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Research progress on the role and mechanism of adipocytokines mediated

cartilage function in exercise improvement of arthritis
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Physical Education and Health, East China Normal University, Shanghai 200241, China; 2 Shandong
Vocational Animal Science and Veterinary College, Weifang 261071, China)

Abstract: Arthritis is mainly caused by degeneration of the body (except rheumatoid arthritis), metabolic disorder
and injury of the body, infection and trauma and other factors of the joint, including the inflammation of the tissues
around the joint, generally accompanied by the injury of articular cartilage. Studies found that adipocytokines, such
as Leptin, Adiponectin, Resistin, Visfatin, Chemerin, Omentin -1, Lipocalin 2, and Vaspin, secreted by adipose
tissue, can improve articular cartilage function and reduce levels of joint inflammation by regulating proliferation,
differentiation and apoptosis of chondrocytes. Furthermore, studies have shown that exercise plays an important
role in improving the function of articular cartilage and the progression of arthritis by regulating the secretion of
related adipocytokines. In our current study, we systematically reviewed the expression of adipocytokines caused by
exercise and the signaling pathways that may affect cartilage function, further explored the specific mechanism of
adipocytokine in regulating cartilage function and improving arthritis. It is expected that our research can provide
new ideas for the prevention and treatment of arthritis and the development of drug targets.
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R R T B AU RIRAT IR (RIS
RERAN ) ARBIEREL S0, LSRG A5 R =
SRR, ARG RTA E AL RAE, HAT G
ARaTT 7k e ATHCE A4 (articular cartilage)
I AEGE 1T RO B ERR Th R B B AR H] . %
TECE H R BE % 51 M Ah R T (ECM) & B
I RGBT e, ik — 28 51 R OGO H SR
A%, IR ST SORE KRB AR . WFIURIL, AR
PRI~ AT DAE 1 4 42 0 4 i R 3G e . o AT
B ST R TS, BRAROGTT REKF P B SR
T, IEBNREE A A I R T (0 K Bl
b, SBBNREWS A AR AT IENKTE Y, (AILA
RE) G F LI ATE . HIHEN, 1832 ik sl
il 1 197 IR [ 308 AT REAE TR 00T SO Dhe . ol
KATRAEP KIEEZEEN . AR CE RGN H
TR RCE R RE R EE R b, MBS B R,
PRI A2 238 1 4% A5 7 R 7 1) 23 Y 5 e 0B Th g
R S T R RAEBERE K B AR S T HL], Dok
RIG7 16 AR f T R SR AR ) L

1 XPRBMEES KR

1.1 XPHREBRIINEE

KT A R AT N = BE R e R B L L
LA g 2R, HECE 4 A ECM 4 .
Hrh ECM F 2l T MR EEH (COL,) MELEREH
EHE (PG) 4Lk e S B 10 Je JB W) 2% 45 g i L
B GE. A REFIAEKKE Y
Ae. RTHEHLZ BTSN TR, 25
Rem, B RECE MM A S iEEhe
SR YCE ThRERIBIE s Bl ThR B REmE 51 e %
VA R 2RE A B TR, a4 (ROS).
HYER/ 2 (IL). B PR Ag B A — AL & (NO) &%,
28 RE A 5 AT 38 P BT IR S S A R 4
T2, SR AR B AT A T
1.2 BEHEFEREITREETNERRES
FHLH

TEMAME S RIECR, BA W5 WD se i g
i 4 2L e % oy WA s M e IR . wE T R B
Adiponectin, Omentin-1. Vaspin 25 Ig [Jij [ T~ GE 8 4
AR P T ORI B, G ORTT AR I ThRe, IF
BRAR 5 RRERIKSF ™ s MI%, Leptin, Resistin,
Visfatin, Chemerin. Lipocalin 2 % 0] DLid i i ik 5¢
TR R Y, (T SOE R B

