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Abstract

A growing number of studies have demonstrat-
ed that adipocytokines are closely associated
with insulin resistance and play an important
role in the development and progression of
non-alcoholic fatty liver disease. The research
on the relationship among adipocytokines,
insulin resistance and non-alcoholic fatty liver
disease is attracting wide attention. In this ar-
ticle, we will review the recent advances in un-
derstanding the relationship of adipocytokines
with insulin resistance and non-alcoholic fatty
liver disease.
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¥R 4 i 1 T (nonalcoholic fatty liver disease,
NAFLD) & Fi tH 40 i 107 42 P & R 30 980
YAt gy, B o R st 1
KA ML 22 A 1 oK o8 4 B B, KA TR W,
NAFLD &4 5 R Z 8 Pi(insulin resistance,
TR)Z VA OGP, JETRAE FE i) — R B, Jf
1 AR 455 fiF (metabolism symptom, MS)[1)—
AN R A H 8 52 2 OCE. 200448 tE LB & 5=
I 2N AFLD A AR M S [ 32 22 5%
>

IAERE IR, TRTARAANS S i s
AU, 38y Wk 2 s a0 e B 2 5 iR
05 IR R AR e b AL FE S #R (leptin) IR TR
#. P iFE (resistin). IR SER F-a(tumor
necrosis factor-o, TNF-o). J&&F4E4 i A K A
F-21(fibroblast growth factor-21, FGF-21).
Apelin. Vaspin. 524K F T-1(insulin-
like growth factor-1, IGF-1)%%. A i TNF-o.
it % . FGF-21%5 5NAFLDHAIR K R T
HEREAE— 2R,
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I, Al AN AT LS A N PR R BT ik, 3 AT A
T R UM IR T B (hormone-sensitive
lipase, HSL)¥& >R ACHENR W 20 b2, ek i i
HE e i (lipoprotein lipase, LPL)FIG M A#
NEWT AR A7 AR T IR J /. 534k, TNF-on] fig it
IR, {1 ifiL 3 v ()35 25 03 U7 12 (free fatty acid, FFA)
Tt i, TUFFA T 3R] DA i 35 1 4 34 A2 A
TNF-o {2510, TERGPEIRER, 51 4k
FiARZE RN D e 50« AN T T R B A
B, $5 23 IR DT A0 AL PR

e PRI 5 A0 L B A7 N AF LD |35 2447
FEIR®, TAITNF-0Z 5 JENAH R IR, NEME LA
o B R IATNF-, IR R 5 IEAISE. Li
et al ™ HF 7 i 7R ob/ob AR 7 e K 1fil HH TNF -
W, FHTNF-ociu i a] o S AR s, e
IR, UEW] T TNF-o%t FFAE K53 3 AR . AT 05T
WIRTNF-o 58 RIS, SIS R, IRER
FIEAHIE, TNF-a/K-FBEE MR R
JEE 3 F R 1R 0 E ITE  T , RER TNF-ofE
NAFLDI A e e Al B 224 1.

