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Research progress on Chinese medicine intervening the cGAS-STING

signaling pathway in treating cardiovascular diseases
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(Abstract] The cyclic GMP-AMP synthase cGASy-stimulator of interferon genes (STING) signaling pathway is a core component
of innate immune response. ¢cGAS-STING signaling pathway is significantly activated in various cardiovascular diseases, including
atherosclerosis, myocardial infarction, myocardial ischemia-reperfusion injury, diabetic cardiomyopathy, and heart failure, suggesting
that it plays an important role in the pathological processes of cardiovascular diseases. Chinese medicine (TCM) can regulate this
signaling pathway to inhibit inflammatory responses and oxidative stress, modulate immune cell phenotype differentiation, and
attenuate programmed cell death such as apoptosis, pyroptosis, and ferroptosis, thereby achieving cardiovascular protection. This
article reviews the mechanisms of action of the ¢cGAS-STING signaling pathway in cardiovascular diseases and analyzes the
therapeutic potential of TCM in regulating this pathway, aiming to provide new ideas and directions for clinical treatment and
exploration of therapeutic mechanisms in cardiovascular diseases.
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I AF K 0 I PR (cardiovascular  disease,
CVD) 3 Jik 34 K¢ 88 1k (atherosclerosis, AS) > JJLAH
JE (myocardial infarction, MI) K .C» L8 i 5 7 7 54
#Ji (myocardial ischemia—reperfusion injury, MIRI)
SRR R R AL R R ST © B A S R
TG 0 2R AN 0 A P 19 & AR R T S
— AN IR BRI AL R U S 22 R ILA g
R G0 5d BE RO COIE ST IR S 2R CVD 1k R
PR T 84 G 328 43 F 1T BB UCATRYT CVD BT 8 SR

ISP IR IR A IR & B (cyclic GMP-AMP syn-
thase, c¢GAS)-1 4 2 & K H1 ¥ A ¥ (stimulator of
interferon genes, STING)f5 5 it #% /& /& K L% R 48
Hh ) SRR R A, AR SE N A ML AE T K & R
PR I HE R rh Y Iy A A Y, R R
cGAS-STING {5 5 i #% 19 W16 AT 38 8 Jin k) 98 i S5
I e DE A T AR T RSO T SR, E AS M,
MIRT W JRAp 0 UL (diabetic cardiomyopathy, DCM)
Keots J1 550 (heart failure, HF)%: CVD v % #5 K d A
FHB, PR 0 ) 128 A SR CRTRYT CVD RN

55 IR e, o B 2 SRS 2 A 2 TR AR R A
TR TE CVD I RIAYT I B2 ROR . e
2y 0] 3 3 4% cGAS-STING {5538 % , M CVD
(8 9 SN AL B A R T AR T SRR T AR
R TR O A R R BT A LR S
£k ¢GAS-STING {5 5 il 7 CVD i BEAIL ] H iy
VERD, JF 3R 45 vh 2 1 109% 38 % 1) Jec 3 i 5 0t R LA
10 CVD W36 7 IR AEH 1 BEE 2% S EFIT LA

1 ¢GAS-STING 15 5 i# & # 1A

6 K ARPE F G0 AR S0 Fe o B A 1) 73 [
FE b B A X A1 T8 1 58 460 A2 8 4% B2 (deoxyribonucleic
acid, DNA) )51 J2& J5 3l 6 58 N 25 1Y o B 24 15 1
¢GAS-STING 157L%1¢ﬁ%%%ﬁf¢if%ﬂ@
DNA 5 515 58 S AL, /E K DNA JF 5 3 e
PE SN R HERZ O M, 120 % £ DNA &z
7% cGAS Flfir 2 8 (1 STING 3 [7] 58 Wi 15 5 1%
cGAS 7 57 5 5 PE 1R 5 % DNA,STING W 7t ¢ m
T FE S, cGAS BIJRILIRAENE 454 DNA If:
AR A B A5 38 S5 47 R - R 17 MR (cyclic GMP-
AMP, ¢cGAMP), cGAS AALAT IR GIE A 65 405

