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Research progress on the mechanism of traditional Chinese medicine regulating regulated cell death to
ameliorate sarcopenia: a review
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ABSTRACT Regulated cell death (RCD) is a genetically determined, active and programmed form of cell death, mainly
including apoptosis, autophagy, ferroptosis, pyroptosis, PANoptosis and other patterns. Dysregulation of RCD plays a pivotal role
in the occurrence and progression of sarcopenia. Due to the advantages of abundant targets, diverse mechanisms of action and high
safety profile, traditional Chinese medicine (TCM) has attracted considerable attention in regulating RCD, and preventing and
treating sarcopenia. Through a review of the mechanisms of RCD in sarcopenia, and recent research progress on how TCM
modulates RCD to improve sarcopenia, this paper reveals that single TCM herbs and their extracts (e.g., Puerariae Lobatae Radix,
and extracts of Schisandrae Chinensis Fructus, Myristicae Semen and Cistanches Herba) , active components and effective fractions
of TCM (e.g., resveratrol, polydatin, curcumin), as well as TCM compound formulas (e.g., Buzhong yiqi decoction, Erjing
pills, Huangqi guizhi wuwu decoction, Shuanghe decoction) , can modulate RCD through multiple pathways, including the
inhibition of apoptosis, pyroptosis, ferroptosis and PANoptosis, and the modulation of autophagy, thereby alleviating sarcopenia.

KEYWORDS traditional Chinese medicine; sarcopenia; regulated cell death; molecular mechanisms
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T R LA ek > 5 2R 4 A A A R 2 LA
F2 3L T RE i B M PR JRRE & A SR B AR Ak, IR B L
Fazs , TR LA i 1 2™ PR L, ¥ 1] RCD &5
S AR PR IVE AT T TR

TR S IA K L E 8 R R 5T AR L
I A I A B AL, SR LR L TR AR, HIE RTR YT 2 LU
#h s ML R S SR AR, ARk, h 2 ST A
BT 2R e SR AR B WL E T S
BERE ., FHEHIFEIESS , RCD S A Sy B WL 25 4
2 U E 3 J 1 B 22 R4, v 24 ] 3 3 45 RCD A G
558 MR RAEHNUR 40 E Y. AR SO R G fi P
PAT A WE BRAETS ETSRNZ TS LR RCD 7R L
it BV AL, O 2538 v 25 8 32 RCD B8 L E Y
WEFEE R, LU Sy v 28 76 3209506 7 3 S0 iy g FH 4 41t
2%,

1 RCD 7R FE R EIE AL

YAAET R bR Z I A0 M AR HL AR A BRAS S 1Y 5
AR ARPESET R R A TR RS T A A
PEAIMIAET -5 RCD. RCD & 1 i# 24 F-HLil 4 1 240
JAET- i RE . AEAEFRAPE T, RCD Wl AR R 4 i
FET™ , FELERFA 2N PR BT RS R DR Ve 78 fa B 41 ity T
RAEERZ OIS, ACIEE 2, RCD 78 L E 19 1
FHBLE H BAT SCREAE ™, BARPLSI AN & 1R .

1.1 ZApAT

NI TR A S PR R P A AE T O R,
B 3o R (A ) FANE A (BET 3244 ) P 4%
I FIAT o TE PG v, S AR R 7 1 A T R
 Cyt C R, TG caspase-9 Ml caspase-3 ; 1M #ME
T8 4% DU) 3 o A6 T 32 4K (4 TNF-o, FasL . TRAIL ) 5 4 i
i fA& (TNFR1 . Fas .DR4/5) 4545 , 1% caspase-8, fiz 2 i
ST FEAVAME KA Sl A rp, PR T Y
SRR B OCEEE R . B AR R, 281 caspases
IR 2 T, Horb caspase-3 il 15 3 s LA 25 1 R
SHENAM A TR, 0 R MAIIET"", FHCshY
S R B AR ECE B UL caspase-3 . caspase-8 | cas-
pase-9 /K55 75 4F X HE 41 2 Tt I T 5 B AR
RO SE R , ZORLIR DI RE R A 0] 51 2 ROS 3 1, &
LIRS T PR T3 [, B X 4% caspase-3 T LI5S B 8%
WA R T
1.2 ¢RAE B &

