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cGAS-STINGIB B EMEIRITHERR FRIER

BMS, IMRE
(A7 EAKFHEEARER, L& 201409)

FEEE . shok A A 09 M BR 8 L E IR R DNA % B £ ZRGMP-AMP 4 & B (cyclic GMP-AMP
synthase, cGAS)H 44 2 T iFfz 52w T4 % A B %% B -F(stimulator of interferon genes, STING)fik
RARRIZB L o %402 BAT R AR DT BE 0 KEERA, B cGAS-STINGE# 495 F A
TR RAETT K S HEBATHE KT S Fo A K e B F 38 Ao 6947 2 BAT MR R X4, $5L\. %
T cGAS-STING:B #4 /£ % AP AP 2 R AT M Im3F R, =T /R 3% 5 2K j%(Alzheimer’s disease, AD). ¥ 41
#%(Huntington’s disease, HD). 144 k% (Parkinson’s disease, PD)VARMLE 25 M) & AZIL %E(Amyotrophlc
lateral sclerosis, ALS)%¥ ¥ & #69F &) fe AL 89 ﬁ%ﬁfgﬁ K&, 1T cGAS-STING s F 8 7| 4=

cGASH#| 5| A2 STING AP 4] | 23X S g P T AL G978 T VE R, A RS HAP R RBRAITHRRBOHMIETIR
3 A
KA : FGMP-AMPA mBs; THEARAEAR T, M fmE, MEHBMERLE, FMREESR

s FEMR; MEKR

Roles of cGAS-STING pathway in neurodegenerative diseases

QIN Meizhen, SUN Zhenliang™
(Fengxian Hospital Affiliated to Southern Medical University, Shanghai 201409, China)

Abstract: Foreign or self-mislocated nucleic acids trigger innate immune responses by activating the
cytosolic DNA sensor cyclic GMP-AMP synthase (cGAS) and binding to its downstream signaling effector
stimulator of interferon genes (STING). Since neurodegenerative diseases show an activated inflammatory
phenotype, small molecule modulators targeting the cGAS-STING pathway hold the key to the treatment of
most neurodegenerative diseases involving elevated levels of type I interferons and increased proinflammatory
cytokines. In this review, we will summarize the fundamental roles of ¢cGAS-STING pathway in various
neurodegenerative diseases, such as Alzheimer’s disease (AD), Huntington’s disease (HD), Parkinson’s disease
(PD) and amyotrophic lateral sclerosis (ALS), and discuss the possible therapeutic effects of small molecule
modulators targeting cGAS-STING pathway such as ¢cGAS inhibitors and STING inhibitors in these diseases,
providing new strategies for the medical treatment of most neurodegenerative diseases.

Key Words: cyclic GMP-AMP synthase; stimulator of interferon genes; neuroinflammation; amyotrophic

lateral sclerosis; Alzheimer’s disease; Huntington’s disease; Parkinson’s disease
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IFN- [ )AL At 2 M R 7, 3 28508 1ig 32 1A A%
B e 22 o B/ E A R B R A A2 A A
A H TollFEZ 4k RIG- T B2k, HGMP-
AMPE il (cyclic GMP-AMP synthase, cGAS)HI
FAB 2 N DNAME A 55 . cGASIE L IR 41K
JFAKREL B & [ XUEEDNA (double-stranded DNA,

dsDNA), 5l H 2 5 F B A 7 (stimulator  of
interferon genes, STING)/MF FIF4IMIIIFN- 1 i
SN LA B A 22 Bl AR 98 M 4l R R 1 AR

ZIEEE R IR S RBAREW, g RAE
MR A IRAT IR AL, AT I g AH SR o 1t e o ¥F
Z P2 IRAT M 0 W O ) ROE R AL, A
FET-H 2 HHEE K] (stimulator of interferon genes,

