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Research progress of exercise modulates adipokines in
patients with metabolic syndrome*
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Abstract: Metabolic syndrome is a group of risk factors for a variety of metabolic diseases, including central
obesity, dyslipidemia, glucose metabolism disorders, hypertension, and other clinical syndromes clustered in the
same individual. The core component for metabolic syndrome is adipose tissue, besides its role as an energy storage
organ, adipose tissue can be viewed as a dynamic and complex endocrine organ, which produces and secretes several
adipokines. Exercise is beneficial to human metabolism, although the mechanisms underlying exercise in metabolic
syndrome are not fully understood, changes in energy expenditure and adipokines might be involved. Therefore, this
article selects some classic adipokines in metabolic syndrome to review the possible mechanisms of exercise
modulating adipokines, so as to provide new ideas for the treatment of insulin resistance and obesity.
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ZMAEYEEZIK, SRR T IR T
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FRORAE O — R AR 25 BT R, m] DL o % Bt A e A
KM JAE B, AR Ty AE R A% R R S5 R A 4P
OV ARG a2 B Y PR A Ik R /R
o I g R R R R SO R D R OKCF
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1 BEEX=E

JRIE R & NI e Fw i AR N 7, F#E
H ORI 2 0 . HoAl Al i A ZH 2L, R
M. SERCANNE . LA . bR AN A A
NG R L, AT IR R
1.1 BERRERBEESEFRER

JRER R BA Z M LY v Ihae, wImH k.
PUREAL . PO T BT AR O 1A 2H AU A7 Bk
i A5 B4 . R R AR T e T I R sz Ak 1
(AdipoR1) FI R B K 32 14 2 (AdipoR2) LA F1 43I 5 5%
Gy R FEAE T, OKAMOTO %5 iy fff 57 F B
TE CSTBLI6 /R, IR 3R 78 5 A i 1 IR 1 AL 25 11
# B (adenosine monophosphate—activated protein
kinase, AMPK ) J 3 #1006 1 /> BUBE 5 B 2 i H A 2
DR QNN S TRa N P A 53 S B U R S RSN
KL 0> UL 40 B 7 i) APPL1/Rho/Rho #H % 2 11 I B
(ROCK) {5 5 i i, 5 WL 3 26 11 20 M 1 ZR 2
WA Bl 5 ) 7 W e 35 A 4 (glucose transporter 4,
GLUT4) A5 1) ) 2 B S0 B ™ . 306 £k B 41 i 9 4%
P F k% 38 5 77 (NF-kB) {5 5 78 JLFR A2 % 40 it
P F A KA 7 i e s b 2 B O AR, IRERR
i ik NF-k B F1EE H 3 A (protein kinase A, PKA )
040 b 98 R %8 N F — o (tumor necrosis factor— o,
TNF-a) . 14l 41 % -6 (Interleukin—6, L6 ) Fil {1 4
fit 4 & -10 (Interleukin-6, IL-10) , M T ik 2 98 %iE
B o
12 EHMRBEAEEE B AT OS

