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[ ABSTRACT]

progression are closely associated with vascular wall inflammation, extracellular matrix (ECM) degradation, and vascular

Aortic Dissection (AD) is a critical cardiovascular disease with a high mortality rate.  Its initiation and

remodeling.  Macrophages, as key immunoregulatory cells, play a central role in the process of AD.  This article system-
atically reviews the latest research advances on the involvement of macrophages in the development and progression of AD,
with a focus on elucidating the multiple pathways through which macrophages deeply participate in AD via complex inflam-
matory and metabolic regulatory mechanisms as well as intercellular interaction networks.  An in-depth understanding of

the heterogeneous subsets of macrophages and their mechanisms of action will provide an important theoretical basis for the

development of novel precision diagnostic and therapeutic strategies targeting macrophages,

clinical translational potential.
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W, AR SCEFIR WA M AE AD 5205 14 2 1) DG SR AR
R DR 4 16] w20 i A9 T80 B 75 0 AR T R
W, LU ON AD BB RG0SR AR e

1 EBhRKKE B B 20 A

1.1 e ERRR 5 B

ELWR A0 M AENR G A & 01 B0 e B, R PR
T4 101 41 B ( hematopoietic stem cell, HSC) , &
LI 3 O v A S 43T R BT B B R A 4 (yolk
sac-derived myeloid-biased progenitor, YSMP ) 431t %
FpiAt, Horb, 22 B 4 U7 1 T A B4 1 e 4
AAER 2 & A AEE, BN 4 20 B E g A0
(tissue-resident macrophage , TRM ) OL L HEA AR B
J& , ELEEA I 3= 2R TB A HSC Zr ki A% 4, i
S U AN A M TBAER T RS 2 Bl gt |

TRGEWFFEIN , B W 20 i 32 2 0a i R B AR Aok
TR0 L AR SRR, ML B (2 B )
EWEAM F 2 v 48 & (interferon-y, IFN-y) b
JREIRFEI T o (tumor necrosis factor-ac, TNF-a0) M i
Z M (lipopolysaccharide , LPS) %5155 3 7= 4, B ¢
FERENFNGE RAE T, LK Bl 1 2t S0 S A 3 B
W, AT 5 B M R AE M, M2 AL (AR
AU B2 M) 3225 B 40D/ 2 4 (interleukin-4,
IL-4) IL-13 1L-10 K% Ab4: K A F B ( transforming
growth factor-B, TGF-B) 515 3 /=4, HAFHLEE
A RAE R D RE . FEIE R E 3k, MR
e B E R AN, 2 5 e LR 05 18 2 e
B T B2 R )22 o I I 24 3 T A /D, A
JRyB 9 B I R T R R

TE 1M 5K FK 11 (angiotensin 11 , Ang I ) 1551
AD FEIh | A A ] T 1 M1 BSAR A AR R
ikt PR 5~ F16E J51 463 J 25 1 i ( matrix metalloproteinase
MMP) , 41 MMP-2 il MMP-9, Ffi# ECM, {21k VSMC
O AR, I AD #ERE, 5 Z M B, CD206" i)
M2 BB AR R AP IR | IR 4EEE M2 BUBRE
RYZRIA, UNKE & R 1 (arginase-1, Arg-1) A1 IL-10 f
Fik , HA T B SRR R e A i A
1.2 BWEEBIRE RIS

BEE DT A WTIR A, 22 L0 M1/M2 — 73 %
CJCIE e w5 B Wk 4 M Y S S PE . AN, Trem2”
LW A M REAS R T M1 B AR T M2 B AT ik
I BRI A 0 A 51 s & AR WL IR A A2 3 Sl ik ok
FEREALBESL AT AL

5 200 ) 32 R B A A TE AD &R KR
R BEAEAE 52 AN [R) B B 52 0 580 285 1 A ) AR A, L
X 2s S TS U o T E G E L,
SRR, DR B4R R R R R AN E AR R
R R IB IR A ME B H 1 (brain acid-soluble
protein 1, BASP1) HA% 4 i AE by « S ” WA, o6
YR SE 22 B Bk RE , bk TIL-18" R RMEE
W2 Y, 8 o B TL-18 I TNF-oo 45 20 i PR 7 il e
Je BT HR 5 0 GRS, % IR PN B2 e B F T 4
BEH 2 TR, 48U rh JECR BT IR I
IL-1RN*/TREM1* fi& 4 %Y 5 0 200 it 4 38005 , v 3k
MMP ( 41 MMP-2 #l MMP-9) , B #: [ % ECM, JfHn
TR A A RS, A, FABPS I I 41 i FT fiE
PR S HE R SR BT b Bl a3 NOD
ZAKREE 1 3 (NOD-like receptor protein 3, NLRP3) 4
i /IMAIE [ B0 10045 BE IO S5 PR IR

