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Ameliorating Effects and Mechanisms of Exerkines
on Mitochondrial Dysfunction of Neurons
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LAY 22 A B T i s 2 A B T AR AR A R Trisin A= Neurturin 538 3 B F 72 8 4249
ZALAMRRFEH EARR R B SR TRET PR, BTEHRTRE
AP 2R AR AT 0 AR AT 5 B R AR A AUA] o SRk RN, 35 3 T RV BCR B AL G
FF R o K 253632 3 B F, 8 i 5 AT R Bt 2 T8t % FIMA- PR E
AR EAY B RN R AT X AP ARARAR R T Ae 8 12 3 B T M &7 Z AR | B A
R, B TIEH AT AT BT TS 4 THRE B AF i ALH] T A A R RAT I
RO

KB B E T AR BARI RS IF ;T ARAY 22 R Gk A

Abstract: Mitochondrial dysfunction in neurons is an important factor leading to neuronal dam-
age and inducing central nervous system (CNS) diseases. The mechanism by which exerkines
ameliorate mitochondrial dysfunction in neurons remains to be elucidated. This study systemati-
cally reviewed the roles of neural nutrition factors, nerve cell factors, adipocyte factors, energy
metabolism products, and other factors such as Irisin and Neurturin, in mitochondrial quality con-
trol and energy metabolism of neurons, oxidative stress, and apoptosis signals, revealing the sig-
naling pathways and mechanisms by which exercise factors improve mitochondrial dysfunction
in neurons. It has been found that exercise can stimulate the secretion of skeletal muscle, fat, liver
and brain exerkines to regulate systemic metabolism through dialogue, as well as improve mito-
chondrial dysfunction in neurons through multiple peripheral central interaction pathways. This
positive effect is probable that the result of the interaction and crosstalk of the “exerkines net-
work”, and revealing the precise mechanisms of specific exercise programs and body adapta-
tions mediated by exerkines may be a direction for future research.
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hES#S:G804.7  SCHMRIDAD: A

B 2123 58 IR R EA R ATE T 2UE 5] K KR4 R 4t (central nervous system
CNS) Uy fie i 1) BB DR 3%, ]38 Jl 2% 23 1042 O T a1 46 55 T D B S2 400, 7™ E I
BTG R A IR A 22 3B AT VB0  AIARJE A7 25 o 55 i 5 (Furlan et al.,2023) . #F5T
W, BRI D e 32 AR I B 2% 24, T 2 b 4 Ty e R i 2 5 S50 T e 52 4 10 25 22 X
o T AR L8 RS A8 DR AT R M 2K /8 DNA (mitochondrial DNA , mtDNA)
B 52 o) B 3 AN R B, 3 i R R T 2 I AT AR BRI RE , T 3 B KL 1 T E B A
(Klemmensen et al., 2024 ; Lin et al., 2006; Zong et al., 2024 ) , 3= B 3 Bl Ay 28 i 4K it & %
1) 52 45 CRI 2R R AR AR ) AR Rl 23 008 A R0 13 W0 2 AR D) 2R R IR e = AR SR
P 1 A 380 A R R AR A B R AL Th e i 0 5 5 B B = 5% (adenosine triphosphate , ATP)
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Tk A B A 5 SR AR AL R, i B T P 4 (reactive
oxygen species, ROS) /= A4 Rl i S M R G e 71 T B 18 R
A3 5 SR AR T2 A5 5 0 S 2R A4 B LA T B 51 i
375 % M AL F T, WS TR PR TR TR AT s ZRRIAR T Ca®
TRV RE I BRAK . IR SRR T B B RS 2 51 R 4 T
TRE N B 1) L N, DT AR 2E HP X 2 R G000 (1 K AR
% J& (Burtscher et al.,2021) .

BENE Ny — MR+ BT B A A T B AR A
A LI T e B2, H L b L] R 58 4 W] . Safdar 45
(2016) $2 H1 12 3 [H 7 Cexerkines) M & , 3 3= B IR R i2 50
CEIR R X2 B ) TR BRI R b (A YRS Y R . X teis
B 4% R UE AT 23 D9 i B8 ULERL 7 IR R 5, 4%
SR AT 4 K/ B 5 AR ET ) miRNA &5, 4% 8 D e ] 43
NEFRET EKET REERT%, HFARIAN, Z3HE
T RIBE T R G R AT RO AR (T E R
2022) . iz 3l A DU 28 o0 2R R0 AR AR TR 2R KL AR B
T35 U SRR W B B 5 AR AR B AR AR
AL RO A TR A%, 4R 2 R AR T e, FLIX ol 2R KA T
AE X M 58 3 BT 10 3R 3K % U0 AH 5C (Dabin et al.,
2022) . BN RENE 175 5 43 Wk iE B R T R AR A A
SN IR B LES T W R EEs T, 1E
WA AR S W F R, Vr 2 18 3 R 78 AR g O i i B B
(blood-brain barrier, BBB) Fi # BY ] $2 Hb % 4 28 ke A= il 5¢
fink ] 8 7 AR R AR AR R AT AR E S B 5 i f R 1 A S -
R 22 BRI 45,2023 0 SR, 18 2 I8 B 1, MR L
123 AT W] DA R4 7T 2R R T e B RS B R IE AR
1E R AL A A BT o T b, ARBEFE 20 2848 75
28 70 2R WL R Ty R AH OC 1K 18 3 R T, I 2R 45 o A
25 TCENLAR ) RE B A5 1 AH DG A5 5 08 I A B [ i A2 o

