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A AR N E IR apoE T N A B I
3= B JPK L 78 JRa R O 958 S g 2 i) ) A 5%
g’ EEER OBHMRE & R kI & M % ok x B O ZeR® % 8

HE BR NEREBEDTHIEKARA apoE A Bk (apoE ) M RA S R LRk RE R
HEER Wk, Tk A8 REF AR C57BL6 ) A AF AL £M,24 R apoE ™ AL A
apoE /" #4248 .apoE " FH 54 .apoE T HfigAn b i , AM8 R, LML HEA S AL T EL A G
A4 B ApoE ™ B b LRI Bt T k&M A 5 gl(kg - ) F AL RANF FLA KT
4 FJ6 el o iR 31 o A2 m R V) ALK @ Toll 454k 4 (Toll-like receptor 4, TLR4) F»ifid X
%4k CD36 #9 ik ;4o 3 B 22 28 Ak Ao £ 3h bk e % By 3R 29 I 1) F- ik KR 5 i — % % A A% % 45 (Lipopo-
lysaccharide ,LPS) #l#tAiml fe 3 sm LB F 69 K P, R (1) 5 A SR umkiz, apoE ™" #4441 TC,
TG #= LDL-C K-F B %4t % (P <0.05, P <0.01) ; 55 apoE '~ & & 411t 4 ,apoE ~'~ & fg 4L TC #=LDL-C
AP 2% H % (P <0.05) ;apoE " FRs415 apoE " # Rk e 2 4 dn s &M AR AT, £ AL E L
(P>0.05), (2)5% A& mikik,apoE ™'~ & 28 51 A do 3 45 2w B Yo 50 2 0A B 4K, TLR4 & ik K F 2
¥ % (P <0.05);5 apoE '~ R 41 rk4k,apoE /" & Ak 4L KB 4 am R vt A TLR4 Rk kR 2
23 % (P <0.05) ;%5 apoE '~ Z g4 rkix , apoE ' & g e ¥ 25 48 9 B B A dm i Ml 45) B A @ TLR4A &
35 T FMAR, i R %k CD36 Ak AF 78 ZHFMAL(P <0.05) . (3)LPS #li# 3 h 5, 55 ¥ £ §-f 21k
3 ,apoE " E A 3 TNF-a #= IL-10 A ik 25 (P <0.05) ;5 apoE '~ #4414k, apoE '~ & M5
R R IL-12 . TNF-a.MCP-1 #= IL-10 £k 3 2 2 R L%+ F &L (P >0.05); £ EME%H T
4 BJ5,%5 apoE " Hg kit apoE T H g m P 5 MCP-1 AA 2% Fil, ™ IL-10 K Ft—F 2 F b
H, 2R A% FEL(P<0.05), (4) 5% A LA mibs,apoE ' E R4 £ 3 bk fo B B X 5 B F IFN-y,
MCP-1.TNF-o #= IL-13 mRNA & F 2% # &, # X B F IL-10 & 2% # & (P <0.05,P <0.01); 5
apoE " -fr4a b4k, apoE T & g4 £ B Ak b F B RAL IFN-y \MCP-1  TNF-a o IL-18 &3t — % 2 % 4
&, B39 KB F IL12.1L-10 = TGF-B " £ %+ % (P <0.05,P <0.01); (kA m Fm4 Ag, 5
apoE ' & Mg 4A o4k, apoE ' # M e b 25 40 & B ik s B Kk B F MCP-1.TNF-a IL-1B A= IL-12 2 3% 1%
f&(P <0.05,P <0.01). 4t &SR 7] Z apoE ™" N KA F ik K 2 BB Ao s 8 By 3F K I R, o %8 By
KER AL AT AL RER N, K& D T G 9% M K E R, I B3t e % By 3R ey 4E A 24
RF RIBIEEA S IE R,
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ABSTRACT Objective To observe the effect of Huanglian Jiedu Decoction (HJD) on systemic
and vascular immune responses of high fat diet fed apoE deficient (apoE ") mice. Methods  Eight wild
type C57BL6 mice were recruited as the wild type common food group. Totally 24 apoE '~ mice were ran-