ISGs) R % K1 7K~ . b4h, ZekifADNA
(mitochondrial DNA, mtDNA)$i15 2 5cGAS-
STINGIE B {5 5 7, 413 KImtDNAH I F AR
5 2R TR 4 P 5 3 T 0 ¢ GAS-STING Ay
FHIIFN- 1 JRBL, #9InK:LEISGsfy ik . mtDNA
7493 F1 B R A4 T e B 15t 2 2 b 22 3R AT 14 95
IR 2 — o AL A eGAS-STINGIHE X #f
IR AT VM R 2] o

1 cGAS-STINGE 5B

cGASE T HRE M F R R, &—HF
dsDNAfE %S, (ESTING i &K 35/EH . cGASHT
P76 MiRF i) Mab-2 1 (maleabnormal-2 1) 45 #4382 FH >k
%52 dSDNA T — AN 75 IS5 PR, 1245 P 3k )
BrEERI R NDNARI KV, cGASIEITDNA AR IE H,
MR MG, 58 KW AHBET
dsDNAZEA, [HIHcGASKTDNA iR HIAE F %45 7
PEST, BB v A A T R AE )R I dsDNA, - M fig
THERA %558 SRR LR 7 8 Bt 2 19 5 &YDNA,
L FEA I DNANIMDNASE . cGASIEH LAAEE I
EAREAAAET AT, 2 5dsDNABL2:2/EL
g &, RAMGBUHE AFEEIRES, #H—
* G =B T (GTP) A = B R IR 17 (ATP) & i
¥ A5#2,3' A GMP-AMP(cyclic GMP-AMP,
cGAMP)"™ | B J5 i%cGAMP X 4 4 i W 2 E il —
Bk R L EASTING B E . 5cGAMPE H
MIfkEERVEL T STINGE A, i TSTINGEH
F P 9 2 A B e AR A P A S R AN LT

FEREEA IR, STINGER A A 5T 1 A s /R A
(1) H TE) A4 Ah T 46 48 5 RIS TANK 45 A g 1
(TANK binding kinase 1, TBK1). TBKI1#§RL H
SMSTING, Bijmwimie TIRFETH 73
(interferon regulatory factor 3, IRF3). #Z%# %K -
kB(nuclear factor-kB, NF-kB)HIE 5 T M5
& [ 6(signal transducer and activator of
transcription 6, STAT6), 5| EiX LeH 1 1% %
AN R BN A% P N BERRAIRF3I — 0
IFN- 1 BRI AT REEE R ) RIE, B shEA &
e, ZE TR R I, STINGHRERS FIHIFE & 1)
Jit 988 241 g IR FEH 6l K] 7 -a(tumor necrosis factor-a.,
TNF-o) Al (41 & -6(interleukin-6,, 1L-6)% 4 ff[X 7
(335, —7J7T, cGAS-STING/S 5@ 5 # (M7
1 REN% 15 T8 525 S5 TR ) 1) e 28 B e N S B 47058
RAEGE S HVRITRCR: 53— 7718, ¢GAS-STING
15 518 B S A AL RN ] B 22 S EUWIFN- T 4
28 SN DA R FCAth Py — ZR 47) 98 A 4 i KT ) S 0
Kik, S5ERITIERE I KA KR .

2 cGAS-STING/NY>FiE% 5

cGAS-STINGSE K A (5 5 10 % 1) 57 1 B
TETEVT 2 0 208 AT P i 3505 5 0 TR0 B K S oA
T EEAEH, BHEBUREE 1 cGASFISTING Y
/NG YR TR IR 9T R O R 22 1R AT 1 R 1) 9%
G, HET, RSN cGASTIHIFTE I i E A A
FEAD R AR e 38 R Ik 77 v S ) A
AheGASHE S1 R 52 J7 i A B H *, Vincent
eI e 1T — b AT R S v LR I g
HheGASTE J1/KFRIE A YIRU.521. {HRU.521
XIS BN TR G A SRR M 1) B 340 i 4 FH 2 /N1
XT R IECGASERRE VE I B . Sk, X FE FIRA
[ B 1 B Dy i 32 tH 20 ] FH 1 B S s 1) A JRe GAS
R P KT 1 25 SR GLS0FIHI7IG 140, Horbd
G150 T4 M A 71 S B0 AT RS BIF 7 A 1 IR R IR
7B A A ) IE PE(IC 5 M 600 nmol/L) .
Rosaura5!" "3RI T 2Fh A JEcGASHIHIFICU-76F1
CU-32. 3X2Ff N\ EcGASHIHI 7 ] v BE 5 5 4 BT
W N R H 2 (DN AGETE , 1 B
RIG-I-MAV S5 TollFF: 52 1 1 38 i ) o AT f] Ho At 5%
Wio BR T AHTimik M cGAS/INy T I 7], —uk
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T2 B B 259t pk e I B AR H cGAS I 1)
. DaiZE"URHL, B R UCAR T DL E B cGASHEAT
ERAAB T, TEAGS 535 KU 1) A% 2T 4 41 ff Fn
Trex1™ /NG AR Py 4L 43 b 945 25 MARITEN- T (177
Ao BeAh, BT HUIE R 25T AR Bk R 1
HYFEX6, H5cGAS/AsDNAESWMEAEH, A
R ANHITEN-B