2 L I A A A i 52 400 40 L 25 DA T 4
RSB Y = R, Ho, B A mskE s UIe A ¢
i, H it A W K AMPK/mTOR {5 53 % nl fift
Fk mTORC1 Xf ULK1 (4 il ; Beclin-1/VPS34 7] Z: 55 iff]
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ED-CGED@D

ferroptosis

Bak : BZH bk L% 2 AH G K R [ 5 Bax : BAR MLk [0 240 S XA 5
Cyt C: At 3 C; caspase : JJE K 25 Fl ; Apaf-1: 8 T8 FRERE T
1; TNF-o: iR AL Bl T ; FasL: Fasfit (45 ; TRAIL : e 40 R 7 4H 56
JHT-5 A TNFRL: PR RS K 752 /K 18 ; Fas : FasZ /& ; DR4/5 :
FET 52 144/5; AMPK : i 1 — BRI AL 45 118 s mTOR - i FL3h )
P2 3 L HT 1 5 ULKL: UNC-5 LRE B 15 Beclin-1: 1 Wit iR 95 28 141 15
VPS34: { I HR (143 VEFR 134 ATG : A WA C R 1 LC3- T - s A 6
B 12 5E3- 11 ; SNARE : H]JPEN- £ K S A Mok 0 e BURR PR 1 (25
AR Fe BB T ROS IR System Xc MR- E IR 0 s
R GSH : i JEUR A D H K ; GPX 4+ 48 I H kst Ak W it  FSP1 - B8
T 1 15, CoQ10: i iFQ10; GSDMD: £ L Z D IL-18: H AN MU/
FIB;IL-18: AN/ F 18;NLRP3 : AT IR ZE A &5 Myl i & 7o R
PRI AR 45852 (K3 ZBP L : Z-DNAZE 3 8 111 ; MLKL : 1
B 2R R SS F BURE B 1 s RIPKL - 32 A B4R H 22 & R/ 95 IR 1
AL s RIPK3 : 2 (A AH HLAE 22 SR/ 5 S R 2K 1 R 3 s ACSLA : Ko
P 5 4 i A5 J I % 192 1 54 4 5 apoptosils : 8 T ; autophagy : [ I ; ferro-
ptosis: BRFET ; pyroptosis: £ T~ ; PANoptosis ; 72 i T~ ; PANoptosome : 17
JAT=/MA s lipid peroxides: g it S /b4 5 TAV : AR 35 5 patho-
genic bacteria: J5 JiL 4 ; necroptosis : MMM T ; 2L LR 55 . JHI G &R B
¥ W CUS S

E1 RCDEE/AHERIE RG]

5 E W/ IMA I E R s LC3- 1T A] 45 [ W/ M B AE {1 1 4]
4 s SNARE & &9 0l -5 A Wi/ IME S ARG . -
Ry FAF A ERIVE AT, AT A OB LPE AR K i
BN 2k B A A LAE A 25 R S T fE R e A
PESTEL RS WLRE B O M {7 i B A A
W A DI RE S FE A SIS I ILIA A IR S
T, A WA AR S R AN B L, N TRTSETE W R
SR ANE K 5 [ 2, A WEDREAS &2 n S B0 15
Pr& s H e & B M B W 2s DR AR R g s i 5 |
KA, B A R BUE BT R™ . S SE WoR
R E WEAR G (1 ATGT g S M5, /N A I BUILIA
245 W05 S Z2 A U A DG AU, WAL AIESE A TR
BN R B 6 B DG, Ak e 2 L
RZHZ T, AR S 98 5 [ W AH DGR 1 (10 Beclin-1
LC3) 1Y RIE KM [F I AEAE , i — D3R F g B LD
i A T S RS
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13 $RIET

