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[Abstract] This article summarizes the pivotal role of apoptosis in synovial hyperplasia and bone destruc—
tion in rheumatoid arthritis (RA), with a focus on the regulatory functions of emerging signaling pathways
(cGAS/STING, YAP/TAZ, AMPK/mTOR/ULK-1, etc.) and the apoptosis of fibroblast—like synovial cells (FLS)
and chondrocytes in RA. It systematically reviews recent research progress on the therapeutic effects of active
components in traditional Chinese medicine (TCM), TCM compound prescriptions, and Chinese patent medicines

in treating RA by bidirectionally regulating FLS and chondrocyte apoptosis. The aim is to provide a theoretical

basis for the prevention and treatment of RA with TCM and the development of related drugs.
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R FETT R (theumatoid arthritis, RA ) J&=— 2 P 98 5iE
PR 22—, Fe TR IARIE Ry T R L LU0 R JRAE AT L2
Az R BT AL, fe 2 3 B AT R RCR R S Ak, 4
BRI ARL0.5% , FHorh Lot R % 1 2 v T 5 R0 R i
T — i A2 2 Fof e DR 9 1 4 1 F) 20 R R P PR SE T3 i O B
Ik L9 /-2 (B—cell lymphoma—2, Bel-2)/E N —Fpdi i -2

rheumatoid arthritis; traditional Chinese medicine; apoptosis; fibroblast —like synovial cells;

L FEA R AR E Tl A AR T AR A R A B8 (cysteinyl
aspartate specific proteinase,Caspase )-31F A Bcl-25Bel-24f
KX B H (Bel2—associated X protein, Bax ) T Uif B9 8 T- $ 4T
& AT AR R BN TP LT 4ERE T IR AR ML (fibroblast-like
synoviocytes , FLS ) RIS 7 #H A MERA 1Y 32 22 200% 4 i, 2
A S H BRI T AR AL, (2 E T R AN R T A ) R

A AR s B AAF AR A (2022)]80086,2023]160342) ; # d1 4 Ak ZeAH S AF 50 B (D202302078705) 5 ¥ by 4 4
BT F AR B (23B0385) ;¥ 8 K& A 41 F7 4] bl 453t %) R B (2022-5313 )5 # d 6 B 25 8 22 B A AR AT X R
(A2024002,B2023150) ; # i ¥ & 25 K 52023 A+ £ 457 4] 27 A 470 B (2023BKS101); # F E 25 K FARLRE SAF A A
(2023-27); ¥ ¥ B X FH G X (BATAF(2017)25% ) #d P EH R FEEFHTHEHRATAAT(2023)25);
20204y B — R AAE A #IE (A 4EE (202002485 ) ;20215 B R R — i AAE ik B (33T % (2021)75)
BATHEE R LR, o, B BIR AR G A P TR S R R o
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ML T2 IR IR A AT RAM E B R 2 h 2T 15
FRATT RS IERATRYT T E SR I B35 Y P RBOR R 4142 4
P12 R 24 35 1R S PTR  TA S 8 SC B T
TIRENAIFRARY H A4 5 5207 58 HA L XUBRIE i 2% 19 Lt
TR SRS R SRR, RE S 2 BT T IR M TR AR A
RN R LT, B SRR T AN A TR RA R AR A
HRIBILR , LA T 2538 M o) 5 07 Ko 2 T TR A 2 L
TR, BTEA T EEZGBIARA M RA 25 W) BIF A S Ak 1y 3
WA
1 ZRREAT#ER

