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Fig. 1 Domains of human STING
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adenosine monophosphate); CDN: ¥f “#F (cyclic dinucleotide); TBK1: TANKZ; 41 (TANK binding kinase 1) .
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TR SR 0B . T 40BN B 2R A% 40 i 34
TR LA ', WY, STING i& kvl HF
i {5 5 18 B 300 #% 7 xB (nuclear factor-«xB,
NF-«B), fEgFZF RN 7 10& k. B
W%, STING 38 % 1Y I T 2 DL DU 85 S e )
B R4y B, SR I R A i AR A A ) s B TR
L5 Z R i) K A R SR UIAR DG, g | Jsk
JePk g . VRECME I A8 PN EE I S B e v
TE

H % (autophagy) 2 R4l M Bk sy . BB H
JoT 2R A /sl 20 L 25 1 — A B AR, T SEE
A Sy A s, EEREE R A 7 B
Wz b, HMLA REIE L [ W R AR A B A D ik
PEAZ 0 DNA, dE 4R an iy s A K AT ©.
VFEGORHE R, AWGEEZ R ISP 0 & AR K S rh
EORAPPER, RGeS . M . phaRA TPk
P O MR . SRIMAE LS LT, AW
GRURZIRNG S T2 I U F e Lo e e -a ey
TR 2 A T R A ek AR R PR AR

U5 STING M F Wit i 42 18 4 57 40 Mo A= A7 S 3
REAR S R ) B M, EROR R 22 Y B 5 IE 5K
STING 541/ A Wi Z M AFfE R VIR . 2RI
FEPI TR . —J& STING H & I HAH {5 538 B 5
H WG ER B AR s O AT STING Jh 1k
ORI BT R . KRR R, fEiF 2
STING Fh/a H 38 [ Ty 5 B Atk B £ 2859 rh i [m]
BBl B W 3K AL S TR DO AR S TR
STING FI4H M [ W =2 [i] i AH B G 3R SRR RL
FFitE— 2 P HAE N2 Atk R S i i 3, LA
HA AR R PR B R A B SAR

1 STINGFzE 5%

1.1 STINGI#EHEHIiEL

I, STING AJ 38 & R 55 47 iR - i 1 1R & il
(cyclic GMP-AMP synthase, c¢GAS) KA F1EHK
() 7 Bk S o /E 8 —FP PRR, STING fg 8 9%
CDN s 5 cGAMP 7% "2, DNA 1% &% 2% cGAS i
145 A A BT i ) DNA B [ 5 DNA JH 512021
B, M cGAS §DNAZA G, &l —RIRN
R cGAMP, #ETMi 5 STING 454 9180E F &S
WG SR E , Mo AN AT DL i {2
cGAS 5 DNA B9 45 6ok 383 STING 38 B 1k, FL
AR 5 cGAS 454, HEMIHTE cGAS-STING i#
%1 BRcGASSE, FAIESZAR, anaRk AR K

24K (epidermal growth factor receptor, EFGR) #
Ji5i i 5 DR 1) 728 M bk 2L 9 9 (anaplastic lymphoma
kinase, ALK) . & % BR %% 1K i B§ (receptor
tyrosine kinase, RTK), #{iESZnl R /MM cGAMP
1 CDNs ¥412 i, #F— 16 L STING i 48 ',
7E STING f5*53@ # ', 4 STING B#id s, 1T
WM LY STING & AEZER AL, BJS STING BT
BT, 28 N BT I - e R B AR (Golgi) DA
(ERGIC) #4iz 2 /R AR U B8 28 i JR A
J&, STING 75 58 bRt Wt 1k 5 2 AL A Al 58 40
b, HJ5 & STING 5 HAE R R B B A5 i
PR B R 1k bl e S 4% (sulfated glycosaminoglycans,
sGAGs) #ia A 5em, K55 4aiE L STING
Wit —20 54 TBK1 ", 58 &3, Hippo {5
3 e %0 T YAP/TAZ W] B 8245 TBKI 454,
M6 TBKL A F3 S5 F2, AR & 4 4 1 2
(neurofibromin 2, NF2) W/{EH T YAP/TAZ, f#ER
HEXS TBKI (S AR A i, 2E i 2 1 STING 38 1%
fk 221 TBKI1 W] 4y 3 STING W@ We fk, w52k
STING W 8 )t s e fb T 48 R 4 1 Wl + 3
(interferon regulatory factor 3, IRF3) , Uit 4,
STING if 1] # 7 NF-xB, NF-«B il IRF3 #F A 41 iy
NI R R R o 0 (HAS — AR, AR
KA F %K 2 (human epidermal growth factor
receptor 2, HER2), tLJ& —F RTK, fli# 5
STING A 45 & Jf- 564 AKT1, AKTI #1fij il TBK1
(1) S510 i s AR AL, AT PELAS STING 7 =y R H 4
b 2% TBKI, DLk #0 i STING 38 #% i 1k 1)
=iy
1.2 BEEYEE