BRIET e —FPR AR A RCD, IR E LS g iad 41
MR FEERHE, HS 2 XAMEE S NIRRT AR5
HMIEVEIZAE B System Xe Il P2 BHfl % , AT S8 GSH &
SR GPXA DIREAZ A 5 PN IR 4 42 J0) e o BEL W GSHY
GPX4 {5553 [ s s ACSLA4, AT #H 2 B8 J5 it 4 £k ik
AL B RS LR o] Ak A R R A R, SRR
AN B, 2 17T S p 3/ i AR SR T A Bt 11 (sol-
ute carrier superfamily 7 member 11,SLC7AL1){5 518 %
FEHH GPXATEVE IR ML 4548 S Ehiie , e S 301
ZYE SLRMPRIESE , e E A s R R AR E
BRE R, HaXMhE AT aE o R RS SR e T AL
K55 1y 23k A C2C12 /N FUS LA I oAk, a2 1 %)
/NELA R AR ™ A, AR dE 5 8 Rl X R
ZH/N A EE , 40 il it bR e 2 i ) /N BRUL AT gk 25 B
BRIC T hp s W) 45 0 2 34 5 i — P WFOEE S, st 2 mT
T P p53/SLCTALL {553 A 1 A - s JUL 20 Mt 2k
SET, R LA L S e D RE TS BUNLZE 45
14 #HpfET

AT R —FP A RAE KA RCD B, &l
FET- 22 NLRP3 48 /MA LT caspase-1, AE 2 M2 T
Jitd 9 ig £ B (lipopolysaccharide, LPS) ##{ 15 caspase-4 .
caspase-5 , caspase-11, — 3 B {ffft GSDMD #4417, AL
DREAE R — AR AR S i L ZE A PR , R AR
A 3 A RS PR AR E o BIFFEIESE , RAEZKF-TH i, ATk
T 40 A T o E B, TS 5 R IR LA Y
JEE™, TNF-o /2 SCHK A AT 5 LA e 7 Ji 1 O B A A
Yy, HZRIRIKAE 5 U s BRI FR 285 UIAR O™, BF5E
6 0, 7E SN B I S HE R LR #4128, TNF-a
AR E FIE, B 5 M WU B AR LA ) & 6
AH s A SCHIFFE 2 — 25 e B, AE WL AR 7R /N BRUAR Bk B
WILZH 21 K 22 TNF-o B30 W LA 40 0, caspase-8/cas-
pase-3 15 5 Al 4% W 35 VT %05 5 Al T i — 20 3
GSDMD P 241 e £5 T8 i, e 2308 i i LAt i 5
TS WIS, W RBFFIESE , U E 8 E AR Y
IL-6 . C S I 85 1 M TNF-a 55 9 0E bn 75 Y0 K- 3 (g 3%
ThE™,
1.5 ZAT

Z AT — 1 ZBPLARMIVEZ P8 T/ MA R 5 1K
(& RIPK1,RIPK3 Fll caspase-1 . caspase-6 , caspase-8) I
S RAE R P AR T B A TR T BT R
PEFT: = KRCD R . TEIZMT/MAK G, cas-
pase-8 5 RIPK 1 RIPK3 #4 {32 i T 9 4% W 2% 1) 4% 00
XL ; Rl caspase-8 REBE A sh /MR F T, th ] B 22
D% GSDMD 75 45 1, JF il i i i RIPK3/MLKL {5
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I PRI IR SEPER T 1 BESEAR Y
WUAFAEAG PR RAE B AR 5 55 R IR 28 | 3X Sk 75 R
it LA A DNA Biw 5 TR F 5 3G %08 A
ZBP1, BETfi filt &2 PAT30 B , e A LRI N 5
MR AE A AT, SCIRMF IR, LA & AR 2= 40
IF 32 T 1 BRI o3 T2 Y BRI RE S s Horh AR
LRBEM: A T4 oA B caspase-8 , 78 4 1 L2545 H 5%
Wb B A B W EIE™ eah, sl 20 A Ak PE DNA
P i H ZORAAR N 07 51 ZBP1 Ik W IR,
— PR T2 08 T AR LR AT M e A v Y B
Hfi,