&P REE A SR 5 B RAE SRR
AMEASE, B VEAN M R R S f a5 A= A0 i st 4 T
RARPLIHRR, LR 4 W AE (U0 TL-1B* FI TREM1*)
A RERFELAFEAE , S BUS 1 2 F ECM AW i, fiE
flide ZHELy ok, RV E R e & /7, K
# LYVEL" TRM FIUEAERY M2 B 5 W40 i & 4 5T R
T £F S Al AT FH DR S i 45 RE S {ELE AD A%
PRGOS SR A R AR 5 T BRI 1] 3 26 S 4 itk
R ) Dy Re, 5OK g ) AR R SR R AR b (n
JAK2V617F BEK 9 48 15 5 LYVEL" F I 4 il 3500
k), 2 W0 R AR AR R8RS IR
AT A REE I 2 A ) S RE A T B A
PERT , DB IR BT, W R iE AT AR 52 1, B
200 B P AR A T A B 2 o 48 52 T ) AR, R TT
WELF] CD31 Y M2 1w 20 i o 80, & A7 7T 1
A A N R TR AR T A, 5 FR T 50 1 PR A 3
AT sk, I8 ik 20 I TL-10 1 TGF-B %5 40 fifd [ 741
HIRIE MR BUEE 5440 . [FBF, LYVEL”
TRM 3t R FIEASAERF DI REAS IR A

g5 LRk, AD () ERE T A4 — 37 Hh 42 R B g
A & (40 BASP1* TL-1B*  TREM1* Fll FABP5")
“RUR IR HESD MR /B E PEWRE (A LYVEL
FCD31" M2) 2 “ Fhfi” 208 9l ] ) S A 12
AT AN T B 531 3 2 S, B TR 0 o b L
FEAS IR B B 1 sl 2 A8 A B A B 9 1 G, DT A 552
B PSR ™, RIVAE 056 AN [R5 s R o 0 1) o 0
TP ML IR ST (R BRI LA



CN 43-1262/R " E 3k AE fk 2=k 2026 4E55 34 555 9 911

2 BB ER KR ERIERLE

2.1 RIERKM

RAETLNIE AD KA J i EE 20K )y g, Herp
200 NLRP3 JOAE/NMA R B AR, Y E
HEZR T 4 Toll #3244 ( Toll-like receptor, TLR ) % Ii
FECAR (N LPS) BUA AE K 745 1 BE S (5 5
NLRP3 5He 8 1% A CARD 5443 14 U 7 AH 5C
BE 5 FE 5 H (apoptosis-associated speck-like protein
containing a CARD ,ASC) 254, % Caspase-1, {%{kIY
Caspase-1 VI H| pro-IL-18, B HUSIE 20y TL-187
IL-18 {23 E w4 g ] M1 B4R Ak, 43 36 MMP-9 Fil
TNF-o, FA# ECM ( Q050 21 4 Fig ) |, IF ik — 48
A5 v 1 A 0 Y R A A R TR AR E R,
b, Caspase-1 & AJ ELHZED]HE] MMP-9 /) N s 41 il 1k,
iR R HG L AMRDIR S YR R ECM RIRE ). RIE
AMETEALIE AT 55 VSMC I8 T FnI 46 28 1 B A,
— W55 Sl PREESS

210 - 5 I 240 4R 5 9003 Y F ( granulocyte-
macrophage colony stimulating factor, GM-CSF ) H. A
P e 200 A A 0 D A Wk 4
TRWERE S SAR HE RE SV Y ERE . AMIEPE GM-CSF
B A S AE BT 55 AD &= ifi vl GM-CSF $it
PRATBH WX —id #2 . Kriippel #£ K F 6 ( Kriippel-like
factor 6, KLF6 ) i i e SR Al il GM-CSF ik, Hoh ok
ASECEE AN LS B A3 GM-CSF, 0 1L-6/ 155 %%
S R SRS T F 3 (signal transducer and activator of
transcription 3,STAT3) AR4E ERERL W37y AD