HWg EZ5 83 MER. BEHE
(macrophagy, J& 3C i #% o8 A Mg ) . & A W&
(microphagy) FlrFfE{EA 31 A 1 (chaperone
mediated autophagy, CMA) ¥, Z LAY [ R FE—
Merl 3R sASLEE, BEsh . ik, R, miaF
F% f# o UNC-51 £ 3% i 1 (uncoordinated 51-like
kinase 1, ULKI1) ., HFEAMKEFHEH 13 (autophagy
associated gene, ATG13) ., ATG101, 200 kD Zi &
B R A0 HAE FH & 1 (focal adhesion kinase
family interacting protein of 200 kD, FIP200) & &
YiJa s AWE. AWRAHCEREEN 6 (ATG6, JRFx
Beclinl) . ¥ #d % 1 43 % 34 (vacuolar protein-
sorting 34, Vps34). Vpsl5 il ATGI4L & &K S
FI R IMA A% o TR, G FE b i Vips34 77 A Y 11T
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BBk R BE WL BE -3- 5 &L BB (class 1IN
phosphatidylinositol-3-OH kinase, PI3K) 1] Z£4E%%
WA E . G BT M E A2 & 1 DFCPL (double
FYVE-containing protein 1) #I [ W & 1 WIPI
(WD repeat domain, phosphoinositide-interacting
protein) RAEHE A WE/AMARIE . A WE/IMAZEN
P REZ RS RGNS, H ATG12-ATGS-
ATGI6L B2 & K il 8 M A 1 & B3
(microtubule-associated protein light chain3, LC3) -
BENRIE OB (PE). Y AM/MAIE RS, HEHA
Wit /IMA SIS v AR R 5, T2 E WA A B
J5 . E W INASIN TR N 5 Y s R v i A 4
FIGREAR . T WIEA, 202 o R DG IE 3h ik
. ¥ & HF (tethering factors) . 5 Fl%EE )
SNARES & & W55, BTl & b BOR & 3= 2 AE
FI 200 N =R B PG Rab1 AT 2245 A AR
WA, 2l FE AR OC #1129 (synaptosomal-
associated protein of 25 kDa, SNAP29) 415 H A
TV BEARLS , A WA CH 1 EPGS il 5 LC3 45
Aok Al Ak B v A, JF 2 #F SNAREs B & 1A 1Y
g ke
1.3 STING# & BEALH

Gui & 2 fRifF S ih & 8L, STING Al iod
TBK 1 F1 IRF3 AR 4 77 2CRE AR 28 i F A
RV T 5 JEUA B2 45 40 D 9 DNA 0] 8% cGAS 3Rl
I % ¢cGAMP 5 STING 454, 1% fk STING 7
SAR1  (secretion-associated and ras-related)
SEC24C (SEC24 related gene family, member C)
FUIR H R W AL E I 7 1 (ADP-ribosylation
factor 1, ARF1) (P8 51z 2 ERGIC. & 47
¢cGAMP-STING % £ {4 1) ERGIC Ji{}y LC3 Jig fb 1)
VR, %t B K WIPL2 il ATGS, {H R 75 %
ULK1 1 Vps34-Beclinl 2 W25 (K2).
ERGIC 5 LC3 455 T8 LI 11 Wit/ IMA e 5 1n) [ fige o
J5 {4 DNA FI40 i 4 32 451 DNA,  EIRZ5 R,
STING 5 3 A Wit 2 HAT e iy Xz —, H
STING- [ WAl AEATAE o S MR A AR TN Al 45 4 i A A7
HOR R AR