1.6 RCD [E#y &

TENUDAE S 22 i B R v, R T L B ERAE T
T T2 FIE 0 RCD HAE RS A7 AE , &l
LR AT RERERS \ROS B Bk 4R A5 5 T 3L [
A0 0 VR 9 I 28 AH ELAE T, B DS e UL/ RE 1) AR
o Ho DIRES R IR Z ROS T e A R . 1
“h RCD W 4 A% IR AR 4, ROS HoAg 2l JIHRE )
AL 45 9K B A ok S Ak S Ny DA SR BE T LT NLRP3
RAE/MELL S 5T, DL AR JEZ R 1A DNA 2 s
55 R N AR B LAY U T R A caspase-8
TENVDIEARSC Y A A T b BAA S AE AT, BR ] JE 3h 48
MEP T4, 18 ml 3 i U1 %) GSDMD K fill & A g2 1, iF
T 7 68 28 BAE 1 WL PR 2H v i 4% i 48 A st 1
AL, B WA B IR S 4y vh A XU I3 5 DI RE N
AT 38 338 bk 22 A LR LA FEAIR ROS AR il g T
FET B0 , A0 BB ATGS & [ Wi AH DG & 1 ) 4%
NLRP3 RAE/IMATEE , TR 2 ZUARAE S 0 2B
LA B oA AR e ™
2  HZEE[E RCD X AILAME B9 350
2.1 IFAEERAT

WO 25225, RA SN GE RN
Uizk. BEgeds b, RS MU RE LR H0 28 2R 57 22 45
FIRZ b P 325 ) S35 T i Bax 635 | 14 B 41
WRELIEE 2 (B cell lymphoma 2, Bel-2) %3k | [k Bax 5
Bel-2 1 Hefi (Bax/Bel-2) , - AT Ja ik 410 1 5 JUL 40 . 04
I 3% 16~ i Rri o (N e 73 &7/ A BT B E (1 H AN
SUHERA LS L B £ LA caspase-3 5 £ R W R 2 0
F 4 T [poly (ADP-ribose ) polymerase , PARP] ) 2 ik , #l
il RS LA BELR T, T A LR 4

R ZE K [ 2B I S P A3, AT E
T 9 Apaf-1 . caspase-3 [ 335 , FEICALANME I T-7KF- , 2k
LA M D e, m LA A, DT 4R S LA )
MR FOR— Rz o0 A B ST R ), AR S A
C2C12 /N HILAN i 431k , B AKG caspase-3 | caspase-9 [1]
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TPk, R Bel-2 1235, i ILAE A E T, ks A
ZAET, FEE AL, TNF-o il 2 fith & 22005530 ok
PR AT BRASECERIER" . AT 4RI
R 2 ALY 2 W S TS R A3, RT I 2 R B (pro-
tein kinase B, Akt) VA5 1) p38 {1t 43 24 IR 1% A 1 25 (L il
(mitogenactivated protein kinase, MAPK) 5 #% X -7 kB
(nuclear factor-kB, NF-kB) {5 53l [ , £ #F Bel-2 J 5§ 1)
A caspase-3 (cleaved caspase-3) 315, FIHIEIHT-H H
Bax (13215 , NI i 40 il TNF-o 175 519 C2C12 /N UK,
WAL T, e A 2 i B L= 4™ ok, 2 280G
P 853 22 B ZR TR A A e e L A A
T, T E 22 L2 45 i A

THREAEE T IRCATRL R T7) , B RO R AL A o
BCATLT B, HA #b s B B sk, ol B3 FRpL
2R 15 BV U 5 A F 1 (silence information regulator 1,
SIRT1)  #% %% ¢ I 741 & 2 #H 5 K F 2 (nuclear factor-
erythroid 2-related factor 2, Nrf2) | Il 41 Z N4 i 1 (heme
oxygenase 1,HO-1) Bel-2 #5 H & H:mRNA 335, T 4
Bax 5 [ . H mRNA {35, G &M dil 40 i g 1, ekt
R ILARY BT A Dy RE™

H AT UL, A2 (LR 2 S 3R ) TR AR L R
Ji ) Al 2 B0 2R IR Bax/Bel-2 A1l caspase-3
Fik I p38 MAPK/NF-wB 255518 I A 10 il 41 it 9
T, e B # WU i S D Re , RHEHTIEVEH]
2.2 PTG

