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@ E: SRR (Irisin) 2 2012 4F L I —Fhiz 3hiF S AL, T2 drig s Um0, 76K O ME JHFIESE 20 21 iR
AR, HA MR . oA & I B £T 3 4 11 45 F 4803 11 5 (fibronectin type— Il domain—containing protein 5,
FNDCS) , iz 8y s v 3T 30 ot 5 o 4 P 0 R 8 L0 6 52 A y TS T 1 (PGC—1a0) 14 FNDCS &K, {2
HERRGINT W, BRRTEIIE N A AN B Wi P8 145 S S BRI 2 AR vh R 4 T AR AR
55y JRoRRE A AL | R I B DR AR T R U S R e B DT 48 A 2 i M A% M B (non—
communicable disease, NCD) i) & £ K SR YA G . A LR GLLRIR & 2 2 W S5 FFAE A 10 5 40 L], 76 NCD H
HIVE I B CHAR T 1, 5 0 M e i E 2 i 548

KB : B R K FNDCS ; 18 PR AR AL Yo P pamn s 12 3l 5 1R YT IR g
XEHES:1672-2639(2026)03-0099-08

HRESES: RT3 TEKFRIRED:A

i 2025 AE MR T1 ) A BR PG T A5 S A Bt
TAEHRG I, 2k NI G arfegk EIE, it
20504F3k78. 1.4, HIbRINS, 60 % LB HA)
B 7E 2020—2050 4F 8] 8 A 2= 29 22%, & 8O
214 FEEEN 218 AL , 18 PR AL e P 9% (non—
communicable disease, NCD) i AW & . 45>
7R NCD(FHEA 0 M A PRI JEAE 8 P E o
T PRI Bt ZB AT YRS AR ) AR B2 4 100 7
N, 2B EIET N T4% . R, & e AR P A
FHEE s BE 1) Ve AR5 M n BT B 259, sl wir B 1
TR MG, XTFEAIE NCD RYFET R 5185 BT R 507
A TR L

#; 2 % (Irisin) F Bruce Spiegelman 1 A 2012
R UCR IFar 44, e — B LRI 5 530 1Y)
WU ¥, BA SRRk, 2 5 2 A g g i
R, TR R AL Z PR AL R X AE R
AR W K R T A AR T 2 e AR 5 S
kSRR AL PRI I S5 18 PR 2 DIAR G,
HEABERPIRIGT . AW, CT SRR

EE£TB B4 A RRFEE 4 (S2025-]C-YB-2692)

WH 2 ER, Tt — 20T .
| EREMLEN. AR S

1.1 BEEMNEY

SRR AR & IRY£F 5% 8 1 45 M aE 1 S
(fibronectin type—Ill domain—containing protein 3,
FNDC5) , 7EWi 42881 5 N 2eh 47 3Rk . FNDCS
N I {55 K B K 85 2 p Bl AR i R I
RVGERE SR (PN ) K C b Fa R AL i, 5 R 45 1 3k 5
FN 22 0] AR E Y . g B AR R N ity
59 K (28 MR FERR IR HE ) (PN I 2544 35k (95 A2 3
TR AR IL ) i HE K (26 AN S FE R AR 5L ) | 85 5 445 44y 3k
(21D FEPR TR EL ) B A M S5t 45 44 5 (39 24 L 1R ik
), 2RI 209 N E MR A (F 1), (HERTER
(2 , N2 FNDCS BRI (R 06 3 0 - i ATG 2878
ATA, S EUN Ui 55 P51 5/ RAEE 22 5 DR
3y MPPGPCAWPPR, A&k MHPGSPSAWPPRAR)
(K1B).

EZ B AR5 A8 (1998—), 55 ) AN AR - WH T A . WFSET5 1) A Bl 3 TR r LRI I 9
*BEEE m 1977—), BV U 20, B A i, WE5E07 ) A B e 2 S AL .
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1.2 BEZEMERS D
FBREERFEHBERIW, 2B Y

2% B R ERIETEHESN. WA, SREEK

g O UE GBS TR SR L S R ik 18 Bl

a K

VA IR T SR 3k AR A ) TR A 1 B ) R T A2 AR y AT
1% F 1a(PGC—1a) , #E 17 I 98 FNDCS %3k , {2 #t &
RBENE S nW.