1 EHHEWE TR R

P 22 70 2 R A Ty e X TG B ) 4E SR VE FH A T Iz 6
Fo MDA R, BERLAAVE S 7 VL AR HX A0 2R G 50 3 )
ALY T TR0 4% 52 OG0T o IE W 2R ORL AR v S B /N B
0 AL R0 Ao 2 e 7 A A ) SRR A R A 1 T GRAFE I 45
20215 Russell et al.,2020) , {H £ R i 52 75 fiE 9% i 1 BBB
A [7) 4 i 288 TR AR AR (18 RH 25 1 < SR I 1) 5 ) R o R
SEEAEAE R 2 50, H T BB IE R N . 18302
I A KL A Ty BE R A REE T 18 2 AT i o 3 Ok 4 RE
QA S BB, 38 i I AT S M RO SN T R 1T AE B
AR RGN R IERRAE R . DFTCR T, 2ok
A4 Thy B FRE RS 51 A 0 P 22 453473 7 22 b T 4520 95 0 B0 465 BT
IR 25 ¥ BR %5 (Alzheimer s disease , AD) « AR 4 i 95 LA %
FIARAE (1 5L 2 48 K A=, T 32 Bl R A R0S0GE 4 e ke
Ry Re , RAEMZ ARG E R, 4k 08 5 201250 /1 T
fig (Ferreira et al.,2020) .
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o 22 0 A A7 R0 T e 10 1E 5 I8 AT e FE AR T o Ak 4
S IR e B M. AR AR S A A, M Z s R
TR P B R T SR, 3 T I R A S A Tl R 1A
B 1) 75 7= 25 ATP, DARRSE 58 il — 285 5 1) A2 BRI e, G
Y R B PR AT R O 6 B R R AT B R s . AR
A7 A 2 R R AT i S5 5 2 AR Y S SRR AIE A 2 4 48 O
AR TE K 5 45 KR T e 7 10 R A, 3 b 28 7 AL 1t
& AV e J1 kS5 , ATP A2 i /b, ROS 36 0, 26 FiAk 1245 5
WOE S Je 2 5] ORI ) BE 2 11 (2589 45, 2018 ; Fernandes
et al., 20200 . W 78 & I, 280 1A T B 5 15 ] B 82 51 & A
Zn TR S E G A SRR R R R, R
B ARG /N BRI S i CREBIL B 25,2022) , 173 Bhid i b i 28 ki
(N P S Bt AR DR UN T IR O R R BN
fiukt AT ¥B L HR v 2 S RIEAZ T B, T N 4 % P AR 4 R
SR AL IRIK 55,2018)

2 HE-PREEREHHERETENAETNEESHE
e ES

AE AR S (0 A R T T TR B D AT UL A
rURAE P 4l S o TR I IR 4 A R R 3 ORI JBR v I 2R R
W e 75 BB UL 7 28 2L T 2 TR PR BE , DA 4E R AR
HORAS N WL R = 0 A7 B RLAT R Pl 4 B AU R
L 5 41 22 70 AR AR Ty e B A B4 A OC , AR R AL RT 4 R
BV B KL A I TR BE D e Z AL, U SRR T AR T &
ROS, FEAIK ATP A5 i, 7 Al B0 44 o & 428 1) ~F 47, HE T =
g T S A B K S T T 2 41 2R 451 4% (Cheng et al.
2022) o JBE AR B 4D #L 3E A% B AX R B A S AT AR R K
TR, A R M 2 T 2R T AL 3 B 2R N 1) g B
B, BR AR ATP & i, AT 453 95 2K M A 260 2 i (Wi et all.
2018) o Ry ML JAE 735 FT 75 A o 48 T JiR B 29I B0 b 1A
Ty fie B i , 177 8 7] 2 Rr A4 AMP 4K B 11 2 (1 38 (AMP-ac-
tivated protein kinase , AMPK) 15 5 7T 7 ¥& =1 L T S5 11 Ao
ZontnE o BOEOK RAR AR A RE B8 BRI HE 5 A AL IR IR T
1, IF 4L 7 mtDNA &, 48 = Rk T BE L LBy AD #E 9%
B % (Karimi et al., 2021) o A ML, 4 B AR UK ZS 2 82
P TR RAR T e E B % .

Ba) T RGBS NE R . B3 A
A DA TR 5 8 2R SRR, A B 5 AR L O 1fn iR
IR, B v A B G M 0, 38 AT R LR A B B R A
JSORURE FEOR B As B A GBI 55,2023 5 T R 55520200 .
X iz g K 7 R E R T N RSB AE S B A
(B HEAT X 0E , KIE R G R E i R, — 2B
F o i 5 P # 4 E 9% R (brain-derived neurotrophic
factor, BDNF) DA H 73 il 5 55 73 ¥k i) F i 7 33 5 2 b 44
e, (R 3E 00 22 A 55 I 1 B , 2438 I 42 %% % (Parkinson s
disease , PD) 1 % 3L 1 5§ (Huntington” s disease, HD) & #if



I, 558 - SB 2 R T 490 22 ST A R R ) B B P 58 £ FH B AT L)

ZRIRAT MR (T, 20200 o [N SR V8 T 48 A LA 7
B 2 2 (Irisin) « i§ K] 7 % IH ¥k ik CAPJ endogenousligand ,
Apelin) FJH P 5 55 21 4 41 i A= K 5l 5~ 21 (fibroblast growth
factor 21, FGF21) & R B N MLV A 6, I DL P 23 W (1) A

P77 3l 1 A - R 5 B AR 1) K #0845 5, R A
20 0 SRR 5T B ) R 2l B8 R Y ORE , E T E 53 A
e R R IERRIRAE R (I D .

4 T )
pelin
FGF21 CTRP K 3% ) |
AT BHB FE BT Leptin 'ﬁ?%ri A AR T %*]i 1
A R
APN y
R i R IR
B A ]n
VR E A R
/7 ) P D RR RS |
- \\ /N F-" BRIt
N w N 1 g TR - T |
N BEE]%| &*i’ﬁilf]ﬁ%,,zﬁﬁ?— : BTiE5E :
i BDNF , — 45 8B T ARE L
NGF / . [ i
NT-3 [/ Lo
“ﬂ%? GDNF /.-
whE e p-mem s e | N N
Wt faipk @ Irisin ey )
O =t
IL-6 R
BT IGF-1 : AD J PD HD J
\_ ek )
BE1 EFEFHESE TR AL RERS B F B8 12 (Burtscher et al., 2021 ; Furlan et al.,2023)
Figure 1. Pathway of Action of Exerkines in Improving Neuronal Mitochondrial Dysfunction(Burtscher et al.,2021; Furlan et al.,2023)

3 EBEIREFEHSHETEMAEIIERER R ERYLE
12 ) AN A RE RSO BB UL D T A s A

B N7 AR 4= B i DU B =< x5 R Rl 1 s = 1 B E K
AR 4 4 LA F (Chow et al., 2022; Walzik et al., 2024) .
WFICR I, 2 T is 3l K] 1 AT o0 i 40 70 GOk Ak T e R A
T Fo T e KRR W] 3 AR 4208 FR D L AR AR A 4 i TR 1
(neuropoietic cytokine) « g i 41 A K+ « & = AX i3 7= 4 LA
Lo F Az B A7 SO 25,2018 5 77 F B, 2022)
31 AVZERAT

MEERFRTERBEKEH O S E5WMAE RAWE,
PRI TOARE VR G B R . HT,
K 1 43 4 1] BDNF .\ #if 48 42 4 [K ¥ (nerve growth factor,
NGF) . #f & 5 97 2 -3 (neurotrophin-3 , NT-3) Fl Jiit Jii 41 ffd Y5t
PEA 7% Al ¥ (glial cell line-derived neurotrophic factor,
GDNP) ¥ 7r th T e sl e Bt , I 2 5 e & e &R ik T
A M IE 7] 4% .
3.1.1 BDNF