o 4 MR A A AR DNA ol B 40 B S
f X% DNA (double—strands DNA, dsDNA) & £ ki
& DNA (mitochondria DNA, mtDNA)®_ 5 DNA %
A5 ,cGAS R IR Y IR T = W52 (adenosine triphos-
phate, ATP) 15 H = X (guanosine triphosphate,
GTP) % 1 cGAMP, 3 0 P 5t 9 H (%) STING — 2R
KB, cGAMP 5 N 5 I I JFA G624 (1) STING 2%
R&5 G )5 Rl STING & 4= ¥ 5 A8 b I %38 & 85 /K
AR AR SR BB 1L TANK 45 4 9% 1 (TANK-
binding kinase 1, TBK1)", %L TBK1 #— L2
AR 2 53 T 6 2 98 45 I F 3 (interferon regulatory
factor3, IRF3), i H AR JE 3 | T4 & (interferon
type [, IFN- 1 )By5RiK0, #T% A STING i BE# i
IkB B2 4% (IkB kinase, TKK){2{# 1B 4 il &
P I Ab e i, DT B S0 I 7 kB (nuclear factor—
kB, NF-«kB), ffi JLA% A 40 MIAZ 9, 064 L 40 i A 2
(interleukin, IL)-6 i ¥% ¥R #E I F (tumor necrosis
factor, TNF)—a 2542 % PE 40 K F A9 3k, B4b,
W58 £ W], cGAS-STING 155 i % 1) BT 6 e A2 i
MR T AT RARSET SRR R M AT T R A
cGAS-STING {5 Zid@ BT UL IE 1,

2 ¢GAS-STING 15 518 B& 30 I B e J 1Y 22 Ml

2.1 AS

AS & — B8 R T PR |, LN ) g A
JAE LIV AR M BET R BE i TR DR R R AE 2
O I S 1) T B A PR R, IR AS A EL R
W PR 28 AR5 R 3, A A KA 55 B 25 ) P i 200
HRZ R T i) DNA 545, 512 40 i T DNA LR
IS cGAS-STING {5538 % , #F L8 1L-6 1Y
FIk IV PN R 40 B i S S Y A WA A
I H I 25 mDNA FIE 25 4% DNA 53R W AH 2
B TRl E AS 5 B I WCE B DNA &% & B 35 T
O An ZEUURESE B 1Q L5 AR GTP I Ak K
1(IQ motif containing GTPase activating protein 1,
IQGAPL) 76 i JR AR B MR R /N Bl AS BB 1Y 14 B 40
ff b e ik R LR E SRR I 45, 51 DNA R
BT cGAS-STING 5 538 %, 15 S T R4S &
SE B AL 55 4 B 2Z /K & 1 3 (nucleotide —binding

oligomerization domain—like receptor protein 3, NL-
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1 c¢GAS-STING S B E (R A Figdraw LB FE & L)
Fig.1 c¢GAS-STING signaling pathway diagram (Drawn using the Figdraw platform)

s virus il B ;dead cells.FE T4 il ; bacteria. 4l T4 ; mitochondrial damage. £k 47 14452 17 ; apoptosis. ] T~ ; pyroptosis. fE T 5
ferroptosis. R FET™ ; ER. PN I ; golgi. 181 /R 514 s nucleus. 41 4% s inflammation. & 4E SRV

RP3) /- 4 i A 1o, 2 0F AS 95 1% 0 &8 | i s 11K
IQGAP1 AEA RS2 AS, Zhu ZFVF5T 0, N BE4E
FERAAANE IR E 121K 1 (lectin-like ox-LDL
receptor 1, LOX-1)fE{E#F ¢cGAS-STING {5 il 4,
b A% Z ARG T 4 (nuclear receptor coactiva-
tor 4, NCOA4) %35 it ¥ STING-NCOA4 4 .1
FH U505 K 26 A A1 20E D B2 200 B 1 R B T N A
SCNE, JIVE) AS H iy N 05 . Yuan SEURFSE & B
FENZE AS S8 R 4H B T 9 35 B R A2 1A 1 (suc-
cinate receptor 1, SUCNR1)Zik 14, if — 4505
F W] SUCNRI 23145 P4 B 40 B P 19 P9 J5E o9 7 38
PRI I — 2 A % ik S 005 cGAS-STING {5 5 i
#% , b 98 5 PR 40 i 1A) 5 B 43 -1 (intercellular
adhesion molecule—1, ICAM-1) .IL-18 7K, AT fi2
ik AS W R JE