FRE A WRSN, A OF5E R STING A4l 4 5
VEREE F R A (12) . filan, 22 [ H PR
o> W R IR (c-di-AMP) H 5
STING &5 & Jf i Ho s 4k, )3 3 I3 5T k9 1 i
(endoplasmic reticulum stress, ERS) Jz i, #Efifili
W FL 3 A £ A H (mammalian target of

rapamycin, mTOR) i IF5F MBI H W (ER-
phagy) %A o 2t B T P J5x 4 17 A 1 I
fitf R FF P9 53 9 3% i (PKR like ER kinase, PERK)
G5 A%, VERRPEID ] PERK B R fb I 16 5% 41 B 5 |
AL mTOR K . 64k ER-phagy #E £ 4 W Ab
TR T B9 A 5t Y JFAIE E IEN-TRE A, X 2645
AR, e R I T] STING A #7% ER-phagy
DL AL 20 M G e 2400, HL il b ER-phagy 7 B Ab
TR T TR 22 ERS, JETTAERR 40 %
PEPT BB B ST IR S5, /N BB R R e i
(picornaviruses) fE A %475 F# ER-phagy. ik 1 5
RIG-1 (retinoic acid-inducible gene-I-like receptor,
RLP) FEZAREE G IHHE 1518 2 STING, 1%k
STING 5 W it M & #E 1 EIF2AK3/PERK
(eukaryotic translation initiation factor 2 alpha kinase 3)
PIM R HE A N U N (integrated stress response )
LU 3l ER-phagy. {HA3TERRYE, STINGESH
W 11 fE 1 WP F STING 19 55 R Ak, T A 4K it
STING (1) 5 SL IR AL, e #E M STING 5%
5 IR HEAR I AS 25 5% ) ER-phagy M 300E . BR
ER-phagy #), 7E APP/PS1 3L [H 275 /N FLC LAH it
g F], MR E L OB AU 2 (aldehyde
dehydrogenase 2, ALDH2) & #i 1) 7=, 4 iF
cGAS-STING-TBK1 {5 S liiift, i — P 22 4
() H WA MAORAA A g (mitophagy) . AL,
Ei W 40 i # cGAS-STING il i 76 1k J5 , 7¢
SQSTMI1 ., ATGS5 1 TBK1 iyt Bl F RESLTE F4K B
I (xenophagy) "' ),

B 7S A RS, BT AT ST & B STING 7l 5
SXam (BE3h )25 AVEFRL) . Fischer % B
WFFEIESE, A T4t g kgt LC3 Rk 2P
JEAUZBEE E W/ MA i 2 , 7E ATG16-L1 1) WDA40
g5 A1 V-ATPase (vacuolar ATPase) JHrEITF,
1% 46 STING fiff LC3 IRtk 2 Fr 2 4y = (K12) .
P E , 7t A A E (HO0,) M TE
MEFSV40 4fi fifd 1 WL 42 8] cGAS-STING i #% #H 5 &
HAI 2, HANM ARG LG e . JF— 20500
KL, FEBR STING 5:H B MEFSV40 41 i 7 H,0, 3}
WO RN ARG T ] AR, R
p62. LC3-IIFMILAMP2, %455 4Em, HO, 05
STING it I AL AT AR H W/ MA 5 B AR I Rl 75
PRt ARG AL . (5 STING Unfal & 5E [ W /M N
BRI S B o3 TALH M R
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Fig. 2 The autophagy pathway and its regulatory mechanism underlying autophagic activation by STING signaling
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cGAS: DNALIEASIA S H R - IR R & (cyclic GMP-AMP synthase) ; STING: T4t 2 3 M 3% 11 (stimulator of interferon genes) ;
TBK1: TANKZE &1 (TANK binding kinase 1); IRF3: THZJEF K F3 (interferon regulatory factor 3); NF-«kB: #[KF«kB (nuclear
factor-kB); mTOR: WHFLa¥HEIAE ZHE 1 (mammalian target of rapamycin) ; PERK: PA 5’ {84 25 P IR P9 o R0 38 it (PKR like
ER kinase); ULKI: UNC-51££% 71 (uncoordinated 51-like kinase 1); ATG: FWEMCHEA (autophagy associated gene); FIP200: 200 kD
Tt PO Z A EAE A& (focal adhesion kinase family interacting protein of 200 kD); BECN1: HWEAHICHEF6 (ATG6, 7RFRBeclinl);
VPS: W14 #E [ (vacuolar protein-sorting) ; DFCP1: NI E &1 (double FYVE-containing protein 1); WIPI: [ B [ WIPI
(WD repeat domain, phosphoinositide-interacting protein) ; LC3-PE: & #CHE 1 15:4%3  (microtubule-associated protein light chain3) -f
BRI BEE (PE); RIG-I: RIG-TFEAZ1A (retinoic acid-inducible gene-I-like receptor)

