh | w2 /D BU 44

T ASREENIE 257 B B, Insigl B (13815 ;C. LDLRZE 1435 ;D. PPARaZE 13515 ;E. SCAPZE [14¢35;F. SREBP1ZE 1435 ;G. p-JNK&E I #£iA,
SJAEH IR AL A, #P<0.01 5 SRR [ 4K, "P<0.05,7P<0.01
Note: A. Histogram of Western blot; B. Relative expression of insigl protein; C. Relative expression of LDLR protein; D. Relative expression of
PPARa protein; E. Relative expression of SCAP protein; F. Relative expression of SREBP1 protein; G. Relative expression of p-JNK protein.
Compared with normal control group, #P<0.01; compared with model group, "P<0.05, “P<0.01.
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Fig.7 Comparison of expression of cholesterol transport and synthesis related proteins in liver tissue of mouse in each group
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Fig.8 Comparison of mRNA expression of cholesterol transport and synthesis related genes in liver tissue of mouse in each group
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