PILBEBESE R 3 (galectin-3, Gal-3) Z—Fh p-2
MRS EEN, 2 5 RIER N it # . At
XM AE AD 44 Gal-3 5 TLR4 45 G %,
% TLR4/#% N ¥ kB (nuclear factor-kB, NF-kB) {5
il %, 983 NLRP3 JOAE/MA 43 Fdn i fi T, f
HEAD KR 17 FAAEM R B B 1 (ubiquitin-
like modifier activating enzyme 1, UBA1 ) i3 3 1K 38 1
Z ZA IR T kB M3 o (nuclear factor kB in-
hibitor «, IkBa ) /NF-kB {55 51 A2 JF E VG 41 i 7%
b, BT IL-1B | IL-6 Al TNF-a, 55 VSMC AV 46t
FECM Ffi sl AD 3EJ& 2 /EFT RNA (iR
T & [ 1 (adenosine deaminase acting on RNA 1,
ADAR1) o] ELEEE5 G WU RNA R SRR R I 1)
fif ( double-stranded RNA-specific endoribonuclease,
Drosha) , 458 H.yZ R ALEAM , 52X Drosha #% 25 H i
1RRE S, 3E 1M 6 Drosha-DGCRS & & Wi /b, i ik
IkBa I NF-kB R I AR, W0 e 28 3k A T i

fresE M1 2L AR R AL, i) AD k>

7T A A ZEHUN B AD FEAS ) RNA
W7, 4 L0 B RE 240 e fih %2 32 14 2 (triggering receptor
expressed on myeloid cells 2, TREM2) fil TYRO & H
1% R e 45 A % 1 ( TYRO protein tyrosine kinase
binding protein, TYROBP ) 520 AD MY A% .0 F& B,
HH B2 R TEMAE ™, 76 TYROBP G5 1
FLEARAL A, TLR4 T iF (5 5 8 ¢, W0 NF-xB F122 54
JEIE Ak 2 3 ¥ ( mitogen-activated protein kinase,
MAPK) # it 2 303 , 3F 100 98 42 58 9E [ i, TREM2/
TYROBP {553 i 1ok #0 ] F me 4 f H % TLR4 , 7
AD R Jeh KA R E R

S-\F A &AL ( S-nitrosylation , SNO) B b I 25 1 2
(septin 2, SEPT2) 75 Wi 4 A v id ok 45 T ik 9
127285315 5 T 1 ( T-lymphoma invasion and me-
tastasis-inducing protein 1, TIAM1)/Ras #H5¢ C3 A
FITHE R RIEY 1 (Ras-related C3 botulinum toxin
substrate 1, RAC1) {5 5 18 i 0% NF-«B, fi #F 58 i
PR MMP 1) 3538, el L4 284 A ECM. A, fie
HEESIKIE R AD (RS B4 A1 5 E R
ZAK (class Al scavenger receptor, SR-Al1) 7E AD H &
EBNIK LU ) Rk W EREAL . SR-AL R B2
254G I PTG B = PR P 3 (tyrosine kinase 3,
Tyro3) ZZ 44, fE ik B WM i) R ZE AT I, 00k R 9 e
I} ECM B, T ZE AD ik fié, 53— B e &
B, AD S I AT 4R 1 KT 2 T (U HTE
SAVED) o AD R, A5 AP PR A 508 T 2 eE
YRR SR IR ) 2R T SR R Y y B
FE5 S5HEA R (integrin, ITG) aMB2 4545, filh K 4 AE A
WA ZHBRRTR Y, HE S AD FRee it i | 5 g 4 i 5 i
AD FRAEHLA] WA 1,
2.2 RBRE

LW 20 e 1 438 o s 2 HE 2 BB 919 19 A% 0
AL, A )RR AR 2 T A A 3 i A8 22 5, EL T
ST W R 538 BT B v 4 i ) g B A
PETTFE 700 ML R IV 200 ) R o R 1 1
BEEAT B 5%, = R IR UG IR (tricarboxylic acid cycle,
TCA) Hrilr , AR A AL IR 1L (oxidative phosphoryl-
ation, OXPHOS) 32 #iil] , 7% P4 ( reactive oxygen spe-
cies, ROS) 7K 3F T i Wi M2 R Wik 40 g U] LA
OXPHOS 35 TCA fRFF58%

