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Abstract

Metabolic syndrome is a complex metabolic disorder, which is usually manifested as obesity, hyper-
tension, dyslipidemia, insulin resistance, etc., and is also at high risk of developing type 2 diabetes,
cardiovascular diseases and cancer. In addition, due to the lack of effective treatment, the incidence
of metabolic diseases is on the rise worldwide. There are many factors related to metabolic dysfunc-
tion. Persistent and unresolved chronic low-grade inflammation is one of the core characteristics of
metabolic syndrome. This persistent chronic low-grade inflammation is closely related to immune
cells and plays a Kkey role, but its specific mechanism of action remains completely unclear. This
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review explores the research progress of various immune cells acting on metabolic syndrome, with
the aim of identifying potential therapeutic targets for the prevention and treatment of metabolic
syndrome.
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1. 518

MR G AL E N — PR 2 M MEBOR,  FLRRMLEI L 2 A e BE 4N AR 1 15 25 AL L] L MRAm e
PR AL 2 A i 25 0 e e i, RBLH B il M1 BRI, 51K R A4 B 1k %
RESNE, S BUR B RGO ThBE 25 8L, T M2 Y 2 o DU of 50 Jk 5 2R AU e A O T AR —
YRR, ARRZBR T 2O MO JE i IR AL, T Ik 4 AR AU SR S AR R 35 T SCBEAE A - Th 48
PRIE I 23 1FN-y {23E 200 SN, Tha7 A0 40 1L-17, fnJRIBE 5 2300 IR xS ARt .
117 Treg 240 38 1o 400 ) SRR S N2 RF G e 52, SO AR R AR, B Ik L0 4 B A L fth e e 20 L 4
NK AT SR A th 2 5 R R A AR R B R R, 5 T e A AE AR 1Y T B 2 AR T fE

2. RIBMEIRE R BTN 6 Se SR 4RBRTE 1L

R, R N ERE T S AR R, R SR B AE 200 B s A% O IRB R R 2 —, B WA A i
S P 2 AU SRE 1) S S 0 S 00 B, AT U O B T A A R, R D B R R T R R LR 4
Jiid, ELRELR I AT LA MO B RELT B AL B[R] ) B VA i E 7Y, R HE 2 Rh A B Th A, VAN e A 4
ST ANF RSB AYERF SRS, QPR b i 22 b di M [2] . VF 2 UEHR R BT, ML Mg A i ) 3 B v A7
PEHEAE L 2 BbE bR AR U o B iE (AR TR e A F o FEMR 4L 4, R I U I £ 2
M1 EWE4fE M2 EWE4RAE. {4 ML E G20 B g% 40 M 81~ a0 T30 3%y (IFN-y) FORZ 4R AR - g B4R v
FIFIA T (GM-CSF) LS, Bin AN %&-18 (IL-18). AN E-6 (IL-6)FIIERIER T o (TNF-a), Z51¢
RN PR B M2 BRI TH2 40BN B -4 (IL-4)F1 B/ 3=-13 (IL-13) S 4 i Al ik AL, 43
WA ER-10 (IL-10)FFALAE K T B (TGF-ASEH R KA T, S5 RIEMHIAMAHLEE[3]. Saberi [4]
ANERFFEUESE, RS & AR RE 4 5 1 S0 A2 R B M i TR FE /R AR B2 4R 4 (TLRA)BUIE 51 R 1. TEAEREA
s, I 7 423 R 1 20 BB FEOR S0 2 4 M, 15 1 197 2H 23 5 W 4 g+ 149375 3 % 52 4 CD36 B TLR4 #H
HAER, {REEVEAMEHEEAN M1 RRGE(L]. SURFIE, iS4k B0 o W Az Al Ak 25 5 R A L
(MCP-1), it 5 5z 40 i R LR F-(C-C 2 7) 24k 2 456, (R 3EK& A% AN Bl 40 55 2 N 2R/
BRI IE REAH G I T 223, BRAL R 6 M1 BRI ifa[4].

