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YR IEEEMER, HASIRRERURE R A N RO R Y. WA, ASP RS 5 TIBBNE R M. %
SCAREE E N AP SCRR, Z58 T ASP FIAEYISERIE . DAV A AEWIEThRE . FENERERTRE R 1 K
HE5BEHIRR, BN FA IR IR TT FLa S2 phar g .
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Advances in the study of Asprosin in obesity and

diabetes and in response to exercise
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Abstract: Asprosin (ASP) is a recently discovered adipocytokine, which is widely expressed in the body, especially
in the white adipose tissue and liver. ASP plays an important biological role in regulating glucose and lipid
metabolism, promoting appetite, increasing inflammation and insulin resistance, reducing autophagy and oxidative
stress, and is closely related to the pathophysiological process of obesity and diabetes. In addition, the regulation of
ASP also participated in the motor response. This review summarized the biological characteristics, tissue
distribution and biological function of ASP, its role in obesity and diabetes, and the relationship between ASP and
exercise, aiming to provide new ideas for researching the therapeutic targets for related diseases.
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1 ASPHIEIZSHER AR D

ASP 2 i 5 £F 468 1 1 (fibrillin-1, FBNI) %:
A 2 F 65 i1 66 g i 1 A R R E M. 1k,
FBNI % i LR 2 4E 8 1 (pro-fibrillin 1). Ff /5,
pro-fibrillin 1 #% Furin & [ 8§ 24 i il 140 4> & F&
W% 1 C R 3 24 /8 7= W) ASP MR A 4T 4 25 A 1
(fibrillin-D)™( & 1). ASP X} 4> 7 i & A4 30 kDa,
LGN BE SR K ST AEAE T AR B T35 o, L7 8 52 40
N 145 min™ s HEIERF A P A 3 ANBEIEAAL A
(SR 8+ 9 F1 10), (H L4 #2407 =02 JE B 5%
TR, FEX 57 A 17 kDa'™l

FERR - 2R TA (GTEX) i H 1) RNA-seq %1
#% i7R%, FBN1 fEfRI A h Rk B, (Eft,
O ERMMA LS TR ARE, AR, AR
B AT HEAm M Y. fg AR B 4u i ) BE s ik ASP 5 A
N RRAN R AR G SR AN TR Py 1, DL R4
B B v /NE AL O LA, B R AR T
FEAmA. 2R IR) BRI A I B R & e U, B
H ASP KA. HUCHEN, M+ ASP ATREE £
BEARGILFA WS R. HEEENZ, BilH
W7t 3 FBNT JE BRI B i LA 20k B g LA 21
A C2C12 LA A7 HH 53E % 52 £ ASP 4% ™17,
EXRT RN E S ReRr il 2] ASP AR WLiRkiE .

2 ASPHIEYIFINGE

2.1 ASPEERTRE. BEALATHRENH
JF AR 25 23 7E R s LY A o 8 1) 0 i i A

Nucleus

Pro-fibrillin ‘

FBN1

Adipose tissue

FERE R, 255 g e RE 2 (glucagon, GCG) 43
WAEEIN, (R ERE R A A, RSO & B N L. ASP
A S A P U 2EL R ) BE A, AT R 4 I B K
7 HASP S pEAKC 2B E NS, HEEERT
W), et Rk ASP IR E B ANE M gh T
ASP & (466 35 ST B RS 5 K B, AT
R B E - IEH PR R 5 KIS ASP =2
SIS0 550 i ee /o w2E 38 hn, R LI ER
JUE I S5 470 T 25 I g J 2 W S ) R (1) RE I
o W WAL, %A A S S AT G R
1 1 BX 52 1£ (G protein-coupled receptor, GPCR)- ¥
i £ R (cyclic adenosine monophosphate, cAMP)- &
%M A (protein kinase A, PKA) il g/ S . 1t
4k, ASPIRTT X GCG. JLAE FAVRE B i 2% (12
I BE IR o AR BT R ) B IS KB 52 m, Rt
HEM ASP IAE FHANMK 38 T GCG AT L 25 1y frie i 1)
jﬁﬁ [4, 18]o

