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AT SRas slRT i LR VRO LIRS B FEALHT

Rl AR

AR, RGP AR AL Yo 5 (RO A5 808 PR
FEIESE) S EUWAET N i 2R BB T AU 60% , Horp
RIRTEZ Y 80%" . 18 MEALE KA RH L Pk E g
G 1 — A~ LA e B 2™, TN Bk AR e =2 1R T 3 Bl i 18
PEAREE RAER FE R . I shk =z, W] S 20 R ik

L, 5 R P M e e A i i, B s Rl R s, 175 &
18 AT B SRS, B bR 5 AR T B e R A KU
T2, BRI Bl ] TR AR YT R g B, I IR -
G 22 1 5 AR e 2 s A IR YT 2 Mg e 1Y
BETEY, AEMZ g% ZRmMe M SO E B B A IR AL
N, 2 A5 S B I8 3 AT B R AN, T 2 R S AR R
BRI, R T A AR A2 Zlo%t 5 DS 0 A Bt S RE RN , 4% SC LA
bR 7“2 8 (exercise) ™, i ZL % “ RAE (inflammatory ) 12
P99 (chronic disease) ” 43l X H B 41 1 (CNKI) 7 774K
% . Pubmed .web of science ISR EIEA T VAR,
ARG ZR B SOk 11055 , 930k 2913 75 o % B3R Skt
ATt — 250 , N A8 ) 5 90E B WAS P AH DCHLRI A
¥ SCHR Ol RIS sl 3 W) 5255 ) |, (R BHERR B A2 3G BEREAS
ECHRTERL, A THBE AN A 63 55 o ANZEIRXT F kgl A SCrik
AT TN AR AR, XHE S BT R RN S A ML 24T
TG SO INERIRAT T2 B i BEAR AT, I R A 2
BT IRIRIT R RN RS

‘)i]'jli'élz

1 ERBMERSEhnK

L1 1B 5is s R O R MR

L1 B8R 5 S : RRAE SR IS R G TG IR LR
S FR N R A A0 R BT R AR R B AR R . B MR R
i Se—RARRE R E M R R AR . HARRI
& ¢ MR AR AE R L C U 2K 11 (C-reactive protein, CRP)
IR B TE 2—A4 4%, rh ok 4R AN SRR 5 40 f (natural kill-
er cell, NK)Z e mgA 1, H R 2 RIEANEE 4
g PR BE K F-a (tumor necrosis factor-a, TNF-a) | 14} 2% -
1B (interleukin-1B, IL-1B) IL-6. %% k4= 4 K ¥ B (transform-

ing growth factor-B, TGF-B) .IL-8 IL-10 %5, X248 5E K
T 5REPRIG O PG I A RRE S5 T2 s
M S e R TR DIAR DG o sl S SN 4 J A 2 TR B 4
FRE IREMIE F A2 A T AT R WA M =4 .
1.1.2 AR A %G8 B X 38 sh BRI A = A
RRESNE , W EATHARAEFH o W st 1) KGR — R Az 3 2>
SO LRI 55 | TS K RAE RN, ST
R R REZ 1R AT 30min KRR EE Y B AT I ZR0T S8
PR JAE R FIL-1,IL-2 \TNF-a, T4 % alinterferon-o, IFN-o)
KV B 2 TG, AR L A bk EL A NK 4 B 4 i A
PR A th BT S LA A A A s U R e 4
B R IEFR Y CRP IL-6 . TNF-a ] 1 g SR A8 R 3244 1
(sTNFRL) FIAT 5 b 988 SR AE R 732 44 2 (STNFR2) i 7K °F
(R HERL 4 AN IL-10 . IL-12 . IL-4 FI TGF-B1 By7= AL, g
LR G AR B P T A A A oz gl n] 1 IL-6 T RE 30%
TNF-o T [ 15% A% I ¥4 U 43 AF 2 11 A (serum amyloid A
protein, SAA) TR 19% . 140 THEC AR 15% thoh, —
TR PR S8 B R EA T 2 U rh S 5 B 1 A S s WA B
DA A/ i 2 DR A5 AR o L AP0 A XU ™ . ik BB 5
FW] MR A S A SCE HLARE PEAREE SRE RS WA
FA ST FNEYT 5 IS HE R A 0%