1.2.1  JEZK(Leptin)

Leptin & H 1l 5 — AN A LI B IR 7 42353 ih
fI4m R T, L35 B il A iR 41 20 (WAT) 403 Y
WHFCR I, TEH R 5 B s 23RN O s
Wi, BRI #) Leptin 34 KF _E i ", Leptin ]
i FiEE MRS EARFNREEAE SR
H M (ADAMTS) LUK EE T 45 )8 B E B (MMP) [1)5%
B, ESHCE MM PG AR, (R &
i (5 B AR (90, Leptin 32 2038 5 JAK2/STAT3.
NF-kB 1 MAPKs (P38 1 ERK1/2) Z545 5 i 1 X 5%
TEE I RE I T E . Leptin 5 H 28455 )5,
I BRI TJAK2 30 JAK2/STATS3 i@, ffi STATI
HI STAT2 45 & Bt S MR ik Ak, 1 PG & B I itk
MMP 5544, MR HE TL -1 % 5675 30 B g A
fERE ST R MR A R JE U 5 Leptin 8 AT L@ i B
NF-kB {5 5%, FiHFEIBEA T MMP [1)5£I5,
S R M B AR U7 e, Leptin 52 4KIE AT
PLiE i 380% MAPKSs (p38 #1 ERK1/2) {5 Sl g, &
T3 441 i DR A A ER - Rk, R ST R 4
AN AL, BT JRE AT 1Y
1.2.2  figEX % (Adiponectin)

Adiponectin =& 2 i 5 U7 40 M0 IR AT R B 4H
JH 4543 W . AdipoR 1 #1T AdipoR2 & A {4 Adiponectin
M52k, HAE T H MR IA/KF 5 Adiponectin
B9 A A ¢ 2%, Adiponectin 32 % i3 AMPK/
mTOR. AMPK/PI3K/Akt., MAPK #1 NF-xB &5 i
FEXHERCE D RE R T % . Adiponectin 7] DLt AMPK/
mTOR & #% 5 5 4 i [ W, 3381 #0) H,0, ¥ 51
BCE A RTE T, DT SORERERE B s s
AMPK/PI3K/Akt {5 5 8 %, Adiponectin HE 4% FH W
Y PR 15 5 7% S I R 7 3 (SOCS3) 15 5 il i,
T B AR 1 2 E 1 K7 U 5 Adiponectin I8 i % 38
iF MAPK {5 *5 38 % i 338 %1 40 i+ IL-6. MMP-1/
3/-13 Fifs G A — A AR & B (INOS) 3R IL,  nik
ECM B& AR IR HE ST R ER & 8 ¥ 5 Adiponectin
AT A 3E I i SR A P AR B BE 0TS 52 K o (PPAR-01)
] NF-xB 15 5 i@, il pe5/ps50 7 5 1K
AN JE T AT R HERE P, BhAh, Adiponectin
AN A AT X e R A SN A O 27 77 P e e
IL-10, IL-1Ra. 4@ & ARGZHZHMHIF] -1 (TIMP-1)
A4 8 S B ZUM I 77 -2 (TIMP-2) %5 B4, @i
PPAR-a Al AMPK i@ % 5 5 it & M1 A4 B W 48 i
MR M2 B B S e SRORERI R R . BEAh,
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WF R B, AdipoR1 K IA KV 5 E 43 4k i 72
5 S5 PEFR B4 COL2 A1 SOX9 25 [ 1 41 5, i B
Adiponectin /EH B E M BB REEEEH, #
i A R 51T 4 kAR PO,

1.2.3  #iiPiE (Resistin)