Li % PR EL, fE/NEH ASP i3t GPCR Hrff
WSt 52 # OLFR734 fie 1k JUE 4] ) B R 8. 1% AT BA
I8 I S ER A D H IR 3 2 % A2 i (glutathione-S-
transferase, GST)- Asprosin 1. B§ ASP 5 OLFR734 wJ
FOEA S P fENRAARPRY, OLFR734 BRI fef4%
A B A0S IR & 5 3 I s A R e A B @il R S
R RIS SR ER - 155 MR R e STa6 A0 1k
20 BT TR S EG (OGTT) MR A I, 5 X B2/ i
MILL, OLFR734" /NRARE. SR, Jeim &,
I fig BA % FFIE cAMP. ASP 7K P H BRAIG, i 4 i RE

Fibrillin-1

Furin

FBNI9w 5 HT LR £ 4k 2 14 (pro-fibrillin 1). Pro-fibrillin 14 Furink [ BEZLAR B ASP (Asprosin) Al S (K 2T 4E 5 11 (fibrillin-1).
1 [RAHERIZES~EASP
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R, RS R BUERESR . X B8 ASP W] R
&l 1t OLFR734 324k FHRE e T 8 1. {13
TERMSE, % ASP ALFE 5 OLFR7347 /) B B J5
BN, $&75 ASP W REALE 40 M B3k A v AR A
SE R HAZ . b4, OLFR734 [ A 2 A I 3 ]
OR4MI 5 ASP i T i) THHE RN & 15 47 5% 38 A £
W U,

Zhang % " & L, ASP &% Eif C2C12 L4H
it AMP ¥ 35 B 5 A ¥ B (AMP-activated protein
kinase, AMPK) il FR tt., 1 % b ¥y g 4 164 5 ) Bk
T A2 AR v 4l B0 TR T 1a (peroxisome proliferator-
activated receptor-y coactivator-1a, PGC-1a). #] %] H#
Feizd M 4 (GLUT4) f9aRIL, LUK JULZR L 5 R %)
FERIRE /1. XK ASP fERE MW Al Re K% 2
FYER, AMRETH & Mg, I RE3G N8 4% VL% B R
WRERIRE ). (HAFEEMZ, X5 Jung 25 " R
(1) ASP A B B LB DU ) A 45 SR e A e o It
Ak, Zhang 25 M IRk L ASP % 25 i B (protein
kinase B, Akt) HIAT/EH, X 1] it sl A
PIE R . KRR RLZNAER S B AR M FEXT ASP 5
Akt J2 B % UURE S5 B ) Ok R A 1 — 2 7T, Hekim
25 2O 5 T ASPF R i RN BB KT, R B IR
I /N RS2 AR I B KT TE s o [RIB,  %F FE3E K
B, Akt 0] DABEAEHE JR v /) BRUMLIE 55 2 (Irisin) 7K
o Thi B LR (Ghrelin) ZKF, {HANE2Z Leptin
KB R DA 78 R IR Trisin A B (g B Ik
K BRI IE ASP 7K P38 50, {H A JiE A 8 K BRIV
ASP KFEHIEAE 4 U7, i H. Leptin A2 AR5 4 (db/
db) FIRERE/IN BRE D5 41 43 ASP FRiAH N Y, Rt
o RS TN MG W DR 43 W 7 5 AT B AR T ASP (B
S, RO T R R U202 ASP X AN FRIRAS
THEACH AE A, BL A ASP 5 H A i i R 2 (]
MR F, 7L,

2.2 ASPEE T EMIFIERAR

ARG 2 FEWRRE & T 5L, E N,
HET & IR RE. Duerrschmid 28 © % 3, ASP fig
o i R R, O R e g, R Rk
kI B O BEEE 9 (agouti-related protein, AgRP) ff]
T R S R T T T SR N E R R
Mz e B 2, AgRP™ 44 ST REWE R AgRP. 4
ZRRY Fy- E I T BRI E P R ORI,
ASP feff i ok & S k% 1 IR 45 A B E (G protein
alpha s, Gas)-cAMP-PKA i # # 7%§ AgRP"™ 1 £ JC,
M 3 B AR AN I i #E R 7, X HRIR ASP