ANML A TR — A RS N TERE AR AR AE TR A
TEHEFF A SRR ST T HLAT E A O, A 4% P TR A S 5
PEWR S5 JA T3 AR o PR O T A AR el 2ROk IR 52 B 4 05 1
5, A4 2 ¢ (cytochrome ¢, Gyt o) P74 155 ] Jis Bl &2
AR, ST R ARG 1 (apoptotic protease—activating
factor 1, Apaf—1)FCaspase—9RTIATE B T- 1A Caspase-9,
1% 16 1 Caspase —9 38 i U H I ¥ 1 Caspase -3 Bl {4 2E A
Caspase—~3F B AL JH T SMJFE I8 13842 WU ¢ i rg SR 32 I
F—a(tumor necrosis factor—o, TNF—o ) B {45 21 ifd 35 1 114 5
T2 ARG B IR 5T 2 R R AL I SEAE LT Caspase—8,
Caspase—8UK 1 T WA Caspase—3 , 5| 2 Caspase it 2Rk I Nif
FEANEIE T, LA, Caspase—8il 1t BY VI Bel-2 AR 2544553
(Bel -2 homology 3, BH3) i T i#% 3/ 51l ( BH3 —interacting
domain death agonist,Bid), A=K FRNARE G B (truncated
Bid, tBid ), tBid % £ 22 L Ri 1 15 Bel -2 K 42 U4 T 4001 46
Bax/Bel-24531 [ F (Bcl-2 homologous antagonist/killer, Bak )
TEISUBEALIE , P2 HECyt RO T2,
2 RAHMATXEESEEREREZTESHR

RAZMEYE T3 MoARZ IS S i, Anfie 58 40 M PR 7
Az AR I 9 388 1% Janus B 22082 2R 1 IG5 5 5% 2 Bk sl
1% A (Janus kinase/signal transducer and activator of tran—
scription , JAK/STAT) . #% #% 5% A ¥ kB (nuclear factor «B,
NF-«B) . 22 24 J5 1% A 285 11 3% W8 ( Mitogen —activated protein
kinase, MAPK ) \ FRBE R 5 1 - B 1 R 6 J g/ T 40 2% 22k [
B (cyclic GMP-AMP synthase/stimulator of interferon genes
signaling pathway, cGAS/STING ) 5% ; 12 #F 15 I 12 28 5 4il ig 5+
B A1 A 3 - B R TR AL 3 — 38 /25 (45 B ( phosphoinosi—
tide 3-kinase/Protein kinase B, PI3K/Akt).YestHEHE H/ &
PDZ45 4 &7 19 5% 58 3L B0 Bl F ( Yes —associated  protein/
Transcriptional ~coactivator with PDZ -binding motif, YAP/
TAZ) 55 5 55 AN A S A Wi A OC A i - SRR IR+ 16 1 2
PR 7L 3 40 PR A R R B EE 11/ Une-S TREN 1 (AMP-ac—
tivated protein kinase/mechanistic target of rapamycin/Unc-51
like autophagy activating kinase 1, AMPK/mTOR/ULK-1).iT
4R, X T PI3K/Akt JAK/STAT \NF-«B M MAPK 551 51
C A e 2 Y B AE S, AR HIBLIRI WIS AR X 42 i . B
WESE I TR, cGAS/STING . YAP/TAZ % AMPK/mTOR/ULK -1
SEAE T OB S RIS SR AT, DB 7N RA AR M 4 T 8
ML AL TR

2.1 cGAS/STINGAZ 5 i8#%  cGAS/STINGIF Tl R —& %
LA E R IR A%, RS T TS A M 3 L W A R 20 A 1 46
A AR 7R P RATE B SR B MEAT A A G
SRR STINGRESS (2 4B AN 2 AN 12 WFFE R B RA
T B 240 0 v Bl 7 5 AN AC FREAE DG 2 19 (fat mass and  obesity —
associated protein, FTO )5 ER AT 40 T, FTOF I
TR B IRIAT2cytidine/uridine monophosphate kinase 2,
CMPK2 )4 15 1) i 17 22t R RE A G 28 11 — BT/ R T BB TR 13
fiff2 (fat mass and obesity—associated protein—Cytidine/uridine
monophosphate kinase 2,FTO-CMPK2 )il FRENSIE A FcGAS/
STING5 A Ve S A AE , 328 T 5 e 1 4 B AR AR,

22 YAPITAZAZ 5% YAPTAZGE S @S 58E LT .
A XA TR R, HYAP S TAZRFRIATES
IR IETT R LA 4ERE T AR 40 (theumatoid arthritis fibroblast—
like synoviocytes, RA-FLS) 1 {2 3 [ %12, YAP/TAZFEFLS
FUA ST T, AR o 35 M AN M AR B R A 5 R
RS2 M RA R A% N Y APRY A3 3234 7] S BUFLSAE
TNF-o 1 4 A 2 (interleukin, IL) -1 M3 T _F A3 Fi 4
J& & H i (matrix metalloproteinase , MMP) -1 5MMP-133i5,
BLYAPFR AN GE AL 15 W I R 27 A AN At A 272 e ) L InEE
JEAR () AR B BRI R, I Y AP/TAZ S G P B2
BERA-FLSANMLYA T, il LG58 (22268 1 LA R0 AR AE S
U, AT B Y AP K T ARG R AR el B 4T i
T,