/-

domly divided into the ApoE '~ common food group, the ApoE '~ hyperlipidemia group, and the ApoE '~
hyperlipidemia plus HJD group, 8 in each group. In the present study, the common food mice and high fat
fed mice were fed with a chow diet or a high cholesterol diet for 4 weeks. HJD was given to mice in the
ApoE "'~ hyperlipidemia plus HJD group at the daily dose of 5 g/kg by gastrogavage, while equal volume
of pure water was given to mice in the rest groups by gastrogavage. Four weeks later, the plasma levels
of blood lipids, the ratio of peripheral blood mononuclear cells, and expressions of Toll-like receptor 4
(TLR-4) and CD36 on the monocytes were detected. The pathological changes and expressions of cyto-
kines in local aorta were detected. The plasma cytokine levels in response to lipopolysaccharide (LPS)
were analyzed. Results (1) Compared with the wild type common food group, TC, TG, and LDL-C sig-
~’~common food group (P <0.05,P <0.01). Compared with the ApoE ~'~
common food group, TC and LDL-C significantly increased in the hyperlipidemia group (P <0.05). There

nificantly increased in the ApoE

was no statistical difference in each index between the ApoE ~'~ hyperlipidemia group and the ApoE '~ hy-
perlipidemia plus HJD group (P >0.05). (2) Compared with the wild type common food group, no obvi-
ous change of the ratio of peripheral blood mononuclear cells happened, the TLR4 expression level signif-
icantly increased in the ApoE ~'~common food group (P <0.05). Compared with the ApoE '~ common food
group, the ratio of peripheral blood mononuclear cells and the TLR4 expression level significantly in-
creased in the ApoE '~ hyperlipidemia group (P <0.05). Compared with the ApoE hyperlipidemia
group, the ratio of peripheral blood mononuclear cells and the TLR4 expression level significantly de-

.

creased. Besides, the CD36 expression level also significantly decreased (P <0.05). (3) After stimula-
ted by LPS for 3 h, compared with the wild type common food group, plasma TNF-a and IL-10 expres-
sions significantly increased in the ApoE ~’~ common food group (P <0.05). Compared with the ApoE ~'~
common food group, plasma expressions of IL-12, TNF-a, MCP-1, and IL-10 increased, but with no sta-
'~ hyperlipidemia group (P >0.05). After 4-week intervention of HJD, com-
pared with the ApoE ™'~ hyperlipidemia group, the MCP-1 expression was significantly down-regulated,

tistical difference in the ApoE

while the IL-10 expression significantly increased, showing statistical difference (P <0.05). Compared
with the wild type common food group, mRNA expression levels of IFN-y,MCP-1, TNF-a, IL-10, and IL-1B
significantly increased (P <0.05,P <0.01). Compared with the ApoE ~'~ common food group, not only
mRNA expression levels of IFN-y, MCP-1, TNF-«, and IL-1B, further significantly increased, but also IL-
12, IL-10, and TGF-g significantly increased (P <0.05,P <0.01). After 4-week intervention of HJD, com-
pared with the ApoE ~'~ hyperlipidemia group, mRNA expression levels of MCP-1, TNF-a, IL-18, and IL-12
significantly decreased in the ApoE '~ hyperlipidemia plus HJD group (P <0.05,P <0.01). Conclusions
High fat diet induced systemic reaction and inflammatory reactions of local vessels. The local inflammato-
ry response of vessels exceeded systemic inflammatory response. Intervention of HJD could attenuate
inflammatory response, especially in local arteries. Meanwhile, it enhanced systemic anti-inflammatory
reactions.

