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Abstract: Type 2 diabetes mellitus arising from obesity is one of the most serious noncommunicable diseases which
currently have serious impacts on human health. Chronic inflammation in adipose tissue is the key to developing type 2
diabetes mellitus in obese people. This paper firstly reviews the progress in the relationship between obesity mediated by
inflammation and type 2 diabetes mellitus from the cellular and molecular levels, focusing on immune cells and signaling
pathways. Secondly, it summarizes the results of dietary intervention in targeting immunocytes and signaling pathways,
which can adjust the polarization of macrophages, the function of T cells and the activities of various signaling pathways in
order to seek the special medical purposes with safe, healthy and efficient lowering blood glucose, so as to provide ideas

and programs for the dietary intervention of type 2 diabetes mellitus.
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RERE WL SNE T s R T & &iik 2. HE
JFESG IS L I BE . RS A A iR 5 FEHEPT (Insulin
Resistance, IR) &4 ¢, X EEFa RS 5 RN “ACITLsE
BAE” . M 20 20K F)] 21 2w, A4S
J7 AR 2T IR EAR, 3X— BT AR R e -
P TH B A= ZH LR AR SCHRIE , AHBET 1975 A AL
AEE N O EE, B B R KT = 14%; B
2017 AEABREIR A HHSETE, B4F A 400 T LI E AT
SEF B S ACEN, WE PRI JE T B S = 1 AL
PR, AR S JURR A tH SO PRI HBIEL, 2019 4F4>
BRVEIRN BB B Y 4.63 2P, WEIRWGS- R 1 HibE
FRIA . 2 BRI PR IR (type 2 diabetes mellitus, T2DM) .
LT QR PR AN A ASF R SIS BN FRPS , T2DM £ 55
BhD iy 90% LA P, FEARMIEZ —sfi e s B IR,

JERES T2DM Z [EFTE R DI R . FTE 1956
4F Vague 551 gt R B T IG5 LRI ZESLIT S5hH
PRIFA 55 1982 4F Kissebah 25050 Sz B UL bk 10 4.
PR BRI D7 20 R/ N 5528 I IR R JBR 5 2R /K- S R
W ARG . 2002 4F Ross 85 X i RUAE 1 )
A 25 AT AL AR DT ZHEU 5 R 12 2R U E Z R M G 2R
BTG, R IEHRALERT LIVE 5 A2 IR a7 (A
2o BEE AT 5 0O R TSR R A,
R BRBE DR 95 2 9 25 Bl e N H 44 5T 55 48 22 (Body
mass index, BMI) [ &5 1 &7, B b i) AR 2
5 | FCRH PRI P DB R 38, I HLAES RS IR IS ALt
WIEHERIAIR .. Nemes 2508 3@ xf 1t C57B1/6 1
/NERIEAT R IR IR B AN, & B 6 JE S /N BRAAER W 2
IR P A A BRI R A FHE A IR, Rk
IF BH SRAE ZE AE B A2 TR A4 ack 7 v e 381 S PR VE FH o
Bl B ZATIERE . SAEFT T2DM — 35 Z [A] & R F
FEWIRA, T2DM IGYT TS sl WS- LIE s o A3
FE MO AN 53 KA AERES |2 T2DM By AL
i, IFAEMEIERT L LAVET R 4 S e RN 5 2R
N ERE Rl ol AW st sy e T 2N = b e S SR S ]
IS5 MUAR 3 P B A3 B 58 B SR, LA SR 2 AU PRI 1Y)
I S R (NN Ay
1 RIENSHIERHS T2DM KX &

1.1 ARk R

NEFETEZSREIRIEL T 51 & T2DM 1id 72, 7E4H
RSP b BRI e A R A AR fk . ARJHESS
XTHE T ) S diE 2R Gy A B G, NS AR REAIAH SCA T
BRI R o BB T BEIANAN 2343 DT S P 21 A
PRI, B2 M E T Sy SO H R R BT 2 R 4
IR, AEREAS AE 7 4 2R Hh ipgd SR BE PR F (Tumor
necrosis factor-a, TNF-a) . C-C & ¥ i 1k B 7 fe {4
2. FH4HgAZ-1pInterleukin-14, IL-14) . 40
#-6(Interleukin-6, 1L-6) 284/¢ & KT /KTl sy, il ad
TE BT LA LA S BAE A X E FR ik R TRl L, B
SRR S50 5 | BE Z2 Y SR AR, 22 DA B g
ZHRELFT T Ik B 2H B A= v Dl 2, St — 28 el 98 4E

FOSEFFA ARG TIRE" . AR AMES T2DM i
BRI 2E S N 1 R

Healtl;y ;%son TZQ_/I %ents
o .

