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The role of metaflammation in metabolic syndrome
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Abstract: Metabolic syndrome contains a series of diseases associated with metabolic dysfunction, such as obesity,
type 2 diabetes, atherosclerosis and non-alcoholic fatty liver disease, etc. Previous studies showed that
metaflammation was inseparably associated with insulin resistance and played an important role in the pathological
process of MS. The mechanism on the metaflammation signaling may provide novel strategies for the prevention

and treatment of MS. The present article reviewed the role of metaflammation in metabolic syndrome and

summarized the effect of controlling the inflammation on the treatment of metabolic diseases.
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L1 REMRIERNFRIER
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K A e e 2 4 H v = ER R AR DT 40 B Y
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WM. — 7000, N7 ROGAERE, AR 740 B AT RE i —
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[A-f--0. (tumor necrosis factor-a, TNF-o) Al #L4% 41 iy
4L & H-1 (monocyte chemotactic protein 1, MCP-1)
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535 400 200 P S B (O TLR2/4, @3t i fhc-JunZ 3t
Ui O B8R -1 (INKY/AP-1) Bk Ik BB/ % K 1
kB (IKK-B/NF-kB)5 5 I 1% 5 4 i e b & AE P
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NRFEFF R T H B, (R0 2 Fh & MR R
B BRI, AE R R IR I /N ST A
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BE R SRR R A S KR, ATRe ST
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71 22 3R 58 T 21 90 v MR A0 £ el 3R 1) /D BRRT DA S
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EH—TTRAE . — BIXFERIEIRES, KA
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MR B VR AR IR 7, E BRI R
i 4L ) B A AT R T A, RESERE B R
IS L2 E e SR IR NS ) P RE . 0 G e
MCP- 152 i i 4 i 3 38 1) — Fh R B L IR 7, e
FBLEWEANM, 5] K SR I N R S AT B
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M E R IEAHIG, I Refe ik A% 40 i h TNF-afil
IL-6f( 53, A TR 8 R HPT™s B A PR IEH
HIRR IR 2R I T IR B R 326 12305 AMPKAE 5
JE 1% BN AR A0 ) A 1 BE W IO 52 AR -au(peroxisome
proliferators-activated receptor-a, PPAR-a)K & 1%
JiR S RIGE FEMAEER, ICREVS T B MRgE i~ 4
PR A MR FIL-10%6 . T AE ik 26 25 i I 42 43 4%
WA 1 6 B 2R Uk b BR A T LB A A A R RS
20204F, Rodriguez-AyalaZ 58 KL, JRIEZ/ &
FHE SR ARE . R 2 URE ) & A2 2 A
KEIRZ, 0 T R D) RePatG /AR & EL &K
AL B, R IR R /% B LA T R 2
PN B PP A i R R bR 2 —
3.2 BFBEAIACIH 4 A AE

NAFLDH A A 2 I A Z AL R I,
REAE S A2 A TN B0 B iR e 0 R, 2R
TG FEAREE, ICFR I IES 455 A1 28 0E . AR FE IR
TR, SIEEZRAEM, k2 E KA
NAFLDRIME R B2 T, HATNAFLD &R HL
il N R 5 I 22 P BEOIRESAG OG . T TG o HE
R R B AU K R E R S BT
JUE JRE VIR BE LA 4R AL 55

JHF I A2 P 01 0 A 1 R BRI, 7R IE RS
N PR 2 B AR 52 B S TR 2R B
2 U R A I By AR, IX R A A 52 31 PR
il TR I 2 R T AR R E AR, R EGE I
FEAUFRERE WA R 2 o TR & =K HT = 25 i
WEH AR T RAEA . — 5, SR ZUEN
e, MR S5 ST I AT S ALY, RE(E
RER LN SR A = B aaa v i 541 D NP R L SR A A
TP AT M ER R 2 35 40 Bl (kupffer
cells, KCs)FI MG I 6 Z52 10 K 1 B AZ 4 1 73 A4 B
1 5 4 R A 35 2HL R I 5 4 P i 2 T A
TRy NS 2 IR B A SR S AP, UER T
FCTE TR AR S 2h RE R AS b (/R B IE Ak ge it ot
AR, R RS /N BRUHIE A IKK-B5 208 4
JH i 7 T2 B8, L e A1 R i 2 U 4P A 4 2 0 T