PR 5 ELAT IR A ML A DAL, LR IO AT o
Jik 5 ZAE A K A F 1 (insulin-like growth factor 1,1GF1)/
Akt/mTOR {55 538 i, 3% 13 p62 Ay ik, T LC3B-
11235, )& LZ0 AL B e, DT kst L 22 4™, 28
AR B Al bR A A 5C H H LCS- 1T AMPK
ULK1 935, F I ATG5 . p53.pl6 5 Ik 2 #E A
Wit , DT AE 2% i B Lo 2™ P AR M) ml o ik 1
ATG13 ., p62 5 Ak, BEMR LC3- T 5 Les- T AL
(LC3-T/LC3- 1), ¥4 PTEN /55 # 1 (PTEN-induced
putative kinase-1, PINK1) {33k , 4ERF H W 171 , A
T ILE™

B MR 2 i e i AR MRy, Wi B
JENLAIZA S [ WA DC A 1 LC3- 1T PINK 1 Parkin 3
ik AR HEAE I E ke s B E LI RE , 52 m D-E 2L
SR E /N B ST FIAILIA 6, 3 R HE A FILET 4
MR, IR ZES" . ASRBITKERATAHAS
1 =525 PR LAY, AT 38 S S AMPKY H WA (5 5
TE PR AR A W, AN ITTZR ML 4

AR ALY FAb b 25 S 34 R 2 MU A b 25 28
T, BA A S 48 SR IMAF IR, B R )
Vo] kR R R LA M ATG5, LC3B . Beclin-1
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IGF1 By RIAR A3 W, DA ) -1 AL 240 L 53 e L 2
HE LR AR b g8 A ) A 4E G i ULK L&
FUN14 2 # 18 %5 [ 1 (FUN14 domain containing 1,
FUNDC 1) {55 53 #% K 2. 35 T+ Beclin-1.p62 i %ALY
it A< 348 B W) 0 A2 AR 300 I 1o (peroxisome pro-
liferator activated receptory coactivator-la, PGC-1a) 25 [
(2 KK M LC3- TT/LC3- T, 42 i WLASE K SUHERZ L
FIZRREAAR A ERSCR I A 3G L E VR R, R
R B 24 R 2 B — R s 1 e e oA o S B 2 T R (6 T
MM REVE 27 TR AT A2 2% T 9 LC3- 1T Beclin-1 £
Feik, R p62 IR, I HIHE PRI LA RE K B L rh
W 3 B RO, DT el LR 4 AR s LR g™

FUL ] O, 2 58 AL A B RE AR R 2 Y FE Y, B
B S B K 2yiE sy, DA SRR R
Yz whrh s S HRETE BURLSE T 2 2 0y YTl 2
B 2R AR F AR VA WIUE BT X H AN A2,
2§ 32 B 1 0% AMPK  ULK1/FUNDC1 2815 558 %
EIHLC3- 1\ Beclin-1 2555 F A5 LAGERE 10 5 X F1
PLRE L R E LC3- T Beclin-1 %5 SCHER PRI 52
AW
2.3 HIHIERIET

PR 8 HA b g o B 0 D&, LB I
A 2 A/ BRUSCLA L P % Fe® VR B2, IR BRAE T4
il 25 H GPX4 F14k £5 M T 5% 1 (ferritin heavy chain 1,
FTHD)HFRIR, [FI R IRBRAET-fe vt 8 F ACSLA Mif% ik
5 M 3Z 1K (transferrin receptor, TFRC) f) £ 3A , 12 =1 41 ity
N GSH 5 %84k 23 H K (oxidized glutathione, GSSG)
i LE {5 (GSH/GSSG) , i 3 F# (I N — 8 (malondialde-
hyde, MDA ) Fl ROS 7K~ , 41 il b, € K AN 175 = 1) BR AT
PEAMIAET ., AR NV ARE™,