1.2 O IAEPR S sk

12,1 RAEAEC MGG AL R VR < O e I
KIBEZNOFET-E A EEERE . A Eifk s s,
T ELO A o 8 B IE T A LAY 40% LA I, 3R s R
PIERLFED , C 8 B R AL T A [ skt R AL
R B N 7 Sl RO (1 2o B AR, (R4 R A A A
G B VR SORE FT 5 2 1AM M STEPEBENS , JE 8 i 2 1
FIGLE Z G0 1 A ARG 4 - L5 B W 41 T 41 . 3h
JIK B 240 3K S A0 0 73 6 P 45 2 AP DXL - =2 ) S ) 4 T 174
ER, WHE BN HUATERIEIRE T CRP AT TS &5
S A5 RE P9 S B k5 A PN R TR BRI 2 B i 2 e
[&] % (low density lipoprotein cholesterol, LDL-C) ¥ Ji 3%
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i, AL I TR B A3 2l oS AR R Ak T A Y XU ™
BEAb , VR ZAE IR R AE FF- W TNF-a., IL-6 . IL-2 . IL-7 .IL-8 . IL-
18 F] 1 CDA0 At i (sCDAOL ) Fil L I 240 Ffa 4 v R R 45
HF T2t 25 S B P R AR I R R i R0 A
FHOGERR

1.2.2 B0 MRS BB A 00, « HLATE 1E & A LA
T, MG B AR IR FE I o MR RAEIRE TR, 5240
FIA) L/ P 1 200 L 0 5 ARV RR TIOR8 B 4, G 4 e D 285 BT -5~ 1
(intercellular cell adhesion molecule-1, ICAM-1) . I 45 4 it
ZLBfE 4> F-1 (vascular cell adhesion molecule-1, VCAM-1)
RS R, 155 1 A0 A 1] 5 AR SEAR | U5 A0 A8 920 o
W R, Bl Z BT S5 & O I 455 9 117 25 B f s TR
R A S ] B RGO MR B R, 2
TBIT O NS BRI A 80 N B Z Bl R T 5 1
BEBL AL FIBT R A T YRI5, I S ks RERE AL 1 % T, DA
AR EC A EERRE . X A LIBT3 B . Mz 3
AT T P R AL 200 B ) BSCR: , T PA R AE A A A R T, 2
SR BB T A AT I PN R A S T R A4
I PN 2 200 MO 7 A B T, BRI MU B i . Lok, R
A B A] o | I 2 R I PN R AR B VD g3 2 AR
FHIH 3 A R AR, DA AR I A8 A0 o A, B
Pz sl ] 5 RGN B4 VCAM-1 A/ M 4%
B FRIRACTBEAL, Bl 1 4 A I 7R | 46 1R 3 4
SN A RN, 18 2l PR T 22 3 S AL AR
(mitogen- activated protein kinases, MAPK) . ¥ %& 1L [iff - 2
(cyclooxygenase-2, COX-2) 4% 4% 5 K -«xB (nuclear tran-
scription factor-kB, NF-kB )&% 4 i 1715 K5 A9 3G 2 , M i
B A5 1 R A

1.3 HRUPRIE s s &

1.3.1  RIAELE " FUWEIRHG (type2 diabetes mellitus, T2DM )
KRR A VE R < 4 E B PRSI 2 (international diabe-
tes federation, IDF) %4 /5 , BRI 6 8 B A BB 1A
3.824¢, N R BRI A L R M@ R T, R ENA 1.2
{CWE PRI B3, SRt S — ™ ol I B IR e .
BRI AT AR Aoy — BN AU PR 2 H v A PRYG f i
UL, 24 bR PR SR 5 1K 90% . BFFE R W], T2DM Kk 4k 518
PR AT B DIAA G A8 MEAR RS S0 1T 5 | G e &) ZHCHT A 32
B, RAEHF CRP IL-1,1L-6 J2175 A& IR B 40 M 15145 Flfigs
Sy ZHCHUW E AR BT, angh A i A 48 5E B IL-18 7K
ST i BT P O A A S B B AN 4 W D fiE A Az R AN 4
BT, 4 B IR EE RAEARAS S, TNF-o, FUA% 48 il b 2R
F-1(monocyte chemotactic protein-1, MCP-1) , —IKFE ik i
4(dipeptidyl peptidase 4, DPP4)%EZ e 4 [H 1738 in
AT R AE S M 2 BRI , TNF-o % LA