TEN—MEEEiE R E D, 7L & P,
5 5 4R B FHLRI AR R Y. ASP )
fle & 1 ISR LT Leptin, {H'5 Ghrelin 2 3 S & 6k
e s 18 i A A SO 1] B 7E IR IR & (HFD)
BT, ASPVESKIRBEME 2 AgRP" # 22 ST 7 il
NI EAR, IX3RI] ASP & fgid i HALE Sl g R
VR BEAh, ASP FRE T #hZc —— FRIX
B[ Fr - 42 B2 2R 40 P 7 J5fi & )AL (pro-opiomelanocortin,
POMC) 4 £ ST ) i FEL AT SR e R e fr 7 i
PR ASP LI IN AgRP" #HZE JGIE MERIBE Ik POMC'
PR TLIE MR 3 AR

HER AL, YA LU AgRPT 4
76", OLFR734 ZAKTE AgRP™ M2 L RIE, 5
Xt IR ZH AT EG, OLFR7347 /N B AgRP' i 48 70 i 1
BEREY, BB RB, EBHAR (WT) /)
BV T ASP BERZ I 3 AgRP M4 JC RIS, (H
JEAE OLFR734" /NEUPTEEI S 1 0 X efff 5 45
R, ASP 7E/NERAA A BIEEEF AT BB AgRP”
P2 JCH 1) OLFR734 @ % 5. [HBERENZ,
Liu %5 ™ i 50 & 81 HFD £ 451 35 /N B ¥ L3 i 77,
1M ASP 4b ¥ 52 % 2t 35 HED /) B3 52 40 1 L5 B8 7 o
H AT, R 2 T 70 R IR 5 B AR U AH %,
(R e E — 2D PR & ASP 78 W5t A (¥4 FH A 88 B S Bk
%X [25]0
2.3 ASPTERAER M AR S Z M AIER

RE R T 2 B JR B R BUR AR (i #& LA
FRITALEY) TPt B 21 A5 5B R, R IR™. Lee
25 UV IR R b B S MR S B4 PR 1Y ASP R
ACEF R, SOAERMNGE, IR AHOCHERS LR, T
il ASP W] Ly DL b OB, 27 ASP H] figid i H
SrUb )5 A SARHEER RAEAE R P DI TE R I,
ZH L 9 Toll #3244 4 (Toll-like receptors 4, TLR4) il
i A T 1 0 AH 2R B B UL R R 2 RN T 3 T
IR, Lee % ®V I, ASP it TLR4/c-Jun &3
KU i (c-Jun N-terminal kinase, JNK) i FR 1, i %
e 28 IR 7% X7 kB (nuclear factor kappa-B, NF-
kB). MR IRFEIAF a (tumor necrosis factor o, TNFa)
R L 4 i #44k 25 11 1 (macrophage chemoattractant
protein-1, MCP-1) (J3&3%,  Jf DA R AR 77 2P
A A7 3 260 i B 21 B IBOK P, R B ASP W] REid
1 TLRA/INK JE #2055 B 241 T REFAT A IR .
Jung % "V R I ASP % 5B i FULAN A SR A A
, FEEK IR, HEH A C8 (protein kinase C3,
PKCS) Lt & K7 25 P, i P& A% PKCS &

@ia
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R 2 TE AT et /N B IR, 2% [ AT 9 45 SRR 1,
v &F ASP 0] il ik PKCS/ JJL 3¢ W 45 7% (sarcoplasmic
reticulum Ca®"-ATPase, SERCA) i 1% 5 8 /)N B bl i
HEIRHEAIR, JFHIINIMS + NF-xB. MCP-1. TNFo
FE A2 -6 (interleukin-6, IL-6) [)7K~F ", {4 4hsiz
B & W], ASP A DL o 40 ) R 5 R 2 AR R -1
(IRS-1) F1 Akt (1) 1 B8 A4 K BRI /N B C2C12 2 i 1)
Jige B F U PE R AT R B RE ) 1 B R R
B, PKCS YLERAT LA #% ASP X} NF-xB #4647 LK
IRS-1 A1 Akt fif B2 1k 19 5% i U0 3 $2 7 3 3o 410 1
ASP SR BFAR 9 S v A IR A BE & — A 20697
71k
2.4 Asprosin?f Bl 5 SN RIER

