+ &G Fre 2m6F ARk 2026 Vol.32

P — , He BRSO T BV R JAE A R4

HZG X (A= AR TR ia ERUE R T R
R

ISR S & N D S Ui S U
(e P EHRFHFR, HE K 410208)

(%] X4 T@RATELENEELY XL(RABBIEALS FRIR PO XD, TLEETHXEFTER
(¢GAS/STING . YAP/TAZ . AMPK/mTOR/ULK~ 1% ) B A%, 4 4 4 7 J52 20 e (FLS) B 4 i 08 = /£ RA ' 09 R 454k
B RAMIE T ESF R P A EMRS P A AP R 2 il it W A4 FLS A= 3 B 4m AR =, AR i 76 97 RARI AT 52
B, G A P E 5 8 RABAR X 25 M B & SRAL IR AR IE

[R4837] ERBEF E; P 5 @m0 R AR R 50F w4k

[FEA>%%] R285.5 [L#HAFRD] A [LF%HT]

DOI: 10.13862/j.cn43—1446/r.20260313.001

Research Progress on Chinese Herbal Medicine in Preventing and Treating
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[Abstract] This article summarizes the pivotal role of apoptosis in synovial hyperplasia and bone destruction
in theumatoid 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 chon—
drocytes 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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ZERHEF T 98 (rtheumatoid arthritis, RA ) A&— 4 4 5iE aspartate specific proteinase, Caspase )—31F A Bcl-25Bel-24H

FX 8 H (Bel2-associated X protein, Bax ) T ¥if B9 8 T2 $04T

A KGR HE M I, Fe A S BT PR RO DR 5 B fe ih, 42
BRI L0.5% , Forb Lot s 58 5 35 1w T 55 2L A L
TRl 32 20 ol DR 4 o ) 2 N R e PR A T e A B2
Mk ELIEE/—2(B—cell lymphoma—2, Bel-2)/E —Mpi i T-8
L FEAM A T R A AR P DER Al (cysteiny]

&, ] B AN MY T AT RN AT (fibroblast—-like
synoviocytes , FLS ) FIOCHT HCH 2H If S RA 1Y 32 BR800 4 e, B
A GE A TR RRAE O T A R A AR A
MIPH TR T T RS A IR RAR E LR, rh A E
FRAYT RS FERATRYT HH E RIS 35 17 A5CRN R A1) % 4
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I AI 2 R 24 T 1R S PT R T A SC B AR T
TIRBNATTRARY H A 5 5275 78] FAT R USRI Gl 2% 118 L
ST R AT (R AF DAL, REAS 2 R T AN M TR AR
B AR T, B SRR T A T ERAK AR R
HRIBILR , LA 2538 M o) 07 Ko 72 T TR A 4 i
TR, BTEA T EEZGBITARA X RA 25 W) BIF A B A1k iy 3
W
1 HREETRIEER

NPT — TP S A TERE AL S TR AL,
TELE 4 ZUR ST T HL AT o A O, A 4% P TR AR
PR 2R U8 T3 AR o PR R T A AR ol 2R 52 B 5 0 i
T, 2B 62 e (cytochrome ¢, Cyt ¢ ) AR 1% JIEE i) Jis i 28
HHRET, 5 PR T RO N T—1 (apoptotic protease—activating
factor 1, Apaf-1)F1Caspase-9HTIATEBIH TG Caspase-9,
1% 16 ¥ Caspase —9 3 3 V) H I ¥ 1 Caspase -3 B {4 2E A
Caspase—3 B MR 100 SNV JA 72345 U] iy b 98 SR 3B X
F—a(tumor necrosis factor—o, TNF—o ) B {5 41 it 3 1 Y FE
TGS G TR WO , 5 2 M SE R AT 55 4R I Caspase-8,
Caspase—8 U1 T WAL LY Caspase—3, 5| {E Caspase B ZHK [ [
SFEANMEIA T8, A1, Caspase—8ii 1 BY Y Bel 2[R UR &5 4414583
(Bel -2 homology 3, BH3) i T 1% 3/1 51l ( BH3 —interacting
domain death agonist, Bid), A B EBRNA S A B (truncated
Bid, tBid) , tBid ¢ £ 22 L Ri 14 15 Bel -2 K 42 U4 T 4001 46 11
Bax/Bel 2454t Il (Bel-2 homologous antagonist/killer, Bak )
TEUBALIE , P2 HECyt RIS I -0,
2 RAMMATXBESEERREZOHR