3. RN AXRESEBEATEMAAER RIEA
REAT2AL L ) LA 53 305 . ML LR 1 c-jun N SRSAEONK) A 1B B 8 (IKK-B) 15 5

IS LA S SO R P RIE, W IL-64 IL-18 1 TNF-a [5]. 7K F 1 TNF-o 2540 i (R 7 AN i 41
WM E B Ia R T 4 MRS H UL RE, FOH5E S RN S IE TR, 5 A E AR T 0
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g 2 IR 3k SR A P Bt B B D B 52 Ay (PPAR-p) ™ S RO S5 25 6 1 LA it 7307 155 i 0 R IR M 4 i, 3k
— R E SAE DR TR, I 2 R T T 4 P R A B DR TS24, T INK R IKK B {5 5 i i,
U R AR R (IRS) LA S B RE IR LIRS 3-I5/ 5 (1 I8 B 15 5 1 B (PIBK/AKT) Bk 22 2 % A4 £ 11
Bt /240 B A M 5 T T PG I8 % (MAPK/ERK) @ 6, 45155 i 17 4L 2 10 Jil 1 2R ORI [5] 0[5 W &4t i 7 A 2H 21
HR Y 2 3 40 ff (Kupffer Cells, KCs), & @M TR E g n ez fE, Lanthier [6]300F 7L, JFEE
SR M gk T I sE S NIRRT IR S R BURYE, JF H 2 TNF. Toll #6524k 2 (TLR2). Toll #5214k 4
(TLRA)FIFRAZ 40 7 APt J5i CD14 (CD14)55(E 2 A7 I, BbAh, milR e LR hef, som e
SRk B B B A R, 1R i B M AN 4 B RE[7], M8 HE 22 WE(LPS) K TS, 0 P 1
A AR RN S A, A RE SR R e 0T AR R SR R A . DRI S IR DT IR (Free Fatty Acids, FFA)FIT4E
AR A% 25 FiZ JiE 2K 14 (Oxidized Low-Density Lipoprotein, oxLDL) )R FR 2D K HoAn 575 )k, 2834 o 20 P A
FORASZ AR, 0 Toll F 524 (TLRS) LT BR 45 & 5 5 45 M SR 52 A 1R 52 7 (NOD) # 8 [8] - e 5
YRR AL ML SR BY, 434 1L-6 IL-18 FH TNF-or S5 4H i P57, 075 T4 i w00 240 B 4R 75 2 1 IS (ERK)
N EE A R R (ONK)  16B R (IKK)F1 SOCS {55 B s, $Mfilk S =55, s RS e Ak
KA 8] WFFE R I Thl 42 70 iR AR TP -y (IFN-y), 5 R85 421 rp 20E FAR i
BB IR A AR B IR DG, (e 1 i AP S RE 13— 2P I #E . Rocha 28 A\ [9]. KILERZ IFN-y IAEE/N
B, AR DT 2H 24 1) B R MR AR SR AR A I 51 B -1 (MCP-1) (3805 2 25 FAIS, LA 4 W 32 1k (2 2
M. IbAh, Zhang 55 A[10VR LT IFN-y HURREFEACAEIE N o MCP-1 (315, Tl g 5 =Kt &
A IXUER IR Thl g St — 0O RIE R N o 5 F, 1RGSR IE L 2 P (5 500 IR 0K 5l S i
M O AR AL, SOE R T EE R IA BAE . TE— A F R B SORETE IR, S BUIORE R
AWK, HEENARR LR G AR RE . B T BIEERE SOCIR SO 115 SIE R S S A AR BAE R S
K, (A BB VEM R X SRR Wi B S S o, RN R R .