FENF/INELURY AS H5 728§, Pham S50 5% 51| 52
it DNA #4511}z STING .cGAMP FEih Tt , it — L858
K, AN P AZ 45 ) mtDNA g i3 #4105 cGAS -
STING-TBK1 i # Al STING-IKK-NF-«B i % [
TNF-o IFN-B il C-C 3% 7 LA 7Rk 2(C-C mo-
tif chemokine ligand 2, CCL2)%% & AE [N 133k , i
MfEdE AS B &4, X £ W STING 5565257
AS B A A 9 A2 R OIS A B . Fan SR E
W 40 i > PR 19 #5 L E D (gasdermin D, GSDMD)
I A AR TR OE IL-18 MR, i S ER kIR 5 fL

KBt I ) mtDNA i #8343 ¢GAS-STING-NF-kB
O O R R TL-18 AR AR, 12 U B W AH AT S
S BEHIE B, A 10 -1 WLAR B (vascular smooth
muscle cell, VSMC) /', cGAS-STING 15 = i # 34 7i%
5 01 i 344 R 6 AR AL 4 A 56 R R IR B AS BRI
HERIS . Bi S0 VSMC H i 2ok AR S AL 1 32
5 mtDNA B, #4035 cGAS-STING {55 i i -5
L TFN-T 2, 171 38 58 A9 TEN=T J52 Ji7 LA 40 6 i 55
Sy 7 AR SE VSMC A B 1 3 7 3 2 f 3 A i
e, LT HENE R VSMC U2 B 27 2 i A8 3, Jn
ASHE I3 I BEH A e 55 7 . £ | cGAS-STING
G BKTE AS RS RIET HAEEMEN, X
3§61 SRS T 0 P B A L | O i % ol T Y
JUL 4 B 25 G 5 200 M 19 9% E 0 | 3R T G e S A T
HEFE DT IR AS 515 2 g | O H) 55 SR i B2 1
Hh B 24 A g T I R R 40 g Ry
Ak, 306 9 5E BN D A AR T S ERBE T R AR
22 MI

MI &8k FEBIUIR N Z — , Kk KR
cGAS-STING {55 i P % UI A5G I IR BF Y {7, ST
Beh A MI R (1 3% dsDNA 7K 3% T,
LM (7™ B A B R PR 25 o A 2 DDA D, i —
HAFERW MI A A I PR 4 A H ) K dsDNA
PRI, dsDNA 38 528 0 1 /M 9 cGAS-STING-
NLRP3 i # , 3 i i /s Ak 3% Ak R0 A B, DA T fin
O WU, 0 E AT FDA L FH 2L iR
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57 19 cGAS-STING #l il 1) R #1175 F B A %00k 5 i
/P53 1 (ischemia/reperfusion, I/R)/IN LAY O LA
FEU Yao SO B, 1E MI W13, SR3E ILLH SRRk
) mtDNA A0 0 40 i P 19 cGAS-STING 15 %5
i TE = RAEAR B IL-18 Al TNF-o 7K, {2 i
O LS AE AL LA L4503, 9 HL32 mtDNA 306 19 B
W 24 B v 1O LA 5 A A= K R F B (trans-
forming growth factor-B1, TGF-B1) M54 [ 1
(collagen 1, Col I )FIJJLEK 2 4 4% (myosin heavy
chain, MyHC) 7K 175 50 JULAH ML £F 4 AL FTAE K .
Hu 5205 — 20871, 78 M (] 32 0 B3 41 i
cGAS-STING-IRF3 il ¥ 1 it n] 385 30 JIL 40 e 3
T IO I BT 48 40 i £ 4E 4k, T cGAS-STING {5 5
E 46 114 06 26 M A o 90 151 A0 7 I gk 4 i v
HEAE A IEN=T SR, 3 /b0 JIL A AR O T, R B /D B
MI #5559 1.0 WILED B8 O 22 A MIT 175 5 100 ILET 44
HI AT UL, cGAS-STING {5 5 i % A 3T 2515 R R
JiE SN A0 R UE T St ILER AR N E MT s 50
JULE 455 , 08 1o 40 S 2 38 S8 AT R I D O LA £ 1Y
TRAETAYT SR W o vl I 24 1 BELIRT 122 30 5 A B0 00 LA
505 T, R B B A 0 7 R RT3
2.3 MIRI