BDNF 2 (i #4270 i AR AN i A Bt s 2R L R 7
18 o % 2 R B I 52 1k B (tyrosine kinasereceptor B, TrkB) ¥
515 5155 . BDNF Al 4] & ¥ 5 B (protein kinase B,
AKO/FE iR A R B BB 3B (glycogen synthase kinase 38,
GSK-3B)/ 2R R 43 L i A% , 318 i 28 B 4 ot =2 428 o) w2k
TrkB £ R AR T2 A7 I 330 25 H IR A (protein kinase A, PKA)
A5 1 3 71 M 5¢ 2 A 1 (dynamin-related protein 1, DRP1)
TR A, , {12 J3F 28 BL 44k fil 5 F ATP 2B 5%, AT B 1k 5% Al 453 473

.
%Zig

=
®ZE

(Swain et al.,2023) ; i 3 i JIg 15 UL 55 38 ¥ (phosphoinosit-
ide 3-kinase, PI3K)/Akt 5 5, i PTEN i 3 i 1 (PTEN
induced kinase 1, PINK1)/E3 {Z % % $: [ (E3 ubiquitin-pro-
tein ligase , Parkin) Fl BCL2 #H H.{f ] & A 3 (BCL2 interact-
ing protein 3, BNIP3) & 12 {2 i £ Hi 44 H 15, BDNF A $2
BRARIFI T fE , 2% 040 1 i 45145 (traumatic brain injury,
TBD J& ik &1 65 (Thapak et al.,2023) . %3 4h, BDNF BEf%
o 3 ph 22 T 2R R AR BE AR Y, B 42 R E L B U
(mitogen-activated protein kinase , MEK)/B f [ 4 /it 8 —2
(B-cell lymphoma-2, Bcl-2)i&42 /15 (Markham et al.,2012) .

i ) F] ¥ i BDNF/TekB 3 #% , F I bt K & (8§ 3
(Caspase-3) #l Bax (Bcl-2-associated X protein) 3% i& , {1 i
B SR /N RO E AP e T, 3 B AKUGSK3B {5 5 B
8 U5 3 R AR ATP & B, 22 Ml AP 75 3 14 278 2 (Cheng
etal.,2022) . i£3) %5 ¥ BDNF Rk 8ol il 2 F LA
5| T 1 1 2 R AR S AL S . SR T, BDNF RIATEIE 8)) )5
5 BH S S P S RS ROGE T 02 Bl 10 e . A7 AE B R )
Eo. XMPEE RS AL E R MR 2 SR
I, WAt AR 8 AR S T ANl A 1 Bed S AL A I 1AM A s
%) J& i 5% BDNF 14 5 55 04 &2 3% , T val66Met % 25 1 vl 41
iz Z) %} BDNF [ 4 4% 2% 5 (Bugge et al., 2023) . &2,
BDNF 7E 12 3 {12 i3F # 48 70 2% R 4 T e 5 T 1 4 A ik
SE, BT 5 TrkB Z ARG 6 5 s T SR RUR AR
3.1.2 NGF

NGF & — KR EERKZ I, il A Kb v] 2.
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P EE 0 B KR A7 NGF 244 TrkA , P 3 45 & (R 97 2R i 4
G52 Ca™* 15 T 1A LI 1 54 4 LTI (Carito et al.» 2012)
NGF ] | i Bel-2 fil N i 411 i £ & (cytochrome C, Cyt-c)
5 Caspase-3 R I& , #1 il TBI J& £& b A4 T2 903G - HD /)
B G, NGF 383 b 1 i 44 ) Bl Ak 38 B 4 W00 S AR y
0% A 7 ~1a (peroxisome proliferator-activated receptor y
coactivator-1a., PGC-1a) ik , {1 2F 28 R 4 A= 9 J A A 3%
R Mot IS 1 S s 2 6 44 R 1 A T B 5 (Chen et al.,
2012) . B4k, BT NGF/Akt/Bad i 7% 7] i /b 28 K A& Cyt-c
T J5E R TC, A i) B SR /N BRI TS (W et al.,
2020a) . [FIFY, NGF i fE g A & i K 1 S 2k 14
fe s AU S AL #5445 (Sinclair et al. ,2021) .

12 By 56 /2 52 W NGF [ 5 22 A 2 (Roh et al., 2017)
YR 38 B T BEACAAR /N K A2 R I, BRI T NGF ik
£, T AT Re L BN b g iz b s Rt iR A H R ki
I, 1 2 T 47 % (Hong et al., 2015) . % 4b, 18 81 5 1
NGF 3 7] DA 5 H 66 B #h 48 70 Mg 5 P22 T80 ), 1
T3 18 35 /)N BRI\ %41 Zh g (Hall et al., 2018) . H &, A& rh
NGF ik 5183 2 [8] (1 96 R 16 7 it — L B, Kok v]
e NGF K H 2R 1, SR A A 318 3 (R 3F 0 & o Bkt
AT RE IR B AR -

3.1.3 NT-3 #1 GDNF

NT-3 2 M4 T A H A7 DA T 284 1) O e i 4%
IFF o NT-3 0 Bij 1k iy M 75 18w 8 70 6 R A4 5 H A8
B AR A LB, % RN 5 AR AR 5 S A OC . NT-3 Ab 3
RE 2% fiff 42 R A IS FEL A7 25 A Ak R Ca? ™ S AT, 40 ) 4 2 R 5
T4 2 0 2 A P 75 74 (Safina et al., 2015) , I i 1 40 /2
A 5 P 15 B Cextracellular signal-regulated kinase , ERK)
1 PI3K/Akt {5 5 , #l] Caspase-3 ik 2 = 4 & o fii i 12
VAR

GDNF Z JB 5T 4H M A7 A= HH i #2238 92 R T, X #8270
B R AEMEH. GDNF 1] 36028 ki i £ & I 0
BRLARTEZS i 5 DA 12D T I 50 40 A7 3 5 250 i s 1
(intracerebral hemorrhage , ICH) J& [1J 5 fiih 1] %8 1 (Jiang et
al.,2023) . GDNF 5 Ji Ji 5 K] 1% 2 2 ¥ 6 32 1 (proto-on-
cogene tyrosine-protein kinase receptor, Ret) &% & 1] 4 5if 2%
LAR IR T R, AR 3 2 I 1 B # 42 7047 7% (Conway et al.,
2020)