A 432 2 OOUE 55 T LARRAR IS M R AE, 6

JIG 107 43 ff . R A0 ) A O R G n L B - Al
(5 5 BRI ER I 3 AR OC . — T ST o, 8 A
(A s B3N T = AR IR B (HED ) /N BRI 3K 3R 14 4
W, AR T R M R SR TR s
Sl X AE P L B8 03K A AE A 7 1 VR B 19 52 i 19 BF 5
P BRAMERE KHA AT ) T, RE R GRS
SEPRIRE KT, R IL-6 K FREAL. 12
SN2 () 08 8l BBz 3h) P g 32 Bl XA B AR
Sy BRI, B A SRS Bl R AR ZE A AE Y
AR sh X, HAERE . B EIREFA SRR
HENE e B 56 R A 40 Wb, A Bl Bt BB 20 X g I8¢
FEHMB D . BA A Az s Myibiz shfe
% 4 v A M 2 TR R 95 (T2DM) H 3 BE B 35 A0 20 b
B0 e 2 A BB b R AR, DIELI-
CONWRIGHT Z8"XF 45 JF A 25 45 F 04 LR 9o A8 5
AT 16 B A iz sh I 2k, S5 R BoRIRIKE B &
Tt B EFEA K T 1 (insulin-like growth factor
1, IGF-1) Wb EREAR . —IYH A 555 1 7 4F 1Y 25 25
Mrigss, SHMmpA RS, BAiEshn]ff
R BRI IR R R R, IR E
KR E L, KW (524 ) 19 22 5 5 K,
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POMC) (#2200, 774 a— A 25 41 L R 4 3R (aMSH)
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It KIM AR — T XS T JHE 2 A T 1R T 5 R
Wy, 12 ARG s sh Il hFEAR TIRRE A 4tk . 93
FOFNIGE By ZOKF, X SR WLz Bl 3R A U R
T A @S IEM . NUNES SRR £ 0], 5ES
GRAALE, i R E R iz B 0T R4 28 S 10 L R
LR R Y A U N R 3 N e S |
RAE o 12 Bl BRI 2R L R v R AR A AR AL
il H RS A2 4, X ] RE 5 s R 20T,
Wi 98 2R A 5 e SR DG HE B B R AL R R A AT G
PR EoR, B s T RE RN BT E
ki POMC mRNA ik, M 5 7T Fo il 2 1Y
B s FERC /N B, 32 ShioE T B v i g8
RikAE, BT Janus FEE 2 (JAK2) 515 55 5 K
R R 3 (signal transduction and activator of
transcription, STAT3) [ WEERAL , BEAK T UM 15
5 1 S 4] R 3 (suppressors of cytokine signaling 3,
SOCS3) #l 4 11 1% %4 R B 1R M 1B (protein tyrosine
phosphatase 1B, PTP1B) (% & £, FH-40fl 7 IE M/ B
T R 2 T R AE AN T 3B il g ik kR
JIES T 2 0 i B BRSPS R R A . TR
By 2R 3 [ W 5 T /45 B B L 1 (sterol regulatory
element—binding protein, SREBP1 ) 55 §% 55 [ 1~ 14 15 J&
| g v, JF i uk IR mt oL B 3 g
(phosphninositide 3—kinase, PI3K) . Akt 18 fif# ( Akt) Fl
W FL B ¥ % h A K K A (mammalian target of
rapamycin, mTOR ) J 8098 2% (9 & BUFURE ™ . AL,
Az SR G PURLZE 3 5 A] BRGE Bl R] RLH
A £5 5 AE AR LT R R K, AT Y
Wk . BERRACHS . RE AR . B TER
JEACHPIR S B SRR A5 5 201, 30 SR AR R R
ARG ZTL I — DA WS I HAR . K

KRG N IR R E ik, UL R AR
A E A, X RE S R I R RS,
DA 45 FRAC JE A T2DM

3 MIE=E

P A 2% (Omentin ) J& — il fy 313 > 24 5 iR 4H A%
B i T, A omentin—1 Fl omentin—2 W Ff ¥ Al |
Hor omentin—1 2 AL 3K B H DA [R) RS, FE
TE N W R U7 2H 2 b 3k, 5 0l 2 7 PN JIE 2H 21
v, BAER NAHLUR AT, fElmiE . B, O JE
g A Rk
3.1 Omentin X HIEEEEHHIIER

Omentin-1 SICHI LS IE B VI G, HAPIR
Febe, TEMARRRA . B BERRE . e R
BT, = LA T2DM R $E AR ] . Z AT —
BB SE PR omentin—1 K- SR RS R, 1§
U7 e R s LT IR B R R A OG5 R ) R U
e IRIRER . SR EIRE AN B RE R IEAR G .
AR omentin—1 X 1E I K B R AR TR T
P ILRE B THAES . WTRE S e HE NO S .
il IL—6 . 34 hnco 43 1 105 20 2 R K 3R A A P
Omentin if 1 22 F 5 5 530 B% 2 5 AR DG RY 2R
HEHLH , omentin i5 5 AMPK B 2 £k [4 11X 15 105 41 Jfd
Ras/ERK {5 5 5% S %, 0] TNF-o0 X5 PR 485 il -2
(COX-2) |y & 1k AT & 4% bt R B9 AE FH™. e 4h
Omentin 7] DL 38 33 34006 26 H 38 B (protein kinase B,
PKB), #7% Aky/PKB il 38 in ik 5 R (555 5, 14
518 i 107 440 L R 5 2R A B e B A
3.2 EFFIKGLEEIEEE omentin /K FHIF M