O LR I 2 2B T 132 55 H R AT DU 80 2% fige o0
JULIsR i, (P-4 T AR B AT g 2 S 300 WU 3 s, jP
MIRL, 0 JIL IR 54035 , -0 LR 6 200 it 25 Fe ik 2 4t
VA OC R FE O IE P 51 R 98 RE G062 I 2, B 5% 36
W], cGAS-STING {5 Zi@ 2 5 UR #ith™, 7E/kN
ARSI UR SE5G P, 0 ILAH ML cGAS-STING {558
Wk, I 51k A AE HI R - 4n NLRP3 | IL-6 \ TNF-
o IL-1B, KL S A2 98 122 H 40 Bel-2 X X HH
(Bel—2-associated X protein, Bax ) FlJbE K 2K [ -3
(cysteine aspartic acid specific protease-3, Caspase—
3) ik R A cGAS-STING 15 5 il % 11
PO L 2> i & MIRT A ERAE T, Wang 25K B
STING i it 1 2 45 & 4% e H ik ik %01 ¥ Bl 4 (glo-
tathione peroxidase 4, GPX4) , i 1fij 5 5 [ Wk A Fi1 %
il U B Tl Ay, 42 DE GPX4 B I Pk A L 51 Lk
IO R I i SR Ak i S UR D LR B BRE T R A

IO WU 455 . BHF 9038 S B, 76 452 3% 28 J2 6 IR 3l ik
I ANIRIT IR J5 38 1LV STING 28 1 & ik K
E T, TR GPX4 238 7K F TR B 3k 5 T STING-
GPX4 Hl7E N\ 0 JUE v v 7E 1Y T 22 A8 ) 2 A
LR BEIE HE R, B 7] ¢cGAS-STING 15 5 3 i T /v
(00 LA AE | 40 M T2 5 BRAE T, T4 D s MIRT
PV TEIR YT SRS o B 24 30 3 910 ] 2 0, TT
ARG 13 B B MR RO U VR
2.4 DCM

DCM & 4k & T 15 IR (1 — O 145 1 & e,
RRE RN O LSS H 5 D RE MY S0 B0, B R
S B AR AN J AL | B2 55 155 0 J 2 rh
A TTREH BLL AR ML J & HF 5K 8, Yan
S B, cGAS-STING {5 53l [ 700 J i O JIE vh
BTG R BN TBK1 A IRF3 A @ AR A3 i, i —
ST SE R BT, O LA L P R S A R T 51 2
B 05, A meDNA B i 20 40 0 5 N O
¢GAS -STING 15 %5 il #% & i NLRP3 -Caspase—1—
GSDMD 3 9 48 ML £ 72, 51 & — 59 R AE 9K S
N, FEOG B R IF4E 2 DCM Y 2 >, B arkE i
F1 (meteorin—like protein, Metrnl)-2 T 4F A H7 % % (1)
—Rh A RN 1, IR S RE 5 0 O WUIE K (£ 4
BTN REAN AP Lu SPHRGE 1 8L 2 RUBE RN
LR /N BRI S H R Meten] 36 B DL RO LA 2T N 1Y
Metrnl 2 115 mRNA k¥ & FAL, 1mi7e.ClE
R 5 1k K 38 Metrnl F] 3 5 #00E LKB1-AMPK -
ULK1 558l g4 0y 8w, 24 ) cGAS-STING
15 530 3, S5 2 Ul % /D BRSO DR 00 01 s )
e, b2 R KW cGAS-STING {55 % /£ DCM
1) 9 R vp HL AT E A Y 00 A 32 e ) o R R
16 A] BE R B DCM B IR SR m . = 2 el
ok PR B LAY /0 LA AR T s O WUIE R
SE R X3
2.5 HF

HF 2 Z Fl CVD (4R B B, 78 4 3R [l B
A 5 R R R ORI £ Y R
O JFE 98 AE SR AL WULIE R 2385 & HF (G HER &R
Horh ¢GAS-STING 15 7 18 % 75 H g B aod e vp & 4%
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& B EAE AP, Wang S 3, 760 LIS R /Y
b%ﬁ%$ﬂm0ﬁiﬁ%ﬁﬁﬂ*5i%%%,
O LA STING AT 23 i NF-«B /3 1Y R
i S A kO IUIE K355 & 19 HF . Guo SEPOMIBHIESE
O JUL4H B B ik B9 miDNA 2338 3 340% GAS-STING
A I, iR M TR AR e I A 4 BT Bk
O I S E , A2 1E TR 7 33 38375 & 40 WURE K s 2 i
BRI cGAS-STING 15538 B REHS 58 M2 I
20 MR A, D2 A S, B T Bl K S 46 2 (trans-
verse aortic constriction, TAC)/IN FUBLHY .0 IE AR R
HIHFIIIRER AT . Zhou SEPE I, {2 #E PTEN 5 &
(3% A 1 (PTEN=induced kinase 1, PINK1)4 594k
KR 0 BRI > mtDNA B RS, 0 il cGAS-STING
15 538 B VBT, 080/ LR U AR RE AR I DY 3Rk
B 3 A R O JUIE K A RE RS . KA1, Yang
LGB R E 11 5 (ring finger protein 5, RNFS)
55 A O FUAIE FCASE AR /N B 00 JOE 20 28 ik 7K O
BETHE, BRI LR RNFS BB 5
STING 25 [ 445 &, il ik K48 i 22 Z L2
#F STING B , 4 il STING 75 T 1.0 WUIE K3,

