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(BZE) 8 B8 i (cancer cachexia, CC)ZEE PHIF NN B AL E AREFERIFRABE—FLELZM CC,HE
WA E, CCRBTHEF R0k, BET RN EERI, EE 5 F R AR T CC, B EEHIE MRS 28, P9 R #
(endoplasmic reticulum stress, ERS) 5 CC H 85 ILZ 45 & B A % R R ST 8k AR < M P A2 (ER-associated degradation, ERAD) % &
FEH ERS BHRME , i H 20K B 40 IR AL A HE R L2 LA 0 9 A BT L 3t 9B 1= (endoplasmic reticulum stress induced
apoptosis, ERSIA) % #4255 % & ERS WU T9E , 5l BN A B T, AT S BB 8 L= 4, M ERAD-ERSIA #4845 3+
J& 35 B ik T B CC BB HLZE S,y b B 25 W ik B CC Ay LHI A RAR B B3
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Method of strengthening the spleen and benefiting the kidney for
intervening skeletal muscle atrophy in cancer cachexia based on
ERAD-ERSIA homeostasis
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(Abstract] Cancer cachexia (CC) is a common fatal complication of advanced cancer, and modern medical nutritional support
can only alleviate CC to a certain extent with poor efficacy on the whole. CC belongs to the category of "deficiency" in Chinese
medicine with deficiency of the spleen and kidney as its main pathogenesis. For now, the method of strengthening the spleen and
benefiting the kidney can effectively intervene CC, but its specific mechanism remains to be elucidated. It is believed that
endoplasmic reticulum stress (ERS) is closely related to CC skeletal muscle atrophy. Furthermore, ER —associated degradation
(ERAD) pathways can be activated under moderate ERS, which is conducive to the restoration of homeostasis and survival of
muscle cells. However, if endoplasmic reticulum stress induced apoptosis (ERSIA) is activated under sustained or high intensity
ERS, it will cause apoptosis of muscle cells and lead to skeletal muscle atrophy. This paper discusses the method of strengthening
the spleen and benefiting the kidney for intervening CC skeletal muscle atrophy by ERAD-ERSIA homeostasis, providing ideas for
the mechanism study on TCM method of strengthening the spleen and benefiting the kidney in improving CC.
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AMEIHAZ U 2= AFRFHIIZ  TEAE . =
71,9825 89 IR LGNS T I & s Al B
EARROK BT B AR 10—, /MBI R K i
2 doHIR, H{EUE B E D WKL AR EHE L (body
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R 6 g T310 g, AR 10 g, 7825 10 g, 5% HH 10 g,
JEAN10 g, A7 10 g, 1220 g, 2404 10 g, H K 20 g,
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HAMTAE 15 g, 15 3 g, 155, B H 157, KA,
SrRMIRIR . R 4505, BE =01 AR %2
file MBI 2 S A IE A 2L 1 100.00 /L,
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AR 10 g, K% 10 g, K H A 10 g, JEFM 10 g, K
10 g, 1% 20 g, 2407 10 g, 1€ 20 g, F 10 g,
12510 g, F 10 g, W5 ¢, EP{ 20 g, K&
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AE: M 70.60 ¢/L, &M 43.70 /L, FYife.
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BEHEH 20 g, 15 57, ROAREE AT . A8 BB A
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i DA 25 5 kb o AL ARZE LR

7 #EiE

PG TR ) G B AR 28 NG B 2 M BT SR A #A
S EARE BT ERS SRIRST , 40N ERS AHC
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