RAZIMEYE 19 MARZ IS 5 Tl i, Anfie 58 40 i PR 57
AR FH A3 3 < Janus % 22008 85 1 /M5 T S UG SRR
1% A (Janus kinase/signal transducer and activator of tran—
scription , JAK/STAT) . #%%% 5% H F kB (nuclear factor kB, NF-
kB) . 22 345 5 AL R B (Mitogen—activated protein kinase,
MAPK )  FRBA IR 5 - R 1 19 45 i /T DA 38 ik PR i PR
(cyclic GMP —~AMP  synthase/stimulator of interferon genes
signaling pathway,cGAS/STING ) % ; {1 #F 18 542 28 15 41 fifd 5+
B AT A % - B DR IR AT 3 — 3 /28 (455 B ( phosphoinosi—
tide 3-kinase/Protein kinase B, PI3K/Akt).YesH#lCHE H/ &
PDZ 45 & 55 1) % i 2L TR I - (Yes —associated  protein/
Transcriptional ~coactivator with PDZ -binding motif, YAP/
TAZ)A5 3 5 A MACS B 19 WEAR G f0 38 I - BRI R 135 T
F A 7L 30 W R A B R B E 1 /Unc—-S VREUH 1 (AMP-ac—
tivated protein kinase/mechanistic target of rapamycin/Unc-51
like autophagy activating kinase 1, AMPK/mTOR/ULK-1),if
Ak, X T PIBK/Akt JAK/STAT \NF-«B B MAPK 45 {5 5 f#%
O R 2 iy BV HE SR, AR ML T AR XS A2 T o Bl
WEFE TR A, cGAS/STING . YAP/TAZ S AMPK/mTOR/ULK -1
SR T OB S RIS SR AR, B 7R RA A M 08 T8
Pl BBt 7RI -

2.1 cGAS/STINGAZ Fif#% cGAS/STINGI5 5l it — &%

BRARE RN IR A, BEAS R A 0 | 1 W L R A B e A
Mt R R P RATE B ZH SRR B AT I R 6
HAEF STINGRESS A 0B A 3 2 A T R R, RA
T B 240 I v B 7 £ AIC FREAH DG 2B 1 (fat mass and  obesity —
associated protein, FTO)ZRik_L & AT I 20 M T, FTOA I
TR BRI cytidine/uridine monophosphate kinase 2,
CMPK2 )40 J85 14 B 5 ek 60 IS J A OGS 8 11— B /DR B R i
fi§2 (fat mass and obesity—associated protein—Cytidine/uridine
monophosphate kinase 2,FTO-CMPK2 il FRENSE A FcGAS/
STINGAE AR 42 5 B S E , 3 17752 e 400 1 240 B A s,

22 YAP/TAZAZ5i@% YAPTAZ[G SIS S5HERE .
A KA T- RS R, HYAPSTAZRRIATESL
RIS SR LT AEAE T A M (theumatoid arthritis fibroblast—
like synoviocytes, RA-FLS) H i 2 | #8120, YAP/TAZTE FLS H
FUA ST T, RENE 38 o 35 T AN M B (R B R A 5 R AE
N S M RA ™ AR B o 4 A% N Y AP & 38 A S BUFLSTE
TNF—o 1 4SS 2 (interleukin, TL)— 1R M~ i# 3 Fi 4
J& & H i (matrix metalloproteinase , MMP)-15MMP-133i5,
LY AP IR 3G N B A1 2 M B B T 24 200 i 1) =2 22 B8 ) L n 2 v
JEE 48 1 ™ EE AR OO B Y 3 B, I Y AP/TAZES SR P RE S i
PHRA-FLSANMIIA T, I IG5 A= 2268 7 DL SR% ARAE S
N IS, S Y AP K R AE SR IR AR /b A
T8,