2.3 AMPK/mTOR/ULK-145 5 i@ % 5 I AMPKHImTOR
AR RA R S5 AL ) o e G B8 A F 09, AMPK A 8038 7T 4100 1
mTORIEME , TTULK IE A 22 28 /55 SRR A e 1 Wk I 811 56
R B, AMPKGH 33 8% B2 A6 B0E ULK LS 3 A g e
mTORIE 2 R IR ULK 1 B RR AL ) B W o e b , mTOR L RE 5%
AU T o AMPK/mTOR/ULK - 138 - — A2 24 ) M 4%, R
B R T A0 AR PR T R T R AN A A K L B S R B T
AMPK/mTOR/ULK~ 115 538 B W] 15 S RA-FLS & £ I T- A E
[]%[17]o

24 AZFERFE R L FIHK  PI3K/Akt JAK/STAT NF-«B.
MAPK .cGAS/STING . YAP/TAZ A1 AMPK/mTOR/ULK -115 53
BEIIRETERAZIMIIR T, X L5 Sl g Z 22 B R RIE R T
BIMNES M, I 2 SRARFHEIERL W5 R, Aks
S AL T BE A W IR 1L A% B T B 1 2] B o Cinhibitor of
nuclear factor kappa B kinase subunit alpha,IKKa) AT
NF-kBfE53 0 , MINF-« B i 5% 5% IR PI3KARE A0 5 AT
HE— 2513 PISKAS 5 98 BE , 8 PI3K/Akt5 NF -k Bl i 2 [A] &
AN IR 3 B IE S ARG R  JAK 2 RERS il i B R AL A% X 1
K BT 2 11 B (TKK B )3 B NF—k BIZ v, NF— B M i
BE SR TR TAK2 B 221K 5 JAK/STA S 538 BRI ALE R AR FR
IR RS AE R 06 S IS, STAT3 38 4 5 PI3K [ p85 I 15 Wi
FEAHE AR, B0 PISK/AKE 538 B9 A1, JAK2/STAT3 2
MAPKHAY A2, JAKH i 71 B % b 35400 1 M A PRCGE #% 119 ¢
R P I MAPKAS 538 % XUENF-«BRY LIS 55, 8
B T 1 LA B M B NP BB TR AL, , 7T EAMHI PI3KFI ALy 32
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IETTHIHIMAPKAImRNAZK P21, c GAS/STINGRERS T NF—« B
{5 PRSP, TS TINGIE I TANKES £33 1 5 SAV1(TANK-
binding kinase 1-Salvador homologl , TBK1-SAV1 )4 & {EMH
BEHE TS Hippo/ YAPTS 5, BTG Y AP AR S M) T Ji 0 356 PR
KB, STING B Z 75 AT 8 1o 410 ) 54 4 755 A+~ Lo (hypoxi-
a—inducible factor—1lou, HIF—1o0 )i 75 P , 48 5 AMPK i 1L,
TEY AP/TAZHINF-kBfF S B, RASAH 3¢ 45 14 0 2 1 2A
P (Ras association domain family member 2,RASSF2) 7
I L 30 47 Ste20 4 P4 32 ( mammalian  sterile 20-like kinase
2, MST2) 735 1 il NF -k B | 2 F1 3 (IkB . kinase , IKK) 11
NF-«BI i & Mo (NF-kB inhibitor o,IxBa) 36, BT T
NF-« B3 s 7E Y AP/TAZFIMAPK A5 538 6 t , YAP/TAZ/
TEA¥: 5% (TEA domain transcription factor, TEAD) M| fig
o S ANEAME S IR 1T B (Extracellular signal-regulated
kinase , ERK) .c—Jun B I A i #4 (c~Jun N-terminal kinase,
INK) .p38-MAPK LI & -1 (Activator protein 1,AP-1)™,
AMPK ] 12§15 NF-k BIC 5% 57 , A S RAE B3 72575 4R
A, AMPKES H 3 5 fE2EmTOR (P13 KIS/ DAy T2,
P AT DL, 30k B4 3 B T B T — A S 2R (M S HL R 45, 48
7N T RAJRIRHLGI 052 Fetk (UL 1)

