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1.1 BiR HEFHPRIMEN EZEERRAE. (1)
I 2 i 40 e D) - B8 Ak R R, iR IR A A
F-a(tumor necrosis factor-a, TNF-o) | [ 41 Jifd £
Z-6(interleukin-6,1L-6) .IL-8 IL-1B %; (2) W4
JEAE S %, Toll #5214 /4% e 5 H 1-«B ( Toll like
receptor/nuclear factor kappa-B,TLR / NF-«kB) f&
S | 22 R U AL AR IO A E S T O
( mitogen-activated protein kinase/extracellular
signal-regulated kinase, MAPK/ERK ) {55 53 fi% % ;
(3) M RPER G, AR IYNE 71 S A ™
Yy Je AEO A R G TINBTR AL 54T

Liu HT " W58 W HE T4 B HIIE 28 (i
popolysaccharide, LPS) i5 5 1) A5 ik P9 52 441 it
( human umbilical vein endothelial cells, HU-
VECs) 11 IL-6,IL-8 147 A=, HAL I 4 A8 + 1 BH W7 1
p38 MAPK #ll ERK1/2 {53 ¢, Hwa JS &5
FEARERW 50 1 A W A 1 58 0RO 2
& v ( peroxisome proliferator-activated receptor
v,PPAR-y) , AT ZEFEPEIN ] TNF-o 3755 14 145 41 0 25
fff 43 F-1 ( vascular cell adhesion molecule-1,
VCAM-1) {5535, Ho e SC AR R 2 Akt/PKC #Y
P, Jeon WK 22 BE5E & B, 5 Je il ad PI3-ki-
nase-JNK1/2- Nuclear factor transcription factor-2
(PIBK-JNK1/2-Nrf2) {553 % [ 4 1fil £L 3 Jin 4 -1
(Heme oxygenase - 1,HO-1, —F A5 BT R ) ,
e RAW264. 7 E I 4 s ( mouse leukemia cells
of monocyte macrophage) A ¥t % fig /1, Li CC
USRI BB, B e AE LPS i S i 2bk 4 B RE
RS R R B R BT R AR X R BT R AR R 5 e
S NI A R AL 2 R TR
AR AT AR S . Fu YH S BRE R AR
AT T LPS FiH @y TLR4 By 3R 3Kk K PR
TE . B4R ST i, 715 7T F 8 TNFea, IL-1
I IL-6 A9 235, 304 TLR4 B3k LI K2 NFkB Y35
P, UEHANE T FRAYHT R A1 FH A ) W 48 /it TLR4/NF-
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B 1l %P i NF-kB 1G4 5, Jiang FR 2T fF5g
RSN I S S LR ( vascular smooth muscle
cells,VSMC) % /£ H, 45 2R 3 W] 5t Je °F- 3@ i 3
HO-1 [y #3816 1, Ml VSMC 1% 1458 it #% . Shi
QH 25T R HE T AT 9 AR T 32
il NF-xkB \MAPK Fl{#i% & 1 1 (activatorprotein-1,
AP-1) {5538 %, B L5 S A — S AL & & B (induc-
ible nitric oxide synthase,iNOS) FI¥f & fLHi 2( cy-
clooxygenase 2,COX-2) [k , I\ I $i il 28 AE K 1
TNF-a . IL-6 \NO FlTij 5] % E2(prostaglandin E2,
PGE2) i, Liu LH 55" &8 Ao 7 BHAa B %
(R BB I8 1 VR AT ek s 20 A 1R 44 ifg ( dendritic
cells ,DC) a4l AS W ZEMTE 1, HLik T 41 i)
H DC HY A5, Wang H 2" BF 58 R B 4G T
TAEIS T 400 (Treg cells) fE ik T 40ffss , 3k
R BT S AE R PRSI, X Ha928 1y 225 HAT BRI AVE
20RO N AR S BB KR S HE T
TR BRI LPS H038 Wi 2 i = A 4 4 B AR
ZERLI 3 Fh2y % TNF-a 5 IL-6 A 23 55 A 3
HVEM