DIAERFFTIESE,  H W] LIS B T A 2k 1 1) ZkE
A, BRENE VS (ROS) 74, 40| S8 A0 RLEOR 41
T M BRAR AR P 1 & A= 5 B, ASP AbE & B 4
M5, REf LOf B AR TR P TAREYI R T
ot = R £ 11 i 3 (caspase 3) A1 p62 (11K ik, T i
LC3-TI/LC3-T LU fE . Beclin 1 fIEIAM B 40 [ KK
S, eAh, ASP ACEERT S B AMPK FIEFEAE, I
H SN IH R R 40 I (mammalian target of rapamycin,
mTOR) £ & FF . X $2 78 ASP 7] 83 it AMPK-
mTOR IRATANH] B ML) E W, ATk B 2 )
PET ML Rk, B PR ASP AT B . AR
I B A DR TR T R AT L

Zhang % " B, ASP il i 40 4ME SR T
1 1/2 (extracellular signal-regulated kinase, ERK1/2)-
EEAL YL 2 (superoxide dismutase 2, SOD2) i
AR SR S A5 T B R 1) 78 5T T4 B (mesenchymal
stromal cells, MSCs) H 5 I T2, 5 F I 575 4k
FLA) MSCs #H LG, ASP AbF ) MSCs ¥4 5 1)/ BT
BECofIF hR] DA 5 MSCs ZH i 9 &, 3= THNRUE
OEGMThEE, RO /b M IR
ASP A58 MSCs XU IURESE VR TT 2B0R ", it —
AWK, FEBREESRAT T, ASP DL S M 7
IR H0, AN O LA B 3G 0, (R 3k 2Rk 4k
MR U, 2R TR B, R H0, KhER ST R4
i A LA Y ASP Ak B P 240 i o 3 A U 5L 300 UL
YHME S ETE, R ASP WA EEAEBALM T
WE L hifA T BE " kAh, Chen %5 ™ &I, ASP
AP T R 2R A O R ] 20 4 Y 2R (Spartin)/
ROS 8 #% Aok /D TR WERK = A, AT 00 s i 2 A
O JULR L ) AR LI, SO A PR /) B O JUE LI
BRI . 45 EFTR, ASP nlfgR— R R AT 5

B LR OR3P R 5, AT EAORS 4 I i 32 R S8 AT
rIRAS T E B2 B R 5, (H2 L )
HLIE 5 22t — 2B IR ST

3 RIEBEEEX

3.1 ASP5SHEAY

Z TR, RENRIN (BE LR ) A
AN BRI HF ) ASP KCF & 3 Th i B
ASP 5 5 PE PR G A BIE Bk /DN B AR B AT RN
> P, Hong 28 B % IAR T 25 & 1iF (metabolic
syndrome, MetS) £ # 1 ML 7& ASP /K -V & & F+ &,
Hif 3% ASP RIEKF 5 R EF RS (BMD. A8 H 4>
b MERE (WC), IfHE e br 25 BE L% (FPG). 2 /N
1L ¥% (2hPG). 7% 7 JH & 3 (FINS). IR 5 H A8 5L
7 (HOMA-IR), Ififig 8 b 1H B2 H it =85 (TG).
KR (LDL). m#%EF%& 1 (HDL), LA
IL-6. MCP-1 2 R IEAHK. IhAh, MR WC Xf MetS
BBy E R, 5% AR A
Bt 7R AR A £ O I3 ASP Rk & P Ugur
A Aydin™ & LI 575 ARV 1K) ASP R IE K AMY
5 BMI 2 .3 1EAHG, 1 H 5 i A1 LDL /KP4
B EIEMIE; b, MR ASP KB 5 i
EHH TG W JE £ EA 5. Wang 28 P gt — B 5%
RO, JRAETFA S5 I 23 15 ASP RIEKF FF%,
HES5ARE 6 AN A LR 2 IEMHS. Z AR
ASP RJG & &i/b, FIREE T HE W 2L
X7 ASP AT g 2 (R BEHLAA AR M 1) & A, T AR
FAR SN IXFER o