2.3 AMPK/mTOR/ULK-143 5 i@ % 5% i AMPK HlmTOR
PP AE R A LR R P RS SR OO, AMPK P ST T 101
mTORIETE , M ULK 1V 22 2 B/ 95 2 R I 2 1 Wt s Bl 5%
R B, AMPKGH 33 8% B2 A6 B0E ULK LS 3 A g e
mTORWIE AT B AL ULK 1B RR AL ] A 1 o b Ah , mTOR W g 5%
M AR T o AMPK/mTOR/ULK - 130 B & — AN 2= (10 M 4% , g
LA e U = o i L | U R S 0 S =3 2 I B
AMPK/mTOR/ULK- 115518 B W] 15 S RA-FLS B AE I T- 1
uﬁm]o

24 fE5@HNMHRE$IK PI3K/Akt JAK/STAT .NF—kB.
MAPK .cGAS/STING . YAP/TAZF1 AMPK/mTOR/ULK —115 5 il
BEIIREETERAANMIJA T, X5 Bl I 2 [ S B BRI A T
NIZE WIS ML LR S 5 RA NIRRT R
AktfF 5% T RIS IR Tk A% B « B3N 1 2R F U o (inhibitor
of nuclear factor kappa B kinase subunit alpha,KKao)h#
TENF-kBf5 530 1, MINF- Bl i 5% 5% _L JEPI3KA# AL T 3 )
M — PGSR PI3KAR 5 58 B, (1 PI3K/ Akt 5 NF—w B i 2 [H]
T BL— A AH L3R Bl ) 1 SRR . JAK 2 AB A% 38 o) W AR Tk A
T BINHIER A B R (TKKR )3 3 NF—k BIZ 54 57 , NF—kB X il
15 ST R JAK2 1 335 5 JAK/STATIS 538 P A IE I (534
1% IR SR AE A I S 18 STAT338 48 -5 PI3K [ p8 5 117
EHEAHEAE I, BOH PI3K/A kU 538 50 A, JAK2/STAT3 72
MAPKY bR A2 , JAKI 5 5 % 1 2540 i MA PKGH & 11 5
R P, I MAPKAS 538 % OB NF-«BRY LI B0S 55, 8
BB T 1 AT M L B N F - BB R AE. , 3 ELI 1 PI3KFN Akt 3
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KNP HIMAPK I mRNAZK PR, cGAS/STINGRE EHE NF—«B
15 SRR, STINGIM i TANKZS A #8407 15 SA V1 (TANK-
binding kinase 1-Salvador homologl , TBK1-SAV1 )4 & {EMH
AERS JE ¥ Hippo/ YAPTS 5, TG Y AP AAZ S R T ¥ 410 56 K
SEIZ1, STING fik Z 75 AT 38 ax 41 i 5k 4015 5 B 7 — 1o Chypoxi—
a—inducible factor—lo, HIF—1o )3 H 16 P, B 50 AMPK 75 L2,
FEY APITAZFINF-BI5 538 16 T, RASAH OC 45 14 3 2 11 2A
H:KH (Ras association domain family member 2,RASSF2)7HI
T FL P Ste20BE i 2 (mammalian sterile 20-like kinase
2, MST2) 43 0 I NF-k BI85 A (1B kinase , IKK) Fl
NF-kB il & F o (NF-«kB inhibitor o, IkBo) BTG, BHWT T
NF-kBf 5l % ; 7EY AP/TAZFIMAPK {5 5 B, YAP/TAZ/
TEAF; 5% 7 (TEA domain transcription factor, TEAD) I &
5y RS A ME Z IR 19 B (Extracellular signal-regulated
kinase , ERK) .c—JunZ &K Ui 4 (c—Jun N-terminal kinase,
INK) .p38-MAPKHIIE & -1 (Activator protein 1,AP—1)%,
AMPK AL P8 Ty NF-« B 5% , M-SR AEB o FE G
AR, AMPKY: 55 W08 5 fE FmTOR P13 KIS/ 2 7200,
AT I, XS5 S B R R T — N 2428 BN 4%, 45
78 T RAJGFEIHLNI 698 24tk (WL IE 1)