Resistin F ZRIF T HE MR AL, HERIEK
SPEARRE. RS R 18 JORE R AR O BT
WFFRIL, B M) Resistin 7] LS MMP13,
ADAMTS4, TNF-o A1 IL-8 [¥] 3 ik P72, Tu & 1Y
W TR I, Resistin 7] LLANH] /N R CH PG R IE,
FFLHERT IR E2 (PGE2) (™. AfEA Toll £
Ak 4 (TLR4) MR ETRIMUEEGAHOCE 1 1 (CAP]) 2
Resistin [ F Z it /&, TLR4 5 Resistin 454, EiT
TNF SZRAH2KA T 6 (TRAF6) 3l MAPK/NF-xB {5
S, (LR P 2 VRN B IR T R SR AN A B,
CAP1 5 Resistin 54, I BUE BRI - EH
WG A (CAMP-PKA) #1412 28 V41 i P57 Fi s
W F IR IE, W B MM . A,
NIE LIPS RS P
1.2.4 N JfiFZ (Visfatin)

Visfatin /2 (B i i B A% B8 2L 5 32 Bl (NAMPT)
oy, & B arls RIS IT R R L Zm e
— P B RIE, R ENENR R, Visfatin AT
S A VELH LR T IL-1B TNF-a Fl IL-6 [f13255 2,
TEBCH 40 R, Visfatin 7] PLAE 3 PGE2. MMP,
ADAMTS [k, i3 17 #0012 4 i 11%) 34 5 #1153
b, (et R HERE BY. Yang 25 B (R 7T G AR
T Visfatin GE#5 A B R 2 XY HEE 9 (Sox9)
F1 COL2 ) ik, Visfatin if A8 4% i@ i £ #F ADA-
MTS4 H1 ADAMTSS [ 514 DA & MMP-3 A1 MMP-13
A R, T ECE 4l PG A K, fRIESRT
KRR P Visfatin 7 EHE R DLR P 2508 % Rk 4%
PER = (1) Visfatin Fl3 A% B W 40 B RE 75 IL-6, [F)
i i STAT3 A1 NAMPT [38ik, @il 2z 2Bk
(Sirt) Fif] TNF-o [J3RI5, HeZM o 5os 4n i)
SEFEAN A, AR R B B EERE ¢ (2) Visfatin
T O B2 A4 Bl BB R (1 integrin) JHUE p38
A ERKI1/2 {5 5@, il NF-«B HI#&is, ik
B AR AIAES AR BE 1 U, (R HESETT RIER
.

1.2.5 #{k 7 (Chemerin)

Chemerin 52 FH [ €88 7 701 1) 5L A v R S 2k
1y — o B4 g i IR 7 BT, e SR AR AR R
(IL-1B. IL-6. IL-8 I TNF-a) F43 W B HF 57 R I,

FE G T 48 5 5 B0 L3R5 AR 547 i I 2H 2 mp 2476 0 3]
Chemerin [ /5314, 10 HH WK E 55T R TR
SR IEAHOE P, Chemerin 3 2030 1 45 & M i -
(K] G | B2 4K 1 (GPR1). #L P TFEZAK 1
(CMKLRI) #I C-C &b ¥ #£ 53244 2 (CCRL2) 55 3 4>
G B EEIZ A, BUE AN RS 5 dEs (ERK1/2,
Akt F1 AMPK), SEBIG5CF 4 i D e A0 515 RAEE
PR E R

1.2.6 PMEZ-1 (Omentin-1)

Omentin-1 x& —F7E P I T D7 40 i b ks e e 56
IEHIE TR T B BFST R I, Omentin-1 1] LA
WE W MMP ()% . 4k, Om-entin-1 7J
DUIE A1) TL-1B 5 1 3R B2 1 560k (AGG) IBEAi
OO L TR M hAE U, Omentin-1 3 %238 i A
E T ER R ST OR IAIH] T RIEAK « (1)
I8 BOE AMPK/NO @ %, #fil] TNF-a 5 5 1 25
AN -2 (COX-2 ) 5] K& I #E 5 (2) 18 i # i) INK
(MAPK) 21, #01#] TNF-o if5 3 ) COX-2 5| &
iy 0 ¥ 5 (3) i O PISK/Akt 3 B% 1] NF-xB
BT, ORI CE 2R BRARSG T R IE
K 1,