I A5 2% S 8 %) 2 A 23 R 1 20 1 S 2 AR ER
AR AR S A R R B, R 0 B 2
V2 RG U R LS S JR 20 20 B 5 R, DA AR
WHIRR I %24 o IR |, CRP I IL-6 EL B Fil T2DM % 4=
P AR . X SERIFFE R , REAEME PRI 1 K Ak R TR &
T EEEA,

1.3.2 iz ghi ARV RIG PR R00 - AF5¥ 2 B, 18 TNF-
o 7KV AT I 2 AR R 5 AR, 48 e 1 5 R A B A1
1ML TL-6 RS2 AL, RORAR B A0k 5l , 2 SRS R
LRI, X T2DM I T FYA 7 AT R 5 4R
AR A 21 Z R FE P (IL-1 receptor antagonist, TL-
Lra) (7K Y-, A 35 i JEf i B 44t 453 475 R AR AL A TE 5 1 anUw
K- FIRBIFTE R 22 Fh 9 E B F AT 4R A W BRI IR T v
FERE AR IR b i B2 303 S E PR - O i PRI R
MIAHSCZ5 Y . BIFSE 2B, BRI 12 Sl 2 10 i 98 i S 10 o5
PR REAR (4 AR T B, PR IS 2 T R A 44 N CRP (L~
1B IL-6 LA F TNF-a /K-, $2& w4 R - 7KF X AR B
T4 h T2DM JEE A IUAE , 16 AT 2248 b 438 B 41 i 20 s o) 6
REERS, 5 AT 3, 55 B AN A9 i, B 1k B 4 - LA
K B I 0, Rk, BRI s B KRR PR
YEF R HLAAR I AT B R, I A B PRI TR YT I S A
FBt.

14 i Sisshbis

141 SAELEIRIE & A SR T AR e o 76 s BB
FETH LI 20% LA -, £ Bk ko [ B A i fl 1 55 — K
AT, BRER RS R IR, 22 B HUAIRES T E L
IR R A0 B =3 L R e ™ AL PR BE 5 g SR
e Z G LK A R A s RS L
R ZEHE IO (G 22 40 9 1 200 M R 7 R 1t A9 A ol IR 7 7K~
(CUnF2m M AR K R T\ TNF-an IL-6 ) i S 9R4E 1 52 % FIERE
RSP FET R RS B AT ™, FESR LRI A I H B
ERGVERT R8T | B B e g NEHHT 2
P R A P T T 75 2 L SR, 5 2205 A L 4 0
PEEGAR, 51 R IRED" . BIHLIAR AR AE SV 5 RE 1) K A % SR
YItHE.

1.4.2 38 BHEE AP R AN - B Bl nT 38 o R AR
Jo Py 00 O PR R A5 3 I R R KT A i
Wit 28y , Vel 4 i R G 2 S, oD R P AR R R TR T
FEFI®Y, U Holmes 552 % B, L3 L o SR & Wb AT 45 ) 5
K, 8K 30min i PREIZ Fly, 5 715 o) 8 5 AR L A xF
BT KU B#AK 6% . Meyerhardt 559 JF 5% 2 11, 43 A 0647 5
K, B K 60min f18 12 Bl 0] LU 25 i e B0 g HR R
SPEFET R AN A AL T3 0 IR AR 36%F1 40% . B2
SRR T XHRRIE VAT AT AU ON A1, 14 RT3 3 4 4 A FH T B e
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E KA LA Sz By AT SR S B D RE , AR RRAE 1) 2 2%
PRSI R A A7 S 2o A S S RE AN K SR SN, 3
FURAE Ty PRGN FAEATE RS, AN TR 38 132 Bl )
SERIEAT AN R B RL0 , SRS B2 12 S A L , i i B s Bl 8 5 5
K SRR F DNA S AR , AT 0T S A