de CASTRO 5P i 52 45 SR AR B, ooy 5 32 i)
iz gl Al LSS in T2DM K B E i 5 4 4R i
omentin, SJFERERAKFEIEMK, IFHWEA TH
W) o & BERR  DUAR, IL-6 1 C 2 i 4 1 (C—
reactive protein, CRP) /K., 3k I, HEzshEmn
T W Z BEHE W B omentin, B3R T B 41 T BE
X R BURPEN R, GE T . A e
XA 2R A 58 P L EE AT R 40 16 J 1z sl 4k
RN, ML omentin KV E &, 204k
PEA S5 BT,k A S5 i B3R e B 3R 7K1 1 722
b J2 32 Bl 5 LT omentin—1 7K - 22 55 5 2k 7 151 01
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ST JIE I L SR B 6 A M i D IR AHOR 2 51Kk
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34 A (R 3 U0, A CRFEE 30 min) Jim 3504 & B ML
omentin—1 7K VA7 AR ] A8 Ak, A8 33 T 1 0044 it
PR, 2SR R . RS RILPTIE L (homeostasis
model assessment—insulin resistance index, HOMA-IR )
F98 2R KT i 3 BEARPY . %W 9T 0 oK 46 e Tt
¥, BT AERES R 2 S ek A TN TT
FAY o IR 22 5% . BRI, omentin /E A
— A LR R D L 2 R AR A L R, AR
5o 55 I A 5 BE A AR S IR R A g i, NS
5 VR 2 W AR S OF ROIE W o . AR, AR
iz B L 1 omentin 72 A BB VI (E 5 18 1% 340 75 2 3 —
WG o Omentin 7E#] A AT . FELHZURIAR G AR
SRR TR EAE WA RAE

4 TNF-a#FAIL-6

TNF-o FH 5205 3 48 1 HK B 105 2241 40 W, 7
SRE MR & PP R EEAEH . 1L-6 & H 5
KU fE . FFAE I . 6 Rs i 2 2RI 4 B L
SRR -, BEA R RIEH, WABIRIEN,
Xt AR AR A T R E R, 5 R
PLAIT2DM i K
41 TNF-offIL-6 EER G EMEFAIIER

R ZE A A B E 5 & BB RO, W 1L-6,
TNF-a A1 CRP Fh7&, DAt mrkads; Hep, 1§
ARk #5 H A TL-6 F TNF-o 635 THRY, RS g
5 40 4L H TNF- o i BE 4G R AR AR X 3K, H TNF-«a
s GACE ZR G AE B K R LT % 52 I AH G .
R LR G IR R BB A, TNF-a KRR 5
me) AL PR R 7 A 2 e B A S i =, BGE I
B S F O RO, u > N E IR D R R
TNF— o X 40 i PR 1) 8 % & #2 T 22 19 [ 49 s 1
VERD, O 1 R E ) TNF— o 23 TL-6 Btk — 45 4
fn. Bz, TNF-o f1IL-6 7635 S B 5 K40 Fil

hRIVERT, ¥ S TS RGS S, dLE e
GAE AR AT 1 A ™ p kel L, PR
3 I TNF- o AT BE 2 A SR AR 25 & R TR T 19 4 ik
Tk,
42 EBEHFREEEMEEE TNF-o 1 IL-6 7K F
sb- A

JIE 17 20 21 BE RE T A RE B 5 ), DRI 6T 1 A JRE 7
R 2R G AE B B R UL, U8 2 B I TNF- o T IL-6
ERIE N I ARCR e, Hd, g Y.
Jo 7™ H R@AE I S T B it . 32 3 )5 TNF-a ¢
AN EE R HRE ., B, —3gA 11 A FEAL
XGRS M gr b g R Bos, KNG Az shieig
Pl 2 S A N TNF— o F1 TL—6 JE e Y 9 4
A 5 R AP R R T ) 4 FA B A s Bl
Rz T, R ER, R—WEREHM
B — AR A1 B BRI TNF— o K7 R 5 AR, 2
LNEWIALA A, FEH, B—af s shOR I
TR MWL AiZs) T, WESS NIRRT,
ALLEN S5PF 2 AR i v AR N34T 2 30 9 J i) e ot 32
[ BRI 2, A R 7 o R PRI AR, {H TNF- o 7K
AR AR, 8 A B IS B A A T A
I 95 1 i 6% S 25 B (IR I B 9 2D AR B TNF- o KT
X 5 A R R AR ORN TR By SR RO E Y ek B A oG,
GEROSA-NETO 575 S 191 16 JA A [) 4z 2 130 i A
JBE BB 9 0E RN R 5 R AP W M E A B, RO
J3E 8] B 1T 25 20 G B 2K R0 TNF—o KO TH i, TL-6 [
1% (EAEZH AN R INF-a K EFE A Em, W
Shy IV MR JEE AN B Y B 2 e 2L 2L R A0 i PN 1) L S
By BEAh, X S AR b IE A Bl AR T S 3 Rk A
HOMA-IR {8, KW R BURIEARZH 0. 123
BT RAEH A S IR AL 206 %, & 558 UM
A1 JEL i B 20 A O . — TIEAL A 4B B 6B R
KRR AE 5 5 oL, B REsham
il NF-kB [ £ Bt AL, B AL P, AT B AR TNF-a
FIL-6 [ 7K A% 20 i R 3 2o 3406 NF—w B 17 75
S TNF-o f1 1L-6 mRNA ik, & shFEK T 5240
L Toll 52 A& 4 (TLR4) W335, X nlRE &1z 3
WA 2R B AR B RE AL 2 — o Bk
Uh, ESCEELE AR R S R E i, K
(A Az sh Be s IR W D FI LA IR K, 2 AR 47
AR 25 A 1 BB B TR 97 SR I o
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5 Wnt5A 1 SFRP-5