1.4 STINGHIHI B BEHLF

STING A X 7] 3% 3% A W, A 58 5 iF 52
STING #] 38 35 7 FH = 11 Wit (8 AN [ 2155 40 ) | a3t
P PEHRIE, 7 STING i F ik .00 HILZ it P W 2%
B A EAOCEE (AR B>, A MR B2 AL
S757 {3 WAL ULK B B340, #8278 STING A #ij
il E W R S B 2 TRIRE, el 1 ST A
i IS STING {5 55 3 38 mTOR AYIG P, M 31
il B WER IS B B, STING i fERE M [ W7 BEA 1)
R A B o AE M EERE P S Al 10 43 /)N BRUABE 28 v %
B, il W A A P 4RI I I DNA - (mtDNA)
W%, STING il & B 1 £k A [ Wi i BH i Az BH .
55 STING H:PH m B B b dse, BF AR AL/ BR R B
I S BRI S RN R, sk s gl L3k

B, STING i iz 5% W 75 Bt (A 2 £ DA T 490 ) 19 0k 1Y)
FEfREATT 0 (A2, EERTERMT,
STING W] # i} 5 28 il @il & & 1 17 (syntaxin 17,
STX17) #54, MHIEEFRmMH, Ik STX17
Z 5 [ g/ MR-V BHAR G R, IR A EKE
SRM ., 4 7E 40 i YL ik 2 STING 8 % 1% 1k i),
STX17 #% STING Bk, 3 A WA EiM, 2R
STING A1 1A fige [ s f 1 40t i A Rt

2 BHIEIEEGAS-STINGIE R HE S &

IAEEA S S N = I LN A a7 N v 5
STING {5 Z ¥ i (K3). B\, MAMEIEH
DNA X202 5 s A s, 32 46 41 040 it v 3l 3 )
B R FRX 26 DNA,  LIZEf# DNA X} STING i
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PR BRI, NTITRCAR ZH AU L filn, A
M P 9 55 L i 200 v b 6 S5 | A LB mtDNA
ME AFFRIESE, ANEBBLCRA S 208 o
PTEN /5 5 & & # i 1 (PTEN-induced putative
kinase 1, PINK1) -Parkin 4} 5/ mitophagy 75 5%
AEFR A A ZoRiA, DA T 3k 56 48 Jf 5T mtDNA fry 3k
R W, A BRI AR T cGAS i 75 STING.
Liang 55 ' & L, cGAS 7E dsDNA H| ¥ T i 5
Beclinl 454, | cGAS B ¥ LA D> cGAMP 4=
i, i STING % 324 . ¢GAS il Beclinl & & {4
AT HE SR IR 0 TR I IR DNA R A . i

&, T 3E 5 [ f# STING K1 cGAS-STING 18
#% . Konno % “ W%<F], 4 CDNs 5 STING 4 &
B4 7 AT LABETS IRF3 A NF-xB,  JR AT [a] iF i i g 4
2 16 Ak 25 11 B4 B (AMP-activated protein kinase,
AMPK) F1 ULKI /5 STING S366 {3 15, 5 iz 1t
PRI S366 137 i Wi R AL 11 STING FAff ,  Mnii i
IFN-I 1724, 43 50t 8 79 STING 3 #% . Ib4h,
STING % fL B #7i6 ERS, ifii ER-phagy A 22 i &b T
NEECIR S TS BN B M, a3 — 2P B N R
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Fig.3 Molecular mechanisms with regard to autophagy in mediated cGAS—-STING pathway
E3 BIEEECGAS-STINGIE B4 THLH

cGAS: DNAERIS A S HIR-IR TR & (cyclic GMP-AMP synthase) ;
IRF3: TH#ZE P KF3 (interferon regulatory factor 3);
PTEN % S B 3 1 (PTEN-induced putative kinase 1) ;
FIWEAH S 3L 6 (ATG6, JRFXBeclinl) ;
=S 13 (tripartite motif 13)
CCDC50: coiled-coil domain containing protein 50; UXT: {Z#ikF55% T (ubiquitously expressed transcript) ;

TBK1: TANKZ: G i4EE (TANK binding kinase 1) ;
factor-xB) ; PINKI:
ATG: HWEAHS&HE (autophagy associated gene) ;
TRIM13:

BECNI:
(AMP-activated protein kinase) ;
EX7)0
A137R: AI37REM.