KEYWORDS Huanglian Jiedu Decoction; apo E gene knocked-out mouse; hyperlipidemia; monoc-
tye; cytokine

Sk AR 1L (atherosclerosis, AS) & —fj g A5 R, T e 4 B R Gu Pk e 5 S 1 3 o A5 SOk R
PERAEEDRG o AR MAE — B AL 51 & — R 81 W] apoE SR (apoE ') /N AR ILAE/AS 5 A
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Ge g, m] pE— S I A SRR A SR, 5 AS 1%
N4 AL N N AR e
LPS 7[i%% apoE ~'~ /N Hi NG MLAE/AS B4 I8 201 i
DR384 78, 4173 o I AL 5 85 1) S 8 45040 A A ASL S
L5 SR RS S, T 2 2R e P S 8 B 4 75

W R T PR 2 M K TT, A
T KRR 2 TR, BTV IR IT A& S ok
S AEHRE A Y T 2 W 1 T A e
BRI SR SRR . TR SER, y
W EA IR R IS S0 R I R B 3897 AS.
2 ORISR | LR . MR M IRIT 2
FhBEIRA — ST R, AT B~ S [R3A ™ B
W, T ELAR 7R %77 0T RE XS T4 B S 8 107 25 LR 3 e 2
R BA TR . Ik, A0 apoE ' /N
PRI 1 A 5 0 %ot i NS ILRE S AS 1 4 B R 3 3 ik il
SR S e L

B 7%

1 Zh¥ A SR BRI TG R A e g B
YL, SR ATHIES : SCXK (31)2011 - 0012, Ff:4i
F+F SPF 4T o SE R FHMENE C57BL6 /il 8 H
il apoE "/ 24 H fAFE (20 £2)g.

2 g SR BUEMEE HEIE S A
BE+F4% 3:2:2: 3 [LIAL AL, H 250 B0 b e [F) = a
Y0 I T IE RO, W4 R Y T R TR
25 0.5 g/mL., P/l CD11b-PercpCy5.5.Gr1-
APC. Ly6C-FITC F1 TLR4-PE #i 1k & % & BD
Pharmingen /A &) 7% i ; 5t/ Bl CD36-PE i 4k Ky £
eBioscience A A 7= i ; I AUIHEKR 14 51 ( cytomet-
ric bead array, CBA) /MR ZIAE AR & F 32 E BD
75 Al RNA 42 BGEGR &1 T Quagen A F) ; SEET 2
FE & PCR BREFH M -3 - Wil & (glyceralde-
hyde-3-phosphate dehydrogenase, GAPDH), |
Pz -y (interferon-y, IFN-y) , 5.4 41 jitd i 1k & 11-1
(monocyte chemotactic protein 1, MCP-1), /&
HEH F-a (tumor necrosis factor-o, TNF-a) ,
AL %18 (interleukin-1B, IL-1B) , [ 4i i /> -
12 (interleukin-12,1L-12), H 4 }s 4~ Z-10 (inter-
leukin-10,IL-10) A% fk 4= A F-B (transforming
growth factor-g, TGF-B) i & F Life Technolo-
gy 2w s W SRR S AN L i PO i PCR A &
T ABI A

3 W4l KAabFE  C57BL6 /ML 8 HONMEFAE
Tl apoE /N 24 1, R X A Bl 43

41,4k apoE " 4l .apoE ' mIE 41 fil apoE ”
FlEIh A, R 8 RS A A AR AL o 4h T
BRI SR 4 . IR 78. 85% Hiil il
#,0. 15% H [# /2, 21 % A5 . ApoE '~ &g i v 24
I 25 T HIEM RS 5 g/(kg - d) (RIS TG R 45
RGN 10 i) HE R, At /N2 SR FH 45 i 4l v oK
B A R 3 K. 4 A, A4 Jh
B, S IRBE AR T, IR BR % EDTA HUsEIf, 5.0
(2 000 r/min,10 min) J5 KB, - 80 CIR A4
FH o I 20 6 FH 3 2K 0 A SRS T 5 340 5 g i 3= Bl ik, 1
2k BBk LA FH 9 BAG I, 55 40 3 2% I 48 H F SE it
FE PCR AN, HAx/NRES LPS(10 mg/kg) , Al
W3 h B, AREUN K , HF CBA Kl 4n i 7.
TR IMAE B AS J2—Fh Guse 5N o 3 5055 14 18 M 42
JiE , BCRH LPS s A S5 523 o

4 SR S Ty i

4.1 IMfg/KFE BECKMAN CX4 4 A3
A ATAN, AR FIE 2 Rl o B0 R 5 A i 2 A
JIH [ /% ( total cholesterol, TC) . H il =& (triglycer-
ide, TG) L% B s & 11 IH [& B% (low density cho-
lesterol protein,LDL-C) ,