— R IFE R RNFS AT 68 B R 1 T BV JIUIE K
MV TE 5> T3 5 . IR BFSY 7R, cGAS-STING {5 %

F1 HHBETFH cGAS-STING F5

S ) S A T S O 5 O R SR S N ok — 2P
e A0 JILEF 4 Ak 55 0 IEAE B, e B0 DI fig
PRI S 1 9 42 123 s mT BE AR HF B T AE YR T 5K
W B 24 TR I A SR SN R LAE K AT 4
R L BRI B,

GRE

3 MEHFH cGAS-STING EE2\EEKEFF CVD

3.1 HZRAE

T2 R I R SF S LA S5 AR
cGAS-STING {5 Zi#@ B J7 CVD ., KB AR 3
HEE A RE A 20 15 40 i M2 Ak TR
HHRIERS  IELGE AS HEE . Ah, Zhai FPHF5E R,
BTSSR A o] DL VR 1753 190 LA
JRLI T AR I RN A AE 0 /)N Bl MIRT #5258 7 .0
LB , I FL 3 6 FHAE /s ML DX 388 | e A0 UL

IRV B A 0 WU 46 0 0 52 07 T A3 B IR 7 R B
AL HRCR . Huang 555 B | 28 )5 92 GE 18 1< 900 i 0
JULAH 6L 5 T 0 5T W 440 I TR B 5] AR 2T

A1 CCR2* L Wit 240 it 2 108, D 2 o JUE 4% JRE B, 2K
& TAC /N FUR O T 8 B0 WLEF 44k, & ¥ HF
PER ., 2R T 1 cGAS-STING 15 538 IR T
CVD HYFEFIALH S A5 TR 1,

BB iAYT CVD K{ERHLHI

Table 1 Mechanism of action of TCM monomers intervening the ¢cGAS-STING signaling pathway

for the treatment of CVD

2 Lk Y R A5 1E AL SCik

LAY p-NF—kB p65 | NF-«B p65 | P2 3k I 4 i M1 TR g M2 TR Ak, 3 7 1 e [34]
4T

WP+ 2 1A Bax | .Caspase-3 | .Bel-2 1 IL-6 | IL-1B} . 0O JOLZEL 4 i B R A 7 S R 4 i 4 7 [23]

TNF-a | iNOS |

WL TNF-a | JIL-6 ] I1-10 7 0 0 JULZH 48 i S 3 [36]

WL & NF-xB | .CCI2 | IFN-B | INF-a | IL-6 06 150 240 T PR 8 S )8 [37]

A2 A Rbl STAT6 T .PPAR—y 1 IL-4 1 IL-18 | TNF-a | R 5 G 200 M2 8 TR0 (5 Al 90 3 4 i 2 [38]

NS =R R NF-«kB | .IFN-a | \IL-6 | .TNF-a | 0000 5 0 0 S 0 2 i T [19]

FAREE NF-kB | JIFN-I| IL-6] IL-18] TNF-a | 044 5 S 9 4 E SR [39]

il H 2% GSHT .GPX4 1 SLC7A11T ROS | MDA | )0 JILZH 24 I 98 | 2R A ) i B % A 4 [40]
MIRAET

B A TNF-o | IL-18 | A0 WILZH 4198 0 S 7 [41]

P TNF-o | JIL-6 ] IL-1B | i VAL B AR AE L B0 WLET Zi Ak [42]

LR NF-kB p65 | .Caspase-1 | .GSDMD | MCP-1{ | 0O LA AR T L A [35]