1.2.7 JlR#E A2 (Lipocalin 2)

Lipocalin 2 7€ #5444 KR 25 B
FKik, A5 MMP-9 JERE &Y, WECE ECM K
Rafg 9, WFFE R B, Lipocalin 2 A% 5 X BAR R
(COLX) & L, AT 12F 3 40 i B RE R, 00 )
R 20 PR B8 AT 4 Ak O, R A S A 1 s HE
2 W, WRFCIEROE, B R 22 1k (GR). PI3K,
ERK1/2 F1 JAK2 ¥ Ref% A% 505 40N Lipocalin 2
fleik U9, BT E74 BT 3 (ELF3) Al NF-xB
& Lipocalin 2 [ 457 ¥, ghah, AH5ESER T
(IL-1p 1 TNF-o) 2 5 % {i¢ #t Lipocalin 2 7 %1 41
b Ik B, SR T R R R AT AR
F| Lipocalin 2 3810 ®. #F 5t & ¥, Lipocalin 2 ]
KPS T 0 R A G B {H &, Choi
AT Chun™ {44 Py 5256 K B, 24 HL4R 18 Lipocalin
21, IR IR T RN BRI A H A 454
I A BE ST 10T 50 Lipocalin 2 7E4K N R IAA 2
DA AR R 3R B, H RARHLHE A Rk —
G
1.2.8 225 R & B 1) 77 (Vaspin)

Vaspin & i N JIFE g 7 2H 2R 40 W 1) EL o ik B i
SRV [ M 7 TR 70, LA ST R R B AL
R, AN TR AR R R R B A
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Fik, (BB M REACFEAL ", Vaspin
AL S A PR 78 (GRPT8) 454, BUE I N
AMPK {5510, {(Edk3cE g rsg s a4,
HI5ET R HERE B, HeAh, Vaspin if fER% B T ERK
A Akt {550 B BOE PIBK %, 4] NF-«B 5 5
F S, NI B SETS 2k B

gi b, BRI BA W EREEER, BT eig
BESCTTHCE AR . ML RTRS, PSSR
B AR AR T O B i LR, B BROCT O I T RE
BEAR DG A /K7 5 SCRT LATE o 4101 5% 55 9B 400
MIBGHE . A A FIAE RS, %32 5 47 S 4t i g o
BB AL, T JORE ¥ 98 B
(K.

1.3 AR E R X T REXESER(E?2)
1.3.1 #% Bl 7--«B (NF-xB){5 = il %

NF-«B 2 3 17 005 R0 0G5 2R3 Bk v (1) 2
TSI T B, NF-«B S5 03 714 T2 : RelA/
p65. RelB. c-Rel. p50/p105 (NF-kB1) F1 p52/p100
(NF-kB2), 7RI, NF-xB GEWE AL 5 41 i [
T [ nfRIRZER F - (TNF-a). 42 -6 (IL-6).
FI/r 3% -17 (IL-17) F1 E 4 3% -23 (IL-23)] 30, R i
Z P fENE (40 ADAMTS) H1 MMP (#5338, - [F]i4
il ECM & B IA ¥ (1 SOX9) 3 ik, il COL2
F PG (K14 B, S5 M 1 01 40 B Fr 386 B R oA
SEECHCE A AR R, (RS R B,
Ub4k, NF-xB {5 58 Re8 i@ M T EA [ W B