2 IEERNEIEHR IR R R BEMLE

2.1 BEhEENR AL E S IR

2.1.1 B CE BRI A S AECIRES : BRI A S RT 5 i
JRTBLL LR AE BN« il S 1S 0 L W 20 R A R SR TR ik
MG NI R = A0, W9E B, 515 % R H A L, Y
UM A BRI RE I 4 A 5 S A i I 2L 2 A0E i HL4
BUJNEH H LV B R ANSC, R NE T R 2 BUIR T
R AEURIAFS e R JNE () — S E B (R I P A iy 2
SUAE S IR R A G AR 2 2 i 21 2 i s P i 2k
R PR L DR SR R AR R I 45 A6 Bl s B i 22 5 DR AR s
ZH 2RI A8 Aok SO s IR T R0 DA g 7 2 2 o g
KM REAS , AT BRI A7 5 B8 7 20 22 it A8 e 4 R 7
TR R R IS | A W g TR 2T g e B
U5 LA B SR S AE S g . R FR I M L Tz s, 9 H
&SI ZR ] 8 R B P I R 52 ) B 77 20 28010 28 PR B 40 22
i, i Pz AR K R T (vascular endothelial growth fac-
tor, VEGF) M 321K 2(VEGF receptor-2, VEGFR-2)3EikT+
s Bz sh I T L o B U 20 23 1l 8 A L, et ol 4R
2.1.2 Bl (R ENR D42 2 M R A A AN 2
RV 22 48 TR 114 SE BRI, 175 A0 1 L W 240 AR T 3l 22 i
A, 51 KA 0 B A BRI i 107 4120, AR E S E S
N RAEFN R TR . BRI AN — Bl HAT 4 W R )
FRE A2 L, AR A AN ] 8 0 RS RN SRR A [l AT 43
Ry 2 M R (ML) A AU S B (M2) , & 1 ML B
Wik 4 2 5394 TNF-a IL-6 55— RANERIEH T, 77 A 4 H
3 (reactive oxygen species, ROS). T i M2 B 5 41
i, 7 A= IL-10 Fl TGF-B S50 58 R -, 41l i M1 2 [ i 2 i
A F R IRE NSRS, WF5E R, BN BB 7 4L 4 B
YA L5 10 ML RS R (R 34 iz Sl 2k ] il M1 R
ELWR AN 1) N 5 2H 20, 5 AR i 2H 2K rp MBS L I 4 i
li) M2 B Afe  J0 it i 28 240 0 P97 TL-6 1 TNF-au 1957 A=, fdf
PO AR 20 ML H F TL- 10 FRARIDE 28 A6 Jl, AT 2035 4 B PEAIR S E
PRAR,

2.1.3 s AR A RER PR AR LA N
SR JRAE T, IO R N I 4 4 P A R 1) PR A% E e A L 72
1, H Rl 20 BRI R3S I0 , A2 B w2 M B 22 i Ai g 1<
SbJ i A TNF-o, IL-6 55 48 5F B K 778 B W i T 1
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B, RS2 BB IUS , J2 S E 20 AR R 4 i 1) — > BBk
U5, 251 R Z R RBR IR R 4 T A8, IR i
R 3G nT S B 9% Mg 7 T, 481 4l TNF- o, 92 22 (leptin,
LP) ¥ EELs A 2 1 4 (retinol binding protein 4, RBP4) |
[l 538 2k 11 2 . IL-6 . IL-18 .CC #afb A T fA 2(CC chemo-
kine ligand 2, CCL2) .CXC #afkH FHhc{k 5(CXC chemo-
kine receptor 5, CXC-5)Fl 1L 45 4 i Z FE & A 2 (angiopoi-
etin-like protein 2, Ang2) £ 8NN, THT A A0 A 5 (A
RGBS, S BUREE 2 B P RIS AR e

RE Wb 7= A SR B F- 1 EE G i g . &
I IFTT R B IR B IR TR B (B R I g 2
it BT R R 5 SRR G I A R T 3R ik I
TG 5 22 TL-10/TNF-o FUARL, BEAR 42 B SR AE S ™. it
S, 38 310 T B U5 240 RERE TS A8 Pk TR 5 , B4 m A1 i B i
B, T VRSN M IL-6  TNF-a, RBP4 I LP i &
NI B F A, 32 T TR 4 B 1 A i F o 1) 2
22 s E R IR R R T