TNF-o. IL-6
1L-10
M2 h e 40
* MAcTophages f‘,:’ ~ Adipose tisse
¥ M1 macrophages ¥ A 4 inflammation
Y Adipocytes @ l“
a
@ T regulatory cells Insulin resistance
& CD8' T cells
K1 iR AFES T2DM HE A sre i 24 5
Fig.1 Immune cell differences between healthy people and
patients with T2DM

N ZH L B gl i (Adipose tissue macrophages,
ATMs) BN T [ S e o 72 h o AN AT 2D P 2 i, =
MR IE IR SERR T L E U™ A R NE . B AN I HLAT P
FhERAURD M1 15 M2 %I, M2 FAFEAAE TR
AFBERI BT 2E 40 . RERERITT 4R B B 20 it i) s
RSP LR VEF, BB T S 4 HEE o A i 24 40
By A RS AR DT i Sk AR H U e 2 7 D, BEE
R Ak S & e, PR RATS B h, M2 B w20 A
SHAR SRy M1 BRI R T, C-C FFMatbEF32
A 2 S BHM 04 SR A AR R R 2L SR AR DL e TV BURMA
ZAREBHTER ATMs YR BRER SR M1 B E B4R
HuJRAE] M2 B E BEAT AL E T, 55 SR T 40 i
453 TNF-a SRR AR T, fRES0E SNV AT IR o

T Ik L2 4 AR 5 2% 18 AS W] 09 1 4 B S Ae B e
(Cluster of differentiation, CD) AJ 43~ PRV ¥, B[
CD4'T 4l g F1 CD8'T Zfififi . CD4'T M fE ¥t B Ik
LML AP BAR, FTREASAR PEPUIASSRINY L AR, 1815
SPUREG EE T, MEEN AR s T REl
CDS8"T Ik P4 41 A6 {8 B ABERI AR DTl 2 | LUAR
N ABZEREEIRES T, BT TS EIB T H 4 b R &R
FEH AT BMI 2 EAHSE, [EATARBER AT B A=
LR M1 B ATMs IRAL R RAEM . 15 & 8L
X} CD8'T AUt Hiie /)N R AR =5 Re ialtst, 42 28 R+
TNF-a 1 IL-6 (7K1 FHis; F CD8'T 4l fifuf% 5%
25 CD8'T 4 g Gk ¢ /) B i = 1 g U 2H 8L Y ¢
SENS, EEH CDS'T ik B 4 g iZ T AR RS | R AR 1Y
g, IERAHMT, CD4'T 4Hfi 1 CD8'T 4 il 4]
HAHFSPL, [HEHUAGE BPPHRIRES, FEFES 507 s
JZN 5 — H 2R B EH s i AR L, S [ A s
IReny IR B Z= 0L T CD4" T 469 Fil CD8”
T 24 g B A e [A] 1) 240 ff 2% 1 SZ AR 531 R CD3, ALt
CD3'T AR TP A T Wk guif, = fe
% B 422 I BRI S BE D RE PRIRAST O, AEE PRI FR
TRAELS N CD3'T 4. CD4'T 4 AE W 250
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b, UK CD8'T A AL sl Z n g et

VTR T 41 (Regulatory cells, T,,,) =20 i
ST PT AR AU R 4N IL-10 ¥l 8 B 5epet®, ZEAR
bR, fe B ZH L Hh B RN I i 2 PR LI R AR
PEAH A R i AKOPR E, 23 RBOR R AR, ARIT
T, AMEATHEA | PG FIE, fEHA i, P&
BAAEI A IR, A6, AEREERE S TR L
HY IR, P0G T, 40N B E P13 B(Protein kinase
B, PKB/Akt), FF-#F— 25 M3 Akt R U7 S ) 00 B 12
1, Wb TL-10 FY530 3t e 2] T, 40HAE A
B S BE i R R AU RV E 2 G ff S S 1Y
Yk
12 SFKFHEN

FH AR S [ 18 R IE AN 23 G Be 4 A A TE B AR
UHIIRESZ BFEN, 77 AR R 2% Rl F-id 233 i 2 AR PN 1)

&5l B Uz L S5t RF «B(Nuclear factor-kappa B,
NF-«B) . c-Jun 2 & 2K ¥iij 3% ¥t ( c-Jun NH2-teminal
Kinase, JNK) . B Iig /5t JJL B 3-3 [ ( Phosphatidy-
linositol 3-kinase, PI3K)/Akt. I R 16 AL 25 P B Tt
(AMP-activated protein kinase, AMPK) — & 31| £ it

B A IRCUNE 2 ), -5 RAEME/EM
JisE T2DM pERR .