PISWAI« CGAS/STING )

< @ NF-«B (AMPK/mTOR/ULK 1)

MAPK YA P/TAZ

B {E5EmaNTESRRK

3 AT SERAMERILEH
3.1 MMATH5RARBIE A RAFPE—ZHKA408
B R, S P I A R 2 B (macrophage-like cells,
MLCs ) Tk B A0 5B 40 B A FLSZH AR FLS Y 1E & T g 2
T 7 A 20 AN BB 43 N TR (synovial fluid , SF) SR 4EHF
KT R RRAS , DI ¥ i TR 490 3R (B AERA Y, FLSHR
TR Jegp A AR 38 5 43R S 200 DR AR 35 5 o fie i =
5T, H i BN AL IR SR A B T, SO
H e,
3.1.1  AERIERNATHEFLSTT- S S RAME AL JEHiT
RNA (non—coding RNA,ncRNA) g 9538 14 I8 FFLS A A -2
S RABHR IR WANG Y JEPBFFE R/ NRNA -483 -
3p(microRNA-483-3p, miR-483-3p ) TERABHE ML Hrh 3=
Tk FA G A ) g AR K H F 1 (insulin-like growth
factor-1,IGF-1) 3 IEEHIEX (37 untranslated region,3UTR),
#H%IJIGF LAY, 0 LT A2 08 T 540 %, B4 SR FLS RO 77

HHES o SUN LA BR7E RA U T IR0 40 b K AR 2 )
RNA—AL928768.3(10ng non—coding RNA AL928768.3,Inc—
AL.928768.3 ) i F ik K- 5 £ 35 1Y S AE 48 B FH 90 1% 211 T

162

Gy IEAHSE G — 5T B, Inc—A1.928768.3 1T L3l i B 17
L7 ZK B (Lymphotoxin Beta, LTB) 41 I NF-«B{5 51
TEHRA-FLSHYISFH AZZERSIE , RIHIHIRA-FLSI I T
312 RIENTRREFLSTT- S SRAW A RIEN TR
REREHNHIRA-FLSHIM T, SECH IR LEE S YAFRUFSE K
BL-1768 F BT T8 A Bel -2 3235 , M KR A T 1 Bax
BZZIR o T AL R B R (L STAT3 55 Bel -2 78 41 A% PO 77 1 i
FErE 7, FATL-1730 3 BRE STAT3 38 A 1 RA - FLS A1 At ¥
T2 IRATE R A3 (mixed-lineageleukemia3, MLL3)if i /-5
HE 340 R — 5k (histoneH3lysinedtrimethylation,
H3K4me3)TERAE RIEFAN W QEER0ff 58 X BIRA-FLS
AIMLL3E AL FRLA2(C-C motif chemokine ligand 2,
CCL2)JA 3h T X [ H3K4me3 & , 7% NF-«Bill % , {2 #F CCL2
Y% 3% A 2E 989 IR P TNF - JTL— 18 TL—8 F4 23 % , 11717 #0)
RA-FLSIHIYRT,
3.1.3 HBPUREISIMET RIS SRAM A NEA R
AL 21 3% 35 M (citrullinated fibronectin, cFn ) Fl# 25 B —6— i ik
5t ¥4 1 ( glucose —6 —phosphateisomerase , GPL) 3] A RA H & T
JHFAN L YZECF 5 & B eFn AR % 02 3F FLS 48 4 X 7
INF - FIIL-1 0953 3, H.76.1% M RA BB & I 36 A i W
(synovialfluid, SF) HTGPIV i FH 5 . B T, ZONG - MAPHA T
T GPIERA-FLS i /E FIBLE , 45 8 K BLGPLEFLSHY F 431l
PR, O L3 e 988 2 P /M 5 0 3 G/ 440 A B 2R D1
(Extracellular signal —regulated kinase/Cyclin D1, ERK/Cyclin
DIE S, SSRGS I, IR FLS P4 T, 3 INFLS 43 WA 2
KA T fEIERA T BESEAE  (HLPE2)

m;:: Inr:A/L;;B;/GS 3 M’Lf:-x IL17 g
’ | | ! !
&Q: | ! ! '
/ o NF-xB . 9
) ‘\.2 £ IGF-1 TNF L B -8 Bel 2.Bax ’—"»
— -@- .
| Fibroblast-like synoviocytes Apoptosi Hyfz::::l:i;
E2 HHFETS5 RA BRIGE LRI
32 AT HRAFHR  HBIRSTERE NS