PG IR7] = B N = NS RN Qa4 (10 A =51
et JIL g AR I A B 250, AT 38 sk A 4 8k R 1 2 1 2 (fron
regulatory protein 2, IRP2)/XX {3 % & 2 (murine double
minute 2, MDM2)/p53 {5 538 i , 3471 %= 2 /1N BUHE Az AL
AR RAET bR 8 GPX4 M SLCTALL ik, I
MDA 1 4- 3 FE T} % (4-hydroxynonenal , 4-HNE ) 7K,
WD LA AR AE T, S s LA 25 &, 3G smAILIA )
i, AT/ BRDLER 2 22 4 2 S A AT A, A 34k
LVDRE™, B REE R RS AR AR S
ZH 5 MR, A Mg B b 25 S AE DAL, ATREAIG Fe™
MDA \ROS 7K F-, 1 /il GSH | i J5T Fi 8 i i e R — A%
H X #§ M2 (reduced nicotinamide adenine dinucleotide
phosphate, NADPH) .GPX4 .SLCTA11 {5 FHF la
(hypoxia-inducible factor-la, HIF-1a) F 35 , 3 15 76
HIF-1o/SLCTALL {55 18 A il B LA kst T
ARV BRI T LR AR
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FH LG AT L, PRACZR SR IR SR o B R e 2 5
HAT A L5 B DR b 254 8GR AL/ 5 75 T a3 b
GPX4,SLCTA11 )33k ¢ GSH S547T Sl ) I3 19 7K F-
i ACSL4  TFRC Y415 , I /b ROS HIfli it i 4 Ak 7™
PIMDA FFR R, DT BELT AT B R AE TR | D s L
ML
24 BOMHET

fiir i BA T A AR A AR, HAR I mT AN
SeUE DU Sk UL AR BB T AH 2 [ NLRP3 | cleaved caspase-1 .
IL-1B .GSDMD [ 3R3E 7K, T 2 AR 1, 22 4
FERMNTE T/ N L ZE 4 AR

ZERAE W) IZAAET ZFEY) T, AT R I8
KRANF AW ZE A8/ N BRUHE R L NLRP3 | T-AH G
Bt 15 2 H (apoptosis-associated speck-like protein con-
taining a CARD, ASC) I IL-18 B £ ik /K F, T #
cleaved caspase-1 . caspase-1. cleaved GSDMD ., GSDMD
FLERFE 25 F 1 (muscle RING finger proteinl , Murf-1) |
ZE4i R 1 (atrogin-1) 3%, 0 A0 A T, B hn-B- B LEr
He A, A UG NLA 24,

Ut ] D, v 2 A) i 5 98 NLRP3, caspase-1
GSDMD . IL-1B F1TL-18 &5 &K [ 1) 2 35 Sk 3 il B WL A0
FLAE T, T A AR BB UV RE RIVEHT
25 AEZAT

S48 BAT B A 3 P 2 S5 Rk, LR IR )
IR 4 T B O HE R 1 ZBP 1 GSDMD 2 He i A

Bt (GSDMD-N) . cleaved caspase-3 . caspase-6 , caspase-8 .
% 1% 1t MLKL (phosphorylated MLKL , p-MLKL) . i i
1k RIPK 1 (phosphorylated RIPK 1, p-RIPK1) .p-RIPK3 P4
S NLRP3 (#2235 , I AT 38 1o 3046 vz 98 123 [ AH G 53+
S H O R IR LT A5 0, AT 2= 45

24345 RCD S UE AP FBLAR DL 1
3 HiE

PR b 24 KRR IR CES AR B R TR B3 AR
FARHUYAE) R 250 M oy SOE MR A (R A e R
B L ERE) PRI (R a0 AL R
FERCH Y RN 5 ) | AL 2 05 2T 22
Ja4%E RCD, ARG WUAE , e R T | 3 g S RFE T
ISR o A RANAEETE Z A e : (1)
FEXTEETS 2 M T-% RCD IMF5E M /D, Bz A TR
UL A 2 ST ST 5 (2) %X RCD ZE WL RE A [R) 95 72
B AL B = R GRS ()R 2 RBR T4
JRLFNZ 9 S5, e R A AR, B = e o B (i I B~k
o AP R AAY ACH A 2 F 2 AR,
HE ARG SN T ET TR
B %) RCD a4 L 5 I\ RCD 1845 9 465 10 £ #8712
ik B8 A S LT, #2540 v 24 B VA 1200 A% 0 B8 S B2 A
A, WA 24 52 7 SRR AR T RO 5 PRFEAN R RCD 2 7Y
1) B0 A5 VAR R A, R 25 o e 0 % N I 28 [] 1) B
[F] AP HR , WL E 53 B B 22 5k v 24538 ) - i 4
HPEHI A ; TR KFEAS 2 BEHLAT A, 5] A