4. ERBEMRSERMBIZE SR

RS B AE BB AR, PR EVRARRI T Al , BV K2R T M40, B 410, NK 4055, #
SR (DC AHfL), IXLEAH S BRI 7 5 R 0L R ML BRI AR BAIE M, HESIACU SR S AR )
BEFE . CDS8'T 4l /& 73 Wk 40 M 25 M i 1 2 L (perforin) AUEUKL f (granzyme) Z% JEAR4H M (O 251 T k2
Y, it Fas/FasL iR FAMIET-[11]. 7£ CD8 k= MIALKE/NRF, AgBHZ b M1 B
YA CD8*T 2 5 3 3 /b, i1 T BT 52 AN R i & 2 HRHT 0 AH B B AIK - Nishimura 25 A [11]% 3L, CD8*T
ST A AR 2R 2 B0/ BRH IR 5 2R TR M 2R o 12 M 98 RE 23 3 I CD8*T 4l ffd (148 /K &= . ¥E /X 1) CD8*T
21 i 2 B G A AR A A M R 1 5 s IR LR 2 IR ARG . CD8YT 4 i 73 s i) AL R - e 15 5 MR 40 L 1)
WO, JHE I BN R R SR R A S [11]. BRI, FE/NRUARIN, CD8'T 4l s ik fk K 712
NS, e S BN BGE, JHEdt ErEgn i tboh M1 RIE VRGN, IRRIT 70 R B, Qi
CEAEBRFR AR CO8'T 4ifu e vl Rt o KA R, AHEFURIL, RE1EF R AR 2 551012
CD8*T 4H M XA B BRI G (1 [ B, FECSE T 2R G0 o Fili o3 22000 1 T B LA B2 il A o AT 55
CD8*T 4 rE AR 71 AL A8 P 2 i AR 21 EL R OGP E T, L BRI A AR R . FAH A
BT HMMAIT)Z — R KM T 4, RE—FEAZRMN T 4z dk, ERTIEZMR MHC 251 551
MR1, Ff2IAAER . MAIT % RN R TCR 4 o HE. MAIT 40005 5 AL 1S S
K7 1 (MRYL), i3 s gy i MEE RHRALHR[12]. MAIT 40t FRIE T 484 K B2 & R 40 3 4
P MAIT 4 H7E AR B 2123 LAAEZE 8 MHC-1b 43 F-(MRL)AKH6 K 77 s 3 M1 EWR A it b, 7E7iE
rHOE I 5 IR P O R R i T8 8 BV R R AR FH[12] 0 /D BRSRER AL R, B2 MAIT 4
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XFEAThRE, [ISK MAIT SHARALEES M 55 Al T8 B RE R, 5 7 I8 R 2 B A 1 S R [13]
MAIT g5 2 M R0 T HIRIE, W E 7 (T-bet). LK T/40HE K T 52 /4 (CCR6. IL-18R) A4
JIPRF-(TNF-a AT 1L-17) MAIT 400015 1 B YR e Ag . X — fOEIE 405 16S-rRNA T
ZEHERI 2 7 DA B P 00Tl MAIT 20 BT A = B (0 AR 0 e 245 30 7 3RUE . B 4178 AR FRIR A5 R0 s e
WE TS RAENRE, 5T aLRER, (2B iit, B 4iiEt %S CD4 1 CD8*T 4ifur~
A MHC AR S A BRI 7, AT o 2876 2 T 5244 . Winer [14TRF 78 o, TEMESE 4 F IRk & i/
B, AIOLKE B 4UFEAR AR R, B U R i dE A B 4. B-la 400 A1 B2 40, & T 4
MBI T 4 F[14]. B 400 =4 19G IEAREIEIG . 76 s B SR/ R R A A rp R B
IgG Kyt hn, LAK 4B MRES 19G2c WETHE, 196G Piikimit H Fo #40 n] LGS & B WEdi i B/ FoyRs,
HEES B AR R AR KA 7= 72/ 19G 215 5 SOREVEAN M IF 7
Az, FAEAR T E R AR 2 1 ML R . AR R F(NK) A @ = AE TR y (IFN-y). IR E
KF(TNF)EE /2= (IL)-6, 55 ML ERITHR TR, RAIFEEDRIPU[L5]. NK 057 53 il F
T BRI B TR R AR BN, RIS R PR R AR . B NK 2R ET B BT R B 2
P, JEPTRETRPG 2 ZUME PR ke . A, ARFFORIL, MR NK 4Hfiff) CD11B R KA S VAT
) NK 48 AR 82 DDA O, il — IR B 63 44 I S AR AN 25 4298 55 7 9 N IWARF 5T, il & T NK-CD11B,
KRB H NK-CD11B #8 N BTy, R NK 4 in. 2560 74 278 NK-CD11B 5
FEAR NK 4R 40HE 9 TNF K P2 UIARDE[15], XS s 4T B NK 2080 10 38 55 2 (e ik NP B 41 43 0
A4 B i B S ARBUR R BB R R