MR -2 ] (Bel-2). i i 3 C (Cyto-c)
FE 2P I 2 R 1) K 4 R R B 1 /K i I (Caspase-3)]
Rk E, (EatmEammpET: % BoE g R
PR AU ME— 0B, DR R AR A P R T R i
T3 ECM & A1 3CH DI RERE IR, Wt 78 CL 4 0E B
R AT TS O T RGIERE R R I IE AR BY
1.3.2 2R FENE SEEE(MAPK)E 5@ %
MAPK [ B0E AR 515 5 (07 S A2 R s
OB o Ak R T BERE P R 4% S AR Y
MAPK {5 5 38 2% (1) 2 1 e S HH 22 38 J5 A 2 1
BRI (MEKK) . 22 24 507540 8 1 PR (MEK)
AT MAPK 4 . MEKK # 40 jfd 75 5 (A2 K H -+
AR 74 ) Bug, SRS BRI 30E MEK, it
— B A 3T I0E MAPK, 42 i 5 F0A% T 1R )
DA% 5 S5 IR F [ 4l B 4 1 5 25 (A R (ERK). p38
TP JEEALEE N (MAPK) c-Jun 52 2 R Ui 0l
(INK) %5 1, AT I 4% 501 20 M PR 386 3 o A AN TR
T2 MR R R IR, JEIEE MAPK {5
5 T U Y A G A AN TR A, AR
FRE T T RIE G N Y.
1.3.3 IR R EOE B L (AMPK)(5 5 18 i
AMPK 1E NI A I A, R 40 4 e Y g
BICPH . EIERAEBAM T, =B IR (ATP)
KR RS, AMPK % B B2 A, AT HS I ATP 1
A . AMPK 5 538 % N 2 5 3 5 RE AR
KR T4 B (0 TNF-a, IL-6 A1 IL-a), 1 Hit%

BTN - oo
ST LS e
JAK2/STAT3/IL-1 MAPK/NF-«B STAT3/TNF-a. ERK1/2(MAPK) PIBK. JAK2.
NF-xB/MMP cAMP-PKA P38(MAPK)/NF-kB Akt ERK1/2(MAPK)
MAPKSs(ERK1/2/P38) ERK(MAPK)/NF-kB AMPK ELF3. NF-xB
=

[

@ articular cartilage

1

AMPK/mTOR

El BEEF RS IR, BEXTRIIERIE

\

AMPK/NO/COX-2 AMPK
Mgmﬁ; SS‘())C 83 INK(MAPK)/COX-2 PI3K/AKtNF-xB
- » ERK K)/NF-xB
i e PI3K/Akt/NF-xB (MAPK)

1 1




5

REBL, S5 RN 5 R AR DhREAE IS B it 55 b 4 AL BIF Tet e 597

E2 JEIEIR B hRERI KT KA X5 SR

5 R S A R G T YOS S AR y SRR R T
o (PGC-1a), AT 1Y 58 5 B 41 i 26 6 44 1) 2E 21 T
fE 0, TR, i AMPK {55 gl 52 4012k
R ThREIE L ROS fZeik 9, eah, RN
AMPK F ZL I8 i 1 i) NF-«xB {5 5@ %, X 244 ffd A=
KA G SO R AT R, X B &= P k4T
7R 5 . AMPK 2 B 41 g BT A 1
BORENE, PO AR R AMPK-a B PR E R AT
SEUNRRE LT KRR AR
1.3.4 BEIRIEE2 JAK2)/ME 55 S K 5 s A
T3 (STAT3) {5 Tl %

1t JAK2/STAT3 15 5% Fi@ s+, STAT3 fER
— PSRN T, 7R R R 4N B A RN oAb e R A
HEEMER Y, EABAMET, 405 P STAT3 4
FARHRARES 5 AR R A A, HonT e %
PR PR 1 R IE, BERR AL JAK2, WG STAT3,
fi STAT3 —RAUIF R BN, #—P Fii%
E A0 R A0 A A BRI RIS Y . B Rt R,
STAT3 ] [ 5k PR (14) i 55 45 248 AR M D1 98 14 JE ik
JR AL,
1.3.5  WEAGMEALEE 3-iE(PI3K)/ 25 i B (PKB,
P& INOIERE il

PI3K/Akt {5 5 1@ % & 2 5 W4 505 4 AR K
M EE G S U, WENUAN, T4 EEL
Th17) 53 WA 78 14 40 i K+~ 72 PI3K/Akt {5 5 i@ %
1) BB . PIBK B R 1L I S Akt LSS, T