K

‘ ASN36 ASNS8I l
FNDC5 NH2 (_28aa ) COOH
) FNII JEEK B ANRLH
T S
Erki | oo
BRHE NH2 —— (D —— COOH
29 ENIIL 140
B Human 1 MHPGSPSAWPPRARAALRLWLGCVCFALVQADSPSAPVNVTVRHLKANSA 50
R Ay
Mouse 1 MPPG-PCAWPP--RAALRLWLGCVCFALVQADSPSAPVNVTVRHLKANSA 47

Human 51 VVSWDVLEDEVVIGFAISQQKKDVRMLRFIQEVNTTTRSCALWDLEEDTE 100

PV EELEE e e e e e e bbbl
Mouse 48 VVSWDVLEDEVVIGFAISQQKKDVRMLRFIQEVNTTTRSCALWDLEEDTE 97

Human 101 YIVHVQAISIQGQSPASEPVLFKTPREAEKMASKNKDEVTMKEMGRNQQL 150

PLCEEEETE e e e e bbbl
Mouse 98 YIVHVQAISIQGQSPASEPVLFKTPREAEKMASKNKDEVTMKEMGRNQQL 147

Human 151 RTGEVLIIVVVLFMWAGVIALFCRQYDIIKDNEPNNNKEKTKSASETSTP 200

[LECEELEE e e et el
Mouse 148 RTGEVLIIVVVLFMWAGVIALFCRQYDIIKDNEPNNNKEKTKSASETSTP 197

Human 201 EHQGGGLLRSKI 212

[TEELEETrl
Mouse 198 EHQGGGLLRSKI 209

A:FNDC5 % & L #3R4 ;B AL s R FNDCS BB 770 b aF (|, 248 R) 5 -, REM . FIRM=97.64%)

1 FNDCSHEREZLEMREERFNDCS REBFFIXTEE

BHRBSFERRSWNAROTA . Mz
ENEI S R R KT W T A AR K K
0 25 A 480z Bl W BB BT B IN25 38 T A 0 32 T H
IKOF B B 43U 3 Ay 5 R | B e 4
T s o b A R B R 2RI Sk v iR ) )1
(high—intensity interval training, HIOT) 0wl S e
FRARIK (W HIIT R 22 [ 1T 28 min i, R Z K
- R, IEAN, 40 He R4 4 B R Sh ARy —Fif
bt iz s =, 78T i F 4TS & R R AP,

rizgh A, Hoft T BT Bl AT e gk 5 R R 70
WFFE R LLAN I A B AT Kb BE R
7 AL BT ROt b T R = TR 1~2 mA,
[ R 0138 2~ 10 Hz, 1522 90 min) S HETHIEE 7
N BT A RO S SRR XSk AR
Ji& T Bz 3l 5 VR I MR 5 R Z KT TR

2 BEZESNCD

2.1 BhBEKBHERE{L
sk FERE AL (atherosclerosis, AS) & — & 1k
100

FAEPELIG , V5 B AR TE 1 | T R 3 I3 R AE
MR 58 IRFEME R T K N Bz 40 M5 i 45 F 9 L4
Ji Ty R A AR S B A B AR Ho i A N B
DIt e 3y . SREEE Z K E S
I R DT ASHE . Zhang %R I, S R R
% ERK {5518 % |18 miR-126-5p 321k , {2 #E A
PR P R 20 L B 5 A T, B AR A, D
S Pk BES A . Lo VIR IESE, § R Rl it
AMPK/PI3K/AKT/eNOS {5 5 i [ fi #F NO A= A%, ik
2 N FZ DI RE I8 T ARE RN, B AR N R 64
JHEEE . BLAk, 3R R e s A K,
VAR AR FR IR B SR P R PRI RE T, DT
H/NEASM(E 2) .
2.2 mhE

N Bz Dy fi B A LA NO A= 0 1 B B A R R AR
T 25 I S HE AR H 2 e R R SR . NO Y
Az RIS T N B B — S AL A i (eNOS) o BiF5E
F W], R K@it AMPK-AKT-eNOS {5 51 % & it
TF1] 5 e R A P 2 0 NO A B, ik B % 1 e i
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KU F IS Ik N B2 D RE , R FERE AR

SE AN 28 2% i e MR Y AR B R &R, T I
G 2 55 A% 1) S A N BT B SR AZ BT B o Huo 5517k
B, 5 A3 2 TG Nof2 {5 5 e, 410 i == 55 A%
e & Qﬂiﬂﬂl?%ﬁj i‘?ﬁhaﬁﬂﬁ B, B AR A I