Pulq/\kl CGAS/STING )

< @ NF-«B (AMPK/mTOR/ULK 1)

MAPK YA P/TAZ

Bl {ESERENZESRR

3 EMAT S E5RANERILE

3.1 @A TH5RABEIE A RAFHE—ZHKALIE
R AR, 35 F I A R A M (macrophage —like cells,
MLCs ) Ik B A0 56200 B A FLSZH AR, FLS Y 1E & T RE 2
T 37 7 A A0 AP 3 5 R 43 FIHE TR (synovial fluid , SF) R 4 +5
AT RIS, DA I ¥ A SR 0B R AR RA T, FLSFR
PR T AE R RRAE , 3 343 2 20 PR R S i il S
5O, o B A AL RN S A HR T, S B0 R
Az,

3.1.1  AERIERNATHEFLSTT- S S RAE I AE  JEHiT
RNA (non—coding RNA,ncRNA) B2 38 1 A FLSHI I 122
SRAPIEHERE WANG Y JEEEWF T R WU/ RNA -483 -
3p(microRNA-483-3p, miR-483-3p ) TERAB AT b 3=
K b GE S AR SRR K1 (insulin-like growth
factor-1,IGF-1) 3 -IEEHIEX (37 untranslated region,3UTR),
TNHRIIGF- 1A 5, HE T BT OL 08 115 S8 i, SR FLS A7
THAE I SUN LARo-0% IAE RA FE T 2 20 P K i A 2
RNA-A1.928768.3 (long non-coding RNA A1.928768.3,Inc—

A1.928768.3 ) I IR K- 5 HL 3 (1 98 RE 16 b A0 175 )
Sy R IEAHSE I — 25T R W, Inc—A1.928768.3 1] LA 3 o B4 %
W EEZE B (Lymphotoxin Beta, LTB) /-3 BINF-kB15 53 % ,
TEHRA-FLSHYIGFH AZZEMAIE , AP HIRA-FLSH 1=,
3.1.2  RIENFUREFLSHT-Z 5RAM B AL REN T
RERSMHIRA-FLSIE T, SEOR IR LEE S YAFPRITSE &
IIL-1788 BRI T2 (I Bel-20W 3% 35 , M HIE I8 -2 [ Bax
YK o TG AL I BEIR L STAT3 5 Bel 278 40 MaAZ N A7 B
RN, FIATL- 1738 3 BTG STAT3 38 B30 I RA -FLS 1 L
T IRATE R FIM9%3 (mixed-lineageleukemia3, MLL3 i@ i /-5
AR FIH3EE 405 R — T 54k (histoneH3lysinedtrimethylation,
H3K4me3 ) TERAH I F635 . FAN W QZHF5Y & SIRA-FLSH
AOMLL3:E B ma L FEdA2 (C-C motif chemokine lig-
and 2,CCL2)Ji 8 F X fH3K4me3 B4 , 43 NF - Bl
fRHECCL2MHE 5% , fR i S 0E I F TNF- JL-1B JIL-8 1Y 53l ,
PP HIRA-FLSAY AT,

3.1.3 HABPUREWSINET IS SRAE B A REA R
AL &F 1% 25 A (citrullinated  fibronectin, cFn ) FI 5 25 1% —6 -1 R
5 ¥4 T ( glucose —6 —phosphateisomerase , GPI) 3 A RA H & i
JR.FAN L YZEE-BF5Y & B cFnBE A% 02 HE FLS T 48 5E R 7
TNF-a FIL- 189438, H76.1% /Y9 RA B 34 1ML 38 A
(synovialfluid, SF) "GPV B T . B Tk, ZONG MEFBHAT
T GPIFERA-FLSH A VE ML, 25 5 & BLGPLEFLS Y H 431
PR, O LI i 0 40 B A 18 1 R 2 s RS AR D 1
(Extracellular signal —regulated kinase/Cyclin D1, ERK/Cyclin
DEZE B, SERG /S, M HIFLSI T, BN FLS 73 WM
RANMHE T fEIERA TR (HLPE2)