5. KAEHIR SHLRE EFER

YN RIER, Ao e g U R RS ER, (BRI LR A AE B3 1 4 DR384y B A
SESE IR N — IR ZE AR S SO TR I, AP E CDAT 21 i Kl b g et R 2
2 f%, HOWEEIGIR T 0K 5 & [16]. CDA'T 4HMIE 4 Treg 40N/ Jy S s vl T4, JLARAE
SERIBIE R 7 Xk B P3 (FOXP3), il ik 5 ) 98 it S N HEHEAR S, TERE AN B Z KT h R 45
KPR IAIMER[17]. ARG IEBF RN R R R =5 m, S8 Treg 400 B350, BFHASHLA N
HEMEE T S S ML HHT . Eller 55 N[18]4 B, AR 22 Jik & R HEHT A 1IN IE I i 2 23 R AR Treg 48
ML 208D, RN sEER . (I $T CD25 HrEFEHUAFER Treg 4HMd, A0 1 /N BB = HKHT,
SN R ZF Treg ARG, w7y ARG AR 2R, 3 PR U /K SF o BEINIIESE T Treg 2
SR RRE, R AR 2 B O I B IR DG . Treg HIE 5 oAl S e A A A ELVE T, RIS IR S &
HHI R A K E, Schmidleithner 25 A\ [19] &N Treg 40 i it 45 F vk b i 2 358 5l 27 i 25 i S0 (HPGD)
SKRANH] CDAT 2GS0 M, T Ja3 0 28 Al A B 5 2R K40,  Treg 4HARIE AT LAY /> CD8*T 4 i >k sk /b B B AH
RHJRAEAACEZN - Palatucci 55 N[20], A IAERERLATRLZ KK Treg AU 2% /b, M CD8'T 4
FF B A5 ) S 35 30, W S [21] R B IEH /N AR B, AR RE/N BT 4143 Treg 4 A EL I M 9.5% 4% &5
2.3%, ifi CD8*T 4URMIELBIZIIN T 2 %, LA XL RERY, Malidl4gih Treg 40 ys b v] G T
/> CD8*'T At , R BENLAA P9 E AR 7 ZHZA L 2 001« Zhong 55 A [22] R I, bR 3Ldlis o+ BT7-
1 R B SRR AR R & /N BT I 4430 Treg 4 £ it R i W0 25 ek />, g iy 4E 21 e S s 200 Bl s ]
5 FE USRI IR 5 22K S22 T v . IR B Treg 4 s/ <2 (i 0 A I 2H 21 rb kA PR PR IRVRE RN 28 BTG o A
ARSI HE—3E B, Treg 40 AT & 40| CD11c*CD11b* W4 M ff) 4 5 AE AL . Palatucci 25 A [20]i &
i MT Treg ik T MEFR R (A 5-33) IL-33 R #) ST2 8. {# I (IL-33)7A 77 & AR 1 AERE/N TR i 2140
R AP, A AR SRR T SO0 BB . Thi7 g E 0l A &-17 (IL-17), F0H5E
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BIFEARMIFIAR D AR B, ZELZNEERE R (23] H B (0 — T FE R B, IL-17 iz 2 o o RS PR O o5 o 2
FRAS, (R e 15 R AHCHT[ 23] W 9T [21] B vy 771 2 I 2 TR I 35 19 i CDAYT 4l 434k Th7 2 i,
TR AN 34 Treg AU HO%CE: . IXEERFFE R B, Th17 40 4 R 5 R BUR A EH, JRER
LR AAE B F RN B3 n. WIORANM(DC) B A J3 3 T 4 B ARERE T, 75 PR IE B 38 e
HHORFESRSEVERI[17]. AFM DC WAHTE M A SRRz Ry A [ f 2, {2 cDCL W4H m i i fie i
Treg AMIGHE, ZfRNENTAHEIH R 90E . Bertola 5 A [241 & BLAE /IS BT D7 2H 23 K 2 3005 I 5 = 4Kt
M1 DCS J& T2 % CD11C “F4/80 “DC WH#f. Mtk F, IEH /NEASHT A% cDCL WA A fE
TRHERR 2023 Treg U3 E, $RALPT A5 5 AR ILAHC J0E . Macdougall 25 A [25] & 31 4 Ak A i 48
21 1) cDC1 11 cDC2 43 5ill Be e Wnt/p-5% 2 (il 6 A1 Pparg G, MM 4ERe/E 7200 G fase . bl
J&, AT, DCS Hh p-HEE A M EIE RN T M EIR T2 Y Treg A0SR, $& TR S =B
SR, IR T RERE AN B 2 BB R I R AR [17]. 45, DC {23t Treg 20 A0 HI4E 1A B T4k 55 A5 W5 4L 27 1)
FRUFEE , B TR AR (DC) (130 73 0 AEE 2 47 i B 22 BURMEAE F 5 TR R R I [17] o WERR MR A0 B XS T
PRUFLREAE 1) JE W AR TS A B, 7T Re 5 B4R Re i & 2820, 39l 2123 Treg ZH MR AIRIA . 2011
E, Wu 25 N[261RBL, FARITERTT, AdDIGATA (FERER PRI AR =) /N 5 A e A2 B e i, fie
By RBURPER E 2P MR, AdbIGATA /NETERSGL T AL 5 g IR PERL A A 2 & 1 n 2 15 LB T B¢,
AR 2GS . Lee Z5[27]. HE—20 R IURE R VR 20 O (2 328 AR 07 4 M 1 0 AL AN il o IX AR A P IR
PERLZ NPT B B T35 Bh A 2R 9 RE ARG 52 LA B 2 5 Jik B 22 URR A