TNF-a il 2 fi@ie 2 HSIRM KA
K&, IFENAFLDI R A EZAEH. 5t
H AT o0& 3, HALH 3 2045 (1)TNF-af
T = ] B4 5 R 2 A2 R ) 1 (insulin receptor
substrate-1, IRS-1)F1JiE 5 2 52 &K Y)2(insulin
receptor substrate-2, IRS-2)] 22 Z IRk, #
iR 5 32 2 AR 2 2 R F 5 IR AL S IR S-146 24 1R
(R AL™ . b3 v 30 o YT R B ol M iy, 1t
R I e 1) A, B0 B A T JULIRE- 3 80, 38 ot
22 5 VR Jr A RS T, MM BHAS R B =5 5
AL (2)TNF-on FIHI 7 4 4 4 02 F4(glucose
transport 4, GLUT4)HIZRIA, BRI 5 25 3
B s, O] OB HIGL U T4w5 i ia
1) 451 4 i %12 1 (glucose transport 1, GLUT1)
T3 8, AT A8 IR Iy 2 TR S5 P 4 ik e 2
fie )y NFE. (3)TNF-o ] fEBE IG5 43 i, {EFFA
e 2. i 55— J7 11, FFAR iy X o] DL it
TNF-a. 2 ZUd S A0 ) Mg A4 186 7 ) 3% A 52 A
a(peroxisome proliferator-activated receptor a,
PPARa). 4L 3P450. 8 22 Rl 41 o fgf 48
EH AH2(uncoupling protein 2, UCP2)25 4 ST
AL, 6T IAE S A% P ATTNF-aff) Rk
SEC I I e i i 8 e e 1 N =3 DA E
P31 G ER, 1D I R U L S R
FIUIA. (4 TNF-aid w] £ 1] T A S TR UIAR
KIPITG 107 41 M IR, Qi A A & 6(interleukin
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6, IL-6) 7L R, I IREEE R AL A
g A B HE 35 AL 52 /R -y(peroxisome proliferator-
activated receptory, PPARYy)[17=4, JL[H 4/ FIR
KA. (5)TNF-aie (et B IR B2 Biiss . B
AR LA i B B S5 TR R 1 T
i, KR AL 2 T TNF-o/ 31
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2 ASEXE SNAFLDRIREYFF
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EEl TSy N N VS SR (TR A 1 N
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wk i, I3 H ol = EE FF AR I 2 W . %,
L3 N2 R S A R Il 0 N I, TR 5 A R
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JHFFIE I D7 IO R R TR ERA A 1) — > F AR AL,
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A S AT 5 PR &1 A5 5 B /R TNF-a
ST 5 R I I 2R UK P I R IR B, AR P
DAT - 1) v A 3 B0 1Bk 38 /K BRI T 5 | R
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FAS)E Tk, by & b IHAEHIETNF-o
I3 R, FRARIR D TN F-o 28 RREAT I HIAT
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FHAAH RS HUI, 2% P Pl 4 i DR 1) Al A2 5|
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FGFsit 5 ikl it 2 —, 210 (B, A H12094)
IR IRFE L WL 22 K, 5 A 0 A0 R I 4
Ji b F L2 EF GF-21 55 K %A 2 PPAR o

u A7 5 A 0

IR NAFLD

IR NAFLD
, FGF-21,

vaspin .

IR\ NAFLD

NAFLD



3016

ISSN 1009-3079 CN 14-1260/R

2009 10 18 17 29

" LREE

NAFLD IR

NAFLD

I, CEIPPAR e —MZ 24K, F2 240 57
B VA A 6 P B SR AR AR AR L, R 3L
DU 505 S ROV, 2482 PPAR off) fil 2%
I, R B D, Ak 2 B T IR I AL
JIT 5 B P 35 DR 52 0 B A 2 3 43 A A 1 B
TH L DR 1 2 A5 A 1 1 ek 99 BT . AR e
FEfob/ob/N i, PPARaZK V1901, FFFGE-21
mRNAZKFIE 1245, 25 fr sl HHPPAR ol
FIWy-146437097 1525 i, FGF-21 mRNA[Y]
Feak oy BB IN10F5 A8 s, AH I, YEPPAR ik
F 5, FGF-21 mRNAFRIEFEE, HAE oA
Wy-146437697 A REE FFGF-21110 K IA, 7Ei
FRFGF-2 LR N - L T, 17 5 ke T 107 Ji, 35 B
A R I I AR TR 1 RE ) B AIG, Bl 4k
K FGF-215%F Ho A 21 23 (L 5 g W 4 22 i 7 H
B,

