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Abstract

cGAS-STING pathway is an important part of cytoplasmic nucleic acid recognition immune system,
which can sense foreign or self-dislocated DNA and activate immune response. Studies have shown
that cGAS-STING pathway is the key to activate neuroinflammation and plays an important role in
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the occurrence and development of neurodegenerative diseases. Understanding the mechanism of
cGAS-STING pathway is expected to provide effective ideas for the diagnosis and treatment of neu-
rodegenerative diseases. Based on this, this paper reviews the research progress on the mechanism
of cGAS-STING pathway in neurodegenerative diseases, aiming at providing reference for patholog-
ical research and treatment development of neurodegenerative diseases.
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1. 5|8

IR AT 14 59 (neurodegenerative disease, ND)& —3K Bl #1 & eI RE IHE AT M2 R T S A & 0 PE T
M E RS T PE, EFERT/R GG ERAE(AD) TH&ARIEPD). ¥ EWUHHD). 5 Wi R(AD). WL
ZARPEO ZROEAE A 81 R A /NI L5 R A [ 1]. ND 2 MBI\ FIBREAS | 10122k . 5 5 R
BN IhRERRS SIE, A FEBETI[2] [3]. HET, W7 E AT ND 5 K 5 2 Fh A A 8 2 R &R % DA
%, SEREABATIRERG . WA KE. R, & A REM AL A B AR 4], 4R, ND
T R TS B BAE SSar FHLET A AN S B A . IR % ND s B A2 o AH 5G40 S A5 53 B (R A T T
P75 ND BURMLE] . & =R ND 2 W a7 sms B R = L.

& RES AD. PD Al MS 252 Mt ZIBIT MR B VI OC. WM& R & — AN R MR, Wk
AX 48 22 495 o 5 240 L AU « 400 B IR AR A D) 7 5542 9 RE A T PRI RE T[S [6] 0 "B e Bl A A A R B A%
B oA 1 AT RARN) M S8 7], Kk, T AT A7 A A5 m e 28 38 471 2t g 1) 3 b
Ho WIAMBFFEY, 75 DNA SIS DNA (L2835 GMP-AMP & KB (cGAS)- Tt 2 5 K )
K F-(STING)IE E& (P cGAS-STING %), HFThE 74, #—DEdt ND #HR(8] [9]. bjE, HoRiEk
Z B AN GLEE 6 cGAS-STING 7ERFZRIR AT PRS0 o Ve - I T iz HIR NI AL .

A SR XFET X cGAS-STING 388 I 7F 4 2038 47 P 1500 7 A/ F AL BF 70 it e Bk AT b . 1%k, X
cGAS-STING it i S H AR ML BEAT o 2k s SRJ5, 7070 44 cGAS-STING i % EAN [F] ND Jp i B0
WU BRI T JE s B s, P Z AU AR T SR AT RS AR EE, B AESN ND R EALHI B AR A
SR, ST KRB ND 297 5B A BN EE R E L.