Wt 5% 8 5 SA (WntSA) J& — Fl2 & A Bl A
T, TERRIALZY . WELN A CD 14" HuAZ 4 il v 3¢
iK o 43 W B Bl AR OC R H (secreted frizzled related
protein 5, SFRP-5 ) i i ft ¢ A /17 4t i 73 i 1) — i L
A T 5 Z G ORI BT AR AR E B AR 7 R .

5.1 Wnt5A#1 SFRP-5 Rt EAEHHIER

WntSA Y 23k 5 10 FE R b A1 388 o, 5 7 AR a5 1
DS TR i P 0T ZH AR BRI B S St e
TEIA, WntSA 38 5o #4005 FE 41 R B D 40 A
c—JunN- R i B 1 (JNK1) 3 PH B i 15 & 52 7S
-1 (insulin receptor substrate 1, IRS-1) VG, 51
B 5 AR 5 1L 00 AR S AP 2010 4F
OUCHI Z5H1 g YAt iR T SFRP-5 76 411 il WntSA 1 i1
FEHT, id5 WntSA 454, BHLIE WntSA 54 il 8 A
MG, RBENFEZWMER, W WntsA 511
RAE . Wt 55 30 H R — DT TE W AE 5 9Lk,
FE VTR 5 A B P R 2 SR T, Wnt 25 (i
il 2 S b W il (R B GE 4 0% Ak AZ 1K y (peroxisome
proliferator activated receptor alpha, PPAR~) 3K FH 5 g
A, DTS BOIR AR . WESE R B, WntSA 1]
RE 41 BE 107 A6 1, 117 SFRP=5 12 FE B 7 46 1, S22
BRE D5 A A A R . Rk UL, WniSA
SFRP-5 7 AT Jo: 01 5 %5 1 o 25 AH O 4= B 48 JiE ] 19 v
HEEFHAE N, I B Kk SFRP-5/WniSA 1545 £ 48
A R RE AR A WD A 3 =X TR L A A 1 45
HAEFERE H R A Pbr &Y .

5.2 ZEh¥ Wnt5A 1 SFRP-5 7k 240

12 JA] 2 5 B 0 A 4RI Bl BIE S 0T 2 B KR
JEFLAE M Wt 30 B AT SE 00, B PR TNF-o
ik, I7E SFRP-5 7K F- &, 534, —Ii%t T2DM
BV 12 B Z s sE o, WntSA | Bifii2r
EASING ECE ¥ G AN i1 i QNI NI =
ik 25 BEAR , T SFRP-5 7K F I8 3 FH =™, LEAL %)
WF 5T 8 J& B9 4T BHL iz 3 XF Wit 18 5% A1 B - % ¥R 2K H
(B—catenin) A M2, 45 R W /R B—catenin f JJ
R, ER T R B0 P R Wne i B4 Y ik
PR RN 1 o ik o T RO B2 (1 16 JE X A iz 3 T il
J& . LT SFRP=5 K- Tt &, Wnt5A 7K P B A,
T2DM B 5 k36, X vl Ak S5 8 i b A 06 . itk
AL, Wt {5 538 B A AR 25 G IR 1 2 0k

filt, Rk AT DL 2 32 2 o 0 7 FL A S 09 A B R
KRR, RHERSA Az M1z,
T HE W& S WntSA FSFRP-5 /K, 4k, I H
B M1k, 56T I8 3178 WntSA Fl SFRP-5 1 (19 4 F AL
il B X 4R i 5 M B I R AT 58 A PR, Rk W itk —
ARGE .
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£ TR N = S B M K 107 71 7230 1 e i
ANie A 42 B ik & P B I 3h #R K e i R T e g
i B 1) B 0 R el A IR B B R AR
LEAAE A NG W T W B DI ML R AT A, (R
BRI E . omentin Al SFRP-5 A T+, 8 % |
TNF-a . IL-6. Wnt5A [ FEARF- 8 7 AR 255 A 8
H AR R ELRA X 0] AR 5 A G4 {5 5 E B
S A PR RR S A O . AR AT AR — 2 0F 5 IR
IR 1 A W i 3l ok AR 25 5 E AR B b i 1Y
WTEVE ] o Beda . X e g PR 7t ] B A R
FAR L5 A AE IR T B BT #0 A
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