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[ Abstract | Non-alcoholic fatty liver disease (NAFLD) and sarcopenia are prevalent metabolic disorders in middle-aged and
elderly populations, with overlapping pathogenic mechanisms. The liver and skeletal muscle secrete hepatokines and myokines, which
play crucial roles in maintaining energy homeostasis by activating metabolic signaling pathways and mediating crosstalk in the muscle-
liver axis. This review explores the specific mechanisms by which myokines and hepatokines contribute to the pathogenesis of NAFLD
and sarcopenia, aiming to elucidate the regulatory network between the liver and skeletal muscle.
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Fig.1 The function of myokines on the liver
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Z M o (Peroxisome proliferator activated receptors al-
pha, PPAR«) J-39% 5 JHC 3 5L PRI A 23 i A el 1k 3 5% 7%
i 1 ( Carnitine palmitoyl transferase 1, CPT1) A3
ik, ERARRINR B A ALK SCHERE , CPT1 JU3% 58 AT 41
MR A B R 1 B SAfk, F2 B INE AR 7 2 4 fie
FHN, IL-6 WREHG IR & B 40 L% Jy, W 4% AT
IR, B, LPASRVE M TL-6 AT BE k3% AT 4 i s 1D

e, BUMIAYY NAFLD M9¥ERR . (A A7 B 5k N,
A6 B A v oK S 19 IL- 6 AE S — Fh B 2 0 R E
T, A R AT R B R AR A S I AR AN A AR
&, % NAFLD &/l LD,
1.2 HEREX NAFLD #91EM

SREEHNALgEE DSBS EDS (Fi-
bronectin type I
FNDC5) 28 8 K fif By 22 i 5 28 B, a2 3l fig i i
I AR A A TG AR 1 B ) O A2 AR y e SO IR
la ( Peroxisome proliferator activated receptor gamma
coactivator-1 alpha, PGC-la) %S FNDCS & [A
ik, RIEEFBHRIWAMBER SRR, SREEME
AR LR PR R T oS E b . IR AR, —
J7 T, R AR A O M B EE -1 (Uncoupling
protein, UCP1) M X EiFE S A 8 Wi 4 4148 A8,
By IR AE R, O 2 mn 2R AR AR BE O, I 3 4 N BE
HHFET . 3Oy, &R F R A AR A 1 I A
9 % AE Mk WL B 3-U I ( Phosphatidylinosital 3-ki-
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Fig. 2 The function of hepatokines on the skeletal muscle
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FXBEH 1 ( Low-denisity lipoprotein receptor-related
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HIE & & 4 8 H ( Bone morphogenetic proteins,
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IGF-1 JK-F-F+ 75 & 238 i mTOR Fl FoxO1 W 2515 538
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