6. BERBEMIFRES

U LR B I 28 R 5 B — N R AT, R Rl B AE AR SR A IR vR T P R B BRI T,
WERST NLPR3 %M /NMAFD IL-18 JEER (O SE VAL, SR, —IERH R sE & iE B R w4 & C
(1000 mg/R)HIBEALG BIRES T, AR AR R FFK hs-CRP. IL-6. TNF-a il MCP-1 25 J$RE bR EH I K
-, X R —VRIT AT AN DU T TAR M 8 & AE AR PR B JRE[28] 0 46 i 300 4 70 I S S A AT T W
ZHREE, L REB A 25 AT e A I AR B SORE SRS, S IER G RURS . AR LR A AE R 1 A R AE
FERERME, AREFETTRBEAFRMIERDIH R LS. TEERKENEESE. BT 240
PR B P2 IDAT AL TG PRAFF FE B B, A F 1 22 A VRN RSO A R 4 il i T /R K
WP AR SR B AIE o 75 ZETF R A S0 A Wb S PSR R I WIR A 58 2 55 Rl e ANARE S8 L2 VA7 R A
G EIRR S A B T A S S AE R RIS R, RS E YL T A Yks Y BT
I, AARFZA YR ED T8 R S FRARGFAE T . BEARERY, 1L-6 ACFTH & 5 AR 25 A AR
5%, T ) AR SR A A O . A — T X e S MR TS, IL-6 T iEd S B AR A
ik HDL Al By =B A5 5% . AWFFE[291 KT 1L-6 Tt 5 50 & RHHTAH 5% . 1L-6 SARBLEA1E S A5 ik
o mE YRR, ARG AIEHRNERERER, EWEEENEYIRED TR 7. IR
FEIR F--o (TNF-o) T i AR 25 B AE 108 WAFAE o T AR W 25 B A SR I M g 7 0 2 ), T 3k 2 2R 1 1Y)
I 17 2 AT A 2 WA e 7T PR TN R, DRI AR £ A AE 3 AL ) PP X A JHE T B 2 TNF-a K s 1)
R o 7 — TSR g2 A A NI FE T, TNF-o S H A AR 56 40 B IR 1 /KT T v 5 166 5 23T
AVH I = FRME A 6o IR R ) TNF-o AP iR TR, RPH SR LA EREARSE . SR80, 1L-10
SRR 2R S5 R XUNE N E S . BT IL-10 BEFSHT IL-6 F1 TNF-a R RAEFH, X PRN 7%
AR R A AE X ILILAA DS, 1L-10 ALL-F-5 i S 20 i 5 7 (38 on B ORIV o H — T00EE S AR J L 38 (1 AJF
KR, RELESAES IL-10 /K48 T = . Calcaterra 25 N3RH, XEETFm K2 il T L EAR I g2 &
TR Ji S 2 LA B 28 — W BE BT 38, Esposito 55 AW 7T T REREFIAEAE v, R ILAEIE Lo PR 1) 1L-10 7KF