STINGHIHIF BT 43 A2 K AN HIHI AR
LA I o LA 7R 32 Eh i 2RI 7 R (nitro
fatty acids, NO2-FAs)FIfFEREIE23S, Hansenss!'"!
I 3 00 ) A AR PR AL 2 T NO2-FASAE A A 2 1)
STINGHIF, NO2-FAs LA 45 4 1E 55887 F19 147
2 Jfe 2 IR P A BT T e B 5 DA B N - 55 1 647 40 S 1R
BRI AT RV IR B, IS AR R AL A1 TBK
IR AL, AT = s NURSTING )i 14 . Haag
AUV So 5 41 1 Ak 25 0 VR T R
R RTAEIC-178F1C-176. X2 L& Yt I 15
TR EBO LT > Dk 2 R IR BT HESTING R AR BBt AL, ,
H— P TBKIHEZE . C-178FC-17672 B
STINGHIA T HIHIF], % AJRSTINGIE R ZE .
R, Haag!"™iit— 0 i ik H A8 G 203 i A8
STINGAZEHEBEAL W5 AT AEYIH-151. b4k, FE3L
PrAmii R Astin CA& M2 FHREA 25 56 h 4lih th ok i —
FHIABRALE D), i NJESTINGIHE BRI, 7EREAC
AN FRAITN AT 2 41 A A O TFNB FmRN A Rk 5 TH %
W RUFMRT T, “EIIHIRFE 537834 pmol/LAA
10.8 umol/L. 1ff H.Astin CK K&K T cGAMPS
STINGII4E & /™. R, Siu& e 7 RRH:
AT A S 181E N NIESTING I 55345 b7, 1L
EW18iEIL 52',3-cGAMP 5+, FHW2',3'-cGAMP
HSTINGI45 A, EEFIHISTINGHIZR -

3 c¢GAS-STINGH SRIRER M 5HEZIRTT
230

ML IRAT MR AR B R FE LR A 22 T SO i
B ) L S5 U R 2 T REE, P ELE
BB BN KA BAT b T RE R A 1) — SR
ANBEAT 1 4 22 Th e 22 1R f A 1 22 28 G000
FEIR PR b, AR IR AT PR W] 20 N SRR
SVEA L IRAT PR LS A R I L i 445 5
B LRI AR A 22 AR G IR AT 1R AR A B R i

K9 (Alzheimer’s disease, AD). M4 #&RW
(Parkinson’s disease, PD). i/l 2= 45 P i ] 2= 5k 1
fififk.(amyotrophic lateral sclerosis, ALS)%. X
T2 9 E IO 2 T TR AR A 48 R 4 98ORE I R ) E
/N 5 20 55 R R I T 4 e T 5 | S 1 ek 2 AR
BENE, WAL R % S ALE] . R
ik, R PER RN A SITNG T 22 7R /NI
JT A0 R AT R AK R BT A T 5 5 B
TR, N T A0 A R N AR AR 2 R G
HELH BRI 1) — AP S R B S ThRe A, R
o T2 40 I DR - 52 AR RN AL LR DR S5 I 25 Fh