HAFEEWNE, A SRR LE IS
ASP B aH R ET JER . AR ER, SIE
WAKE JLEME, AERE)LE MG ASP KT8 T+
PV, 1 Long &5 P AR 7T 45 A5 A . A1k
L, REREZH 5 £ b Lo £ 1 ASP KRR, T H 5
FIM3E ASP 5 AERE R A4k 4845 BMI, FINS, HOMA-
IR, A5 M. R HDL 2 8 3 4k 5 P,
X ] 8 A2 DA IR R ) LAY A AR T A AR A2 B
By B Corica 25 U it — B9t R B, B39 ASP 7K
FEBRT L. [HAERNZE, shsLs R
PRI P K R B ASP KT B Y, X IR ASP KT
5P SRR 8 1) B AR O 2 B (] B A SR A R A
T AWML, ZFAEE RIIMFE ASP KF5
HOMA-IR. OGTT. Jif& s BUskt+ate. BES B4
M Th e 2 I AR DS, X HR s IS ASP /K-
AL Z BRI, B2 B AR R A4
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JUEE H A AR R AR R R UYL 2021 4F, —THE R
RO, SRR R R AR L, R )L B 2 1)
ASP KFH 5, 5 BMI, WC 1B Lt (WHR)
BIEMHSE " 5 Long %5 P I 7o LR, iz
55 AE R )L (1) BMI-SDS i i1, 35 B % 5256 1) 5238
Hl R T E AR RR A . IX 4 s ASP 7EJLEE
JHE PR B A BRI R e R — B RE, Rk
Tt T BT AN [F] A EFE BE R ASP (AR AT RGEI
SHT. BbAh, BT LA B AR R )L I iE ASP
KT R 2 3 R W T s TE, B DLJG VA 8 ASP
SARREZ AR R R B SR, fEIER
ASP 5 BMI & IEAH KB 58 1, ASP ¥ Al fig 2
% B 45 IR, BE Y & 52 1 IGT) Al 2 Y B R i
(T2DM) HysZm 9, R, ASP /K-FAR b 2 76 %) bl
TSR, LRI JORE 45 R, 82 AR
FELIERIRTILE, HAneA R,

BeAh, HREFRRIL, RSN R ER 2 A
YL AM6545 BEfE 16 TT B R IR AN 5 AR 1%
REREATN MG AERE, H AM6545 G B AR I i 1 i)
ASP KPP, g LRnA, HATHIRE 4 R %, ASP
A T REBE FHAE RE B S B2 W i AR W bs £ . Rk
% 119 SCHR S FF A ASP 4K & — Fl 22 445 R
REJHERE Y6 97 7 1
3.2 ASP#EL. 2BUBRBEREH L EMER

LI R AT, 1 BRI (TIDM)™, T2DM™
B FOBE IR V2 B R (STZ) #5510 TIDM /N iR 17 i
5 ASP 7K P05 BEPEFF . 2019 4F, — IR 9T R I
TIDM & 3 I 7% ASP /K-F Lo B 20 2 2% vy, H
ASP 7K F 5 TR 7KF- 1 ifi A5 5 5 F2 B 2 15 A0 9% 9,
& Zhang & ™ $i, T2DM 3111355 ASP /KFT}
o BRI, KR T T2DM 3 1% ASP
KFEZET R, 2% ASP /K F5 WC. FPG. 2hPG.
HbAlc. TG fl HOMA-IR & 1F #1236 ¥, 4, i@
BEAF 7L T2DM K J& [ A [ B B R B, 8 12 i 11
T2DM 3 113 P if ASP KL IEH 2w, A
5 BMI. HOMA-IR L\ }7 FPG 1 TG /K°F & & & 1F
FHOE O, (HABVER M, Li 2 W R, T2DM i
BF MK ASP FHE /K5 FPG /K12 B3 EAHK,
HE MK TG AKFEAMKNE . X$E7R T2DM E#H
IfL3E ASP K-F (138 5 5 IR AU 1% RIE A f7 0t
GO AH S — U 5 SR, OGTT S5 i W i &
IEH B2 (NGT) i ASP /K-8 3 T F, 1M
T2DM i35 [fiF ASP /KT B2k, 1% K E
ASP 5 NGT [ 5456 = A ¢, {HX} T2DM &