T A I BB AAE , H I P T 8 RUBS:  RA AT T A
PRIV 5 A0 L PR 1~ 2 S0 AR A0 L ) 2 e A L 5 AR 1 4
TEBEP T B H RS B AT, R A AR R AR R 4
Jid Costeoclasts , OCs ) TR 18 , B4 H 241 R 1A 184 i 3K 51 G 35
BT B R AR , S EOCTY B IL-6  IL-1775 480k N T hE
TS R AR TR AR, L IR 2R Y Caspase 3 (cleaved
Caspase~3) Bax , S #F5H A ML T A 28 BN OG5 45 #4197,
#/INRNA (microRNA , miRNA ) AT J 4% 515 FcH 40 ML - %
i 527 FH24H B A0 R TR o B4R, miR—-27aFimiR-214-3p
Pl PP PI3 KA KGR ST T A A A WA T 9 g
Ah, K i JE GRS RNA-RMRP (long non—coding RNA-RMRP,
IncRNA-RMRP)ZEIE T 3, 8 TSR T3 0 3% T %,
Caspase—31 M L35 T B, R A B R T3, 2 i 5635
R HE DI FLSREAS M 1 70045 5 /NS 6 -miRNA -
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15-29148 (small extracellular vesicle —derived microRNA -
15-29148, sEV-miRNA-15-29148 ) fie 14K 4l g 4 7= RA
R S T A R T A0 SR YR 19 A0 B 1 (exosomesderived
fromRA —specific fibroblast—like synoviocytes, RA —FLSs—exo)
TERAKIR A EEAET L G & B, U 1 RA-FLS
AMBIERFIRRNA FTO (exosomal circFTO, cireFTO) ] A2 #E 3¢
A T OIS S B, I T RARERA
(ULIE3)

o e ) ®-e
\ o —
Bone erosion [« Bax,Caspase-3
=

Articular cartitage |

nc .
b 4 { I
I mir2143p |

PI3K/Akt -
S|

_miR27a !

B3 WRATSE RA BBRRRILE
4 FHETIFEMERETIATRA

R AR U T, R FEBURA AR T O Al B AR 6% 5 ok
PI3K/Akt MAPK/ERK F1 JAK/STAT3 {55 5l B A2 i RA -FLS 4l
MIP T, 3N Caspase-3 093G 1L, MK Bel-200 KI5, BHERAK
SiER2 FAh 25 H R AR TR P RAVE FAALAR L1
42 WA BN U7 R A0 PISKY Ak ) S
VTR IS LRI T, S0 SR A DR R B AR 0 B B AR,
VUANZ 35537 T LA i MH7 A 20 72 P PI3K/Aky/FASN I8 4 11 3
T, PR A0 A e, A 25 5 AR AR T IR YT RAE
FHALEI W22
43 Wk HEIEZE KA TR E i 8 5 NDRG2/JAK2/
STAT35 53 52 M R A —FLSHE F8 FE 110l Ak B XU & 79 g
% B AR JAK2/STAT3 3 4 19 005 2 177 15 S FLS PR T~ (A FLS
FEJH T2 F Bax Ml cleaved Caspase-3F BT, YLl T-HEH
Bel—27¢ ik B AR o0, Ay r R 25 0 42 40 i 08 T34 97 RAVE HIAL
il 023,