1.2 BEfR NI B R B AR A
FIRAA T T AT DL 2 AR = AR M SR M R IR B 1 E
Al (Apolipoprotein E ™, ApoE™ ) AS /NELIMAE
CD11C & . mRNA 53k Lk CD11C FH#4: DC [
BEHCES A A, DA T U6l A0 104 A B B e v B 8 A
R FERE . Liao PP 2822V fff 5 & BRL, G 4 vl W i
WAARG 1335 s JIEL [ 5 ( serum total cholesterol, TC) Al
I B 5 75 1 JH [ % (low density lipoprotein cho-
lesterol ,LDL-C) , ffi foxp3 ByFik F M, Iiiiszm T
SR 0 AT BE , 3 AT ) A SR Y 5 S i
i AS SRR . Wang B 25120 &3, 4G T 1 Al il
1R Wit R DKKA ki AS f5 28 & J&
Gao Y 5 L, B FHERTE AS il h A
PRAP IS PN B 03 e BEHOE i /E . Cheng SB
BRI T H K T AS /N BRUBAL Y R Bk
SERIBE S KN, IF IR T R E RN, AT R HLE S
miR-101/MKP-1/p38 5 5 i A %,

1.3 BUNRH  ATEAINEI0 A N R RS, Y
R 240 it 25 3 2 20 P R R R e T ARE R T 5 R I
PRI~ (20 L A i 40 L PN DX 88 0 (403 i /) 96 3 o
5 40 5 R Rl R PN R I A B A R BT )
SN =N S O (1R = N (= s
TH] UL P9 R Al = s VCAM-1 P R 3 E iR
PERSFAE NS N K AR TIRE 5 8 A 0 2k i A

T = A B B B, L5 RE R AL BEBR A4 T B | A £ 7
A R A B SE IR It R IR LS T Tk
ST S B, 5T A e A £ O i a7 Ak
PI3K-Akt-eNOS {55 id i % 1 NO 1™/ £ it N-
O Hy A P WV e OB il 25 11 (N-ethylmaleimide-
sensitive fusion protein ,NSF) #i £V fiff 31k 3 5230
()5 [R] s 5 JE S M i) NF-kB {55 18 5 M 1T 400 1 26
Moy FRIFRR, T % sk e FirBa
S BT RE 1 B N Bz 20 B AR 1 T, mT o ol A
VAL R 240 R P S A A 43 0K B, FEHTL 2 R 1 AT s
B2 40 i N — A 1k & A B (nitric oxide synthase,
NOS) . #8 A 1k ¥ 17 b i ( superoxide dismutase,
SOD) 4+ bt H Bk i %A 1k ¥ i ( glutathione peroxi-
dase, GSH-Px) ifith , #& NO & it , (i 41w 4 7% M 41
(reactive oxygen species ,ROS) /K- [#AK, 2FH 14
ZEELO0T 1) S I E 9 & PR, B A R TR VR RE (12,5,
25.0.50. 0 mg/L) F¥yal LB ik 3% DNA S Abifi,
fifi Bax sR 1R T8, AWk 2 Bel-2/Bax 3Rk Lt
1], PR 32 LA 1A JEE v A, 1Y) 2l A% i caspase-3 & [ il
PR, 4009 Mn-SOD 1 GPx 193 ik 4, s
AT R (BT Bel-2 935 TCH B30, Wang
GF %PV 58 & B, HE T (10~ 20 wmol/L) AJ 7]
HAT HBAM ) 5B (33 mmol/L) ¥ §19 HUVEC 5 %
YA BE R, HE T (5~40 wmol/L) o] 317 ] v 7 A A
R E-BEBE H A VCAM-1 5535, IF HAE 7l
LABEAIR ROS 977 4: , #1il HUVECS Hd )5t NF-«B 1)
#il7 (inhibitor of NF-kB kB ) i [ L K NF-«kB M
S 5T 1) 20 LA R s

