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Pathogenesis of healthy qi deficiency with latent toxins in lung cancer
cachexia based on miRNA-mediated ERAD-ERSIA homeostatic imbalance
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(Abstract] Lung cancer cachexia (LCC) is a common complication of advanced lung cancer. Tt can only be alleviated to a
certain extent by nutritional support of modern medicine with unsatisfied effects. Cachexia belongs to the category of "deficiency
consumption" in Chinese medicine, and the one secondary to lung cancer has its unique pathogenetic characteristics. It is important
to explore and enrich the scientific connotation of healthy qi deficiency with latent toxins, which is the important pathogenesis of
LCC. As one of the important features of LCC, skeletal muscle atrophy is closely related to endoplasmic reticulum stress (ERS).
ER-associated degradation (ERAD) is activated under moderate endoplasmic reticulum stress, so as to effectively restore the internal
environment homeostasis of myocyte and maintain its survival; while endoplasmic reticulum stress induced apoptosis (ERSIA) is
activated under sustained or high-intensity endoplasmic reticulum stress, causing myocyte apoptosis and resulting in skeletal muscle

atrophy. Since miRNA is a potential target upstream for regulating ERAD-ERSIA homeostasis, the pathogenesis of healthy gi

(U 78 B #112023-09-06

(BE£WB )W M A H AR R H (2021)]30525,2023)J40486 ) 5 1 B 48 Bk 27 £ AR T 15 B 44 Hh B2 Bebgg i R 22 2% 0F 59 b0 33 H (2021SK4023)
(E—1EH VTIN5 R AT B0 WA 5 A R 9 7 1)« o e R 285 5 Bl 0 bk o

(EEEE) N A L, FARE, 605 A 200, E-mail : 510236274@qq.com.



2023 55 43 &

W1 R TP s 24 K2 244 hitp://hnzyydxxb.hnuem.edu.cn 2019

deficiency with latent toxins in LCC based on miRNA-mediated ERAD-ERSIA homeostatic imbalance should be explored, which can

provide reference to improve the clinical effects of TCM for LCC.

(Keywords) lung cancer; cachexia; endoplasmic reticulum stress; endoplasmic reticulum stress —associated degradation;

skeletal muscle atrophy; healthy qi deficiency with latent toxins
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