Pefs 8, AR oA M AT BV, R
T ZRIIRE. £ Rai B RN T, b

JBZ 5 4 B i cGAS-STINGIR A i, %5 S FIN-
[ W4, JashPim & pimisa. Autkas
BT T, STINGIE FIFN- 1 724, TERUVNK
JFR A 2 2R S s o i B . cGASFISTINGAE
N KA ZE 2 G0 rp 0 /N i T 200 it A0 B2 T e I 44 e v
(1) 22 35 AR X Fa e, (H 24 52 3 3t 55 30 40 i 5T A
dsDNARJHIEI , cGAS-STING/E 5 il Bk 2 0 I
JE BRI G S B o R 3 5 R i dsDN AR
AT RS T 2 2 G0 10 400 400 B 2 R e 5l
(076 /0N I 200 L 1) S 25 S 7 TS5 S0 S 1 N o
£, cGAS-STINGIHE I ) 7 3 SN S B4 %
REMPHZASYE . fE—TURF e, TFN- T o] DB 4k
A TCII ST RE e B, IFN-adh K B
RIZE IO, MRS R thah, MK
5 24 T B T P TN - AT - 1 Bty A2 T2 M I 4
M — S B AHE2, AR B 1
Yt AR R R = 0, it — 20 S B L R
AR 2B AT MR A IS BhAh, #E R g
PRL I 51 4 A R 1 7 Al & pS3 FINF-x B
A PRIBAT AR I A JRE i i 2 R AL A
et 2B AT A, W TR, R, it
cGAS-STINGIH FE7E J LA WA 2238 AT 1t e v i
FEOE T 3 BT P E s R A A A 9% 41 B PR 4
I+
3.1 cGAS-STINGXIALSHI &2

ALS XN X B BEEL R N, AIGIK - —2E
B E T HEREIME 0. T 25 E B K
IR RGE XA RGN . ALSZEA R
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Modulate neuro-inflammatory disorders {

El1 cGAS-STING/T SHIIFN-1K M E 2RI T R P /ER

B CLEEAT PEAS T Hh 3 22 K /N B B LI S 40 . A
BERREE . TG A7 HEAR AN AAE R LA I 8 3 o 3=
e R F . KA90%HIALS KM B T A Bl
ffi. TDP-43(#%DNA/RNA%S & 4K ) 7EJ R b 5
REMB AN EACEE 1 (superoxide dismutase 1,
SOD 1)FE K FAF f& VF 22 ALS I (93 HE AR 28 P 4
fE. 54k, C9orf723L K V) 5 & ¥ 54 46 th 2 L 2
25 T ) 2% B AORE 1 B i LB TR R . SRR, A
MFARRW, MERESS TALSKH R .
TDP-43 (¥4 5 5 A8 Wi /I e 5 41 i 5 i &% 1 NF-
KB S EOR @, NF-«BHI 77 B 16 77 2> T
TDP-4 355 5L DR /N BSR4 28 LA 432 3k 1) A 4252
FCATALS R AR, eabh, fESODIEEFE K /N
BRSO R R I, R IZ B0 48 T BRI 1 B R R T 4
H A FITEN- T 15 5@ 8% S g4k, sk S BRIFN-
oSZ PR MEIIENAS 5165, KD RAGH. 7595
BALSEEH, 2 RRELMIR T, WIL-6. TNF-
o FITEN-y i 2 TR T R JRE 2 WL 25 46 I 22 14k
SiE A4 28 045 0 A0 95 0E R I B AL, ) RE
JONAT BT ALS S HR SORE AR S B A% 1 kAR . (H
2, gl R VLR G 2R RE ARE 2 RE S B (1 G g2 1 Jk
BIFAIELE