2. cGAS-STING £ 5B #A F A= HLH

cGAS-STING i 6 /& o 1% 2 R 3] 9 %8 R 4 1 B B2 A B 4, GAS-STING i B 1 5 B B 1 A 4%
cGAS. ¢cGAMP Hll STING. cGAS & —Ffl/ii DNA J&5Z2%, HEEMAE N RIRGEMER — Mt 2
3. 24 cGAS R BIXUEE DNA J5, HAMRKAESE, B NEMIRE, 2l GTP Ml ATP & B
TAEME cCGAMP. 243K [ 20 B B0 15 UL 1 AR DNA B B3 BE 26 1 T A BREG BRI IR (1 B &
DNA B AEYIARIRANIG, cGAS-STING I8 % R S R fil & %% [ [ 10]. Hidr, cGAS RAIXUEE DNA, fil
K NIFH) STING {55 . HEMEFEME 1 Fn[11]. &%, cGAS EHA RASELFINEE DNA L, ff
MG EAR E TR, AL S 1 R IR (CGAMP) & B B[ 12]. A cGAMP #E— 5 0% P9 i
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WAL b 1) — SRS R4 Sk B STING JR¥ HLBUE, 23 STING A Joit W38 i B i /R B [13] 7RI —
L FEd, STING % A 5% TANK 45 4305 1 (TANK binding kinasel, TBK1), /LT3 245 A
¥ 3 (interferon regulatory factor 3, IRF3)Fl4% ¥4 5% [K] 7 (nuclear factor-«B, NF-«B) I R X s B[ 14] [15]. 7E
AD w1, S BEOE TRE T p-IE R A R E A BRI o TTAE PD BRI AT RE IR 2 LK RE
FREETORIGET o IR LR R AENLHI N EE XA 7] ND RS HEIR YT 94 TR BE. X cGAS-STING s E NifTT
BB R AT AT IR EAT ER N 0 AT AL ] ¢cGAS-STING i ER1E iR 77 ND i ERE OB — e Miss, BEfE,
BRI IRF3 AR IR R 2 TR B4, BRI NF-«B 4 #4128 2140 iz - os
TNF. IL-1B. IL-6 Z£ZFh K IR 7 HIRIE[16][17]. EMLIBITHEHND)F, ¢GAS-STING i i 1)
BOEAFEZ . BN, TER/RKEERIR(AD)F, ZRifk DNA KB AT BE#GE ¢cGAS-STING B, S
PREEJORE . MIIEMSARW(PD)H, A% DNA 155 7T B filu i 1208 I A0S « 1X 2872 57 m] Be 5 5 1 E
SEMERFALE A IS, IR A E ND 1 cGAS-STING i A 1 Eb i 0 B 7E AR [A) ND 1, ¢GAS-STING
IS T H B 5 & SEUE R N A B . AR, ASTR]Z R O S O fik R R R
TR NAFAEZE S o WFFERM, cGAS-STING @/ T HIX L8 Gl R AR 98 hiE DN 13814 5 2 P 2B 47 1
ﬁfmﬁiﬁﬁﬁﬁ%ﬁﬁfwﬁ%omm,dms%$%%mﬁw7um¢dMMP%ém,Mﬁhﬁ
MG, REFESGR, HH cGAS-STING M 11757 SRuE AN B A R KT, KR IHE T 7 Bt
— IR ZEBRAEAF ND I EARIE NS, IR IR R A U T 1%, DR K PR BE 1 B 7
FERS IR IR IT R . EEEETNATEGELERE AT, JATEIS cGAS-STING i & £E AN A #if
ZRAT VB h B BUR B .
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Figure 1. cGAS-STING pathway [11]
& 1. cGAS-STING i@ &[11]

DOI: 10.12677/md.2025.153034 260 L2212 W


https://doi.org/10.12677/md.2025.153034

H
2l
48

3. PI/RZEERNIE

Bl R 2493 BRIE (AD) A 22 P R e o ISR IR, B s 50 3 S AR A AR S o R B R B
P R H BT A BEAA, (RS IFN 15 5 H G A2 SO A N 7E AD s B AR AR AN P R #8 T B B (R
[18] [19]. AUMLNMEELTSE tau JELEFIANML N AAILAL B JEFEEE ABEER M) 2 /0 A je AD [ LAy
fIE, T ZR AR T e Bl 2 AD SRAETE BB LI JE JE[20]. Hoekstra 55 N i — Qg S & il 7
RO, I AD BE LRk DNA A B EMIN[21]. 2 )5, Hou 25 A% AD B3 I BT 4k 40 M AT 78
B, LRk DNA SRR 40T, iE—20 33 cGAS FI STING HIFRIEHEIN[22] 177 Xu 55 AKX
AD /N R TRF LR, 16 5 A REHE I BB I % cGAMP HI¥ cGAS @, ReA 43| AD
TRAEAREFE 23], Ak, kAN EE S 7o W] AD /N B, TFN-T R 8035 D] S B0 4ot R 1)
K241, X308 B 1 cGAS/STING /5 IFN-1 7242 5 AD TR AA %, AR IFN-1 N AH %
(IRHEE 9 i P BE SR GEX PR P ik g . kA, F A N AR B cGAMP R Ath STING )75 AT LA
WL SLC19A1 AW IR, 4% cGAS-STING i EK[25]. 1H H BT i A7 28 W L6257 () 4 i /E STING
WS 5 R I AT 2 B A TH R 2