(unc-93 homolog B1);

B, RS A EFEN B EZIK p62/
SQSTMI1 (sequestosome 1) X} F [& fif i 1k #Y
STING Z XK H % . STING iH4L/m % TBK1, Jfid
of IRF3 A4 77 B R fk p62, M ILX Iz AR
SRS, DT 5 p62 5 K63 2 AL 9 STING £
o, R AP A R AR B Y . T CCDCS0
(c01led—c011 domain containing protein 50) fEk—7Ff

STING: T ZEFLHEH#LHE 1 (stimulator of interferon genes) ;
NF-kB: #% [ -F«xB (nuclear
UNC-51FE3# A1 (uncoordinated 51-like kinase 1) ;
AMPK: W11 B2 1% Ak 2 e
UNC93B1: AP 493

ULK1:

p62: p62#E 1 (p62 protein) ;

B L REE B WA OCZ K, FTE#E K631z Rk
STING I [i] [ W7 VAR e igp EL T2 AN p62 Y
Z 59 R, Z &k 5T (ubiquitously
expressed transcript, UXT) J&—F/NgF1EBE
Fi, 33 sk p62 55 STING 22 [ (i AH ELAE A
#E STING 19 F MR A 2. Sodladiid, —PFhEEZEn
S FAEBHE T UNC93B1 (unc-93 homolog B1), %
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5 ZF0 i N Toll #:3Z4K&  (Toll like receptors, TLRs)
G G, Tl it 5 STING 454 )10 Haz
KT AR N Y AR,
STING AJfE R A WEZ KA AW, HIELAH
£ & LIR (LC3-interacting region, LIR) %% 44 .
XBE, 1EALAY STING fE E %45/ LC3, /% ATGS
WM AE 2 [ R4S, DAIMTREf# STING . i
HFs AP, =45 13 (tripartite motif 13,
TRIMI13) Z—F M H W24, [ — Fl
B3 2 FALE RN, 1720k o 5 A I A 18 P
STING, i fig 38 & N 5T X AH O B fif a8 15 B i
STING, HJ&# N STING Ay = 5y [ fi )7 = 10,
JEPN G5 7 (African swine fever virus, ASFV)
() A137R FE IR v] 4 i —Ff A137R EEH , % E AR
5 TBKI1 %54, {2k TBKI [ [ W Rafg, i i
cGAS-STING i B G i 7 (S —3_p &, —
26 [ A G 4> F R 3 5 STING 3 5 0 5 .
Beclinl # iiF 52 /& STING iy fa M= K 7, &5
STING % & 5 I STING 1) #5 2 1k JF 41 i H 3%
T 52 AL, ATGY9aXf STING % % % 17 [ 4
FEVEH, i ATG9a nf LS| i STING 1 TBK1 ()
R AL, BB KA RN SR Y, W
SR, UM A Wi RE % i 22 Fh i X Y STING 3 i
AI3GAL, SR 1E STING i BE G Y BB 43T ML

3 STINGEEEZEALXRFHRERR

UK

] STING # I\ by S G2 1o 285 v — i i 22 3
P4y, il B JER DNA sl 4i i 5t DNA fiil %
PR G B B A8 S N o I 4R B SE 478, STING il
B BOE TRV 20 h R B EEAAYEN, HHD)
FB I i 25 MU B PR 72 A 41, s M e 4
WK RHERN . BORMZ YRR, STING
W EE LS A (5 HAHIC A mE AR AL 2
5 ZFgm kR R VI . A R PR
STING 5 H W i AH B8 5 & & S HAE F AL
W1,

31 B4R

JERYLIRASN STING 2559 5K 1) DNA, G
F WG, 1T I8 2T bR A0 B AR BE 0 H Y. BFIT R
B, TESSR AR i B FE b, B WA cGAS-
STING 3 [0 AT A AR A WE R JE 3l, DAV