IL-18 | IL-18 | TNF-o |

. TACR B, LAVE T, INOSIAE S 7 — Sk %0 A W ;STAT6. (5 5 5 5 5 54 S M08 7 6; PPAR—y. b S8 £k 49y 1 14 386 515 0 005 22 1y
GSH.Z Bt H ik ; ROS. 3% 7 48 s MDA TN % s MCP—1. 8 i A0 i A b 28 11— 1, SLCTA LV R R 0% 7 A 11,
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x2 WHEFRHFFH cGAS-STING 1= S @& T CVD K1ERHLE
Table 2 Mechanism of action of TCM compound formulas and preparations intervening the

c¢GAS-STING signaling pathway for the treatment of CVD

v 24 5 77 Bl ) R AR A 1R FABL ik

G SANUEY N NLRP3 | .Caspase-1 | .GSDMD | .TNF-a | .IL- VO JUZH 24 A L ZRORE TR 2 iR B T 4 [43]
61 IL-1g | MDA | SOD T it £ T A A

FE < 25 51 p65 | .CX3CR1 | .Caspase-3 | .Bax | .Bel-21 | 076 40 CX3CRIE 21 149 43 16 B M A [44]
TNF-a | -1 | . 11-6 | T A G I

% B FHH TIMP-1 | .MMP-9 | O UETF 2 Ak K LA AE K [45]

JB% 75 30 0 AL NF-«kB p-p65 | IL-1B | .TNF-a | O JILZEL 2 6 0 2 [46]

L T ST Bax | .Bel-21 IL-6 | TNF-a | TS LA M T B0 LA B AE S [47]

A iR 1L-61 I-1B )0 JTLZH 4R 48 i i [48]

VEL AR B, | ARER T, TIMP-1.20 40 4 I 4 (1RG0 i 79— 1 ; MMP-9.3% it 4 J& 2 (19,

32 HEER

I — Bk 1R 97 M0 R (1 26 v 2 25 %
HAEPR PAAFPL AS W, Zho 2R, K
¥ gl R LOX-1 ik, 1 cGAS-STING
55, T NCOA4 FKik, FiHZE T .GPX4 FI
IR FNE T W5 11 (solute carrier family 7 mem-
ber 11, SLCTAL1)ZRIk M o Kz 4 MLk SE T, 4k i
/IR AS EAE
33 HHEHRFF

BREL DU | v <55 390 4 b 24 52 O B il 7R 3
e i cGAS-STING 155 il #7477 CVD, Shen %51
R, BELL Uz e DCM /) B O JILEF 44k
LTI REREAG . Chen MR | 55 M <55 77 GE 7 il
5 40 6 43 Ak A 2 26 1Y) C-X3—-C ¥ #a L [N 132 1A
1 (chemokine C—-X3-C-motif receptor 1, CX3CR1) I
HE W E I A0 L 1 8 RE S5 N FBE B R A B/
FRUAS AL BE B i (I IR BE A% 0 X8R, R AEHTAS TEH .
2452 97 KAl 57 T # cGAS-STING {55 53 #3497
CVD M VE P B A5 L3 2,

g5 BTk b s 258 o % cGAS-STING 155
ST I 2 7S O AT = R AoV AT O I Kl ke
TRV AR AR A T AR T R AR AE T S H
TN AESE CVD 1Y & ek | 45 5 35 10 1 A8
TAPE .

4 BEERE

c¢GAS-STING 15 53 1% 1) 3 B 300G = £ AP CVD
KA KRB ODHLE 2 — 78 CVD JR L f2 ok
[ Ah 5k 4n i B i DNA AR & PR30S cGAS—

STING {55 i& 42 , 75 40 il )2 TR 28 0E S I 51 i
AR TS AT BRIE T AL N ) 2 AR T 1 40 A
o, HEEZSIE CVD MRy h BRI Z A ZEiR
AT PLE, O S PR A 200 5 45 cGAS-STING
155 W 28 23 U AR O | ELAAHIL 1 42 435 0 1 2 o 5 Ak
O 3 Y 0 A i AR B 48 LA K el A 45 R A4 i AT
Tk

SR, CVD Fh 2 % 2 Hw B AL I & 4%, cGAS-
STING {5538 J& 76 AN [R5 995 v () HLARVE FH AL 6 A&
Wi, U 5 AT T o — 2D 5 R B T3
PR AL A B 5T #1278 cGAS-STING {5 = 38 i 7E CVD
o A 0 Je e B T R A AL 2 B Y A
I~ F00 5K WS A I R A6 5 T A7 A e 1 22 Bk, FL AT,
FH B 25 5 [ JH 1 cGAS-STING 15 538 i 14 J7
CVD B AH WA A BR , o ok ) 45 45 8] 2 4 |
TR AL 2 5 AR AR TR A 7 v 5 2438 1o ik
T2 R A O IS DR AP A T B AL

S Uk
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