AFIRAT, NF-xB 5 K+ «B il 28 &
o(NF-«B Inhibitor protein a, IxBa ) TE Bt 21 I 0 Jik
R AR R AU T P R AR S A0 A sz E)
AR ETF . A E T SR TR SE T AT, NF-
xB i) 2 (17 (Inhibitory of kappa B kinase, IKK)
5% IkBa 1Y 32 Fil 36 v 53 222 R (Serine, Ser) 1Y
WAk, BJ5 NF-«B 5 IxBo KA fif 25, 7% #8 NF-«B %
SENITH, M ARIAZ R A FEAL, T H AR AL R K5
A% 5P, NF-«B {5 5 8 B S 12 & TR R
T KRB G3TF FAE A BT i 2R 387K T, 5 R A
5 A i 1) 12 o6 e 78 M1 7Y B g4 it 19 43 f b A HAE
BB AL P R APEIRIER, EURER AN 2B R SR
A, FEAENE S AL AN P2 A IR, NF-«B TS 7
S IR W [FIET, I8 £5155 5 NF-«B 5L R i) ZR K81

 CDS8'T cells 3 . Macrophage
* M1 macrophages

* M2 macrophages

Adipocytes

& CD4 T cells
& T regulatory cells

4
& Becells

Weight IL-15

High fat

TFN-y

S, ok G L PR 3R B 7 4 491 40 TL-6. TNF-a, IL-
1B FHLHTER, S5l E RASHLEIE—2E30% NF-«B,
AW A B A, BB S AR e 1 FE R E AN
WAL, S2K IR A=,

INK J& T 22 24 5 1 Ak 45 11 3 % (mitogen-acti-
vated protein kinase, MAPK) ZK %, H. A& it fb {7 57
Mo ZEMRREFERITLSE, c-Jun 23K v & A=
iR, =5 AUl e f g« IR S50t f . INK 348
J= HAT IR B i 5% i 22 A 5 5% S8 . INK

B IR SRS ST, 23 SR R IR R S, fEBERR

5% 2 324K 1(Insulin receptor substrate 1, IRS1)
HIBEIR Tk, IR 5 RAG S 251 & IRPY . F
FEZEHA B /N BRI INK 36 M s T IE /N, IF
HFH INK1 #kpar R T B bR FR G, ax e/
ERA BB IR0, Br L, INK ZEHE i S35 IR 19
LR RN AT BB o HH PR e B8 R Th Y p-
INK K TheEs, 2580l g i IRP7,

PI3K J& THE BTk hif, ARHEIHF 2 R PEFURY
P2 S LN VIR T 0 R i o B Al e PR e
S5 IR I, BT ST NS A2 AR T 2 T2 U4 i ( Receptor
tyrosine kinase, RTKs)fl G & FIBEXSZ14(G protein-
coupled receptors, GPCRs), 3235 18 i G =Bk
HLEGE M s 18 PI3Ks 3 5 iR 2% B 42
GPCRs 5 PI3K AH T AE 45 07 AR #iE PIBKP.
WaEN PIBK 237EJT IR FIE AR e LEEE-3,4,5- =%
fig, F855 A AR50 Akt %88 = 4o i [-2%),
TEVIRRIVE T {# Akt ZEF Thr308 {32 A1 Ser 473 {37
MR AL, BOE AktPO, PI3K/Akt {5 538 i BENE 12
BEHB WL HE DTG A TS5 R 5 fUs:, AR R T
FAg A G, (LR S8 3 TS AR 5 R A AR Y
NG U5 A M 253 2 BT PI3K/AKt 15538 [, d1 8 # L
RPN AN IRACIEE AL, #2035 i IRPY,

AMPK JE I B —512 B (Adenosine mono-
phosphate, AMP ) 4 #i 1 £ 11 I, J2 i BE AR 7 Y
Ser/75 24 iR ( Threonine, Thr) {Efift, & 61 & 44k 3P it
a, Al a,". AMPK A DLB G e o WAL |- Thr 172