Cwnnw S o S -
K mMiR-483-3p  Inc-AL928768.3 MLL3 L-17 GPI
| | ! !
- L T— a L e
[ Bone: 3UTR LB ceLz
Yt SEOR0 > @®
Yo’ NF-kB it ERK-Cyclin D1
L TNFa. IL16. I8 Bel2,Bax
Fibroblast-like synoviocytes AW;,';;;S o :z:;;‘;';;
2 HRATSS RA BIREGE L HELE

32 @RATHRATHAR BRASIHEREN S
JO TSR R TR AAE | 3 TR B T 1 KU o RA R Hh 7= 2
PR 5 200 ML R -2 s e 6 A L 1) e A, 5 R 3R 2t
TR T A SRR AS R T 0, R 4 AR R AR N R A
fifd Costeoclasts , OCs ) BTE A, B H 40 A 7% P M 908 3 5 1 i
BT PR A , P BOCTTHAE M 16 L~ 175 2 AE 1 fE
B VO R AR IR R TR AR, R B 1) Caspase -3 (cleaved
Caspase—3) \Bax, & #F FH MR TR AL, IR G185 407,
fl/INRNA (microRNA , miRNA ) AT P45 ST 40 A - R
i S AR B A0 R B AR o P8 4G , miR-27aFImiR-214-3p
T R PI3K/A G IR T 5B MY B RN A T 91, )i
Fh, KEEIEHIBRNA-RMRP (long non-coding RNA-RMRP,
IncRNA-RMRP)ZR A N, FHAJR TSI T30 I 2 I,
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Caspase—318 T W& T B, BCE AU MRIR T3, ST 7836
TGN HE SR FLSRES S o0 3 WA <2 /N A 3 Y0 —mi R -
NA-15-29148 (small extracellular vesicle—derived microR—
NA-15-29148 ,sEV-miRNA-15-29148 ) £ £ Fci 4 g -1,
RAFE S BT A e P 4 MR R 1) MUK (exosomesderived
fromRA —specific fibroblast—like synoviocytes, RA —FLSs—exo)
TERAZIFHLE A % FEAE I L G & B, ¥8 FH RA-FLS
B SN IRIRRNA FTO (exosomal cireFTO, cireFTO ) AT i
BB AN T, TG S5 ST TR S, I T RARELL.
(WIE3)

Osteaclast | ®-e
i i e
Bone erosion Bax.Caspasc-3
.ocym/ . o)
3 INcRNA RMRP - ~

¢ TmEm

I mir2143p |
I

IL-17, 1L-6

PI3K/Akt —

S

Articular cartilage ( |

3 @HBATSS5 RA BHIRRRILE

miR-27a |

4 hFETEREARATIEITRA
4.1 FHEA FHEEERNGEEINTH cCAS/STINGE 538 B& I
AR AN AR T, & FEBTRA BRI R T g aE i
PI3K/Akt \MAPK/ERK FJAK/STAT3 {5 5 i {2 #E RA -FLS 4l
MIJAT , H4 T Caspase-3 MG AL, I Bel -2 %3k , BRRA &
) I R 2 BRI R TR T RAVE FIAIL L3R 1 .
42 BHE ST AEE I PI3K/ Ak % 1Y BOS
T S AT L T, 0 AR A AR A B R
VU328 9537 T L0 i M7 A 40 i P PI3K/Aky/FASNE % 1) 34
T AR E A YA 70 A P 2 2 TR A R TR T RAYE
FHBLHI LER2.
43 Wk HFEZE XA AE % 3 1 I X NDRG2/JAK2/
STAT3 {553 4 5 W R A —FLS 3 G2 A8 11000, e B XU A 77 8
i R AR JAK2/STATS 8 [ 1) B0 U % R FLS I T, FF A FLS
FR U8 T- 2 H Bax Ml cleaved Caspase-3 BT, PLii T-&EH
Bel-23R A KA1, FAth A Bl 24 98 4% 40 R 73R 97 RAFE AL
il W23