23 B R R NT-3 e Ho 32 7k TekC Rik L 4 @i 5
FRETCIG 77, ke TBIAI G L -3 Jo I D Redmdss . B &
12 3 e $ K B 5 NT-3 %, Jd /> ROS Al S AL 47
A B BE M K A RN FR S (Vanzella et al., 2017) . i
5 i 2 R AE AF B GDNF /K F 3 i, H GDNF # ik 7K
F 53z 358 FE 4 5% (Gyorkos et al., 2014) . 4: F, B4R
FEHLH 35 4 , {5 NT-3. GDNF 5 # 4 J0 2 Ridh I ik 2
] £7 75 % 1] % & , LA NT-3 1 GDNF AR R 48 72 3%

4

I 5 48 B Y5 Ak 227 7% TR 7 WA D 38 B 0E P 2 T R
A )y RE 1R BT HE A
32 AAZmfnE-F

G g TR R R IR A E TR AE I 40 i
L7, Al E A AT X — R R AR, (AR [ ST
APHEKEOA. REFRTFANAIES S ML G . 5
1k 1 BB B 2 K A2 K BT ~1 (insulin-like growth factor 1,
IGF-1) Al FGF21 , 3 A 45 AT LA AT S 2 225 (/N 70 1 2R
1 40 ffd /- % -6 Cinterleukin-6 , IL-6) , & AT R A% i 1 1 4 £k
KA REZ 5 Pk 2 ORI 1E
3.2.1 IGF-1

IGF-1 72 8 Lo WA FK) — b 22 i, 55 3L 32 44 TGF-IR 45
&2 5 & JT R R D) Re TR, AT I B IR T 808 o
{454 B 1 (cAMP-response element binding protein, CREB)/
PGC-10 38 % 25 35 ¥ 5 26 WL 7k A2 4 R A A e & A, 22 i
/N BR AR 26 B (Yang et al., 2021) ; 78 AT 0% PI3K/Akt {5 5
FN 4014 DRP1 B FR 1L , 9858 HD SUIR A 28 60 4k st 5 - 24
ROS 7 4=, I B Wy £ b 44 ) 12 38 4% 5 38 w3 30 PI3K/
316 TR UL IBE 44 #8517 25 1 38 ¥ 1 (3-phosphoinositide-depen-
dent protein kinase 1, PDK1)/Akt {5 5 F1#% $it GSK-3p/#%
¥ kB (nuclear factor kappa-B, NF-xB)/NOD ¥ 57 & # & H
45} 380 AH ¢ 25 E 3 (NOD-like receptor domain-containing
protein 3, NLRP3) I8 2 , 25035 2% b 4 e & 4Cf , 1 #1) PD Al
g 2 W 51 R £ e 17 (Kim et al., 2018; Wang et al.,
2021) . IGF-IR k2 T <3 il /s BURH 22 70 26 R AR B v A,
5 fig 5 AU I E A R, 3 BT i 2 AT DA N
# (Cardoso et al., 2021) . b4k, IGF-13& 7T i 45 2 % I i
41 i BNIP3/NIX (BH3-only protein) f1 PINK 1 3 & fi¢ 3 £k
RLAK R, 4E=F ATP & B EAL IS JRAS S, 39 98 AP 73 I
RE 1, DRI S A SR K A 1 D BE (Dabin et al., 2022)

12 3y R R WCE #% UL W6 IGF-1 9% $2 7+ 8 5 IGF-1 7K
S, i BT IGF-1 15 5 W) 2% #0323 15 3 (1 B s & o0
4= (Kim et al., 2019) « A7 %38 3R] _E 3 /) 59647 24 A
1 5 IGF-1 7K, $ i) Bk 4 S A RSO R E P 2 R E
[F] IF v AMPK A0 BRAS 2 75 IRl T 1 Gsilent information
regulator of transcription 1, SIRT1) i 42 4 5 2%} {4 4= W K&
AR W I RE ek /D i 5 Tau B A 8% R 16 (Bayod et al.,
20110, & W HLAH 1 02 B T J i fie B % L IGF-1 Kk,
TS0 T A e L A T e B i 0 1T R AT A S AR AP H
3.2.2 FGF21

FGF21 5 % 1 1 E & A 23, H N Tl B 301 2 R %
AEHH 22 70 SIRT/PGC-1a {5 5 » #& T+ 2R AR P I 2 H 3R A
Je i S AL Tl 35 T (Makela et al., 2014) . K U 5 FGF21
Ji5 38 3 2 R PGC-1 a0 05 12 k204 A ) K2R TR/ 26 kL
4 ROS A5 B, 410 i) S A0 453 47 5 189 5 g 5 2R i ] 98 £ (Sa-
Nguanmoo et al., 2018) . FGF21 1] J#{ & AMPK/PGC-1a i&



I S 25 < IS B IR 5060 1 28 TC AL Ty B B A (1 2536 412 FH S L)

TR AR T LR AR R W AR O fiA R A T R A L e 2 ¢
I, 203% PD i IR (Fang et al., 2020) ; A il i+ AMPK/ X 3k
HE ¥ 3 K 7~ O T 2! 3a(forkhead box protein O3a,FoX03a)/
SIRT6 3 1% 411 #il] 424 A 264k B2 ¥, TRk &2 ATP & B, 203
ICH Ji5 #f 2 Th § (Wang et al.,2023b) ; i& 7] il i AMPK i%
16 1 58 2 R AR ATP 77 A, 4E 7 B2 2 448 0 1 e & AR
(Katsu-Jimenez et al., 2019) . 34, FGF21 i@ it Fif 5
1% W W% [K] -7+ 2 (nuclearrespiratoty factor 2, NRF2)/IL £ & 4
4 51 Cheme oxygenase-1, HO-1) }2 AMPK/SIRT1/PGC-1a
5 TR LKA ATP 4 B, I FEAIR ROS 7K1, AT KR 4% 471
HIAR1E F (Heo et al.,2023) o

B 2 AT 4R /N RO BE FGF21 2 PR 3% i, I 19 hn 1 37
FGF21 ¥ J& , H FGF21 &AL iR [ 5 32 2y 5 JE 5 1E A 5%
BN AR S 56 Hp K 32 Bl 56t 19 FGF21 9K B 1) 5% i F 5
HA—F. @k FGF21 W] HLIH 12 20 i) B4 A4 A 1 4
78 FGF21 FJ 3 i 4100 ] 470 222 5% i 18 5 Vg 1 o 22 5 2R N o
fil T YA R/ R ER B (Liu et al., 20200 . 45 b, &K
H112 Zh % FGF21 [ 43 W 15 1 06 %€ &, H FGF21 £/ %
I8 B YR 2 I P 2R R T e 1) B R R FHPL D AN IS A R
LA B 98 SCHF T FGF21 % #2870 26 KL 44 Ty B 1) 1E 1]
M2 5T @88 &R U8 .
323 IL-6