4. A& FRAE

A48 A% (PD) & — i WK 5 AR I AH S PP 2 B AT MR, I AR A 5 SR . WIAMERE ., 123)
TS — BB E Th RE R RS AEAR[26]. FER IR |, PD AUASAL BB 805 3 2 T R(DA) 2 TG 3347 1 3
FANEE G MR [27]. B4R PD IINLE A 8 TE 2, AHARE SORE R A A 2 1205 s e (1 G Bt [
o BRI, cGAS-STING i #% Al IFN-I1 {5 5@ B 7E PD Jg BEAR 22 JO0E R 4% 1 AN AT AR (] 2).
Main 25 N FIWFFCIRIE T PD B3 4B )5 KMih IFN-1 K F 2 E T+, R IFN-IfE5 257 PD /MRAEA
FRER JEE RN AN it Ji (28] BEEEL L2, ARATTUE B @ B RV T &Y IFN 2R (IFNART1) B FH B 14 5
JifE IFNART BRSNS IFN-1 55, R85 AEMIE JOME IR N A DA & udiffistr:, NN IFN-1 (555
5 PD R4 T ALY . BT thR W, Parkin 1 PINK1 AE522 /% STING 5 S JORE; A,
IFNARI B WA TT AE0812 5 PD /N R IS ZhERE A 2 DRI 702400 XU, cGAS/STING /31
IEN-1 155 & PD % #E & of LI 48 280 SO AT DA 4HIAE T B e R HLHI[29]. Sk, BERE A G
EF X DNA ¥ ¢cGAS-STING 8@ ¥ IR IEHET T8 . Gao 55 NRKINFEAIZH DNA (45672 cGASSTING
WO Al R IR 2R (301 [FIEF,  Sliter 558 ANAIEBH T 2R pifk B BEFNZE K7 /& DNA 1] Uil ¢cGAS-STING /3
IPRZ JORE, ABATRIL PD /N PR i DNA W31 0[29].

5. F R

AL (HD) 2 — Fh 45 LR AT M G ik S PR B80T o e Fh 5 (WA (A (HTT) 2L K CAG B E 5]
e 2 A TR 3811 3 BOURIR (3 1] SRERIE S HD MRAPER, BEE m R, K 25 H A
KX 352 B2, HD REIRY K, ELFESE™ 5E (AR T Nl . K250 HD B R BB 15~20
FENBETI[32]. WFFURIL, ZRRiAThBERRAGIE HD B Hh A7 /5 [33]. — IR — /N oy B3 IO T 3R
B, SfgExt @AM, HD B A rIZkifk DNA # It s 54, 16 HD B3 SCiR kg i
A HD NG T4 B(hESCs) AT A FISCIR R # & o FR R B 7 R E i A2 Rk DNA, TfjiX 4 DNA fig
5 fi % cGAS-STING JE#$[34]. T, Sharma 25 NIELHF TR, cGAS Fl STING 7F HD &35 i K
FIA35]. MATTRIL, cGAS 7E HD 1 FifHR3E 55 R B . cGAS FIVHFEREBZ FFX HD 40+ cGAS 1)
TEVEIF FRAR T SRR Rk (1] 3). XS UL K, cGAS/STING /T I 2 R SE 2> HE3) HD i B
RARIE, 0] cGAS/STING H KA B T4 HD I i AH 11475
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Figure 2. mtDNA and IFN signal in cGAS-STING pathway
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Figure 3. CGAS upregulates and promotes inflammatory response in HD [35]
B 3. cGAS £ HD % _EEFH R A AER K [35]

6. AN E=FEMEMIRFELEE

JULZE 45 1 U R B ALRE (ALS) XFRIS B & ek, EERIUON E Figshsh & ot tt, S5
FEERRE, HAERER36] [37]. R ALS BIRBEHLEI MAEE, (HKEHARY, WERESS THRER
(IR FHLE . Wang 25 NIGIE T IFN {5576 /N AR ALS WA ER, KB IFNARI )8 /0 B 62k g
M IFN 15 545 S IFEK ALS /NI R[38]. i, Yu 25 NAEWI RS #e N DNA 4544 4 43 (TDP-
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43)3E i i A £ ki i DNA BRI 7 b, 380% cGAS-STING B, MM ALS B R IE[39]. HEE
(2, DRI 2R B 24 04 1) STING 7] E53E ALS /) SRAS A Hh (993 i - MeCauley 55 ATE 55— A 50 230,
C9orf72 AT 5L HH STING 53 IFN-1 /IR AE, BHEKT STING R C9orf72 Fik /N i TG BRI
IFN-1 15 5 [40]. WUE K cGAS-STING i 2% J ¥ /I i 5 24H it R 2 TR 12 Jo 40 R 43 WA 472 78 4B I [R5, a1 IL-6 AW
TNF-a, JERPHE RAEMIASE, 1X7E HD BRI AR i G EH, cGAMP 1N —FhEE — (58, wILL
TEANARIRALIE, BG4I cGAS-STING @, FEARE RN H, B R &aR 47 AR
[36], £ BRI, IXECHFTER B cGAS-STING /S #HE 2 AENT T ALS Wi e 5 JEH m B ek,
1] cGAS-STING i 4 45 BH A IX Fh ALS 24 AT 5 R 4).
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Figure 4. Mechanism of cGAS-STING Pathway in ALS [39]
B 4. ALS 1 cGAS-STING i@ B HI{E R #LHI[39]