H ALY IR —Fh N 2 B, REE R — R
G A IS 1 A L BTG RR N LA IR (Myo-
kines)“”, Myokines X} JLEF 4 (1451475 , HUAH A, LS4
TR IR AR R R AR PR AT B & VE ] . Myokines ) & 3k
B Iz 2 B4R VBRI AL K iz sl T RSN AR T 4
B o HEIEB ILR TR 7 (4 A5 RN - A i B UL
Wkt o dnig s, B LER 2 vT 43 W8 1L-6 IL-15 i 5 1
2278 7 A ¥ (brain-derived neurotrophic factor, BDNF) . [
A0 K F (leukemia inhibitory factor, LIF) JZF4E4N it
H KK 721 (fibroblast growth factors 21, FGF21)ZEZRh4l
BOLERL 1 e AT TAE A L IR SR 30  R iy 4 20 % 4 B Pk R E
T AHE T HEAEH
2.2.1  IL-6 2 B 458 (1) Myokines. i EUIRZS T AR AL
AU IL-6 mRNAJKFARAR , (ELFfz 2l 6] 4 48 1 A2
EIC A B VAT AE B0 0, B s LR IL-6 384 22, A ALl
IL-6 W& P A i i 10045 , DRI i WL A A 25 RS 34 IL-
6 AKT-HEAY LN, TL-6 B in o] 2 ENg i o, [7)
FoF 38 o R T R 35 Ak 2R 11O (AMP-activated  protein ki-
nase, AMPK) & i/t &% JULXS Ag 107 iR i) S AL R T, 33X AT e 2
IL-6 [N B ST R AEH o LA, IL-6 14 T3 2 ) A%
A0 {2 2 X7 TNF-a (B FIAE FE A1 1L TL- 1ra F1TL-10
EPREF PR BN FZEBRT . HLAb, B
WA TL-6 32E A M 3% 3 FLA &8 B, P PR o0 I8
SEABMEANR BE AR M (1 V5 S B 1 B R A T
222 IL-15 24 R BB —R LA X 5 as sl n] 5 iR A
U IL-15 B Rk . IL-15 HA Sl 5 hRe, rl i T 40
MUBEAE S5 B ORS00 M B I A PR T R B 4
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LY 8 RN 434k G T A0 A0 rh MR A B TS AR
LS5 IR TL- 15 ANAUVE I FE- & WL A B, 1 ELAS 3 1 1
WG RA ARV ZH L, VT AR, 2B s IL—AR 5 N 43
Y S BE A FERRMALZ R TL-15 nT B S 9 5 i
D A 1, [ B S AL B T A0 A o b Ah, IL-15 3 s
JUE e LA Z2 R R TR S Ak, X% H 440 , Ty I
JE B FADA B A S A A

2.2.3 BDNF R4 T0 K E RTS8 0 5 2 ph 28 55
A (neurotrophin, NT)Z %A% 51 , 7] 1 T Fro i =] % 9 4
AT FIBE QI . 41 E I BDNF #5145 A Al
T2DM KU [R5~ 25 AH G o BRA 2 o0, B i L T Rk
BDNF, H A A E I LR AT 48 & 585 )L BDNF R3¢, i
AMP/ACCB {555l , 42 =B #5 LG 107 192 S A At i -B-#% WL
SAULRE T 3R R X S B T A AR B LA R TR 4 B AR R
FEARAS B9 & AR AT T2DM AR s HA w2 5 ™,
224 LIF & —Fpi g s U= s LA 7 J& F IL-
6 AN PR B A0 , FIIL-6 IL-11 ZE[A) P, LIF A]7E 2 Rl
M rhRaA A FETE A T 2006 S AZ AN BT Al A B
Tl O 20 L A B LA B . WP SRR A AR Bl AT e
LIF 76 K E 85 LB 3235 , LIF 323K 0939 0 vl L3R i JAK2 Fi
STAT3 {5 5 1 % I 15 L 12 52 40 it Fn B AL 40 it 3 5, 3 o
PI3K {75 53 450 ol S L E0M B 1, 2 05 -1 5 LA o AR
JIFMRHELR ISR, $E S AR Z AR , ot 28 B ThRe, 7
il SERE I e A AR P IEAb, 4B WL BRI 98 RE F
I, LIF 38 W] 3 ok LIF SZ2AR(5 542 T I8 4 0E K F TNF-a IL-
1B.IL-6 mRNA ik, M SERE o il — 20 % Je™