2 O LR PR A

HE - AT 38 2o 40 6 48Tk 0L VR N, BTG NRF2/
HO-1 PIBK/AKT S5 5 38 6 A ok 42 0 PR s K B L
i 0l P Y e B B £ ( myocardial ischemia
reperfusion injury ,MI/R) . Wang J 22 58 & BHL,
HEFH 7T [F] i REAR O LS 25 1 cardiac troponin
I,cTnl) JLER i 5] T./i ( creatine kinase-MB, CK-
MB) . Ifil ## . N — ¥ ( malondialdehyde, MDA ) .
ROS #i Jit 8 T= L0 UL IR, BH b ol 38 9 Ik g A B A —
R BLALO T RE . A, HE 11 5 AL 35 A AT G 2 1
KM, 25 SOD it F L A ( catalase, CAT) Fil
GPx 11 1% ¥, F 8 NRF-2%% HO-1 )% ik, Jiang
YQ 23 R, HE T a0 i Lok A ) RE R AR 1
il S/ 52 05 5 RO WL 20 PR 0 T A A FH LR B e
MAEZERER-1 324K (glucagon-like peptide-1 recep-
tor, GLP-1R)“F1 PI3K/AKT 15 5 i B 19 1% A 5%,
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Iy 4 2 A5 R R B A1 AT PIBK/AKT {5538
BRI, 30 S A S K SF- BT AT ST 40 L
SRR SR SV e B, G AT 0 ] R S R
fdi P53 £ /K B AR, e {1 40 i 0 0 3 36 a) |
Bcl-2/Bax L3, BLHIHE F 1 X5 K ELO ML IR B ]
PHYERL

3 RO LA

Su Q % OVRFSY K B, AT T AE AT AR HOCc2 41 i
%% LPS A M T, HEFHAHCH AT Al Re S
HXF miR-145 Fil MEK/ERK 5 514 @& A M54
3. Sheng CJ %) s2 G 25 L R B, FIAE T 11 4b ¥
HOc2 4t ml sl /b ok 48015 5 10 A ML 2 405, ' 9% hnRN-
PL AH A4 528 15 58 ( hnRNPL -related immuno-
regulatory IncRNA, THRIL ) , I ¥ PI3K/AKT, & H
J S FR I ( protein tyrosine kinase,JAK1) Fll{5
ShE S R #E 801% T 3 (signal transducer and
activator of transcription 3, STAT3) )iz 1k ; It
Hb HE 1 AT U JUAE E T B RN A 0 2 T 5K ORI B
1% ( left ventricular end diastolic diameter,
LVEDD) , 30 T Z& 0= B 1fiL 4345 ( left ventricular e-
jection fraction , LVEF) Fll /.0 25 43 %4 46 (left ven-
tricular fractional shortening, LVFS ), 5 #§
SESURR g R A T AL G Keloh FER GBI O
FEH-1/ % F T E2 #15£H F 2(kelch-like epichlo-
rohydrin related protein-1/nuclear factor E2 relat-
ed factor 2, KEAP1/Nrf2) il %, 3% & $i E AL il 1Y 35
ik /DA N ROS R 1, AT HOc2 4t 1)
SEAL R i, Ma ZG % 1E C57/B6 /) Bl i 4
M E Bk AR D IRAE £ 7 A Al RS A AR A
O S B A 22 5 A RUIE K AR R R Al O
WU, 25 R R A+ Al JE 5 % GLP-1/AMPK o
RAERIGST O IRy o | R A O LB R . Sy 1k
FIHE A2 75 sl 535 S JHE A DG B 0 JUE ) BE P65, Ma ZG
2O 2 AT /N U R IR T (high fat diet, HFD)
24 LA SIERE, fem 3 A AIE 1 AL 3 21 X pFAl
AR DO NESREFN T | 25 SR R WNE eI 55
HFD 755 (4.0 LA S FCo L 20 JEL 0 T B I FH 58 4
HALH RHE 74 8 1 AMPK o 1R 5 5098 35 2% 1
(silent information regulator 1, Sirt1) & #fivE AL i
WS TG B L YT e B A, 448 A B e
KPR MG T ] i TLRA/NF-kB i I S 41 il e 480/ 52
AU LG AT A AE N F TNF-oIL-1 . 1L-6 B, 93 A
WS AT, HE 1 7T 259 (%0 LA CK LR I
S (lactic dehydrogenase, LDH) ) i H = 8L M