RN B IE  22 36 TP, DA T 003 1 I o Ut

b ERER TTJ_J:J_‘ NF—kB i #8052 B JIE 8 S0 114
AT, i — A 2R g e i (B 2) o
2.3 HEERRTE

PR 9% (diabetes mellitus, DM) 521 42 EK 24 5. 3
ACHAFE N FErp L2 BB PR (T2DM) f5e 4 5 WL
JiE 1% Z HEPT (insulin resistance, IR) 42 T2DM 3 & 1
SEHEFER R . B &K A i i AMPK Fl PI3K/
AKT@E%TW%J%#?E IR IR BOp it oE >

kKA

LA P EE At
X00000C

-
AMPK/PI3K/AKT

NO
EE?
(Irlsm) \ ’
\/ —| NF-kB |—
DU LR ,

7, 58 20 1F AMPK 3 i 238 T2DM R BB % L
SORLRFRAS , IR R MR AR DU RAE L B R IR
AL, 5 B 2k A 3@ 1k PRMT3 I PISK/Akt 38 f& s 21>
PERR AR S W S A ORI A AR AR IR B R L
JERAER

I J B 200 i T B i o 76 1 78R 2 U DM ) & I
FL 2 B AR ™. Li &R Yang 4577 & 8,
® K 3 oF Nef2-Trx/TXNIP 1 SOCS3/STAT3 {5 5
BH0H NLRP3 2R3k, 9/ B 4H i A5 T, 2035 T2DM,
Lai 55 & B, B B8 UL 16 10 25 8 25 38 1o 41 i) PI3KY
AKT/mTOR 3 [ 5 5 WO |, 0 52 240 M ) e, %
PRI B i A R E R . SR, SRR AR
IR FHATS AR 40 330, H SR Y ¢ R 7 ik — 20 W]
i (E2) .

R 1L

M ET K
IfLE(BP) §

-_. AMPRARTINOS) — %%

I7EN SIS

fm&xﬂ:f

ZEIEBIZETE BI(SNA)

I e S5

LA BRI il
— — ~ ek A 2
(AMPK/PI3K/AKT/PRMTS3 (Ne2-TooTXNIP | ([SOCS3/STATS |
R A | Do
0 YV
2= 03 l
2 IS LRiAFas

JBeky ST
AR

HHENLAAE

RN A 1
R

2 BREIRESMEVERRE.SKBEELPHRIPERIS FHULE

2.4 FEBEISERE R AT R

AT K5 4 B8 7 14 9% (non—alcoholic fatty liver
disease, NAFLD ) J2 fiw 5 U B 02 P4 9 , o] 1 e Sk i
WAL AR SRR nE A T M2 B E RN
el , S0t F1 8 7 A SUR R P 5 Rk, G 4
B PERIE . Zha FE°V R, 12 315 T 0 IR
SR ] e 4rPERL I MD2 5 TLR4 2545, 38 MD2~

TLR4 &5 WIE B, 0 985 S, 803 NAFLD, I
Hb R RIS IR IR SRR AR AR5
FENFEFAEAL 5 10T, 25 R Z 58 R 4 i) PKR FE 9 it
DOR 85 il 3 A % ik D9 B DO 8, DR YT AT A AL R
[ R, {2 #F Rab27b (932 AR AR , 06 £F 2 AL AH O
i A HE R, R Rl L ] AKT
BEREAR TIMP-1 %35, R FEDUAF AL E R, R4
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A 45 3 R 5 R R AR DU AT 4 Ak i R oA B AR
AR R R AL NAFLD K 2F 2 Ak b iy BAR TR 4L
T A R AIRTE . (E]3)
2.5 BHEER
P4 ' 95 (chronic kidney disease , CKD) & i %
ST R, R R A S T A [, R AR OC
CKD % 32 K VE , H AL & VEGF-NO Hli i #5
% . Han 55°OBF58 % 8L, & 2 K L UCP-1/SIRT1/
HO-1 3215, fie it B Al IR 48 A2 , K 2 W /1N Bk VEGF -
NO HiZIfE , B3 B IESS 1 5 Dhhe . sk, SRR AT
REEAIC CKD /)N BRUBSERY If v JULIF PR 3R S iR £ /K1
R B DI Re ORI E I
e VB 21 2 Ak Jr T, 55 R R G o 1 ) TGF-B1
T P 9D i R 1 e i o 4 R AR 2 AR
FH Wi TGF-B1 5 T 19 b 7 — 8] it %% 1k (epithelial-
mesenchymal transition, EMT) \ 4H fd 43 BT ER A &
i SN, O ) I R ALY . BRI, 2 AR
55 B 5T 4 T 2 i 2 R R IR, R R MIRYT RN
2R 55 , 7R FLYT RSO0 R Bl 2T A AR R g