BT SRE R A B TNF-amf IL- 1 BREAE /N B 2 1 4l
B AR LB A Mo, (Rt e R &k, S BT
i B 28 P R I g AT s 5B — T, AR
BEIPHEA N SN DAG/K T 5%, DAG
ILGE PO RS 25 5 mes™, R, 7
T I I A O S 9ORE [ S ENAFLD ) & A= A ke
FREH, —HUKEZFRIBZHIEE. GUFR
%o RS ARCRE AR R /0N B 14 98 R 33 i R i 7 A= e B
FIHEAT M7, YOS AT RESE T g BRHEAR & A1

JEF R 353 495 0 RF A 7 2E 23 b 160 g W 1R 2
A A7 70 B R I R o ARG 2 K 5 AR 7 &5 &
BAMK, G TR BNAFLD B 44 A I G 5
%, MREERERNFEPZ FEC. Wl
DL H 2 A 25 4 BE PPAR -y, S 3 i 5 25 14 U1
F o JFE I PR K ST R B 2R R 1) 17 e i A BUVE
BRI T RS W BURME, TREN S T B RHHPLM
RAE,
3.3 FEEABIEMERE

B UL AL PN 4 8 26 W 1 R B A 2 —,
R A BON U A A7 T E B8 . KRR
T S0 LR 0 R B 2% B0 A A A1 7 80 5 =K
Plo L BT S UL 3 5 DR Ji 26 i B g, 5
MM T v, B UL P R A B 5 R B 073 A i
14

2R R R L p38 MAPK L Al vs 1k
B T IR K, = p38 MAPKAE 5 % 1]
BE SRR S RPN R A s, 5IE
WAL, R AR R /0 SRR UL RS B INKYS
Pedg R, HAARE, BRIK a6
KB B B & kb, AR I 2 55 K -1
HRIE, YA SEE B, (B, Weisberg
AU T v UK ) B A B UL P G 4 i 7
AN, TR s U T AR T 4H 2 B A A
BERM. Fik, HHFRE N, BRI S
FARPUIE T i 107 25 L Ath 41 2 e f e 4 = A 1
PERER T LA A 23 WA B 55 3 9 1) 5 A FH T i B UL
FHF AL IKK -BAIINK S %8 M, 5 i 5 =
P S ECE BRI B I B R R B AL
i 0 22 PO 4 FE A 2 HL At 4 43 g R A 5 10 28 R R
T R
34 DIMERKIHMERRE
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EHRE. KPR B, JEH RS
% 5 & A (low density lipoprotein, LDL)HL# P
e NAREN R, Rl . B AR B S A R
fig 2 H (oxidized low density lipoprotein, Ox-LDL)i#
ik LR MR b R TE R SRR N, BN R
JRHERR, TERGEARANN . IR AN M HERN I — 2D T R
RIS SO B RR R BT, 51 R BBk AR

T 5 T K175 5 I B0 BRI A T 17 2L 23 e
DAL 53] — e ARk, WL-A5 2Rk = . A Y
—HEMWR G R ARARIEG,  H AEB K IR i
BV Ik RNMERE N AEBE, AR RIS
HECE AT 1/ BRI T R Rsds R AE & i AR s
MR E KA R, MAEA S ME AR AR R F
Bk AR MR, X R IR, fEE
) 5| 7S 1) ML T e P A AR KRR b i A B 3
NEWTAHZ G Ko Sk, —TWT e8], AN I
R G W A U AR IR B, bR B Bk ) Bl A
97 2823 5 160 R N B Ik (— b 0 30 Jhk A A A A 1) of )
JA e DT 1S AP AR B 2 R . SRS kA A,
) % P 2 ik JE L ) I 7 2 23 e s T skl A 12 8 3 1Y)
RAFGELSL I NENTH LA E R, X A] 5e &2 M 58 A 3 ik
16 PERT Ak BEHR A7 g7 0 1) R R R 22—,