Fosm, H ASP BB R T HIR Y /F T2DM iH 3%
sz BT W, X8 T2DM 3 i ASP Xt 4
%) WE I B I I NI 59 AT RE 2 T2DM & A i JiR (R 2
— W gehh, HIERZREMLL, IGT B MM
ASP K-V &, 1fi H afiE ASP 7K ¥ 5 HOMA-IR,
FPG I TG /KF 5 B35 IEAHO, M58 p 40 i)
FER A Y, DR R, ASP T REZHENE K
VAL IR () SRR, AT LABE 24 /E T2DM XU ) &
RAEDFRE) o

EZY) TP 50, WEFCRBL, SR I
AL, T2DM & 7 52 0 IR 16 7 294 — 1
SOUBICAI o] 9 B YR T S, LT AN RV AP ASP K
SRR B Wang 25 PRI, 5 IE R X LA LE,
T2DM HFE AL IMIE ASP /K F i, HRAES/
LT EL 18 (ACR) 5 ASP S IEEL  — FF XA fi &
WHEIGIT 3 N H G T2DM 41f13% ASP /KF 8%~
B, 3F H. ASP KV 577 Al £ A 5% . Jiang &5 P
FE— TR T4 - # & pE P R 712 2R 3 2 (SGLT2) #1
HIFIERE FNE BT T ORI, M FE IR YT ) 3
FEA W12 T2DM &35 1 13 ASP /K7 B, BL_Ewf
TR, BEFEZGYI AT BRI I ) ASP K, fH
HAERMLEM R — 2D [

TENE PRIV ACRE J T, B T-H FR s 5 0 £ ' T
BE 24002 B PRI 1K E & RE B, Deng 25 B R 31
F 2R B R B LTS ASP /KF 5 B Thfe M e vk
RAEAKRERM ACR £ 8% EM%, 55 /NekiE
HE R AR, XK, T2DM & 7%
993 1 1E FE2 T BB 5 I35 R 1) ASP KA %

gk L ATIR, ASP EHE R 1) kAR AR,
A B BN AR R R IR T R EE AL EE R
A&, JhE 1 ASP UK 58 PR 2 18] R O &
MASEA G, R T R ASP SR BE RO B AR
KM, R RGNS R, EREL D
HRTH S

4 IEEIXFASPHYEIE

LA $ 5 B o iz s i o ASP f i 5 1E F
RAHET JER . 12200 DL sl s P47, gk i iy
AR RN ™. icRm, PRlmERE Atz
AR NI A, IR
BN E IR, X PR b o BB IR
fE” PV BEROR B, 10 ZIERARE R 10 ZiBE /
JIELJHE B AE 5 PR 7 L B 43 AT 30 min A 4B B)) (i
FLF N 55~59), 1z3)Ja AP IfLiE ASP /K- & 2
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NEE, HEE /O 55 AR B LT R K
EAERRR, 1ZER T2 E RN R B
F D BT XN IE B S B KR B AT B
ASP /3 (1. Bk, AR SLL AN & HAH G
MEFEFR, WA 100 mm K15 B URR RO & 320
BRI, B2 5% (BaE ) MEERRRA,
LB H38 Bl 2 75 B 10 i 92> ASP Sk i) B AR
+ o> B EH . Wiecek 25 P 5T T ASP Xitig sl ]
RER AR IIER, 10 4 BUAF 8 RE ot A 10 44 BR4E
{5 55 1t S RIS BN (FRLIR 20 s [ BAT o))
J& 15, 30, 60 min 1124 h, ZVE i 3 ASP /K
SPEEG N, N TC I B s A, B
#)Ja 3 min 5 30 min [l 5 5 75 ASP /KF 2 & .
AT R A R D e 9 B 32 B A AT R R B B S
Je, DR, 2R IS B S L O A A e b
DT, ASP AT BEE ik 5 1 A TR TR 1T 1R T
IMpEKF M, BeAl, Romere 25 ™ 76 B 8% L b 4 il
F| 7 FBNI mRNA, KW LEEshiL~ES,
ASP 1] B 7E UL PR 5 R 50 % 0 1 7R ok $E A
o X BRI R SR BLiZ 0 T 402 3 ) R B AR U A
ASP KFZ E R RIAT EIR AN TE . (HZ, )
— I AR, X 12 S AR PR 6 4
JE PP 55 1k 3k 47 Sk i 4 6 e RS B (R KT
85% f K0 ), 183l BRI ZI AR P R0 IE 5 Rk
1M 3% ASP %A B & X 5 1 B 7T 3 e B ks B
TINS5 45 A — B R PR ] 8 32 Bl o 5
FRLLIf AR, Rk, FkiE )0 i iE H ASP 3
KR T — SR . B E B EAIERENS A
42 1012 2 3 5 DN B K e W 84k (Faty,,) 387%, %
SN RE SR PR T FEAR T, A S A LA
B O 14 1 R €T 2021 4F,  — TR E K B,
25t 4 w fil 8 w Faty,, 98 FE AL ER R Ag 8 3 )5,
P U AL P R AR 3 3% L ) 4 AR LM i YE ASP R R
WC. HC. WHR R4 fig 6 £ 34 55 25 BRI Y wF AT
UESE, Rk BB AR, Ak R 1 ek 2 o i A
JPE B R R AR S AR AR AL 1 X 3R R R 5
iz ) AT RE L AT ASP AT A 5 A AL A R L P
e EE, %2R0 B ST 4L B, RS K
HOMA-IR FRE JC M0, 3X 0] BE A K A I R i [A]
B Y, EERNR, BTk K2R
2B K Kz Bt 53 M i ASP B2 R O
RIE, ARTFEI A A