Insulin resistance
IJNK- NF-«B activity

[@n] :
@) ﬂ Pro-inflammatory

P @ ® - ‘. cytokines

(@
_ AN
: gain . IL-6 5 (] [ )
diet ; h TNF-a+ ~ -

> Macrophage
polarization

B2 TERAES T P ACRES A9 JAE K IR

Fig.2 Inflammation and IR caused by obesity mediated by inflammation
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{7 S ISR AL, BREE T AMP 5 =B I 19 FL(E Sk
TS AMPK 5538 [, M ITTHE =5 B LA 14 6 28 0 1 FH
B IENR RS H DU, 2035 T2DM 5 R AHE . I5
ARISFEEELP . X AR R W, AR N 2553 iR
BREE M B(Fetuin B), FH- e & K F¥% NF-«B {fi)l§
JU5 LR e A o AP T 2R, FRPTZR AN Fetuin B 2338
FBRAR AMPK 36 M, $ii AMPK {5 538 [ M\ T T
A% IRIPP34
2 Xt 2 BUBERRTRHIBE R T TUATT

EF XA PRIE TR TT 258 AnsUIRSS | A IR A5 By
BRI TR, AR NI B DI HEAT #1403; 4 EL ST
Jige 15 28 e HSW, AAUNAS 157, WAFFERE Ty IBGL 11y
[l PRI REA R AT AR, SREI T
AP IRYT 7 82N I s 7 ml . AR
PEAEALIE . RAEF T2DM 2 [8] & F BIBTFST  Ar A& B
PR S —— G PR A AN S i, 1P M AERSY
B RN 2 B[RRI DR R T A A IR 1) A 2508
Gy, TR A R | RSO R U IR B T T v R
B OB AURRIR B2 24 FH I T J7 £ i (Food for special
medical purpose, FSMP) .
2.1 ETRENSENER|TIUETT

T2DM 3 0 0 3 R AE 2 —wl s SR,
I HL = b5 G g T RE 2 [R] iR B R — BLAS 32 5T .
2NN, IR AN ) 43 2 2 52 1) i b 0 52
mCol T2DM x5 | I RE DI RERY R . %7 F T2DM
B, T TR R I R S RE T RE AR T o

LLAE | AT . ARAT IR SRR AR R LA L 5
LA HE A 5 T2DM R AR s DI REMR
FYIAIE . DAL R AT S JEOBR i A i DR AR 475 ) LA ek
ERE N I B AR A W R AN WE RS EL, 2 T2DM
B BRI Y DIRER T SR A R S 2 R rT LA
I8/ T2DM /NERL ATMs 1278, H3E B VE4HI B M2
Hi[E] M1 2 ARSI IAPIRAS, MU AE I 2H
ZUGGE | IR DA AR I ZE LAY TS L0

MRS, XN SR 25 2025 LA M ThRePEmRFL I A
LI T kDL Am R A4 S 0kss: T2DM., ffd 22 GedE &
RAEWIZHZIN CD4'T 4%, J1- W3Rk CD8'T 44
ML 237K, $25 CD4Y/CDS 14 Fu A5, il isibk 4
JHL S T AR 53, 2 T 58 A AT LR %) G2 T BELCL; 3
PN 4 ZE M T i GUDE B R AR 2, (e 2 Ihk T A AL i
SR, 3% T2DM B3 IR M E Se e DI RE; S-2%
R E T LA R & TlRNSR (Epigallocatechin gal-
late, >EGCG) ML A P IS e R A PL R . R
W RIS 25 DR A s M 43, BEAZ ISR Treg 4N
FIIRE, 1855 A S e it T 22/ T2DM ) 2L
PR ANELA P i el A . DAL EE ), RIBsHe HL
AV HUARRES R R R S e o T RE, b LA
PRAITOSUS AT PR REASHE = T IR g ys = A h sk
A1, Z2 Mt T2DM 5 |2 Y SR DI RE R iR FIANE o