DOI: 10.12677/acm.2026.1672537 385 I IR 2= =23t e


https://doi.org/10.12677/acm.2026.1672537

M <

mTARIERE L, EAE IR R MER, RS MEEZR IL-10 KPR L EE N, XRE LR
IL-10 fwfiS, ARUFELRA MR KRS AT BEE o E AR 3 FH 2 P AE Wb B vl e 2> 38 i RS AR el —
TVER X 245 N RS W T A TRER 70 B, KT IL-10 558 RARPUAT 2 RO R A 0. thah, WK
B IL-10 KPS AEE RS RS EARE T (LDL). Hih =F. MmpEfmaEs Ale K PFEFAMEX, B
HDL /KPR IEAHE. HAT IL-10 TEAR W LR & 1E B RN IR A R T, @GR, CD 4 (4
WHE)TE MetS HRFEIER . ReE i) CD 415 by 4H M A 1) 45 58 I D REARF 78 O . f94n[29],
CD301b HLi%Ar Wi 40 IR B T M1-M2 E RN (AL G S PR, AR JC BARHLH M AR B, 38R T
AR B e, AT RE BONAR I S5 A AE RV TE S SRR B

7. IMNEERE

TP M E AW ZR A AR A TR B TR, ARERERGAIE 0 K A Jdk g 5 S B A0 L 1) e o 5 )
FAOG, EWRANMIAE A E M e RS A, TENS I S T R FE OGS E R, R ML T AE T
WO c-jun N I (INK) A 16B B p (IKK-B) 5545 5 g DATS 3 JO0E N 1380, 1) T Ui Bk &% 22 32 i
YI(IRS) L% Bl B e VLI 3-W e/ 25 1V B 15 5 B (PISK/AKT) i 22 24 JF i A6 B B 4 i A5 5 VA 75
W S (MAPK/ERK)E B, 45155 5 7 2H 2 10 5 3 s o IEBROIRAS T 5 Tk o 6 23 4 8 =)
SZRBEEOE, A8 ML REY, IR R e A DhBE 25EL . T 40A A h e Sk i R RE B R, CD8'T
ST P o 9 A 1 M SR R R S AP VA G, T CDAYT 4 MERE b Th 20 g £ 43 W45 A 40 e (K -7
FHFE-y (IFN-y), (ERERR RICHTI R E . Treg 4 J Thi7 (ECE I i 55 FO6 G fa s Bk B 2 i
JERPEMIYERE . WSOIRANAR(DC dnff)Hh p-E 2 A G G n T P AERE 223 rb 1) Treg ZHAR%CE, =& T
J S B U . PERR VRN M T B BRI B W AT, IR rh Treg RAIERIE . RERSAH CA
T 4UH(MAIT diR) (e 38k SO IE ERE S, F S T Me BRI & pE A I, 385 B 41iiE
5 CD4AHI CD8'T 4™ A= MHC AR (i 28 A0 A PR, AT Jon 28 76 26 B 52 ko aadd 7 A2 1gG
BEARWTRT . £5 L, BP0 S A BRI AT RECTE T A SR G AR SRR AR AT i, FEEE MR SRAE D)
RIS R I 2 i R R AR, AR R SRR, ASHHAYRTIE] M1 E VA0 A A AR AL B
M2 ERELHAIIThAE, 5 808 AR 2 SR A M SO IRAS o B I 78 F1 A 3R -33 (IL-33)VR T 2l T
HEJRE/IN B 7 2L 23 rp ) ik B 2 i . A BRI SR G AE YR T SR AL LR . SRRl BEAEAR IR SR S AR TR YT
HHEEHEBERE), HEMGER AR R R, B MEFRMELR, REEER SRS, FiRE
B AU SR B BV AR 1 2 AR bR £ Bhit T, H RTUESE B SR a0 1L-6 A1 TNF-a fEACHH 25 & 1 3
N RIS, 1L-10 MAFFESL, CD30 411l A2 5 M s A% E R 4 ML il Ak, ARSRE R 2 3 2 6
B G A b D RIR T A R B E

S

FOH T2 IR A R IR T LA B R L .
HE&mHE

B ALK A 50 A 205 B3 3 4 20255340,
SEHk
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