W LN S5 A% o3 RO TR 2 A B T 85 0 BT T
5 240 B0 1o 3875 ER-phagy AR X 8 2% PG PHAE AT
PR >, AR, AT A0 (Th) 17
MW A Z (IL) -26 ¥5S STING HOiE A
Wi, T8 BR THP-1 240 i BRSBTS 40
JRYLRAPL, JEZHEE (herpes simplex virus, HSV)
JERYLIN B RE AR 1AM S R 40 Bt P 3k STING-
B mERh ks BE R EE R H By oY BRI A,
Fr# 0% (cepharanthine, CEP), —7#f M H ¥FEMEY)
rh R SRR AR S W O A= e, 3 R 45 cGAS-
STING {5 5 fie 2k 40 i [ W, i 410 ] HSV Jg&
ge o BR HSV S, Bt AN L9 # (human
rthinovirus, HRV) &Y% HeLa ZH il 7] 42 i1 STING-
H SR RE . (H B ET AR E 2 R S
cGASIIZ 5 ' HAFUHIRZ, BRVEH T AR
b, STING i Al iF AL FEbE A Wik A, AR
fi#% HeLa 41 i 85 i iR VD IR A IR AR B N 259, 1S58
P AR BE ) B BRI L, STING /21
I SR A LA ARG S AR e i) B R AR
3.2 P

TE R & A, STING A F: /Y H W B Ik 58 ]
FELIE Mg R it , FLPEABEE (3AY7 AR it
B BRI AL BT B2 25)) 1755 mtDNA AL,
mtDNA B AL BOF#0E STING 5%, %
I AL 8 A i BT A T B A WA R R AT T,
O T A0 ) ke J e 200 2 4 . BR mtDNA &k, i
ZH 2 5E (1 B /519 DNA 5473 512 nDNA B i 21
AN, oAl it STING- [ WSS H A i
ORRBET, {ofF i it Jeb g 240 i A < A2 B4 ] B, [
M, STING i [ w00 i) 1 4 1 1) FibJ8g 240 i e
fbo MAMH I “EHfEHL” (replicative crisis)
i, 245 DNA BB R0 cGAS-STING i 7 A
Wi, BEIS EWRAH OGS0 MO T8 8 75 BR DNA 3246
AR 20 L, BELAS TE 200 1 v e 0 L e Ak o DLk
STING {55 REA RO A We, #E— 035Kk AW
CHEANMIZET, S0 R 0 & A S AR BT

SR, WA MR KB, STING A3/ A WAl
o R KRR E R . TR B E IR
(esophageal squamous cell carcinoma, ESCC) ',
HI TR REZETL , B A 20 M5 1) mtDNA 3
%, JPULEE ] STING- H Wl i A3 o A 20 g A=
KHE, ¥ BRI ML N mtDNA g7 A w0 il 55 00
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I E N ESCC M i A= & Y . HAE BCHATT )
/NEFLEE AR R B, S A RS 4 B
DNA R, cGAS-STING 7 {48 i £l TFN-I 437
e, EIRAEE R RE IR A AR . i —
R FLE R T s, A E WERE 15 55
59 N Zefe 1 s 2 e e =, ik, dndef
A ELEE STING 5 H Wl 72 LLIA IR 7 g 09 H iy
RFFIRAT
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Table 1 Relationship and mechanism between STING and autophagy in various diseases
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The Relationship Between Stimulator of Interferon Genes and Autophagy”
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Abstract The stimulator of interferon genes (STING) is an adaptor protein involved in the innate immune
response to the bacterial product cyclic dinucleotides (CDNs) or host DNA. The activation of STING pathway
initiates interferon regulatory factor 3 (IRF3) and nuclear factor-kB (NF-kB). IRF3 can translocate to the nucleus
and trigger the expression of immune stimulated genes (ISGs) and type I IFNs, leading to activation and
migration of immune cells to the target cells, and NF-«xB can drive the production of inflammatory cytokines.
Thus, the activation of STING pathway may bridge innate and adaptive immunity. Autophagy, as an important
part of cellular metabolism, is like a “smart recycling bin” in the human body, degrading abnormal and redundant
substances and providing materials for the synthesis of new molecules to assist in maintaining homeostasis. Both
STING and autophagy play a vital role in cellular, tissue, and organismal homeostasis. Due to the importance of
STING and autophagy in maintaining cell survival and functional homeostasis, an increasing number of studies
confirm that they are closely linked with each other. There are two main aspects: one is the regulation of
autophagy key proteins by STING-dependent signaling network, the other is the regulation of autophagy on
distinct links of STING activation pathway. Moreover, aberrant activation of STING or autophagic dysfunction, is
critically involved in the pathogenesis of various illnesses, and more in-depth research has found that they jointly
participate in the occurrence and development of diseases. This review will summarize the latest research on the
mechanism of STING signaling and autophagy interaction and related human diseases, which may shed new light

on the prevention and treatment of various diseases.
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