BT iR VRS & HR B R A RS, LI Y

B 3EH77 (enteral nutrition, EN) E R AFAEAONE IR IS4
BR B, )T IZ G PRI T R B AE A, ] DAE
S ERACR, SRS TR AEY T AU DImk. B
PRI EN il 751 HAT REf HH b o0 Sbl PR AR 3 AR
L RETEIR BUTE I . 41 Ik LA SR b S RE T BEAY
R, SR DA s IRAE S B8 R, DAZZ 206 D 222
/KA G AR, TSI IZIE 2 55 A 53wl ol ) 4t i
K EN 57, 7T LA S MR AR A A e A, B
WU S 0B T, AT RS SR A e M e e T R
Ji B T i oL PTG 26 oKk BB TRVE AT, R H
AT IR IRk s L Bz 4, A B4R s e eIV E .,
K Lo 2 R e 4T 4k i R4 7 DL A Nl %
PEREELF4ERY EN 5, AT LR SN CD4'T
AL FEIE T CD4A/CDS 1 EL ], M dETiA 43
WA, MR RIETIRE . A IR EL A RIS L 40 B 5 oy
ARSI B HE, USRS 2R 1 EN 1l 551 AT LA$E &
CD3'T 4t ifd . CD4™T 4 ifu %5 i Sz CD4"/CD8 1Y Lk
151), AR 2 Thk B AT B4 B A R BT B 43, SERALAE PR
I AR T ST RN
22 ETESEBEMNERTHUATT

RE R B35 B 07 4 2R 25 43- i R AR 58 ER 7,
EATT 33 ok RAEAF S8 B LA 7 A JE SN AN
IR, ini# T2DM #HF2 ., Bl 44 25 3~ o E Sl i
WA, TR DAME SR B E R S IR B T T TR
Oz FIE M,

Fek | RO B S/ S8 SRR,
& TS DL R RORRHER AT LA A P ] NF-«B i 2 s%
T2DM. 327 e & WIFEEE A i 2 R AN 4 B0 iRl
Al LU T2DM K NF-xB A HA AR AL /K S, i
HE R B £ Z AR JIE Y 2(Insulin receptor substrate-2,
IRS2) ##3%, il T 7 NF-xB/IRS2 {5 Sl s, Jai/b>
JHAEZH 20 S PR Am A IR v . AR R A BRIRBE 01, 38
BT NS R o) R . 288 AR YRasE Y sl
LT V4 1xB #% i B(Inhibitory of kappa B kinase £,
IKKA) . IxkBo.. NF-xB P65 3L K ) mRNA FIZE H
IK S, ] NF-xB 3 P 35 81 22 i IR Fl R 4 79 B
2 R h i EGCG X T ik U 4 it 14 8 15 4
FHULJE AT T 70 NF-«B {5 Sl B SC g™, S RRFF
TEAFEIARIER, RERSHACE AR N E,
PR R A FKPFH T 1B IYFEARRE, 520 NF-«B
PR, PN E0IE Z B0 TNF-o 53/ 3,
FERE-FRAEPHRKER, E5HEX.TY
Ji | GRS RSY, FE A R A IR B RE ROk H KA
M 6-AE T — I W REAZ FFAIC IL-14. IL-6 Fl TNF-o %5
ARAE R TIK, I NF-xB 19, vl 7 T2DM
5| A A ZH R0 4 At AP Rig BT 09 S R DOAR I e R R
E[54*55]o

PN FPEE L ZEAE . SARAE . BTN ROk
KR AT 38 o JH T INK GE BSOS T2DM. 5
A TR T RIS B IS0 PR A o an A B 7 T
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DL AKX Caspase-6 TR . INK. p-INK /) mRNA
FE AR, HH S R 2, X INK 5538
VR /R P BE B 5 RIS T B A e R LA

BEAZFEINH v = BRFNAH B Re 1, v LABGE

T T2DM S ABFCIHZEEELP ™, Sk A 2576 . 44R
. LI AR B R RS TG, nT LA

JERRE A Toll ££5Z24& 4(Toll-like receptor 4, TLR4) Fll
INK (¥ FR3A7K5F, il 59777 TLR4/INK 15 538 #f i
FHT A2 . FEMUPEFFIAGE IR AURCERDY, SR FIOBERR
T Al LA A BH 1E NF-xB {5 538 B 8 od 2 3h S 2

i IR LAAR, R aliE s N INK F1 IRS1 M H@smz ik,

] INK 305, S i B S [ A R AEFFAELE T2DM
HERREE>

PR TS, PSRN ERELAATY PI3K/Akt
A B RO AN, R DR R R B T . R A
ZWEEEAREINBE . KEINAR . A3 SRR B 2%
PERSY, TT AR ST L 21 b il T T2DM 52 lg
FRIEETL, IO T L LRI HE; Rl AEAS 2 4
ik p-IRS2. p-PI3K. p-Akt HUFEIA/K N, m i {1 3
PI3K/Akt {5518 B30, AR A1 T2DM 15 2|
PO, B EEH R B A ROy, s
B EESEA H PI3SK. Akt Fik/KSPIURE ST, {2
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