g5 AT, 2k s Al T PR AR TR T RARIAIFSY 2
BEPELZHIMAY B FEE R i 8 ALIR Ik
2 AR ) Iz T Y KO s MR T REAE” 5 4R E A

41 PR TR EEIREE I H CCAS/STINGSS S 254 AYFCITUEAR 8 i 1k XU E IR 23 8 5 25 < R M. Bk Bl
F 1 HAREEEARBTIET RAERVLE
BT 7 N I INATE) BT i TERIBLH liPSERE i ik
HEHI AR EHRRIE HEAADK  CRAKER M cleaved Caspase=3.1L-6.1L-17 K& Bax ik, ¢GAS-STING [37]
T AR
il et RS BRRAR RA-FLSAHM Ttk Caspase=3, M4IBel-23k , BARRA AE PI3K/Aki MAPK/ERK,  [4,42]
JAK/STAT3
WA LS RS T5 KB RA-FLS 400 TH Caspase-3 A TNFR1 (9365, 5T RA-FLS AR - [43]
BEET BEE ARG R B S iH NLRP3 J5E /M, f23 cleaved Caspase-3 BaxAll [44]
i cleaved Caspase-9 HFEIA , e RA-FLS 41T
FHAEB 5 TGS, EZ 1R MHTAZA Ft i Caspase-3MImRNAZA , fRHFRA-FLSAIHA T 45]
ABEFF M WIS A RA-FLSH TF 5 cleaved Caspase-3 HO-1 #l Bax f1% 3k, f£3# IKKB/NF-k B [46]
RA-FLS 4T
FHER  HE WS ZAE, N R OB A EVARABIRLR RS B PN2A0 A Nif2/HO-1 [47]
HAEZ Sprague-Dawley K il
R by TEVEEE M, 1R CIABE TR A9 56 150 WE1E cleaved Caspase-3 MMP-3 MMP-13 NLRP3 ffj AMPK/NLRP3 48]
44 Fik
BERZ  HEEFR - TNF- o P RA-FLS  TH5 Caspase-3Bax cleaved-PARP g6k, {ZHRA-FLS STAT3 [49]
* g Gt T
T-HEEE Mg TN IR MHTA40 THi cleaved Caspase-3 1 Bax f9&i5, (R IEAT Wnt/ B ~Catenin 50]
ES Hag T
HHH %5 TEPRE, R HUFR CIA KRR Tt R Caspase-3MBaxZik , (LU FLSAL A 1= TLR4/NF-« B I51]
it fiftt B, B M MHTAZIA TFE cleaved Caspase=3 F1 Bax HYZRk , f kIR AN [52]
i
7 Mt FRHE  OENEES%  RA-FLSHH TFE5 cleaved Caspase-3 Fil Bax %k, %% RA-FLS 53]
o
PR AER - HFLS-RA FIHFLS- IF 51N Caspase-3 B, 427 Baw/Bel-2,cleaved-PARP AMPK/mTOR/ULK-1  [54]
T ik
U 30 AR, WA MHTAZIA T+ cleaved Caspase-3 Al cleaved-PARP ik, 7S AMPKMTOR/ULK-1  [16]

RA-FLS 41
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IEACPRAS IR A SRS , 5 00035 RA ST I B e R o 2
YEFBLSIZ T, h 2 5k S 05 Kb 2 B m i 45 2 Fi s 5
TH B T RA-FLSAH ML T P Fs g g o, Ho LIPI3KY
Akt JAK/STATE 530 H 55 R 8 UL, AT Vs A R A RA
BBIR, NTAITRA
5 W

RABIIAIT B TS LSS i W A A 8 ST 3R R 32,
HERILHI LR 22, W R 2 558 i 2 S A EAEH,
W TGRS AR A B, TR AU IA T R A X il
IFF A0 o o AT AR T BE A 30 2o B R 5 B & R Ak N
SARESNL , 5 T 22 AU 72 5 0 B AR | ¥ RS0 24 0B il
R IRASE S A BEE T B9 43 F PR L T B B R A B &9 AL
AN AR AL AT 25 B 2L, B RTRAMIIGIKIAYT 32
TR T E S AR BT R 25 AR B BT R 25 T A ) 1 351 2
BAR— TR G RE I A G R (BN R R
o R AL A R 22 S L Th A SRR L 2T TR AL 4y L 3
P EMRR RS, LR 7 2B FH A I BE R B oy S5 e,
RAVAIT AU TS S RA-FLSTA T, i RES il 41 20 Hed 17 17