Fx1 FHEAERCD XEADERERMLE

% Rk A SlE fEmREs TERRLH 5% 30

MR R AR Hee CSTBLIGI/IM, 150 mglkg Bax| Bel-2 |\ Bax/Bel-2 | -l B4
TORTFHIRY Mk Hsd:ICR(CD-1/ML 125,250,500 mgkg caspase-3 |, PARP | Al )
WEEREE  Heb: Wistar KL 8.1 mg/(kg+d) LC3B-1 ) p62 T \IGFI/AkUmTOR | A, @
SRR COCLL/NEUNIAN, B CSTBLIGTANL 50,100 pgfnL AMPK T \ATGS , JULKI T \LC3-T 1 PGC-la T 334 pl6 | LAY
PR SAMPS/MR 200,1 000 mgkg ATGI3 | \LC3-T/LC3-T ) \p62 | \PINK1 T a4
RRIEIRY Btk CSTBLIOINR, 125,25 mgkg GPX41 FTHI T ,ACSL4| TFRC| .GSH/GSSG T MDA | A R )|
TEOHERE  HIECSTBLIGN MR 50,100,200 pg/ml. NLRP3 | cleaved caspase-1 | ,GSDMD | IL-IB | ol 53]
Bl WIESDRRGLOMEMRZATER 108,054 gkg TNF-a | ZBPI | IL-Ig | JL-6| GSDMD-N| NLRP3 | p-RIPKI| p-RIPK3 |, %)  [55]

p-MLKL | cleaved caspase-3 , \caspase-6 | .caspase-8 |

LIES 3 G A % HEfE CSTBLIO/NR 100 mglkg Apaf-1 | caspase-3 | LI )|
% CLCIVMRE MM AnA 25.50,100 pmol/L caspase-3 | caspase-9 | \Bel-2 T e 137
TR COCILNE BRI A 10mglL Bel-2 T cleaved caspase-3 © Bax | \p38 MAPK/NF-kB | B, P
EHE B ICR /N 80,40,20 mgkg caspase-3 cleaved PARP |, T 139
HEAE COCIVNE A 50 pmol/L Bax |, Bel-2 T\ BaxBel-2 |, 2 |
HALH COCI/NGURNAME Heb: CSTBLIGT/NEL  0.05.0.1,02,0.5,1 2mgml — LC3-T1 T \PINKI T Parkin | At )
NBREK COCLVNMRMANE HEHECSTBLGIME 0,520 pmolL AMPK T LC3 T p62 | AT )
SMALAY  EEICR/NR 50,100,150 mg/(kgd) ASC! caspase-1] IL-1B | .GSDMD | cleaved caspase-| | .cleaved GSDMD | .~ 12| [54]

GSDMD | Murf-1 | atrogin-1 |

Lk i) ik etk CSTBLIG /ML 8.16,32 gkg SIRTI* \Nif2 * \HO-1 T Bel-2 T \Be-2 mRNA T Bax , Bax mRNA | Hel o
BRRERT W SD AR 244,488,976 gkg ATGS | \Beclin-1 |, .LC3B | IGF1 | AL 47
WhESE  ESDAR 936 g/(kg+d) L3 1 PGC-la T Beclin-1 T p62 T \ULK1 T FUNDCI T \LC3-TI/LC3-T 1 AT @
BEERE BESDAR 25,5 gkg L3111 Beclin-l T ,p62 | a9
WA HitE SAMPS /DL 02 mL(60 kg AMEAT1065) MDA | 4-HNE | ,GPX4T SLCTAIL T IRP2 T MDM2T ps3 A )|
FEERIE  BESDAR 4 8.16gkg Fe" , MDA | ROS | .GSH ! NADPH ! GPX4 1 HIF-la/SLCTAIL T AR |

T AR L R
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