2.3 G2 Sl A AN E A0 R G R R A

231 iEshfE AT T AR R 7 R T E T 4
(regulatory T cells, Treg) 2 A& N7 I —HE BLAT ez )15
YEFAR T ANARE IS . AIFSE SRR N B i S5O0 P 4 i 2 1o A 7
Bt 1 2121 Treg 41 i 5 25 T B0, T B2 2h vl fid it
HMENIM A Treg ANARECER 1 sk D REIG R , HLARE 28 A 4m i
T IFN-y 3306 [, 50498 Pk 20 A L1~ 43 A3 00, 98 i Js2 i ik
5957, Yeh SFF 58 R B 12 AR 22 3l s, IR 8 A K
TR R R A R I Treg 4 M Kl K 43 WA (BT 4 TR
TGF-BL WG, WeAh, BUEE 2 2l id v] 5 | B A1 Ja i 4G 24
o1 CD4+CD25+8 15 M T 41 i e S5k 2R 3K 1 % 5% [l Foxp3
KN, B AE P IL-10 43338 , Pkl 68 ) )™, H Foxp3
FEIR ARG AT AR | B BIYE T 4106 (Th) (2 B EIE T 40
fitl (Th2) X5 Treg 4 22 5] f P , e AL AR 8 i R 2 AT
X} T2DM [ 3E YT 7= AR AR R M

232 iz sh R R A0 Toll £ 32 1A (toll-like receptors,
TLRs) F AR 48 N7 B : TLRs S i B RN A9 5 i 2
P, 006 LA T B A R P TR G e (S SR B & TG 5

HEMEM . BRI, ARSI A TE 5] & RS RAE
550 99 1T RE 5 Toll B2 1AL Ik TH R ARG . = 1K)
TGN & TLRAG 530G , 32 R PN R 73, A 3 42
B JORE S T HUALE 2 B0 R A A% 21 Toll B 32 1Ak 1Y
PR Ik 4 By G P HoH TLR4 J& TLRs F IR 2
BB, TP % FG A TR 40 B 1) B 22 B (lipopolysaccha-
rides, LPS), 2/ LPS {5 55 1Y F B2, 5 R S i
KRBY ., BT R, YA 1 TLR4 mRNA Fk%
T, LPS W53 10 R M 8 7 /K -t B i ™ B s gl vl fife
A% 41 i 2% 1T TLR1, TLR2 Al TLR4 3% [H 35 B AIK , Hoop
CD14-+ A% AR 10 TLRA #3525 IR 32 sl il 240
Fe1H TLR R ALH ¥ AN A, vl Re S P04 1 it
W R IR TR (155 20 0 A D B A 3 vt
TLR4 7K i/ FF 8 E AR 22 UE S, (H e S 58 i 3
G BT BAE R AR AR R R AN
)i 2l 77 2% TLR4 1 5% 10 32 3l X5 A [)995 BRUIR 5 F TLR4
A AT M S ) R A et — 2B Y

3 IMNEERZE

HUAAE PR SRS 1T O AP — RO DR R Al 55
oW LN A AR R O ) A A R SRR R DR OG . MU AT 4R
BBl ] bR HON I SRR XA A A
B S BT RENANTR LT T AU R AR < 128 B n] G
P LR A G RAEIRAS s 3z Bl e i B AUBS e 2 LA
PRF- LA FLAR ST S 5 32 3l ] 42 1) i 240 S e 2
VAWRAR JEAE SV o ASLEIR R IE BT 9800 B A FIRL G B4 1)
B R ER ATk 3y 4 BRAR RN, Syl R 32 87 12
TP TEBG P (A .

RUHEE AT Sz S0 WA PR AR AL Qe PEB B A U &
P X B BRI F s s Bi R AN . MU EA
8 S IR AR VAR SR PR P (A A0 ¥ (R 5
17, Has s U R BN HA ) 36k, B 4R ERR, R itiz 2
YERGTT FBAAEEAIm RN OME . AT 230 %1%
PO IBLTIAT TR0 T i AR, anpL A iz 3
EEGE IR IR RN 2 SRR S A
PRGN, (EL 1 4 21 2B A4 i 4] I3 1] 445 6 L o 7 d oA )
Bl da s R R AN 1 A rh Al AU s A i 5 2 5
AR . AN BR T Rz g, Hipthaz s A # 0
M VELIRAT TR, B UL PR i 0 S R SRR A T
IRABTFE PR o
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