2023 4E 7 A o [ HL A R o AR July, 2023
¥33% HTM CHINESE JOURNAL OF COMPARATIVE MEDICINE Vol. 33 No. 7

A X, TR S AR RS R R 52 S IR R BV ZE 40 Kb R 25 LRI DTSSR [T]. R R R AR
2023, 33(7): 123-129.

Peng MW, Liu Y, Zhang Y, et al. Protein synthesis and degradation signals are involved in tumor Cachexia muscle atrophy and the
regulatory mechanism of traditional Chinese medicine [ J]. Chin J Comp Med, 2023, 33(7); 123-129.

doi; 10. 3969/].issn.1671-7856. 2023. 07. 016

HHE NSRS S 2 5 M S LN 25 4
B B 24 9 15 AL i) F 5T 3
2 RN W TN PN T S

(TR EE 2R 2GR A0 Be I o 4 PP B IR {5 A5 T B A S0 A 450046)

[BE] BREE MY RENNENEZHZ RS LE A, 2B S EE WNESEHE R, KK
i%ﬁ@ﬁ#ﬁﬁﬂﬂ&ﬂ%%%ﬂ%é&,Em%ﬂ%%ﬁﬁ&&%%&%ﬁkmﬂﬁﬁ VAR v B 25 SR R 2 DL e 240
BT T T S W R e BT IR e BUIL A ZE 48 00 Ol B A MR, A EEEMNARG S5
P UL PR B 1 AR i R ke o S [ UL PR 3 4 1 52 i B v B 24 ) R VR R R RIS 348 | LA Sy v B 243 ik 9
JE UL PR 22 45 (I PR R L AT SR 4R A — 2 1 5%

[SE8BiR ] Meboed s o ; LR 2540 ; B8 06 B B 1 R s DR 5 TP R 2B TR

[HESZEE] R-33 [ XokRiRFE] A [XEHS) 1671-7856 (2023) 07-0123-07

Protein synthesis and degradation signals are involved in tumor Cachexia muscle
atrophy and the regulatory mechanism of traditional Chinese medicine
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(Henan Key Laboratory of Traditional Chinese Medicine (TCM) Syndrome and Prescription in Signaling,
Academy of Chinese Medical Sciences, Henan University of Chinese Medicine, Zhengzhou 450046, China)

[ Abstract]  Cachexia is a syndrome of multifactorial metabolic disorders involving multiple organs and is a common
fatal factor in patients with malignant tumors. The major clinical symptoms are muscle atrophy and loss, and their
mechanism is associated with excessive protein degradation and synthesis disorders. In recent years, traditional Chinese
medicine has made a significant advantage in the use of few side effects, multi-targets, and multi-channel intervention
diseases. It has unique value in preventing and treating tumor disease and muscle atrophy. This review mainly discusses the
effect of muscle protein degradation and synthesis mediated by various signals on tumor Cachexia muscle atrophy and the
regulatory role of traditional Chinese medicine to provide a reference for the clinical application and research of traditional
Chinese medicine in the treatment of tumor Cachexia muscle atrophy.
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