ISR R BoR, Bl FRME. M
TEM R S ASH ) ASP. Nakhaei 25 V3, 4%

5d. ek 8 w HHTELFIKIZ 3N (5137 0~3% K H )
I TR) BN VK2 B (518K 5%~16% 1A ) REWS %
FEAR B A MetS ) Wistar K R fILTE ASP /KF, HH
KRS MK 2 IR, RIs R ILE
ASP TK - FF fe 24 5 1 A BEARRAS 7 T R A ), T
& Y 118 B0 AT e A PR PR BAUHRE (5 B = 7K 1
ASP [J—ANEERZ, RGN THE— L.
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3 MS /MR AG 7 o T2 IR PIAR RS, db/db
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KW —ANEEFE. #E— Pk, A2
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“F B (transforming growth factor beta, TGF-B) {314,
1 AMPK., % H i § B (protein kinase B, PKB).
PGC-la ik U, WF7tR M, PKA M SFHIE 58
% 71 7] I 2 AMPK. PKB & PGC-1B, 1E[a] 7
TGF-B, MM FEAR I B M b, (2 0t AP pE AR 727,
[ TGF-B A1 3 AMPK 7K1 1] DA 1) % 7225 4 1)
72 A T PR IR /KT, 4 v g o R s T,
XHRiash Al fEiE T 4% ASP-PKA/TGF-B-AMPK-
PKB {5 5 il #% M0 TR0 HE IR . BE4k, HFD 54
A FR A /N B scWAT H ASP 3R 14 12 3% 1,
XA LR ST G ™ (B2, 454 DA
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R IR 7, FEAS A2 40 PN 5tk L 52 A B LA 5 S % 1)
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M) [R] 2% S5 e B 22 Rt 9 1A

L cAMP_ JInsulin sensitivity
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Skeletal muscle
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kinase, JNK)[¥ i M2 1438 8 1 #5#% K kB (NF-xB). IR SR SE R Fo (TNFo)Fl EREAT LA R AL (MCP-1) 31k, FFLIFIE
AR FR) 77 2 BTG 2 T A7 0T 2 B B BB IK T o Asprosinid 7] LU ik AMPUE ) £ 11U (AMPK) - 5120 ) 77 A 25 32 B iR
FI(mTOR)i& A4 1 & % B B3 (caspase 3). {2 REE &8 L% HWEZ 14 (p62). AL BIWATG6IRIYE 2 [ (Beclin 1), LA
LC3-II/LC3-1, 4M#IpL4niue AW, (EdtpaiiupgiT:. 7EMSCs T, Asprosinifid #iiF ERK 1/2-SOD23H i 4 A B 0% S
I T RISET . FEE BRI, Asprosinifi & FIHAFCS (PKCS)/ LK M55 (SERCA) AN 3 1 A J5t W S i/ 2 A e B, e it ke
By silht; fEC2CI2L4uMH, I AMPK SRRV LA 223t A0 W Bty 14 338 5 8t 52 Ay i B 0TS Rl 1o (PGC- 1 o) V] %6 i
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