4.2 HhJE I A 40 B M 3R A2 R TLR4 A
CD36 kA i 20 e i A SR IBCIL 3 55 i 1 ol PR
Rk ( phosphate buffer saline, PBS) , % f# 41
48 )5 1 3/ B CD11b-PercpCy5. 5 .Gr-1-APC |
Ly6C-FITC .TLR4-PE #1 CD36-PE Hiiik H 4 kAri0
¥ FACS Callibur i =X 41 fg 4% ( 36 [E BD 2~ H))
ioRille

4.3 IMIEARMHE I E KA IL-12,
TNF-.IFN-y . IL-10 \MCP-1 F IL- 6 JI] CBA /NEL 44
A& (SEE BD AR W, P i B 15 7

4.4 Y REKE RSk, H 4% ZRH
P [, e K GBS A YR R AR —
et g s (hematoxylin-eosin, HE ) 4L 8 J5 W%

4.5 FkAni A 7oL ml e PCR A
B WaRE Bl Ik, B35 B 32 g ik S A i 3 3 ik 29
1 cm, TRIzol SR HUE RNA , 3% %% 5 i, cDNA, ¢ 5%
S it PCR g I 48 iE Bl F ( IFN-y, MCP-1,
TNF-a, IL-1B8 Al IL-12) A0 & A7 (IL-10 #l TGF-
B) kK. ffiFH ABI SDS 7500 #4543 Hras 5.

5 Siitekdrik N SPSS 13.0 Soit kit
7000 HEYORHGLL X £8 TR, AT R Oy 22
S3HT, AL LR FHSNK K536, P <0.05 N 2R A5

e rE X,
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# X

1 BN AKF R (F1) Hipgda
H H A, apoE ~ 4l g TC . TG MILDL-C/KF i
FIE, ERA IR X (P <0.05,P<0.01); 5
apoE /" 4l t 4%, apoE " B4l TC Fl LDL-C
KF-BET R, ZRAHEIT¥#E L (P <0.05);
apoE '~ g4l apoE ' M N h 2 4145 TR bR L
B, ZRTHRIT¥EX(P>0.05),

R AU/NRUMIE AR AL

(mmol/L, x £s)

415 n TC 6 LDL-C
i g 4 1.72:0.33 0.82£0.12 0.32+0.06
apoE ~/ " 4 13.51£1.76*"% 2.56+1.02" 2.630.33 74
apoE /" &lg 4 33.14:9.05 1.78 £0.48 6.56 +1.89

apoE /gl 4 27502477 1.430.74 5.13£0.76
i SEAESAYLILE, “P <0.05, “"P <0.01; 5 apoE ~'~ FIRALILEL, “P <0.05

2 AU /INEL AR A i SR A A L ) B LR 1 A7
K TLR4 #1 CD36 FKik/K-F I (£ 2) k4 H
Ja, SRR S A L, apoE T 41 A0 E i f A%
A L ) W R R 4k, TLR4 %3k /K F B % T &
(P <0.05);5 apoE ™"~ % &4 4K, apoE ' &k
417N BRAM ) I B A% 40 i ) B TLR4 3235 K F- i 3
THE (P <0.05); iEMEH TH 4 MG, 5
apoE " Eils 4l bk, apoE ' i fg in 25 41 A6 JF 1
FARZ LN A9 R 2R T TLRA 635 B35 WAL, FLgE
K Zk CD36 Fik/KF-IF &L (P <0.05)

3 A5/ B 2 4 AN B0 R 40 i R 7 2R ik K
Fre(F3) LPSHI# 3 h j5, S AL 4Lt
5, apoE T A A TNF-a F IL-10 ik BE T

F2  ASA/NRSMNE ML ERAZ AN H ) B TLR4 F

CD36 £ikKFLbi (x=s)
. A1 il 2 TLR4 CD36
R (% ) (FMI) (FMI)
iRy 4 6.95+1.18 43.24+2.30 117.71 +£16.08
apoE”’ﬂE’Tﬁ 4 5.95+1.36” 50.82 +4.54*292.10 £22.64
apoE"‘F%}HE 4 10.98 +1.88 62.21+7.29 126.77 +29.28

apoE ~"EigmZs 4 6.12+1.38° 46.53 +9.87" 65.69 +30.23°
TSR, "P <0.05;45 apoE '~ milk4lHEL, 4P <0.05