L5 LT, 2 LA o R AR R T IR T RA RGBS 32
BEREZHBAAY , BB TEE A ffEE AL

F 1 HAREEEARBTIET RAERVLE
BT bl INATE) BT i TERIBLH liFSERE i ik
HREE AR IR, HEARDK  CFARR M cleaved Caspase-3.IL-6.1L-17 7k -} Bax % cGAS-STING 37
S U G
il feRael BRFEA REAR RA-FLSAIM Ttk Caspase=3, M4IBel-21k , BARRA AE PI3K/Aki MAPK/ERK,  [4,42]
JAK/STAT3
IS (RS MBI B KB RA-FLSAIH THeiCaspase-3AIINFRIIHGA A FRA-FLERIAMT: - [43]
AR EEE B, R R BRI | NLRP3 JE/MA S35 cleaved Caspase-3 Baxl [44]
i cleaved Caspase-9 HFEIA , e RA-FLS 41T
FHAEB 5 GRS, AR MH7AZA Ft i Caspase-3MImRNAZA , fRHFRA-FLSAI AT 45]
ABEFF M RS 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 Wi, aub, AR OB AR BRRABEK RO TR N2 A R4 Nif2/HO-1 [47]
B Sprague-Dawley K il
R 1 WEAVEEE ML, 1R CIABER A9 56 150 WEE cleaved Caspase-3 MMP-3 MMP-13 NLRP3 ffj AMPK/NLRP3 48]
A4 Fik
BERZ  HEEFR - TNF- o P RA-FLS  TH5 Caspase-3Bax ,cleaved-PARP g6k, {ZHRA-FLS STAT3 [49]
* g Gt T
T-HEEE Mg MR IR MH7A40 THi cleaved Caspase-3 1 Bax 9315, (RN Wnt/ B ~Catenin 50]
ES Hag T
HHH %5 TEPRE, R HLFR CIA KRR Tt R Caspase-3MBaxZik , (LU FLSAL A 1= TLR4/NF-« B I51]
it fiftt ERAC, B0 M MHTAZIA TFE cleaved Caspase=3 F1 Bax HYZERk , S E IR0 [52]
i
7 Mt FRE RN ES%  RA-FLSHH TFE5 cleaved Caspase-3 Fil Bax %k, %% RA-FLS 53]
o
PR AER - HFLS-RA FIHFLS- IF 5N Caspase-3 B, 4275 Baw/Bel-2 cleaved-PARP AMPK/mTOR/ULK-1  [54]
CE ik
U 30 A, WA MHTAZIA THE cleaved Caspase=3 il cleaved-PARP %35, A% AMPKMTOR/ULK-1  [16]

RA-FLS 41
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2y oA Iz R T K B W AR B T 4R 5 4R IE 7 A
54 M ECAAUEAR, 3 AR TE RIS 3 R SR FR Bl
TESARAS I ) SR M, 7 A0 RA ST i IR 1R o 72
YEFBLSZ T, h 2 sk S Berb i 25 B mT R 2 F s 5
TS S RA-FLSAM MM T il Ees g T, Horh LIPI3KY
Akt JAK/STATIE 538 H B o IL , PTAMfil  RSEks 2F 2 AR A