RNA 4565 EH 15(RNA binding motif protein
15, RBM15) 7E AD 3 Eah k4 b 5 w3k, B
5 M1 R A S EAR S . RBMIS i |
TEPRETREAR AR DG RE DR 238 | 104 nimobl T A % e, 2 i i
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1. EEMMZI AD B9 R EEYL
PI3K . B NG WENLEE 3-33 1 ( phosphoinositide 3-kinase ) ;
Akt 5 7 B(protein kinase B,PKB/Akt) ,
Figure 1. The inflammatory mechanisms by which

macrophages affect AD

A M1 RS AL, IR = S K EE R AE R ECM R
TE B-RA I ( B-aminopropionitrile , BAPN ) 1753 /4 /N
B AD REA A A A i T R T IR RS , TCA
AR ] e SRR AT AR DT S 2 o A S
FHF 1a(hypoxia inducible factor-la, HIF-1a) FA [
i, SR HIF-1a 85T Bl R %5 RS
JEFE i 17 (a disintegrin and metalloproteinase 17,
ADAMI7) 3k, fEdERAE N 5H1 MMP (9530, 52
SPPELTERIR IR AD

— AR A5 B, BE AR (succinic acid,
SA)JE AD BF MK FifEh B ENREY ., B
W20 TP Y cAMP SR TT RS & 85 1 ) B4 & T
I8 TR I AU ( oxoglutarate dehydrogenase , OGDH )
Jo s F I A 5k . OGDH J& TCA B CHER , 8
b o-F 3 R AR B SA L B Sl I A A ) 2 A6 M1 A
WAE) oS-I H B 42 2 ( S-adenosy]l methionine,
SAM) 1R 8 2 1 F B (b IK 2 15 8 i 4 4%, B (b
F D SRE AN A M1 B B g A ik Ak, 22
figt E B DRE G AEY

L% JRER (uric acid, UA) 7K T & 7] BE B %
Z: 5 i F sl ik J2 )2 (thoracic aortic dissection, TAD)
(% K e B TAD BF I UA BE® T
{EFEXT BRAL (P<0.05) T Lo PR B T0 35 22 55 78
JFA TAD HEARL/N ) g UA K32 5 &
o BEFERM, UA nl 3 o 30 1 A8 21 20 G B I

%48 AL ( xanthine oxidase,XO0) , {23 ROS L & | i
M7 B A% 40 i ¥4 4k 25 F1-1 ( monocyte chemotactic
protein-1, MCP-1) &1k , B85 W5 40 i 1) 10045 B 19 5%
£, WAL, UA JB T4 i B 40 A 1e) M1 BB AL, i
REREATRE XO H 5] (G ERS ) g i A
HEFERL I, UA 3 — il ad STAT3 Wi R Ak 1 3 F ik
41 FeyR I/ FeyR 1l B ik JFdd Bas 41 ME =
V1T 1/2 (extracellular signal-regulated kinase 1/2,
ERK1/2) {558 5 , fE sE RAE TR AD JEAK,

18 B AEAC ) S Ak — H B (trimethylamine N-
oxide , TMAO ) J2: 3% 12 7 18 T #H 1500 L A5 ) 22
WA WFEUESE TMAO RERS ELHEAE T T E W4 il
75 H A g A AN A R R AR Ak, LA I,
TMAO 8 37 2B 76 P4 % ( mitochondrial reactive ox-
ygen species, mtROS) /NLRP3 {5 53 i 1% & 5E /)
A 23 Caspase-1 A 5% TL-1B Fl TL-18 245 B¢
TSR AE RAEST [, TMAO R0 ] E ek 4
JL R A AR PR G A o B, AU L T A A
— B AT RN 7 Bl kS B A AL A o
TMAO i@ it 19 SR CD36 F¥E 5 % H A ML R 25
JEBEHE 15244 1 (lectin-like oxidized low density lipo-
protein receptor-1, LOX-1) 1) 33k | I 35 34 5 6 41
X S AL AR 25 B2 BS 28 1 (oxidized low density lipo-
protein , ox-LDL) A% 45 5, 18 79 3 40 B JE 1l 0 BE B
AFERED  XSLTEHE LR W], TMAO il 5 1
4 B R A ) 28 R AR5 0 SRS, 78 AD A Ifi
EREBOA S R R PR T AR B A A e
SN AD YR 2