(P <0.05) ;5 apoE '~ H &4l b4L, apoE ' Elg4
/NEUM Y IL-12 . TNF-o . MCP-1 F1 IL-10 Z&3k34m, {0
PR IGHFE X (P >0.05), MiEf#EdEHTH 4
J& .5 apoE T BB 41 b &L, apoE T B R 25 4
MCP-1 23k B BFEAK, 1 IL10 KFE B FI, 25
At E X (P <0.05),

4 FA/DNRFEZIIAEFD R AR T mRNA %
P HA (1,5 4) 12 JAilk apoE ' /MNildA 3% 4
JalJ AN Ay U0, 3= B kR e L BEE (16 1) o R F23)
i I A A S A R A BE R AS R FL 434 AN 3850, kLA
TR, EEREIMRT 1 cm, SCHf e & PCR
) = SIS SRR A E A R R 7358, S SRR . 5
BPA Y4 LA, apoE ™' 4 E sk i 4 RE 4
IFN-y .MCP-1 . TNF-a 1 IL-18 mRNA /K- Z T 15,
IRFEF IL-10 7R 2 F+ = (P <0.05, P <0.01); 5
apoE " WAL ILAL, apoE ' R4 F Sk i A REA L
IFN-y .MCP-1 . TNF-o 1 IL-1B 7K P B 2T, B
4 HF IL-12 . 1L-10 F1 TGF-B 7R 3 F+ 25 (P <0.05,
P <0.01) /R S G AT S 30 AL SV o 8 7 A 75
74 5,5 apoE ™" AR 41 gL, apoE T B AR N
HH 22 BN KA BE AR P F- MCP-1 . TNF-a,IL-18 F1
IL-12 2 E 4 (P <0.05, P <0.01) ,

&3 AU/ SAE A R AN TR A (x xs)
5 n IL-12(pg/mL) TNF-a(pg/mL) IFN-y(pg/mL) IL-10(pg/mL) MCP-1(FMI) IL-6(FMI)
L2 ey 4 101.03 £51.23 712.78 £208.22 140.98 +£87.22 1432.71 £577.15 7 840.12+£299.16 8 889.28 +1 124.32
apoE " A 4 165.44 £88.20 4 459.29 +2628.39 " 194.55+147.61  2664.92 £701.97 * 8302.72 +834.80 9 842.46 +68.56
apoE '~ ik 4 178.49 £76.04 4 775.26 =2 150.32 96.47 +18.75 3270.67 £867.19 8583.42£97.92 9 839.48 +45.10
apoE " Elghnhsy 4 139.95+71.36 5037.13 £3 863.99 93.35+127.42  5866.05+780.31° 7717.94 +570.18~ 8 526.38 +604.24

VE: SEPET RIS, "P <0.05, “*P <0.01; %5 apoE ~'~ Fillg4lLLEL, °P <0.05

x4 KA THIKMIBHF T mRNA HIXFEEAEHE (X xs)

EEbl| n IFN-y MCP-1 TNF-o IL-18 IL-1B IL-10 TGF-B
A 3 1.00 £0.37 1.00 +0.15 1.00 +0.46 1.00 +0.26 1.00 £1.17 1.00 +0.86 1.00 £0.28
apoE /A 3 1.65+0.59* 22 2.0340.15** 2% 1.55£0.21 * 221788 £0.26 ** 22 1.78 £0.572 1.860.17 * 22 0.93£0.05%2
apoE ~/~Efig 3 4.191.25 6.76 +1.05 4.95+0.44 4.61+0.68 3.19 +1.04 4.87 +0.97 2.73.£0.24
apoE "~ @iz 3 3.57 £1.92 3.18 +1.6722  2.97+0.85%%  2.84+1.0122  1.94+0.56% 4.87 +3.12 2.28+0.62