TS, RS T SRR E RS IEH EHE RE R
G574 MR T OGRS AR T S S RA R R TR AL
il BEHR T AR 2 BLA BRI 27 K 2 3 3t Hp IR
8 4% PI3K/Akt JAKSTAT. .NF —«B .MAPK .cGASSTING.YAP/TAZ
FIAMPK/mTOR/ULK -1 5515 5 38 fif > X ) 8 57 RA -FLS F1 4K
BT BEERAME

RUE 25 ZE P RAAIIA T i HAT e (A A
WA AE— 22 JR B, AT U9 4 LATR 64 J5 Tl = (1) 4 R F
LR AERA-FLSH PR T-HLH , X F 4505 A A 4 98 T AL %)
WFgE L, BLAS [l 8] 42 4= A 28 T HB AL R A ol = R
PAKER G 5 (2) A0 0 T R4 AR 5 4 ST P AR
A TR AR ST S 5505 5 U Rl A P FLS 5 s 4 i ) &2
HoAh SC AN M P T T A ) RETFHRIRMAF T L TR
T TR L HE LRI e R 2 R R W BRI AR (4) £
B 5 35 T A0 M 0 B A AR I PRAT T 5 2 0 3 A X 55
(S)H 25 7 AT B 2%, LR HE Uy R P ARG T 245 3k 4 Jo 3k
Tl LABIAR 5 (6) 25 2540 Bh J12 P9 R 2 | oA M P A LA
YEFITE 2RO B IR B AR S

x2 HPHEHPEMMETIAT RA (ERILE

e b T4 ik PPy (5h R fEH bl MGl Ems  oRk
W AR ZS HR AN R IS B R RIER TNF- o R RAMHTAZ F+ % cleaved Caspase-3.Bax fi) % PI3K/Akt [55]
sl SR R T RS W 35V A T
WlES I RN R (AT R A AU ERNES  LPSIEFIMHTALIR Fh# cleaved Caspase-3cleaved  PI3K/AKUFASN  [56]
b5 B Caspase-9.Bax i35, (RAFAIHAT
EEYE0 Y [/ ] AREM TNF- o B SHAUHFLS-RAZIM  JHi5 Caspase-3RIBax 1535, 3 JAK2STATIZ  [57)
RA-FLSHMLA -
A E CREm W E N U B, SR R B W {IC #C # Caspase-1, Caspase-3, - [58]
iyl K HHEERR A f0 (aspase-9 K
WERLY  BE BT ELT i R 4 PRS0, RS AERRENRCSAE  FRIE cleaved Caspase-3 1 Bax (9 Wat/B —catenin ~ [59]
R LB PR IR I g i 3K, JHE Bel-2 kT
R 3 HERZEE RA-FLS ARUET&YT RA /ERWLEH
ey GEE Wi [P OO RER T L iR M
ERBNAR W NG AR A2 0B 1S 200 R REHE BXIRE  RA-FLS 41K F+ & Caspase=3.Bax Caspase-9 9 % NDRG2JAK2S  [60)]
RN £ ik, fE5 RA-FLS AT TAT3
FERPORAH  FERE RWILGS A4 Ol S B0 A% BN, REHE  RA-FLS M 1 cleaved Caspase-3 1 Bax 9% JAKQSTATS — [61]
ik, A5 RA-FLS A
THRAFL  AF EHE T AT R 0F W, RN R CIABRKRAETIRE T A pp38.p-ERKL2 M p-STAT3 MAPK.STAT3  [62]
A& LEE EIE FikA ik
TR RE R P R R R LA R S MHTA 410 Thei Caspase-3 I35, B IR ICFIRIPI3K/AKL  [63]
RSO R [l
SO HEG NG MES M AT SRR LS SRR ERES MR F+ i Caspase=3 Bax F Caspase-9 fl] Caspase [64]
Fik T MH7A S0
SOEBRE STWE Ok TEEBEE SR OMEER BN ESEE  RA-FLS A Th Caspase-3,TNFRI Caspase-8 % TNF [65]
[ NGRS ik R RA-FLS M T
TEfE R WIS R HERT R R EE A, BN BRI RA-FLSAIM 338 Caspase=3 1l Caspase9 e, 0 - [66]

BRI LN A N R R
fe MBI R R S RAE R REANR),
g B4 (W) 1%

# SMC3.THOC1 BUBT il STAG2 4
A i RA-FLS AT
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