7. Hib#ZIRITHER

BRI Z PUFE R, R STING WETEFE &I IFN 774 5 V5 2 HARM 2R AT M 1 A A
Ko Bilhn, XA G G REVERTE #E R (EAE)/N BRSSP RE 0T Bon, 2 R VEELREMS)H /77E TFN-
MRAGER A AR5, k= IFN-B B0 IFNAR (/M B2 KA TP HE ¥ EAE, ¥ IFN-1 {55 7£ MS %0
R B B AR [41]. Abdullah 25 A\ R B cGAS/STING 38 1% 7E 61475 1 i 45145 (TBI) J5 2> 9 B0 , STING
MM FHIFN-1{55 25 7 TBI Ja ML SORE B IF 72 A A F mi[42]. 1Ak, kT, Barrett 55 AiiESE IFN-
B B Z AT kb 45 JE PR 2 RE AT TBI JG IR 1B AT AR [43] . X e K B cGAS/STING Kt IFN-I Jx
JSLAE A EE JEE S A AN ik e S B A, SR BB cGAS-STING 18 % 1T RE A 43 19 A b 22 3R AT M 9%
TP HEREE VR TT T

8. REERE
2 Pl 22 1R AT PR 5 (AN B 7R 2% R BRI (AD) = L850 (HD) A £ %95 (PD) AL 25 45 () 2 A AL SiE(ALS))
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W, cGAS-STING i A A —Fh B A4 5T DNA BNE I, 38 B A g0 i () DNA FFI0E R4
WSS, 25 TEIRRIRIE L. R cGAS-STING il 4 751X Lei i rf ELA AR BL A A 28 2 RE AL, (H L
WO I AR 7 ORI BRI AE 3 25 57 . TEMRE I cGAS-STING 3 i i i /B A 40 i i DNA (n2k
KLl DNA 5i#% DNA JrB), B0 T PR AME RANME 7~ (0 IL-6. TNF-o) KIREHL, IR RE,
I H cGAS-STING i #1305 35 5 DNA Hif F4iieii DNA A R PIM E . FEARSCH, AT cGAS-
STING i@ % 7E ADv HD. PD. ALT & #H Z0RAT 50 (A AL FE AT 250, o3 1m) 1208 2% () p 42
BATYEBIRIT IR T A S H MR . T RATION, ARG Bk 2 1B 7835077 T 4217 cGAS-STING @
PRI EIRAT I BIRIRYT o SR, TEHRIZEEIRYT 77 B, FTEMBIIIA BB RM: (1) 50k, T
BEATBIR AR AR X, 5 ZE A cGAS-STING i B B0 A A AT 72 S AH B TR T 3 o B 98 cGAS-STING
T 2 5 A ERAT VRS 12 FE A B AR A S S, Rl s BRI EN TR) B2 AN T ik T RF 8] 15 Rt
X cGAS-STING @ ¥ #7187 15 Fridt— B 5T . (2) XTI W L6 28 20 (1) 40 i 32 38 ¢GASS # STING,
H TS B A LSR5 AR RE YT, B 2590 T 200 3 1 40 i 28 7Y 2 RO E B . (3) 1EH%E
N TR 2 /T, DU 29 T B R M AT & Al . /NERUY cGAS AT STING 5 AR IAFTE
MR 25, H—2%H T/ STING FIBEhfIxHeE A2 STING . Frbh, fiH 2 Mah s
RUAT R FI 1P cGAS-STING 15 iR )7 HE 5 2 AT B8 %
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