YuZsPUSE — TR 7 R B, fEALSHEALN R
Hi, TDP-43 8 [ PLZR R i 5 d i P % 3 7L
(mitochondrial membrane permeability transition
pore, mPTP)/™S 177 2 fish & B R AR DN ARE 5 3 4
Fm . TR mtDNASE — 2 #iEcGAS-
STING G R (5 SiEEs, 5IALSHIHIZ 20 X
Mo cGASHIHIFIRU.521 LA R STINGHE 14 Hit 2k 5§,
STINGHIHI|FIH-151HIE I ZE | ot g . 1 B
EAEENZE, N HALSEH RIENFE S 24
B 1 () T 240 H o3 B4 T R 1S B P R 2 T
t, cGASHISTING /)N #l il 71 e 8 52 4 i i
IFN- [ {55 8. 76 ALSEIR T 4h 3 F STING I
1) 71 i 35 AE IR A 2R AT AR, O BRI R
BITHRAL T AV IbAh, BEERMZ, STINGHIER
RKIAAZHIERFE MR 5 5,
C9orf721 61 5538 1F STING1% FIFN- [ /5 1) K
SN, BEWTSTING AE B & Hu A H1] 7E Corf 727 Fa P
Y P A R Bl U FTRN- T M. h4h, FEBK
RYEALSEEFEAS, THERIIFN- [ R E#STING
FFAHI . Bk, XL TR T cGAS-
STING/E 51l & 3 I RIE RN 25 T ALS [
&, BEIAZIE E RN S T T R A TDP-43 3K 3 1
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12258 AT AR B A 4 B AR AR TR T
Al g,
3.2 ¢cGAS-STINGX{PDEI 2

PDJ& — AN H #4775 1) — Fh 5 Kk &
FE A L M 2B AT HE G SR AR . Hod R
H 1 1 R 978 B 1 3R Iy i 2 )2 B0 R A%
5 WSR2 B b 28 0 B A0 A 1 R0 Th g
AT PR R T % Gy MBI R B TR, 5L NLEIZ
N INREREIS AR A Z A . Ho ) B S MR
—ANFEEN No- R EA . BHET, PDIAHY]
AR MR SE A B, (AR SOE N A2 %
kR I CHE R K o 12 JORE I NLTEPD B8 3 Rl By
YIRS R B0, L /0N R 5 20 A T A RN 2 A 9%
MR 7T, SR B S ol sET .
A, TEa-FE Ml B 1 3 DR/ BT 285 B0 A% S
H 9 U 4% B Toal+ 5 A /)N 2 J57 4 it 20 A TNF-a 7K
ST R R T U IR SE T /N S5 40 A
WAPHE SOE NN T M AR MBI HEE . H0H] /N
IS J5i 200 M P 55 R A 8 8O0 S B AT R R T
MPTP% 3 [FIPD /) BAR AL [ S5 Y 5 A8 98— 3K
(15— 5eH, Main®5HRiE, fEPDEHIL)G
K L TFE IFN- 1155, 2 5MPTP/
B R TR ) 1 2 R s I AN 0 0 R o 3 et 36 R 31
FEIFN- I 524£&1(interferon alpha/beta receptor 1,
IFNAR 1) {8 F FELITTFN AR 1 88 50 B B A4 19697 25 6%
IFN- [ /55, A CARRARMPTPF 5 (10 48 JO0E & B
2 B u M iAE T . SR, X EETF 5 1
28 JERE N A AT ZE PD R s A2 B AT 4

BEAEHT 7T % W] cGAS-STING-IFN{E Sl i/ §
PDJF R M4 R0 . Gl & R R R SR
P4 A 728 (Leucine-rich repeat kinase 2, LRRK?2)
BEPR (1 AR W] fe A2 3 08 A& YEPD I B L) —
AL RN . TR R, LRRK2BS 5 s
FL, Y 98 E PR FRRE T8 DA B 2R Ak 1 Ty g
250 ELRRK 2GRS E G40, TFN- [ AIISGs
(BBl T 38, ARAKCPRER A A3l ) e
FHOGEE A 5 KA AR, fRiE T mtDNARE S
M, B cGAS-STINGSS Sl %, #INISGsH
Tk, TEIXECLRRK2MRIIA B W20 i b 0 3h 71 5
FIAH R (1 IE A LA FNE T I g . BhAk,
2 R M Parkin PR IR S & 7K 1 & (A RIVE 5