MDA &, fifi SOD i J DL Kot WLAN A 1) 47 135 SR 45 )
P, DT80 JULZR AR A 9 T 42

4 [FEImE

Yu DW 25430 78 B /NER R4S (human glo-
merular mesangial cells, HMCs ) 52 5 | 38 13 52 i
PCR #il Western Blot #ill 5t Je ~F- X i Kk = 1
(Ang 1) #5500 MAPK 4215 fk & TLR2  TLR4 #I
MyD88 I i 1y # M, JF 7= MyD88 siRNA #% 4t iy
HMC Hhit— 2B BiE , S50 45 R B 5Ue - AMUAETR YT
8 Jil J5 B 3 PR AR B & & 1 R K B ( spontaneous
hypertension rat,SHR) ) Ifil J& , 7 H. A % ole 3% 1
B OIRE, XIWAFSEIESE 5 Je - B b s AE O
A3 i E Kk R -TLR / MyD88 / MAPK & 12k
FEE RS A5, Chen SC 2 BF5XHE T 1Y
P M EAE R, i 5% R H L-NG-i8 248 202 ( LNGni-
troarginine, LNNA ) i/ 5 i) & IfiL B S AR Y, 25 SR
SEHE AU AR AT, HARE AT B 5 06 1 1 A3 A
TFAA I, 1 TS GRS, KNG T A TR
3 2 R D e v I K BRI PR A R L ke St
(4, L rb AR R B IR R (B-' R R AR
SISO ACH A iR AT A B R QI A =R 5
[z R A4

5 HrHLEF 4tk

Li N 2 ] 5 N '% L Ji# % (lsoproterenol,
ISO) 5 S i C57BL/6 /N ER L IELF 44k, 45 T HE T
TR EX-527 W JE , R A1 X0 I £F 4 Ak 1 52 e
SR 2 BTG 388 ok 00 ] 42 T R 38 v 49 o P 5 )
J% # ( endoplasmic reticulum stress) L K #7 i
P-Samd3 i i , (A6 T SIRTT 306 45

6 PrfEH

Suzuki Y 7 5E K A, HE T AT T AT LA
YU/ R I HAMH A r R, Wang GF %)
Mo &I, 5O Enl 3 HUVECS A gt 7 A= i 45
1A % ¥ (von willebrand factor, VWF) VCAM-1
A R R BE B S R4 ki B g L IR,
NE T R/ A 1 T A I 4 1 286 A A 2R Y
T IRETAIRE Fla &8, 308K 538 ik i #2
UANNOE ¥ S A N T 5 =

7 M REEERSE

I A0 S B ) S AT S KPR T e
S MeF RN AMFEEE R T LU, 45 Rk 5 e
A ARNANTFEE M, FEHEDN 5 2 - 0T 582 AT FAT 721K
PR BRI TR, VA EE A Y B g B, A 7
KT HE T4 (300 mg/kg ) & 4525 3 K] S 30Kk
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SRV 7 A= s BB 05, HL R £ 25 245 ) IR PR 3R A
(blood urea nitrogen, BUN) . Il i ( creatine,
Crea) Jok A= W1 b er7A2 | 2 Ik Wi 455 5 R ) e i LA
Ah BTN RN B 455> F 1 (human kidney injury
molecule-1,KIM-1) &35 B | 244k B HE 55 14 59 46
W, FRANESE AT R, HE TR (1. 2 g/kg) X IEF
KA B8, A - — X R,
P A A e B HE T T TR R R A R K
RIS AT R I HH A B 3 1 R DA S i 2 i — 0
F, HAE T T SO E B R K BUE Dh6e =5 /5
EH BT IER KR, BRI R, BARE 1T A
A2 00 25 BAE T, B A G #E AR
E*ﬂ[54,55: .

8 4hifi

g LRTR , BRTXTHE 1 09 25 3R R O &
SEHEF RO LS RGETE Z/EH, it AS il
JULEH il P 453 00 | OR AP0 LA AR L R 0L B JILET
Ak 55 EXTHE 1 H A5 A REiE— DR A T (1)
NE 1 A R AR R 3 AR+ Bk HE A B A i
AT, HE 11 09 B 0 A FH w6 A R ade— 20 0F 5T
(2) HE+H 253U FH 2 5 A ST g 8 g A G, T
VAT Z PGS IR R HEF O IR JE A A (S
S B A P AR IR 2P 5 (3) HE T AR
BT LA LB R AE T A EH , iR R IR ADE
5¢; (4) BRITXEFH B K2 R T4 i S sh
SEE I PRAF G A B K R 5 (5) HE+ 10
A 2534 i 2 H R HA S i e ) i
DI —3E 0 R E—aE KRN — D5, HHME
Bifi 5 X AE A7 R 53 B I 58 AN TR A, BB 1 DA St
JE SRR M A AH SCBER BR YT h R FE N A BIVER
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