VE RS RULHE, "P <0.05, *"P <0.01; % apoE -/~ Flig4lLL4E, ©P <0.05, % 4P <0.01
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e ARNEAS &
1 (HE, x100) ; B
JyapoE "~ & IR &
1 (HE, x100) ; C
JyapoE "~ m IR &
7 (HE, x400)

1 FEhhoR AL

R

PR R 5T AR, = LA S 35022 Fh o e 40 it S+
HL T AS 2 LG 4 B e s 25 L I R AR e
AR BRI N < I I R 2 K I R
R, TE R B B IR S AR, SRR, AN R A
ShMEfl i H AR A R R AELSS B A R B, < 9K
JRBELAT , ZE AR AR B, BE IR AR o BUIE MR AR T
FRIEZ(INEME) , R & A s X g1
MR 2L, T AR R R R 2 IR Ty . R i
KA BTG 0K VS R G S O B W AR, TS
FEZ GV VS N KGR T, TS =
ZKo WG, SIEEYT, JOM B MR . TR
S5 5l R 5 & 0B 3% A 1 1 X T AR S B0
AS A r RO

KM I A 51 & T B 41 Y B0 AT RE 1) 57
L, FHE B PR, W SRR B A 2
BRI AS FIRGEMERAE RV . HAZ A0 M 3 22 0
AS FIE LG I — A7 AR T2 g ke
A B 11 SRR N T, 5 B A% W A R 2% 1 Y
TLR4 254, 51 & JC AP M 9 0E , TE B IR 40 L, 77 A=
ZRAM M TR T, 2 5 m# AS K
RN AR R S R EIR AR, B 4N L ) Tt
w12 AT RE NI JORE N . (R AEAR STIR WAL 4
JEIYE [ P, apoE ™' G I R 2y 4 X R Ak B
apoE " /NEL TC. TG H1 LDL W52 L5112 & X,
(R , 23 A 757 00 T R B IUAE/A S By v VR I AR
RN, T A T S R

IR ENE MLAE B2 AS 2 — PP Pk A AE , I 2% 240 it P
FACPART 5 A 7 VAR . HAE# R A LPS Hilj#%

J&, KB IR apoE T /I B R E I F TNF-a 11
MCP-1 [k 2, 1F 52 = I 5 SR 4 5 R AR e
FENE G . SRMIAEREZ R IR )5 apoE ™" /N 3=
Sk L4 BE A AT B 2048 BTz, IFN-y \MCP-1 |
TNF-a IL-18 il IL-12 S5 2 Fh RAEH F/KF- & THA,
PR A5 JRy s g2 SRy A R L 4 B e | . B
R IR, TE R AE P18 w55 1 TR B, apoE ™'~ /N B it 2
KT IL-10 R, 32 sh ki 4 BE 1IL-10 1 TGF-B
FEIRIG B i I [ s 3 LA BT 4 S o
T 88 T AT U o AT 4 B 0 3 2 ik a4 Ty 45 8
I FEI AN (50, XoF 4 B G e S Bz, A3 o] 8
¥ MCP-1 f9323k, 1 IL-10 FHE e B8, #loR 9%
ff R £ AR A S BT R RV . A, X i
51 A AL , V8 42 gk w4V i) LA 2 b 4R i I
T BT R FRAIF I B EER.

X iR 22 5 HEI R RE 55975 % RAE RV 1 R 2 AH
%, WEERMAEE TLR4 15 S 40 4 i A 1tk
HFA5E30R i ek AS B AE R JE . I RHGE &
B IMLE B A M TLRA (93353 5 , B4t T T
Wi JATREE TLRA 1263k . 2£H K& apoE ' /)
ARSI & B TLR4 R kA 25, H
TLR4 I RIEMRE R K, ATRES mIE K& T
apoE ' /IR A B E RE I R A S MERAE AN
T, R AE fil 3 ROS =4 Ak LDL, oxLDL i i 3 i
PPARYy {5 5-1% 338 FE A F B L W 2t i 32 1] CD36 11
Feik, A2 3E oxLDL P A6 0 W 2 i i ok 4k
PRI apoE ™ /NELZ 4N CD36 114234 1 IR
K, CD36 7K 5 W is L L Jo &8 AS H
FHIC, B IR T WA RS R etk 908 IV, B F
BEIE LA CD36 A /KT il il 45 JRy B A AE S o

gE LR, B R B T T R R R R IR
apoE ' /INRR AR B I 48 DXL, 990 1 ot A RS e M X
(23R, T B A G e A1 1 o

Z £ X #t

[1] Hansson GK. Inflammation, atherosclerosis and
coronary artery disease [J]. N Engl J Med,
2005, 352: 1685 -1695.