TL-6 72 AN 5 B 10 R o 57 JUTL PRI AT 4 T 3 38 14 248
PR 7, 0 s B 0 4 O 4 BT, R o) A B ORI A 2
JC T, (R 3k P 22 S0 B AR, B ik 25 P (cerebral stroke
CS) Ja M H & 450477 . IR 22 Wl 0 UR T2 1R 0T 240 i 5t B 26
7 A JoR 5 S A mtDNA B = R 2R R AR AR 5 R R B
1M IL-6 38 1 B8 AMPK (#8552 £k , & & PGC-1a..NRF-1 I
TFAM K ik , i Bt SRR AW A 36 ATP & i, 1 1T
T8 T 5 4N B TR 9% 3 T B (Sacks et al.,2018) . FE 4
TL-6 5 i v 5 AT 6 2 203 o7 S0 280 A0 ik 2 T L sl 2 1 ot
ZIN BRI P KL A T R RS, U 2D 2R A4 Cyt-c B TR, 40 i
JHT- IR E FHE1Z 88 /1 (Lykhmus et al., 2019) . B Eh#
T UL 4H il AMPK FT 22 28 5035 44 85 E 8% (mitogen-activat-
ed protein kinase , MAPK) & 5 4% IL-6 3R ik , i) 78 &
B K L IR [a] K, T v E JE K (Reihmane et al., 2016) o
T T TL-6 3K AT 4] = W 685 5 R M & o0 T2, IL-6 R
Bk U] 2= 4K V8 32 30 (1 4 42 AR 47 20 H (Funk et al., 2011) . 7]
W, 32 2y AT 75 5 WL P TL-6 43 9 F0RE Tt , 38 3k 9 45 i Py 2k
RLAAR Th 6 6 41 28 R AT RV L2
33 MEhramfin BT

JIE i 4 M v) 2 b K B B AEYE A R T, &
55 ot i Ty R AR U R 45 . AR I I O A L DR 2 0k
A M, Hop IBTX 2 (adiponectin, APND | Apelin. /% 2 . if&
PRBE IR 7 A8 9% 8 11 3/9 (C1q/TNF-relatedprotein 3, CTRP3/9)
Bl E 5 e 2 T gl B B 2 AR G A O AR S

T I 1) 40 PN A% A T, AT NS A 48 T R AR T g AR
WA S R AR 2 RS RE -
3.3.1 APN

APN & — Fft (11 JIg Uiy 40 Jf0 7 0k 1) 4R 9 R » AMPK
o R AT 5 AR I A 2R R APN ) B2 T, A DG AL
] 2L 455 0E AMPK/PGC-1 3 5 18 i1 28 L 4 25 4 i A
ATP & s i 1 SIRT3/ 5t 5 L. 4 B 3 (peroxiredoxin 3 gene
PRDX3) Al #5470 4 H7 A% S8 A0 S 38, 42 fif TBI /) Bl ff 2245147
(Zhang et al.,2022) ; il i AMPK/SIRT3 i 1% fi¢ it 2% hi {4
filA, 0 AD /N B R [ (Wang et al., 2023a) . APN 7]
FiHIAE S 4H R 1 25 2T AL I 1 Chistone deacetylase 1, HDAC1)
W VE S O 2R R BT B P R A R K D e SR . EEAH
APN jE i Smad [/J54) 3(SMAD family member 3, SMAD3)/
PGC-1a {5 5 0 il 6 R 4R 9 77, R 3@ i K i DRP1 A & 1
LR A > AN ROS 726, I ICH J 1 22 52 417 (Wu et al.
2020b) . APN BUiE JAK ¥ 2 (janus kinase, JAK2)/{5 &
I S 0% B A 3 (signal transducer and activator of tran-
scription , STAT3) {5 5, 7] [y 1L ¥ 5 % % %) < Coxygen glu-
cose deprivation, OGD) J& £k Fi & & A0 N A T .

12 7)) e 1 7 52 2 AR o L& PR APN K P R e B
532 By T A TR BR P NE AR I R0 IR R APN K, B i
BBt . RIVA ARSI RIZ5)EZE NILK APN
KP4 75 55% (Markofski et al., 2014) . /NI 5532 8) fiE &
G JC AD FE T A AN BN IR A, % 0N 5 APN 0TS
AMPK/#% 55 [X -F EB (transcription factor EB, TFEB) {5 5 il
R Y WA B AR R AT K (Jian et al., 2022) 0 45 E 12
Bl n] K 2 5 MR FR APN K, N i v] R 4% 1 4258
AT VE B S A
3.3.2 Apelin

Apelin /£y — Fh 37 24 i3 107 40 I 5] 1, /2 Angll-1 Y
24K #H 9% % A (angiotensin receptor-like 1, APT) ft) Py 5 P
Bitk . H AT, £F %) Apelin (1) BF 7t 32 B2 4E 1 7 Apelin-13 F
A, Apelin-13 A ¥ )7 )2 Fl %2 (U 1% B 14 48 76 A] $ 1] ROS 7=
A2 F Caspase-3 218 , 38 5 I i A7 A2 € 14 L $2 7+ B AL A T
TR 77, % 22 AR 47 4 AT BE i Ake ATERK1/2 {5 5 A
5 (Pouresmaeili-Babaki et al.,2018) . 4, Apelin-13 7] #4
7 AD /N U D PGC-10/PPARY 15 5, 31 41 ROS 77 A= F1 £
WL A T o 2L A Ty B R A A 45 4% (Chen et al.,
2023). 522 24, Apelin-13 38 b 1 il £ b 4 Ak 7 %
HA R T, 203 B35 K A H1 R 15 (Mohseni et al.
2021). B& Apelin-13 4t , Apelin-36 75 7] £ i SIRT1 /5 1
PINK 1/Parkin ff 48 1 £& KL {4 5 165t , 41 f) S0 A 2 RN et 22 I8
P, G A I A6 J5 B A 2 450

1B 3)) JGIE ¥R Apelin 7K~ 7T € 52 1 5l AR 2 1
S, 1 5 12 3)) 58 & 9% (Salar-Mohammadi et al. , 2021) .
LN RS B P S R RE 7 5 RV AL M1 o Apelin

5
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AL Tt &, PR IS BN 2 AN BOA T BE IR OO R AR
RET 7 5 Apelin Rk /K T4 A % (Kwak et al.,2019) . 45
b, 3B BT LR Apelin 3% , 1T A% I8 8 7 LRk oh
RE 0T G 1 22 7= A OR AP AN, (R 32 Bl 5 (1 Apelin /& 75 EL
FEAE F T 00 22 0 2R A H3E 1] 41 326 DK i B 1 AT AP R R
333 EZ