HAE RIS T ob/obMdb/db L HE
/I BRORIVRE R 9 4% 7R A 41 FGF-21, n] LZZfig
e IR R TR A 2 A R B S 2, de T
T R U A AR R ARG I 9 P i B 2K
S, B SR AR B B F BB, U Tk
PE A B H 9 = TR R AR % R I e ] e,
e e PR T B UL I P R — R
K- (1 B S 982 55 F G E-2 1 A 400 A% [ I 38 15
TR A - TMAEH L & — R 52 5 R
P R0 H 3t — TR A B R DR A A 0GR IR
N BRI AR S /N B, FGF-211 t 25 78 s JIF J R
Jei Jo B 2 U, K P A FH R T T A T R I
FERIIREEY. Coskun er a/P SR £ 15 G HEER
ob/ob i MFGF-214 5 M43 2536972 wkia, K
LT R R B R M620%, IF HeeEMEE. s
07 IR FE < S I A 8, B g O 9D
IR IRAT T 240 . A N FGE-21 RE SO JBE 15 2% %
I8 2% AT, 3800 0 A A, A0 R e T
077 A R 0T I 107 0 G AR B, A0 o I O 2T 4
PRHERE, $E7RFGF-21 54 677 L P AN ig s B e

Zhang et al®"WF57 o, /IR FE S I
TEFGE-21KF W] i AR NE . S F GF-21
AEHIERE RS IRIEE(HOMA-IR)
FUH 9 =8 B E ARG, b5 e 2 IR A R e
EAHFAK. LogisticPH M B R MIEFGF-215
MSHAZ A, Ak I FGF212& AKEMS
(1) —AN BT e B R 7, LS R i T MS I A
Y. IO B I FGF-2 13 &, A &
FGF-21 A2 S . BRAHRT  Y. Fr 35L.

4 Vaspin SNAFLDRZIREVF<F

Vaspin& — M H A7 R I 28 59 000N 8 i 107 40
LB T, e 22 2 TR A 1 A0 S 1) e R G 1) i
R, 5o IR 40% 1) RIS VE. BIFFUER
B VaspinImRNATAE F A JE R B P
Wil A F N g dl i p 3Rk, HILRIL S
B K e (body mass index, BMI) A il i %
BBURPEA O, AT B8 A8 JIE A AR 25 LI R
R T EEAC. AUITER, KRS
B e IR KT R [ I, TCR/I L4 £ 5220 Vaspin,
I g Rk Vaspinf Tg/N (il FE 4\ VaspinZg
1 T Bt DAL/ ) 05 2 U 1 v, AU
kb, Vaspindfd {ff 15 5 2R R R IA
P T SR IR I R AU, X AT e B AR
NAFLDf— A s,

5 HEfth PPARwSNAFLDRZIRAVZF
PPARs/ &2 f LA U 1 A% 5 S IR 7, JE A%
WEZ BRI Z —, FIPPARa. PPARB
JPPARy 3F WAL, Horh, PPARo B3 A 4E
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THIREBGHEVIRR, @Rk T, 20,
B MO AR B B A R ERE, B
AP IR TR I A, BRAICIoRE, 759 o ) 4k
KRN A7 55 T 6. g 7 198 A% m] 3805 X P A%
AR, — BP0, TS PPAR o] 5 VF 2 LA
[P AT 5 A R oS A ATT, 3L A0 35 IR A AL
A WA BT 7 B IR LR PY. Everett er alfT]
PPAR ot PR il B BRUBE 2RI 5 R B, 12 Bl o B
TR NR B ZE AL, AR AR B RS I IR AR
FAELICIL I, X0t T i A8 A 75 i SR DA
A, BRI AR PR DR R A2 4, s T
JH-2H LR G AR RS S A A TR B4R A, AT
NEWT IR A ARV P 955, JHE U Aol L A5 )
HH IR 52 1 MR A R B R S i,
PPARoMIRRAS SR 28, Al
A L i (1 R AR B DA DG, E i 3 A A,
PPARaIGHXINAFLDII A A K IERZA 1.
FLHL A T B A 6 3 TRORI g IR IR SR ik 21 7
B AR5 () AR, A8 (D)SEIn T 4 2 i Y
TR B4, A I PN I D IR 1 2 A 1, &
FCRRARG, (2) BRA e H b =158 7 & (3) ikl 4
i P T SRR R AT G IR 4 R TR R A (4)
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