HHER, NTTAYFRA
5 3t it

RARIVGYT HATATS AR 2 S A= FAE S T 32,
FORAG P LB 2%, 8 M A5 5 il i 2R A A
TG SE AR L, TR A IR T AR AT 2 2
WP o AR YA T BB S SR AR N, 5 | A SR A I
RAESNL, 5 T 22 ML T2 5 W I ARAE U M08 2 R T
IR RS 7R AL T 04 7T IR LD T B I R ARG A L
AT R R [ 6 7 259 B OC B2 HRTRARI IR KRR YT £
ST 5 AT 58 285 e I T A 245 R A Wy o 590 4
BIR—E T LRI ARIFIE GG BEJE , (A AE A R
JSL RIS 7R AR 2 St o vp 25 SRR L2 TR PR 0 22 3

PSRRI, DA 7 2 B R B ) S 1 4 e, 7
RAIBIT AT S RA-FLSI TS , i REA il 251 40 He 1 0
T2, RN R SRR E RS MER  EH R 5 A
85T AR T SRS 538 I R AR T2 5 RA R & L
il BB T AR R 2 B A BRI By B b 2 i P )
P4 4% PI3K/Akt JAKSTAT..NF -<B.MAPK .cGASSTING.YAP/TAZ
FTAMPK/mTOR/ULK -1 5545 *5-38 #% 5 3 1a] 575 RA -FLS FH %K
BT SEERAMVE .

U PP RA AN T 07 T A B e (A
WA — & SR BRAE, T U998 A AR 6475 1 - (1) 4 /T F
LS PTERA-FLSI R T AL, X 4B 40 M 1) 98 =ML )
FgEH D | FASTR) 3 65 ) 52 23 1) A8 ES B AL o el o e == YR
DA R Gk 5 (2) AR T T 5 1 000 B i A
i AR TRARR T FE A5 5 I R FLS S 3 E AN s 2
o OGN M I T R () BE T HARMNIIR L TR
D AR HE LA E e R 2 S AL M HHIE AR (4) 2
BT 3T A0 MR S AR I PRAE U B 27 I Ff AR X 755
(5) 2552 77 Loy S 4% , LR FE DM R4 FH 08RG f 245 20 o ik

x2 PHEFPEMMETIAT RA (ERILE

e b T4 ik PPy (50 R fEHbLE ROl Ems  oRk
MRS AW ZS A AN B IS KE RS RIER TNF- o A AMHTAZ R JH# cleaved Caspase-3 Bax ) % PI3K/Akt 53]
sl SR R T RS W 35V A T
DOlES I RN R (AT R A AU BRI LPSEFIMHTALIR Fh# cleaved Caspase-3cleaved  PI3K/AKUFASN  [56]
8 i Caspase-9.Bax i35, RN
EEYEE N (/B ] AREM TNF- o B SHAUHFLS-RAZIM  JHi5 Caspase-3RIBax 1535, 3 JAK2STATIZ  [57)
RA-FLSHMLA -
A E CREm W E U SR, SR R R W {IC HC # Caspase-1, Caspase-3, - [58]
iyl K HHEERR A fI (aspase-9 K
WEROY PR BT ELT i AR S0 AMFE RS0, RS AERRENRCSAE  FRAE cleaved Caspase-3 1 Bax (9 Wat/B —catenin ~ [59]
R LB PR IR I g i 3K, JHE Bel-2 kT
£ 3 HERZEE RA-FLS ARUAT&YT RA /ERWLEH
GiET GEE bg Pk (5 B T L MkFESEYE
ERBNAR W NG AR A2 0B 1S 20 R RAHE BXRE  RA-FLS 41K Ft i Caspase-3 Bax Caspase-9 1% NDRG2JAK2S  [60]
RN £ ik, fE5 RA-FLS AT TAT3
FERPORAH  FERE RUILGS A4 O S B8 A% BN REHE  RA-FLS M F+i cleaved Caspase-3 71 Bax M JAK2STAT3  [61]
ik, RA-FLS A
FHRAFL AR SE Bl T AT EF 0 BWE. BRI CIABRKRAETIRE T A pp38.p-ERKL2 B p-STAT3 MAPK.STAT3  [62]
A& LEE EIE FikA ik
TR RE R P R R R LA R S MHTA 410 FhEi Caspase-3 9534 3 LA ICFIRPBK/AK  [63]
RSO R [l
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