Y8 3T — P S 5 B /ORT B BT A I IR 1T T .
K B8 T 5 28k 1Ak 4> %4 85 11 1 (mitochondrial fission
protein 1, FIS1) Al _I- i & % 14 fil & 2 4 2 (mitochondrial
fusion protein , MFN2) %2 , & B h A4 it , 4100 1) 4 1 |2
RN R A M Ak AT U 2E AD 3t J2 (Cheng et al., 2020) ;
@I I PD 4 g A% B 7 4 X 2 1 2 Cuncoupling protein
UCP2) K ik , 3 e bl A 5t v A7 AT ATP 45 i o8, 932b
2 6 T (Ho et al., 2010 5 33 3 7] 5 JAK2/STAT3 J i
588 2R AR BT L R E T RE (R T 0 2 U AR
Jf 38 L I AT PINK 1/Parkin 38 ¥ 05 35 28R A4 B W 575, HR 9
I I 4 2 35195 (Guo et al., 20085 Jin et al., 2018) . B4k,
Y8 BB 1T JAK2/STAT3/PGC-10 {7 5 4 R £k b 1A JIEE L 437,
BH 1E: Cyt-c B il , 10 8] 28 6 A4 8 T2, Y 20> B2 J2 4o 48 JL BB T
(Zhang et al., 2020) ; I 38 3 {2 2k £ R & STAT3 % B2 1k #2
v G DRI 1, DAY TG 48 A6 B2 38 (Hu et al., 2019) .

I8 215 5 R RE S T T P 2R ORL 1A T BE IRV AR HE R
BE) A LR R R S AR Sk T RE IR A S
S R AR R AL, I 98 5532 B 1 BT A AR £F H (Liu et al.,
2017) . & MHIE A F) T 0 R AR L RS A%
T AR BERE R A RN 35 . 18 B 28 RN AR R
RBUR MR OGN =, A LA Fig 3, Pk ) ) i R 3
2 3 75 25 MUAE (Rostas et al., 2017) . A 0L, iz 3h A] i 37
A8 A 2 7K A0 A AR R AR BT, B R DR . R A
0 PRy 2 L A7 R 45 AL 1 ) e B o DR A T O X0 B 1 A
SR PR BT 2 I B SRR .
334 CTRP3/9

CTRP 5 It 55 [ 42 75 g i 41 21 vh K 5 3R 3% (1) APN 5%
FFR A 5 65 IR J5URE 2 K 1A 28 AN A PR 7 Clq Y BR
s Mg . 3 WA 78 & B, CTRP3 £E OGD A1 fixi B 1fn. 75 7
S IR 2 AR R AR A 8 I 0O AMPKYSIRT LY
PGC-1o i it {2 i3k 28 i A A ) R 4, 9 7% 1 AMPK/NRF2/
L&A 4k Jx B 76 £ Cantioxidant response element, ARE) i #
VAT AL 8 5, 301 OGD 51 K ¥ ¥ 1 48 A B R
LRIAVH T {5 5 (Ding et al., 2021) . CTRPY {Ey CTRP X
BRI R, 2 5 RN LR AR . BRI, A
M CTRP9 %5 2 ] 8 3 W& IR 1k 35 Z 14 | (adiponectin re-
ceptor 1, AdipoR1)/PI3K/Akt {5 5, BHLIT ICH Ji5 /I B [ ]
e BRZE R JH T2 A Bax IE , Yk > 11 28 50788 1 R0 T 40
M &, B35 03 ICH J5 #i 4 ) fig Rl iz 3l R B (Zhao et
al.,2019)
6

SRR IHIZ BN TR T 52 2 CTRP3 A1 CTRPY
FIE KT, 3 5 LR RBR B R U A e b, B
66 12 3 AR ZEAL T HlE A 5Pt B2 3 (Kon et al. ,
2023 ; Sadeghi et al.,2022) . ITEHFFAINN, 188)F T CTRP
F I8 W DL e 52 R DUl R T i GRS S OE R, BT S
50K 0 1 8 R A AN I RE T 5 (Lee et al., 2021) . DA
CTRP3 I CTRP9 Jy X 3 [¥) CTRP 5K % 7] e 42 12 2y 5 3
28 028 R Ty B8 R FE 0 20 O A 200 I T A B
34 REERHEY

EEESE R A MR RS BRI E D
(monocarborxylat transporter, MCT) i 95 1 £ 5 £& Hi 4K Tfy
AE o [F 3z 3 AR 0 T T G 7 BR AU B B TR
(B-hydroxybutyrate , BHB) FJ i izt ff] 5 41 28 76 28 i 4 - W,
T ae , 3 A FE BT A0A RN R0 S0 A F
341 L

V8 i % JUUWE % file AR 1) 2274, LR Be DAt &
B 1 7 3R i P R AR P R T R L 38 0 ATP &
M 535 TBI K BN K1 55 (Holloway et al.,2007) . FLIR
¥E38 BN T 5 18 1 3G 0 Bk AR ATP A R, 7R TR IS
RE 52 A4, W PIBK IR % , 51 A U 44 3 38 F iR, 2 i 410
Bl 23 E IR 7 5 B4 4 B4 Uourdain et al., 20160 o I i
S LR RT3 T LR vk FE o 00 LR AR 1R K, b
P ¥E & PGC-10 F1 TFAM mRNA 2 3& , T jiti il MCT1 417141
FIN 22 HEH bR AR Ay, 3% B FL R T Read i B /N B MCTL
IR T B LR AE AR W) A (Park et al., 2021) o FLER
BT %5 5 PGC-10.. NRF2 . TFAM % Rl % ik , i #F 28 b 44 2=
M A mtDNA $ UL, 3 118 MFN1/2 1 F 1§ DRP1 . FIS1
FIE R LR Rl B ATP & 8, AT 42 = il 5 2
i 44 Th §E (Hu et al., 2021)

FLIR 7L 12 B 1A 45 i 9 28 KL 1A Th B A 30 4 22 OR 4 vh
RAEEREEAER . NROKSREIE 30 5 FLER M n il i MCT1
H I _E R PGC-1a 35 T B IR -G BEE M I mtDNA # T#L,
I 455 70 T P A R A PR 1 A S AU T M R R A A
il (Lezi et al., 2014 ; Park et al.,2021) . FLERMHIT GHE A
1B I 5244 81 (G protein-coupled receptor 81, GPR81)-ERK1/2
JE A 5 0 R B B T MR R ) R AR RS
HUATP A B, AT 38 5 i B 2R fi o) 22 % (Hu et al., 2021 ;
Shang et al.,2023) . %5 b, @ T 7L & [0 5 S8 (¥ 42 2 v 3 ok
5T LU R R 0K 50 i P9 2R ORE A T e, 2F T A gk e
2R A RO fh ] YE M
3.42 BHB

