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[ Abstract]  Muscle atrophy is the most common complication in cancer cachexia patients, resultsing in a serious
prognosis. Various drugs for muscle atrophy have effects on the remission of cancer cachexia. Among them, the regulatory
role of JAK/STAT3 has attracted attention. In recent years, the mechanism of JAK/STAT3 signaling regulating sarcopenia
in cancer cachexia and related drug intervention has been studied in basic research and clinical experiments. These studies
concluded that the JAK/STAT3 signaling pathway can regulate muscle atrophy in cancer cachexia through the ubiquitin
proteasome system, the autophagy lysosome system, microRNA and the tumor microenvironment. Specific drugs can
effectively alleviate the process of cancer cachexia muscle atrophy by interfering with the JAK/STAT3 signaling pathway.
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[IINGE=E 8
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FE 25t e 1T, —Se R A JAK 1 BT
41 Ruxolitinib | Tofacitinib , H: 3= 221l R v FH I A &
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Table 1 Mechanism of drug intervention on JAK/STAT3 signaling pathway mediated muscle atrophy in cancer cachexia

254 Gy R POE 3 FEFIBLE] E= PN
Drugs Ccategory Targets Objects Mechanism of action Reference
SH2 B4 5] STATS FEAN 1L.STAT3( | ), 2.DNA #&#E( L), 3841 ) (451
SPI Inhibitors ) Cancer cell 2.DNA activity ( | ),3.Cancer cells ( | )
"aRER B Je i) JAK I HELA etk LJAK( L) 24KF( 1) ,3.0L-6( | ) [46,49]
Ruxolitinib Tinib inhibitors Myelofibrosis 2.Body weight ( 1) ’
ek B e i) RTK 5 240 LSTAT3( | ) 2. B4 ( 1) [50]
Sunitinib Tinib inhibitors ° Renal cell carcinoma 2.Proteolysis ( | )
elF4A 57 ) €26 /MR/C2C12 41
Hipp Inhibitors elf4A €26 mice/C2C12 cells Lp-STAT3( 1), 2.IL-6( | ) [51]
JAK2 #I7 i JAK2 AT/ Lp-JAK2( | ), 2.1L-6( | ) 34K ( T) (53]
AG490 Inhibitors Cachexia mice 3.Body weight ( 1)
1.STAT3( | ),2.UPS( | ),3.C /EBP3( | )
STAT3 il 5] En Bl STATS €26 /M 4ARFE(T) SEAMEC L) 6CEASM(T) [22]
C188-9 Inhibitors ) C26 mice 4.Body weight ( T),5.Proteolysis ( | )
6.Protein synthesis ( 1)
BRI 5% P €26 /MR/C2C12 411
IMP Active ingredients STATS (€26 mice/C2C12 cells Lp-STAT3( 1), 2.UPS( |) [54]
Kot 2B T TERY - C2C12 4nfi -
Cryptotanshinone Active ingredient STAT3 C2C12 cells LSTAT3( 1), 2.UPS( 1) [55]
7 B4 TR . €26 /N C2C12 4l 1.JAK( | ),2.STAT3( |)
Z-ajoene Active ingredients JAK/STAT3 C26 mice/C2C12 cells 3.MAPK( T),4.UPS( | ) [56]

T | R E M RN e T B R B SR 2R 45 5 T - 3R 25 I3 (L AR S 3 T T 98 A s S L PA 22 4
Note. | , Drug interferes with sarcopenia due to tumor cachexia by inhibiting the related expression. T, Drug interferes with tumor cachexia muscle

atrophy by promoting the related expression.
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