()40 1 (phosphatase and tensin homolog induced
putative kinase 1, PINKI)% 13 K 5848 EUF i Rk
HPDH £ B RE R A niB 0. BRI R,
Parkin/PINK 1315 B A7 24 25 b 75 0l ZL 3h 47 41 H A4
W2 BB JE ki ik, B R A AN, B
AR P IEmDNA JF BB 40 M it e, 4
PR Rk AElRY . (B2 Parkin/PINK 1 B () SRt
A B A 2 e B BRAE T LA AN 4 . Sliter
2SI 3%, ParkinFIPINK 1 A Y 2 STING 7
S RIE RN . Parkin/ PINK IR /N B A PD A R
LKA HRAE )T A R AR E N, %
FAmtDNAE N 41 i % cGAS-STING /1 [ IFN-
[ E5@%, SBParkin/NR ISR 2
ELI& Re P 42 o0 5 AR B RORE R Y o 38 I ik TR i
STING & H Bl 4 FH -t 2 P 771 T A 80 fox
A, SR, SURA RS, 1EParkin/ PINK 1R
RAAAHT, STING IR AN 2 LAAG R i) SR AR
AT R R B R AR R . STING [ 2K A B
1EParkin/PINK 1 €748 /)8 R () BR AR 8, T AN Re il
B A ) Parkin/PINK 1R A, X 0] f8 & K N1
ParkinFTPINK 1 58 4% FL i AL 52 2 ) 579 Jo K )%
P AS 2 40 i S DN AR A7/ B S TING & 42 0 3
WS Parkin/PINK 1R AU BT 574 10 S
BF5S, XnRER— P IR . B 2k A il
INFNES 1) P G 8 TS TR RGBSR LR, 38 7 3
— LW, B2, LRk AVE/EPD R RIE R K E
ZIER, cGAS-STINGA T IFN- I 15 58 %2
PDJ 73 13 i rh B IR 28 5% 0 I B AN 22 B i 44 it A
ToRISCBER TR . bAh, mtDNAJMFE 40 i i
RIHLH] A A% 38 i3 mtDNA-cGAS-STING Tl i% % [
B NeA R — P A

3.3 cGAS-STINGXJADRYE2 N[

AD B i I R 5 R 3 (1) — Fh i 2 R GE 1
IRATPEMGER PR, B RIRTRe . TAEY > he
JIEE W T R T LR, R AR RIS AT N
TN 2 A R FE B RS . i E B
PRFATE A8 B 5 2 T A o o 20 A48 L PN PR 1 B 2R
M (amyloid B-protein, APB)TE i #1284 fu 1) 412 1HI
R IF IV Al o 3 U R 5| S 1 22 AR R T B FR o i 1k
T2 Ak tau B [ 5 S 1R 4 28 70 41 4 2 25 70 1 1) 7= A= DA
FARZ e PR B T IX AR ERARAESL, R
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S 22 (ORI AT AR T AD B R R R /)N B A AR
K T PR AR 22 JRE 5 ADYR B S, /N R 4
A w8 AR AR R AR T E A B, B0
KRG, FREL AR HH Bl H AR bR,
TEAD AR R IE 2 R EZIEH . ADEE /N
82 J55 240 P 355 A RN TL- 10 v th g 4R,
ADFCKMIfER R &R, AW RIL, IFN-1 &M
EEZN SR R AN IR G H EE
U, gt SRRAMSEFML, RAIES A
PR 21 B H R BARIAD B, k4 A
MM EoR, TEAD/N BRI HIFN- T SR R 5
Wit R, XA IR T AEADEE T
IIFN- [ AHOGIIAHZR SORE IRONE, B et 28 4 i
AT RE IR ADIIEEE, EENEITIER, (Hixit
TIEE A 28 58 0 (1) R 36 DA M 8 9 RE M ADJE 2 )
THVINLEIE A R e — B0 5