BE— D WOE TS S, WNF«B. HIAERLEA
(mTOR) F1% g e LR (PtdIns)" ., 78 3¢5 B 4 40
H, PI3K/Akt {5 5 1@ % 7] U2 i ECM & K IF 42
ECE AnM i T BRI, ] PIBK/Akt 5
S AERE N R PCE AR PG AR IR
T ™ BRI, PI3K (5 5 O T
P R T i PR O S B AN B I B (G R A AT
[ EWRARA . W IRGE A ), I RO T R I B AR
51K FERIBE ST & T,

2 EEIEFEEEIEXTREINEE. HIH
RTTRAEF A ERHLH

2.1 EENFAERE B EF i R HE AL
2.1.1 BRI R o WA ) Dl Ak e FE AT REATL A
Adiponectin 7E 5 1% 5 1 = 98 vk 15 H EAE
H, — 77 4 H] HO, AR % M 40 J PR 1~ 25 155 5 11
BEARRET, RPRCE R TN o 57 Rl
WO 4H M IL-6. MMP-1/-3/-13 #1iINOS ik,
i3t ECM [ B R I3k <5 2 72 o Petschnig 25 17
X 21 &) LEBHAT T 32 M HIZEE), RIAK AP
FHIZ Bh RS 5] 42 Adiponectin [¥) [ . Baghaiee 25 "%
R, 12 J8 oS58 L 1A A0S 3h e 8 PR AIRH LA G R
H,0, B)7K°F, FF42 3 Adiponectin [J % iA. Garcia-
Hermoso 2 " R B, KW (GBI 24 A) GRS S
il iz s A8 15 il 44 Adiponectin [k K-
Inoue %5 " FEZH 9250 FIESE, 4 A H A Hiz3)
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al L _F R /N B Adiponectin 7K P R TL A 4H 23 A
AdipoR1 [(JFi%, L3k AMPK/PGC-1a {5 5 il i A
e 2ok R W) R 4R FD Akt/mTOR N S 1 &E AR &
W I BB TE A R (Bel-1 Al Caspase-3) 1)
Fik. Silveria & " BRI, 8 SRR i)
AR SN BRIE R R /K, BRI TNF-a AT Toll-4
AR (TLRA) JE R )30k, Pk & B WR 20 i ot 2 AL
W 3G TGS 324K v (PPARY) SRR 4013 ) S 0%
R gR b, KA AEs). PibliEs bl kB EiE
T E AR A Adiponectin [ Z1A7KF-.

BRH A0 M P 1 Omentin-1 G885 012 48 P21 i
R IL-1B 5 S/ MMP f3Rik, FERERS i COL2
FIPG ik, MK TECH ThRE. Wilms 55 ™ Al
Saremi % "V (HF 7T KB, KA EisshAes B E
$ 5 % Omentin-1 17K F. Madsen 25 ™ [##f 5%
W K3, 8 A vy e FE 1) BRI 25 A0 e 2 2 45 s AL
& 1L % Omentin-1 ¥ 7K F. 4P, AminiLari 2§ ®
IR, KIAE A4 G biHis st ae i & g
Omentin-1 7K~V ; JAMERIL, HAF 123 MPiH
B, BEEIE SR IMTE Omentin-1 7K 1452 5
Wi %, Castro & B fEE e s h KB, 12 8A
Az 3] LU 3 $E S/ UM Omentin-1 /K, F
FHUEIEE R IRNLE IL-6 B IA R HEL 2 2R
Akt BRI SEIL . 25 L, FRE3. i)
B Az sh 46 LA M5 Omentin-1 7K,