- Fum.arate i

TCA|)—* l
RBM15F' HIF-1a/
= L ADAM17 1 . MMP1
_’ LN ]
é% Glycolysis'! yon
ISR o] i
§§<__M FcyRII/FcyRIIB fe ' UAT
[
%’5‘ polarization 1 ]@(\ l
O
w
NLRP3 1 ERKA/2
* .
/ ° TMAO
Vo Nsam| 2 )
. CD36
SAT LOX-1.0
fo:® Fo!m
IL-6
IL1B cell
TNF-«

2. EREAMAERE R AD HigE
Figure 2. Pathways of macrophage metabolic

dysregulation affecting AD
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3 ERZAaE e 3T

3.1 EREE-NEAE

F Pk EC 27 w5 2 bk ES Y 52 e 7 B
A, S b s R R R . AR Dy A BE RN R
fR B IR, EC 19 PR B M X 245 1 BE RO FR 2 2
CHHL 3 0 1 3% P B RT3 e 2R LAY
Wi DIRe , T 7E AL AR T 1 55 D A 4R 55 I OIS I
EC 7] 3@ 3 b o8 240 f 18] 25 BfF 43 F 1 (intercellular ad-
hesion molecule-1,ICAM-1) F1 I 45 21 }d %4 Ft 43 F 1
(vascular cell adhesion molecule-1, VCAM-1) 55 % Fft
G T RIFEE TSR BE AN B A RE S

BASP1' HIEZA AT %55 CD206" EC 774 ROS,
WA N B2 e AR HEIEH EC JA T, IF 0k L P9 Kz 4%
B i 4 FE 1 A 235, DT 11 55 10 A5 5 F e et
AR ML A 1k A F 32 4K 1 (atypical chemokine receptor
1,ACKR1) B (ACKR1") /Y EC #£ AD 1t 9"
WA R AR IR A W LB 8L 1 (secreted phosphoprotein
1,SPP1) 5L A 7, H -5 TL-1B" H W4 g £ 7 54
FHEAER], K AD $E, Ang I 73 5 1 45 4%
K E 111 & 5Z K (angiotensin I type 1 receptor,
ATIR) 55 Yes K 2E [ ( Yes-associated protein ,
YAP) BERRAL, P YAP AR, 17 5K 8 5 v 40 i )
M1 BB AL IERER T B, 51 & SR AE RN I 493 , 12
#EAD RN Flh, 7E FBNI 2878/ USRS |
VCAM-1 Hl ICAM-1 e IfiVE BE ST RIS 35 3, 30
() EC RIEHE B/ W A L ] N BT A%, B IS8
OAEE, 9K 5h AD IR E R
3.2 ERELRE-mE iR

Bk VSMC J2 3 gl ik B2 B4 35 24 A0
JiL, e A i T AR O R B il 4 R A v R
B Ve . 2 B BRE NN, VSMC 7] 73 o4 Wi 4 26 Y
FIE LAY 5 9 i 22 70 1) Bl AR B o A 1l AR A 2
FerPaf CHR AR FE Y o e 2 A2 s A RS
FA, T AR LS K ) i A R B B A
SRR G S FIE R RE ), Hor M RAEH T2 5
ECM i %8 898 (iR BRI i1 5 1y ik
TR 2 R W, (H 5 457 8 A 1 JU) AT R 2 9 2
ik,

BASP1* . W 2 fifd i a1 B i 4% 2 R ( glutamic
acid,Glu) , #1% VSMC 1 1Y) mGluRS 214, g iF
VSMC [ fig 5 F B, [W]INF, BASP1™ 5 k4 ffd i
FAMHIILN B SR E B 1 3Rk, 80 VSMC P12
S, DA TR S2E o 4 R 8 O 1) 558 3 Sl DK ¥ 1Y 45 4 5

HIMEFNRRKE

REPELST FABPST FLBEAN I TS 1 CDA4-IF R 45
PEZR Je A K F#E 42 K I (heparin-binding EGF-
like growth factor, HBEGF) i — it {&-3Z k4 & 5
VSMC K A8 H. IR L S AE P BELT AT