BHB /& B A 28 fi 7K U8 5 )y B 1 58 = AW =4 .
BHB LA 5 A WITR 8 1 J7 2U 0 v 4L A4 P IR ) R, TG A
T 2 WK RE 2 T ORI R L AT e R A ATP 7= AR
F 0 ) 5 2 R T 4 4k 8 (Laird et al., 2013) . BHB 7F
Al 3@ & PGC-1a/SIRT3/UCP2 44 {1 ik 28 oL 4 £E 4 A
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ATP & i, 24 3% i 5 I 58 [% 75 (Hasan-Olive et al., 2019) ;
BHB i i {1 DRP1 £k ki 44 % A7, W] B 1k OGD J 2k KL A4
Th fig B 05, 38 5 0 BRI 0 52 (Guo et al., 2018) o I 4h,
BHB 1] 4% /N B J5 40 M 28R A Cat 3k 48 ROS 34 Jin A 3
T M A LT T, o5 R AR A R i AR, AT BT
AD R & o Tt 7738 3 7T el /s BRUUA R0 5 2 A A0 A E AR
LI o 38 248 5 /1N BRI BHB 7K SF F1 5 AH 56 (Gumus
et al., 2022) , 12 3l 1 /N B8R i Y BHB K JE 5 38 1)
i HDAC2/3 75 , 3l i 36 Wit 4% 15 1ffi i 32 #fF ) BDNF
1% (Sleiman et al., 2016) . H i, B4R 5 B 1L 35 & ]
12 2 385 1 7 BHB 7K P 3 1 52 W fioi ;1 28 LAk T R, (R iz
Bl a] LUIE I 32 7+ BHB /K, & 38 HU 30 AR R0 25035 A K 6 1
FH 0 St 2R A T i 1 R Y R AE T R R .
3.5 HAMEshE-F
3.5.1 |Irisin

Trisin 7E N B 52 B9 LR 7, 1 28 F s N Trisin 7K ~F
5 TBI & 3 0 % 2 2 1EAH €, Trisin 3@ 1 1§ UCP2 ik
YEFF L LR RE AR WAR S, SRR 28 280 R0 S A 5 3@
It R d DRP1 AT_E 8 MENT . JE 4 £ 25 47 & [ 1 Coptic atro-
phy 1, OPA1) ik , I 2 Rk 43 24, )b CS JG & ot &
%o Irisin it v @ I avB8 & 5 44/ 5 Akt Fl ERK1/2 15
SOE K, R PD /N R N R R AE R E SRS RS
Foae B AR A E, o 4R KL 14 T BE 5% BF (Zhang et al.,
2023) . 5 N VE ST Irisin AT 1= PGC-1a., TFAM 3 iA {2 3k
2R A AW AR U I A N B T (T et al.,
2020 . 53 AH BRI, 38 i WeE AMPK, Irisin 2 {2 3 22
Wk & & W) R 3R IE R ATP & R, B0 KR Y2 BE AR
AN A0 AR AE 5 (Wang et al., 2016) o Jif 75 5E i 7% 71 , Irisin
A3 I OE NRF2/4 e H Ik 48 A6 ) 8 4 (glutathione Per-
oxidase 4, GPX4) {5 5 FE UK S T2 15 5 (1165 1 2o bl i S AL
MBI T (Wang et al.,2022) .

B % WL Irisin 05 A7 7632 2 38 5 72 5, KSR a8 30 )

Trisin AL # /N o T 7738 2 %F TBI 4 4% 7 Trisin A1 UCP2 £
S0 2R LA A ) kAR AN T ) B A 2 T (Guo et
al.,2021) , [A i} iz 815 5 1) Irisin A] I8 75 Klotho 2K 1 & 1%,
ok A0 ¥ 2 R A S A U, AT 250 €S A KN B [ (Jin et
al.,2021) . BL4b, Trisin 25 Akt fil ERK1/2 15 5, 5 28 fir
W R HE RN B 1% 4, LA R 3 I PD SUE N . E AR
R, Irisin £438 £ 4 0 /5 IF A 2 B 12 58 1) 28 k44
KGRI BE RS . T L, Trisin 38 33 22 Fh WL 1) 243 Ml 9 28
KLk Thfe , 2 518 5 0 & AR RN
3.5.2 Neurturin

Vanzella 25 (201 7D HF 7 & 3L, Neurturin /& —Fl1 52 PGC-1a
3% 10 B B UL 23 94 B T, Neurturin B304 7] B 18/ B £
B Rt & i, IRm M A fAE R, E5WE L%
HEAK T RE ¢ 2 I BF 78, Neurturin 40 38 J5AQ B2 2 #4808
AT {2 3E STAT3 22 %1% 727 {7 fUBE R A 358 1 T 2R R A , T
H £ Hi 14 STAT3 35 5 Neurturin 7 5 [ #7128 58 42 K %5 17)
G, IX K W] STAT3 {5 5 1 2 /& Neurturin /15 £k b 4K
REVE 3 P& ORI E I X8 23 1 (Zhou et al., 2013) . 18
5 /N BE 8% UL Neurturin 2635 TH 8, H 5/ BUA & B
JIRIEA G . N v R 32 Bl o) B A7 R e i A
WL+ Neurturin 1% (Correia et al.,2021) . H #l, % T & #%
WL Neurturin 732 30 J7 1 (%) B 92 3 A £, % T Neurturin 52
B8 U R PGC-1a 8 4%, LL & Neurturin 7 {2 ik 28
RL AR STAT3 3R 3A 412 i 9 fh w] %3 P4 71+ 151 PD 7 1] 1 2%
S, AT HE LIS M Neurturin 3@ 1 JL- i % 15 2 5 7 ig sh ik
TR TR AR D) RE R

%i I, Irisin Al Neurturin #& 5 2 #h 28 R 97 K 1, @ i
WOE A OG5 58 % 2 538 3 S0 P 4 0 R AR T R B RS
B (F 1o Kok, X Neurturin A1 Ath 3z 3l K -1 75
20 U E LR T e A F WL B ik — B R, AT R AT
PREN=CIEL T