MinterZE B 5 K IR, (EAPP/PS1/MER ik
BRIFNARUGE TcAZ 806, 3458 T 2RI T 40 i i)
SO, B TR Rk 5 T AR JE BRI /0N e )5
Mo 5 A — 20 5 — WU 5T K B, IRF3EKIRF7
I A T ABIE S S B A R E R . M
Pk 1% iR P2 04 — A% #F FR (nicotinamide adenine
dinucleotide, NAD")/E A A\ 241 g A 1) 85 ZAR 41
V), TEDNAMSSE LR B S5 fE b R 2 0
HEFEHY. BEFEBIEK, NAD ST
BT LR A 1 R A 22 JOREFE AD BB R4 e
HAEANFEREERZH, H2EMHEERMAE
. SeET M FURUR BT AE AD /N BRURE A o i 1)
NAD'/NADHELZ FEAIC, @i NAD b 78 77 Mk fi
1% (nicotinamide riboside, NR)¥AJ7 f# 1S DNAT1
R R AE D, IWERRERE . (HRENRIH
s A FH 0 29 A2 0 ] S B A S BT B0 70 v R T
#. BRI, NAD 787 W 2 K #icGAS-
STINGIE 6 5 I ADY % F [K] /N BRAB Y o [ 4 28 58
iE G0 I Z BRI EY . fEAD/N R FcGAS-
STING/KF-Ft, MEIENRIGIT G, HKFIEH
1. NRIEEEHEcGAS-STINGHl#, FFAK/N R
YRR R 0E . 25 ERTIR, BRORIFN- 1 24K m] T
i AR TP B, PHIWTcGAS-STINGHK #i 1
IFN- I & Rin] e Bh T AR AR S ADH £ o4
JZET- AN RIRE /1 F . {HZESTINGEE [ £ K 7E

ADJREL R FEAE AR M A, A Wk, cGAS-
STINGI@ ¥ /£ H A ADZ W 6y #E s AT 2] 1 &
B/ER, cGAS-STING/IN -1 7)ok 4 2 Fn
fh ADZ RS BT 597 28
3.4 cGAS-STINGX{ = ZZiif% (Huntington’s disease,
HD)#Y 2 i

HD 2 —Ff 45 Yk b i) 5 i i 2 R v g
i 2 A R W & A (polyglutamine, polyQ)ff)
CAGEEJFHIMKERFEY K3l R & IRITH
o ER T« polyQTEZAM AN AT, TERMEVA I &
JROUGE, B0 IR A% P9 A1 SUIR A [ 16 22 0 41 i 4t
TO o TR E R K SO, S UL 2
i\ BENAAKNERE . RS R AG A ARE  E
Sk, WEFURINL, J9RE&MATBEE RHDPY, 1
HD A8 R B 78 I T LR %8 M 248 P R 1L -
6. IL-8FITNF-a )7t LA L NF-«Bil [ &
WELL BN, EXTHD B FIRNAMFE 43 #r th &
P55 9% 0 S N7 38 B O AH SR S R . DL R
RERER, RAESEH T HD KRR E AT
2, HRKIES SHDH S FHLEI ARG 2 .

Jauhari%E "R 5T B, EHD/N R AR T
cGAS-STING/E 51, 17 H 1% 2% [F]FF 52 21 4k
RSl AARE RN RIS,
B 2 b AR S AL N 3, mtDNA SR R S 20
B8 T cGAS-STING /G K il , 7= 4EIFN-
I BB, cGAS I BH I & 2 3] 7 INF-oFTTFN-B
5. XK T HDAI R HmtDNAF S 1)
SNE RN A2 HeGAS-STINGHE R/ S 1. 45 T 1B 2
RIRIT)E, RIERBPH MG, tEERKMCGAS
IR T THDSR L T T Re . tbAh, 7 5 — It
FH, cGASTEHDH b H g #E cGASH A 14 48 iE
FENIIRIE, cGASHITHFERK T cGASHE M IF AL
THRAESEH P RIL, [ H0H] T HDAH M E
P, 25 ERTR, cGAS-STINGIE M /5 1 4 0E
RIZ 5 THDIRERE, (HRIX I 0E ) BT
LU 2 SHDI R A KRB RIRIE R, cGAS-
STING /Ny T 5 7 /E HDAA Py 44 #5578 o (1 1
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