T3 3 [F 0 3 H F ( stimulator of interferon
genes , STING ) 7 [fIL55 S AE FNE5 ¥ il VR v % 1 S5 LA
FH T ARk 32 3] )iz KT, DNA [u) Jifd 5 it 8% J2
STING ¥ YL B3R 1T, 1E AD 4121, VSMC Fili=
WiE 4 L F) B A DNA. % i T, L STING {5 53
B WO, KA BE N K B ( legumain,
LGMN) J& — i Wi 14 2 e 2 IR 45 1 i, ITG J& —
T AFAE T 20 M R T 1) 55 A2 A, E 2 A
5 ECM Z i), AR i S A0z e i G MHE . B
Wi L 73 M6 9 LGMN 1 i 5 VSMC K 1 f9 1TG
avB3 Z54A, i Rho Z4F =B M2 i ( Rho guanosine
triphosphatase , Rho GTPase ) {ifi £, {2 VSMC [a] 53~
WFAL A, TP AD HERR
3.3 EREZAAE-Mm/MR

REAEAT 47 | M/ IR s Ak ] i 3 a9 i 1 IfL
TS BN o 0 B, T B — 2H T 5 e S
R e/ FE S 1 /N B, 3k BRIk i
FL | B A0 LR T IR, R P AR R SRR TR
PEN T AR /N B Y R P T R I AR A v
SPP1 il MMP-9 {933k, #E ifi fe ik ECM [ fig, 1t
Hh, /MR AT ITG avB3 BT 18 & AL A
i (osteopontin, OPN ) | Tii 5. WG 2Jf] fifd J& 3= 2 ik BE rh
OPN {1 F= 2R, PRk e 40 i o 7 it /Al 5 4R 5
PR ARG

SR, HRTSC T B W 4 i 5 /Ml fE AD i
AHEAE WA AL T 82D B Be, 2 8Ok I T 3
PR AL I (A1 ULEE , PR BAEXT AD &A= i HAK 5T
BRACE DGR 5 S 30 i LA S R B AP TR e 1 B
VEEARESE 0], oA it — 20
3.4 EmEZHRa-fs R4 A

M55 JE LR D 412X ( perivascular adipose tissue,
PVAT) /f: 960 22 1L 48 A1 J& B9 G 5 )2, nl REsd i rh
Ahim 7 B 5 2 AR A R AE, E R T 24H R
(white adipose tissue, WAT) 7EFER ol B3 ' IR &K
ZAK(B3 adrenergic receptor, B3AR ) 14 2 7 Hl i
n] 5 Ak by % 4 B8 W 21 21 (brown adipose tissue,
BAT) , iX — i BEFR A A B 4 I8 7] 4
WHTR AT, TE/N B AL I A8 5405 T B
A IR T 2= PVAT, Jfad i B3AR {5 53 i 4K 5
PVAT KA, #9781 PVAT A0 208 15 iR
1 4 ( neuregulin 4, NRG4 ) , NRG4 #F— 38 i H: 57
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{k——erb-b2 Z 1K % E IR i fE 4 (erb-b2 receptor kB {55 [ (1) 25 1) NSC23766 fig s B & FEAIC

tyrosine kinase 4, ERBB4 ) 175 5. W5 4f g [ 470 % & 784
(M2 B) Ak, D8 B I A5 E 00, IR RRAIR AD A
RN = B Bkt A0 TR )

I 200 5 0 O 4 %) VRISl B AD 2
HET B SN S 1) A (RS R R H
A, PVAT W5 e HAE AR 5/ R i 22 5 LA
KK 5l B 20 IR 0E PVAT 90 8415 5 B A W ff
JEERROR IRASHT PVAT ZEAR[RIPED AE S FIAL
RASH) AD B3 P FRIE, JF R Rl L e F PVAT
W7 R P L A WA SR IR YT AD AT REE R R X
AU FE T A SR TV O 1, I 4 3 1 A0 i s
SN AD FIHILI DL 3
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Table 1. Drugs targeting macrophages for the treatment of AD
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CTD R AE NF-«B [46]
NS(C23766 0 5 5E RACI [5]
MCC950 0 4 5E NLRP3 [47-48]
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Arg-Gly-Asp HEIZRE  Integrin aMP2 [28]
Amlexanox T 98 i STING [42]
P8RI R AL CD31 [20]
Asiatic Acid JATE AL NF-kB [49]
CaSiO, PP AL NF-«B [50]
2-DG PR A Glycolysis [31]
Acriflavine WAL HIFla [32]
CBD AL PMAIP1 [51]
MM-LP-SEI ER((BEEES PI3K/AKT [52]
PM/TN-CCLP  K5#ER % NF-«kB/STAT3 [53]
Telmisartan 2 ATIR/YAP [40]
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Allopurinol 2 STAT3/FeyR [35]
Liraglutide YA PI3K/AKT [54]
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