®1 EBHIEFUERETLMEIEESHER S

Table 1 Pathways and Functions of Exerkines in Improving Mitochondrial Dysfunction in Neurons
Ak RREF PFAET A% EX -S4 B KA B Lk
BDNF XM PKA/DRPI MEK/Bcl-2 . Akt/ 3R &BIRM TR, KE5E HAEF. Buggeetal,2023;Cheng et al.,
GSK3B.PINK 1/Parkin . BNIP3 k&b 24X, #7H) & ALK A = HFLiEF)  2022;Park et al.,2018;Swain et al.,
2023 ; Thapak et al.,2023
NGF K& Akt/Bad .PGC-lo YRR A BN E ), R E &k AMiEZh . Carito et al.,2012;Chen et al.,2012;
RAL TR, LR EM R KHiEF Rohetal.,2017; Wu et al.,2020a
B, A AR
NT-3 KB PI3K/Akt.ERK BE LA R, A& HAZF,  Liotetal,2004;Safina et al., 2015
IR AR i, A KA = FILIE )
GDNF X HRIIRE WIRAEIRR SR, KELE  HAEF. Conway et al.,2020;Jiang et al., 2023
AR KAz 5h
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IGF-1 H# M CREB/PGC-1la.PI3K/Akt. IGIRE AR FIEH, R E L A MiEF),  Bayodetal.,2011;Cardoso et al.,
MFNI1 . PI3K/PDK 1/Akt. AR, Z AR AL ARES)  2021;Yangetal.,2021
GSK3B/NF-kB/NLRP3 . NIX.  #,47% LAk A
PINK1.DRP1

FGF21 AFME SIRT1/PGC-1a.AMPK/PGC-la., 3§3% Atk T 454, & &k & MiE5) . Fangetal.,2020;Katsu-Jimenez et
AMPK/FoX03a/SIRT6 NRF2/ /Rt 2Rilt, & MEFh A HEAES  al,2019;Liu etal.,2020; Makela et
HO-1,AMPK/SIRT1/PGC-la.  #k, 4P & A5tk == al.,2014;Sa-Nguanmoo et al.,2018;

Wang et al.,2023b
IL-6 B AMPK .PGC-1o/NRFI/TFAM 3R & kR 454, &% 4% 4MHiE3)  Funketal.,2011;Lykhmus et al.,
PRAE A, IR SR 2019;Reihmane et al.,2016; Sacks et
al.,2018

APN MeW  AMPK/PGC-1a . AMPK/SIRT3., ¥§3R&ZAlhk R E454), &4 4% ARAEF.  Janetal,2022;Liuetal.,2019; Mar-
SIRT3/PRDX3.SMAD3/PGC-la., #RAEZAM, & M LEAIR A E  FLFLIES)  kofski etal.,2014; Wang et al.,
JAK2/STAT3 .HDAC1.DRP1  #,4pH) &A1k == 2023a; Wu et al.,2020b; Zhang et al.,

2022
Apelin fsh  PI3K/Akt.ERK1/2.PGC-1o/ WRAFIKR TS, EMEE AZ353). Chenetal.,2023;Mohseni et al.,
PPARy.SIRT1/PINK 1/Parkin ARBAC R, k) AR R T FPLIE F) 2021 ; Pouresmaeili-Babaki et al.,
2018 ; Salar-Mohammadi et al., 2021
i ReF5  UCP2.JAK2/STAT3/PGC-la. ¥ &Ah i S4ah), mE&4 HHREFH.  Chengetal.,2020;Ho et al.,2010;Jin
MFN2 . FIS1 PINK 1/Parkin PR B AR, SRR BIR AL JUMIEE)  etal,,2018;Liuetal.,2017;Rostas et
B, A AR al., 2017
CTRP R&®7  AMPK/SIRT1/PGC-1a . AMPK/  ¥¢3 &4k F4ah) , 5444 &04i53h.  Dingetal.,2021;Kon et al.,2023;Sa-
NRF2/ARE . AdipoR1/PI3K/Akt PR AA i, ¥ kAR A= KMiEZ  deghietal.,2022;Zhao etal.,2019
FLER AR PGC-1o/NRF2/TFAM \MFN1/2, 3§35 & Atk F 454, & &% 2453, Holloway etal.,2007;Hu et al.,2021;
DRP1.FIS1 GPR81-ERK1/2  #kAbE R ¥#iE5  Parketal.,2021;Shang et al., 2023
BHB FFRE  PGC-10/SIRT3/UCP2.DRP1 WA BR R BN, AELE AAEF . Gumusetal.,2022;Guo et al.,2018;
TR, ZBEBREN Y KBiEF) Hasan-Olive et al.,2019; Laird et al.,

Irisin BRI

Neurturin A3 ML

avp8/Akt . ERK1/2 AMPK .
NRF2/GPX4 .UCP2.PGC-1a/
TFAM.DRP1 .MFN1,0OPA1
STAT3

LA Ca¥ P

WA AM RN, EMEE &

PREA R, I R AR

B ARIARE

2013
Guo et al.,2021;Tu et al.,2021;

¥ #9i53)  Wang et al.,2016;Zhang et al., 2023
ExCeS)] Correia et al., 2021 ; Vanzella et al.,
Kz 5 2017;Zhou et al., 2013
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28 TC 22 B4R Ty BE B 15 /2 3 UM & Jo i L 1 R
XA R G  E R . 230 i SR B 12 3)
IRl 7 R 2 490 A0 B8 A0 I ) kit o0 S AR 2 S R e e [
G 3 4 38 ) PR T 2 38 B L5 35 4 22 T 2RORL AR T i B 11 22
s is sl W e A E IR T RS A TR
N 1 < BE AR P A IS B 1 20k, BT ) 2ok 14 T
REAH OGS 5 T B, TR 4% 2R WA AR W AR 2R A o /il
B BORL AR B WS TR AN kLA 1 BB A AL R
T5 52 R B R , OO 0P 2 0 28 0 Rk ) R B 1, s Lt
T2 (1) SRR AT AR AP 2R, AT T Bl A 22 il o fiX 1 282 R 4
P (2D,

B AT, 2 00 ATS A A B 2 B TR 0 R R R 1) 2R T
AR RG A ENRA IR RREACHERZ
B A P T BB ELAE P 2%, T3z 2 R 2 o A8 B B 1 %

8

HAEM 2, NIRRT 2% B ML R . MEURIE3)H
TR E AR WIS H A T s 3 B TR 2% e AR
T A E AL RECR , I SEBLZ B [ R BN . 2) AR
FC I 1) & 32 2l 1 WL 2 Bl R T S0 2 T
KL A Ty R B G AL ) BIF 90 14 Ak T2 5 B B, 128 Bl B B A
FIATRE A& 3z 3 PR 7 0 4% 7 AH ELAE S e DT R A R
A B ARAS KBS AR A B A B AR R T EUE S MR
A R vadE, Hoor AR AR SE A R I . 3) & T2
AN R R & EAL RIS E N A IR OF SR oS,
R Gz g i AR A5 A RS A 035 3 Y D FIAS T
P R 3R It AE AT A R A K P L 7E 5 R AR AL
JS2 4 [5] I, 32 2l P 7 R N J2 Bl 7R AT R A7 AR 8 3 U7 R %2
Tt E 25 NFE R R E R R R R s s
T BRE A2 B B U5 5 5 R E LR OE R ARG Al AL 1
T I 658 A ) oo
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