Vaspin il i 5 g I _F 1) GRP78 454, WU Al
W RS TR, (ke g A S B AN . U
4, Vaspin i& A LLid i #)1] NF-xB {5 ‘5@ g, [FC
Fe A BAEMI/KFE . Faramarzi 25 ™V R, 12 BG4
EENTFHiAE IS 1 & I3 Vaspin 7K-F . Kadoglou 2 !
PSR, BRIZEs). PilliEsh bl LG iEs)
YIReHR S LRI Vaspin /KF, HABAIZ3IHR
15 W &2 . Oberbach %5 7 it — VR i s i 78 R BL
SMEPURHIZ B 5 B ZI L35 Vaspin 7K F 2 270 T .
Blither 25 ™3\, SRS 3h 5] 1 AL B
S IPERRR NG Vaspin 7K, 87~ 112801551
ROS 57 N A& N 753 Vaspin FIHLH]. 25 b, K]
EE NN LTS Vaspin /KF, Ti—k &z
] B 2 BT I VE PR LTS Vaspin 7K
2.1.2 BB I 7 R e 1R T 8 B mT BE ML

Leptin i@ it il ADAMTS F1 MMP ({1 &1k, 4
FECE N PG T COL2 -4 i, #0565 #h i
M S B AN AL, B ST e AR DhRe,  IF
PR SO PR B RE . BFTERBL, 12 RA A

BT RENE B35 PR M T Leptin K7 ™, K HAHTRH
IE BB BN PEK ML Leptin /K7 ¥ Bharath %5 P
R, KA fizsh g & ikl sh 45l ek
W Leptin /KT R . Bboh, BFFRIERDL, SR
SAFNTPH B 3h H g it L7 Leptin (1 5 2 BRAE P2
Liu 1 Chang™ #f 70 KB, iz zhil i #H] NF-«B {5
538 B 0% T SIRT1-AMPKa-PGC-1a fli, M T 01
#il 7 Leptin M3RiE. 2L, ANEERWEIEEEE
) RE 0 2 PR LR ML Leptin 7K,

Resistin J8 i _F 1 2 H 40 H = A2 28 1 40 g ]+
Atk R IRk, ] 3CR 40 A PG & R
PO B A0 A R I A A Ak, 3 RO RO T RE A2
1. Asle Mohammadi Zadeh 25 " B9t &L, 12 &5
588 i [A) B I 2 T DL 35 PRA L4 (L7 Resistin 7KF,
FHFRAL AR N, HINPL R AR EY . Kadoglou 25 P
AR, K 02 3 BEWS BE ML 1ML i Resistin
Ko BRI, 6 R PiRHIE B FEAK T /N B
I35 Resistin /KF, [FB_EEHE 84 LH PGC-1a
ffFik, IFWOE T AMPK/PGC-1a 155 . 4k,
KIAA Fis s APz sh 468 N LA MIE Resistin
K

Visfatin f89% {2 &AM R F I RIE, 2
HEAR N PGE2. MMP, ADAMTS ) ik, 1] ¢
TCE AN PG A AER . AL, Visfatin I8 GG
N SOX9. COL2 fFIk, I 57 45k o B HERE o
Lee 2 "SIy szib 6 0, 12 J& G SIS 5 RE 08 B 3% %
MBI Visfatin ZKF. Ha 25 ®V R B, 12 F
FiBHIZ B BE % BR AR LS Visfatin /KF . Choi &5 !
A FEAE B, KA 45 & DuBHi2 3l e e BRI
i Visfatin 7K°F-. Sheu %5 " gt R B R, i@shiEd
0| NF-xB 15 588 ~ i Visfatin fRix. %L,
KINHRizsh. billizsh M A iEsh B 6 T
75 Visfatin 7K.

Chemerin A8 % {12 2F (1 40 g 7] 98 58 S AL 12 52,
FAR BB A SIS T R T, I ST RE
(995 L A2 . Venojarvi 28 " fOBE L R B, K
B AP IZ 335 68 0 3 PR K % Chemerin 7K.
Stefanov %5 'V B U R BL, K HIH AL A PULIE 3
RERS FEAR ML LT ' Chemerin [ & . Lloyd 2 "™
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