T

M2 Macrophage
= » Polarization

MD2-TLR4 C 1
—— v (Mzifwé))mp -
— Py — e —— N, (m
ﬁ ~ Rab27b e,
PERK AKT Ubiquitination &

(ER Stress)

G5 AR A R B, SR R AT IR STAT3 8
P& A0 MAPK S AKT 3 #% , 2l 1 & P & il ok
SUE T RE JF 0 W B EMT, 8 i #0 Smad4/B8
—catenin i [ W % EMT K 25 4k fL'', &5 B £ 1E
CKD e Bt R it , HOAIL) 5 1 RS A v M
RRABFFE(E3) .
2.6 BXRTK
‘B 7 48 (osteoarthritis, OA ) 2 DL 26 35 8 & ik
TP 2R 5 G5 A8 T MR, SR AT AR 2 Al
'E,f 2 M 98 T AR g E R MAPK K % P
ERK.JNK % p38MAPK 1% 5 0A k. & REZHE
b ERK {5 5 3 B b8 5% s 7 00 5 s 1 4
(At4)ZIK B A JE T, W 3 B A, A iF
FCE ARG AE SRS OA HE R A, B R Kl
1A p38MAPK Az INK B 2 16 & #E P 2 A L IR
PR AN AL, B R R AT E S A NF-«B i
%, 98 MMP-13 . ADAMTS-5, NLRP3&caspase—1
PR IR A AR T, 2 OA R
Hﬂ,E%?TOA{HFEP/EJ@{%T‘W{E(@TS)O

Wi P (NAFLD) & AT£7 44k

—> | RAEL, APEMIAEYE]

Degradation

Perirenal
Adipose Tissue —
g

Renal
Interstitium

' I it

Irisin

(FRR)

Ve

M

UCP-1/SIRT1/HO-1

Smad4/B-catenin

50 (CKD)& T 4 Ak

@ »—»-@—»

VEGF-NO Axis

e

Periostin/ EMT
MMP-2  (Epithelial-Mesenchymal
Transition)

G

(TGF-p1)

-MAPK/AKT —>

N

Camlage &
Chondrocytes
e

e &
Osteoblasts/Osteocytes > ERK > —> [)ﬁc”éfﬂ}}ﬂi‘ﬁﬁT Eéfﬂ)}ﬂﬂtl]

BT R (OA) &K il b

(p38MAPK)

(Beser i)
-JNK
* AT
IKH'
(NFxB) — \a@ ~ | Gniem

MMP-13/ADAMTS-5/
NLRP3/caspase-1

B3 BRIREME.BEREXTERFHRIPERARES FULH

3 BEENSFIN

3
iz SN 2 e B R Y BRI
102

3.1
ES

AR 2 B 5 5 R 400 2 0L
KA

KT R NEIE ), ZICE T BRI
HES S SR A ] RS2 1



B R R AR AR YA PO P AR HIPLE] 5 1R 7 )

SRIE) M S E SR S R R R R R
P RE 138 Bl (AR TR) FL B e RFE SR R
BB AR I (1) 25 FAFAE S I, (0 4 38 3 1A [R]
PEIZ S BEAE (1 28 5 B8 K P & Ak —ad e 3
Fhm ot e FALENZ 0, SR R A A A E
1 FNDC-5, {5 9 2 9 2% 35 76 Il 25 W 0] JF A °F
1502 BRI R T — AN B B AL A 67 - 1 ER
B R AR 2 S [ BT s T, 9 A6 A2 g s L
(2 h ) 3k B WA J T [ 22 3L 28 5 1 FNDC-5 S H:
EUEEAE A PGC-1a iy LM, EE R4 TiEdha
BN R BT R (] 22 55 LA R 2 7K
Bz WEM RN, s ag S E R
B FEEEH T LA A FNDC-5 s 24, o
S22 B T BOULR 0 T ELEE RS FNDC-5,
AR T FNDC—5 3[R i) Bk 1755-56)