A IR 25 ik 5 i 77 I 107 26 23 Hh 1 98 RE 2 186
R, AR R R AR B TSR T
M8 BE, (£ 3 Bk s B AE AL 1) A [R] B B R A6 R B A
Flo BRI, 7ESh kR AL ApoE /N R ifi
ERFE RN T, 2 AE4H M K7 4N TNF-a, IL-1PB
FOIL-187KF I & T, -5 500 e AR A G
WAL, FEBNIK WAL AL AR A B AL b, B ik
INK2VEPEFF 2, T4 i INK2 £ 35 1 7 96 /b ApoE
ANRBEHE A . R INK 2 Y 1 41 i w38 i g 2
S EUR [ Ox-L DL T 4100 1) Y VK £ J0 B TR ke, 4100 1)
SNk REREAL I & 2R . I R I 2 2R
A7, dnEfb ¥ (chemotactic protein, CCL) 1.
CCL3MICCLS, e 15T BB (PR, M5
PRA0 M AT 40 i 25 ) ik N5 5 A7 s gl oy
oy B A, B 2 BRI H Ox-LDL B AR 221 %
AR AR AR . rh R 4 AR I O 44 A e 0% e 4
G5 BN AR ERAL, 7 A 15 AR A A9 g
ISR RERE AL A s S 4k, FEBEEE i 72
o, SRERTE DN A M I R I K 40 1t e 1 i e 40 i
R A B IR
3.5 BRBRNIEMSERE

A ALK S D RebErs i E R R —, Jig

B IR R 2 T BB & BA M S v, I FE B OIE
=AU BT AN Sh RE RN AE AR, ANHRIR T
Al RE S E MR Mk N, AN 3N 985 . Wt
FORIN, 2U0E R B 0 5 A B R T A
MR AIL-1B TL-655 28 PR 2H M A 3Rk g hn,  JIF
N2 R PRI S5 11 B2 3 8 T e A2 i R 7 1 5
R RN SR s R,
BB VE SRR R JS B IR ERHR R KSF T
PR 250 R TR R I 4 A R B R T RE DRI 55 s[RI ET
DAMLEZE R, FRAHRR T 2 3 BUR 5 N B 41 2
T o AFFEAE B T A AR TR I 1o S R P T A I
12 (TLR4/MyD8841 5 1)) /& 1 Ji 5% &1 Jfa (1) T g [
AR, E R G S AR R 2 S U B IL- 1R IA Y
TIFT B WEAn B S 4L, DA KR AT B S0 i 5 2R ik
BB DRI, E A R SR A B B g K 9% AN B4
Thigpard e 2] 7 E AR AT, X g LE RN
OB R 78 58 38 e 25 1 5 76 179 8 5 JOE S 7 33 g Al 3R
T BA AR Ih REIX PR B T AR A

Bribz 4b, TR EBAME & R, JEEEEA
10 P TR R L8R N e T e S 0 B B AT i 1) R
AT, S BN R R AR 1) — B L,
PRI ) R 385 98 o 3 B P 8 P SR Tk IR
I AR AL
3.6 T ERAKIEHERTE

P R T O 2 0 5 Rt AR P T
WO M 20 o 7 0 i ) 72 (1 K BRI/ RRAE Y o
N LR S S R, BT AR A
SUR L AIE I A RIS, R i 5 R A% A B R
1) S5 I Ji o 186 A A 2 et ke & ™ mE Rk
Bl, TLR4ZE T IEE ASFAR) 240 T8 5, filk
RAEME TIEE: EREHE SRR, T
T o 8 RE J5 7 FR)I0TE 2 7 AR 0 IR B TR (JBR & = A
R SR EIR BT . M, R R 4T
(1) i 0 R A8 Ak T (R AR 9, i ek D KA R 5
FEC 1) J 30 9 i 0 40 L S IR L, ek b % i A
H, ES WA, A SEL S EBCR
AR SR, T RE ST XA RGE R A
e 4 B AR R AR . DR, IR TR R
TR T AR T RSS20 R X PR RGN o

Pl ] AAETS T REAHSL. RFAE. AL, Ol
BB, T S SUR AR AR AT 1 D

4 HIFICH 1 RREE LR S IEFHER
PRSP ARG AR IRA R, el
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Pl 51 R AU B WA, e R YR TT Y
M. FEARUHEE R KA S ki RES, ARk
RAEIE A BB A . JH 2E T RE S IR IR L
TRIT AR R SR AV TE B 5 B o ARFEAR G 2RE
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