(2] ThHEZs, ZHIM, . B SahlionremiJ]. &
A2 R R G 5 2% A5 (¥ AR, 2009, 3
(1):86-91.

[3] Yin K, Tang SL, Yu XH, et al. Apolipoprotein A-I
inhibits LPS-induced atherosclerosis in-apoE‘ ™"’

mice possibly via activated STAT3-mediated up-

regulation of tristetraprolin[ J ]. Acta Pharmacol



R P PE 4 A 24k 2013 4E 11 45 33 #5511 3 CJITWM, November 2013, Vol. 33, No. 11

-1525-

(4]

(5]

(6]

(7]

(10]

Sin, 2013, 34(6): 837 -846.
Lu J,
effects of Huanglian Jiedu Decoction,

Wang JS, Kong LY. Anti-inflammatory
its two
fractions and four typical compounds[J]. J Eth-
nopharmacol, 2011, 134(3): 911 -918.

AIBAE. BOEM R INIRYT = LER 30 41k RAF 5T
[J]. HE®IE, 2000, 15(2): 38 -39.

Yu YL, Lu SS, Yu S, et al. Huanglian Jiedu De-
coction modulates glucagon-like peptide-1 secre-
tion in diabetic rats [ J ].
2009, 124(3): 444 —-449.
IR 0. S A R IR T AN AR AL B0 32 B[ J .
HrE 24, 2006, 15(15) : 62 -63.

Cho KH,Kang HS, Jung WS, et al. Efficacy and
safety of chunghyul-dan (gingwie-dan) in patients

J Ethnopharmacol,

with hypercholesterolemia[J]. Am J Chin Med,
2005, 33(2): 241 -248.

Shimada K. Immune system and atherosclerotic
disease: heterogeneity of leukocyte subsets par-
ticipating in the pathogenesis of atherosclerosis
[J]. Circ J, 2009, 73(6): 994 -1001.

Sekiya N, Kainuma M, Hikiami H, et al. Oren-ge-
doku-to and Keishi-bukuryo-gan-ryo inhibit the
progression of atherosclerosis in diet-induced hy-

[11]

[12]

[14]

percholesterolemic rabbits [ J]. Biol Pharm Bull,
2005, 28(2): 294 -298.
Sekiya N, Kogure T, Kita T, et al. Reduction of
plasma triglyceride level and enhancement of
plasma albumin concentration by Oren-gedoku-to
administration[ J ]. Phytomedicine, 2002, 9(5):
455 -460.
Murphy AJ,Akhtari M, Tolani S, et al. ApoE regu-
lates hematopoietic stem cell proliferation, mono-
cytosis, and monocyte accumulation in athero-
sclerotic lesions in mice[J]. J Clin Invest, 2011,
121(10) : 4138 -4149.
Libby P, Okamoto Y, Rocha VZ, et al. Inflamma-
tion in atherosclerosis: transition from theory to
practice[J]. Circ J, 2010, 74(2): 213 -220.
Falck-Hansen M, Kassiteridi C, Monaco C. Toll-
like receptors in atherosclerosis [J]. Int J Mol
Sci, 2013, 14(7): 14008 —14023.
Methe H, Kim JO, Kofler S, et al. Statins de-
crease Toll-like receptor 4 expression and down-
stream signaling in human CD14" monocytes
[J]. Arterioscler Thromb Vasc Biol, 2005, 25
(7):1439 —1445.

(#ki5:2013 -02 -04  {&41:2013 -07 -22)

¥ IE
AT 2013 4F45 6 W15 797 UG 1 C I A 1EE R BEA R AFEIEUTT o 18 A T4

RIS LM ) 12 s AR !