55 SV L, K 8 M B X R R 15
WS R B 2 HLAE P G o RN 25 A8 45
F M2 A2 Bl i A LR 85 B 2K TG e
TR =SB Uk 51/ N N (N O i 5SS | EZ R
ATV AL S A2 s N 28, B RTAEAE PR ST
) B — 5 T, A WF 9 R B, 5 N8 sh A T4 AH
Ll , #EAT R IAT BE I 25 A A AR R 3 o A AR 7 R 2
Y BlE SRR W . X ] g 18 s 3)
W A5 1l E R T B L ENDC-5 B R Al 2R3k
R LGB SR T Z AR R Y (X ez )z
B mRNA SEHG S HE . eah, 5 RN ki
TN I 57 3 1 227 e A PR, QB S A A I ok
(A A S 2 3 ) ™, DL L R A4k
FRPIRZS RIS R . 28 BT, AR
Sk iz 3h 5 il 2 ML AR X O, (R 30152 Bh
FNDC-5 %3k} 55 8 2KV 1 VI VR F s 247 AR B
W, T EE 2T
3.2 SMEELRTA

HMEE S R R AR LR K T K
ARRE R Wi e, A5 Bh AR Y TR B i
(LR oK Z8 AR ) FE AR B B ] 5 398 5 B g et 4R
i, el R F AT T I 22 R . 10, @R i
W AR R RN T ARG GE PR SCHEEH |, (R
BT B8 107 v e i 105 4 A 2 sl i | B T 9%
T AR S R A AT 1 R AR P A i
AR FE 2SR, SR A Hk,
R R T AR R BRI AN RN, AN AE AR
AT RO LR AT P S A S R T, IR T g

P T AL OUHE S ) PR R
3.3 BEZHKEN
BARCAREXTERERWIII, (HEAELR
R 5% v 38 ] ELISA Bedb A7 % |, 13X — 5L 00
KRG HA B H)RBRYE . Perakakis 25 A ) BF 5%
R, B AR [ — b 5 916 2R 5 R 2R K
FEIMLVE S AR K 2ZER . SRR
(A A2 0 D R 4 i s o 350 & BT R B AR e S
AN 0 5 SR ] SR R A B, XL
EPUAR S 5 h AR I AR BAn R AL
A AR BRPEAR 5, T 1 J5T B 38 3 A oI 52, 3X 24T
PAH TE M FEAS TR A B W oy F i i SRR R
FAt s BeAh, SR Z E R AR ES Y
JoANGE— J7 i, AT il R R 2 AN Rk v ) )
X []— (3 AR (1 00 e 5 SR 25 5 K, Bl =2 ) e =
AT LR o &R Gl T A 0 2 AR AR bR v
i, HOE M A S NIEE S R E T REA 2, s —
ARV HETR AL . AR, BTk e i i LR
BB RS 5 0B e [FALZ brid & BUIK
BEPIARME 5 A0 L], S B e X ag i, O HL ] B S
FIWE, TATEER,

4 BESRZ

&5 R i LRI 5 20 0 i — b B 26
W R WL -, B HT R 25 1 FNDCS 24 11
F. TENTZIRALAINCD i3 H 25 ME i 5T,
15 R R LA s RAE AR I L 1 R Z0 i O
TO7 R VR, BB B B e 25 FH AN (E
TEPIR BT | 15 B 3 2R M o )iz
PRYE T 6O 7 T, B @ a2 2E NO A g Rn
il AR A B8 TR O v 0 S Bl Bk sk R A A s FE
R R G051, A B AMPK %538 s
RHCHT SRR B 4, A b e A WORS MR
5 0 9 0 5 241 A AL 1A , 25 8 28 00 Al a1 F
' I B 7 e A A0 0 P W A R I O AR
RECE A AT, SR, B R R = R
AL BT AR @ SNEME S 2SS
JAUBS: 5 B A I T ik AR ] e . e B B R 2 S
Bl TG IR , AR R L N AR 2. D A
W EE ARAGAL - 58T ELISA J5 3% i 7™ 5 Bl e , 5% 51
AT 0] RS, S AR AR rh 55 R R 1 46 X
I, )R A DU O TR B S0 R R ) 4R
245 ZGEATAL S XU s )« 0t 25 2R 2 e 1 2 A
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[ 1 2 A4 TR, R SR L Hh O A 2B ) TR A Wi 14 24
KA ILE RS RN FEI IR AT EE 1L b, a2t
ST 700 M PR R HE A A O I R SRR
AN LEE N 730 R 58 P R T AR BRAURS:

Zi b, R SR E AL NCD IR T AT St
W] | AFL R o R A SR FH SRS B 1) o 3% 440 0] 7 it B AR
B ELISA, JRR AR R HR AR A S HIL ) 55 3 1) 3 1%
R, LAS A > i A0 5% AL

B3k
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