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cGAS-STING fi; -l g )L R PE I
SR PE I vh R W Sk e

MATBL AR R L TR

(KEEHRKXFWES—ERILA, TFKE 116000)

[(FBE] AEEHmR-IFHRAE WA (cyclic GMP-AMP synthase, cGAS) — TP RILH B F F (stimulator of
interferon gene, STING ) {75538 [ 2 638 22 40 00 T 220 B0 43, G b IR 3 40 At o o 5 XUGE DN, fitalf T 0+
MRERIEN FFRIL, HPPURGEZIRERIEY . LR RF R T RS AR N 20, 5 s 3%
WL, AN A B ESR (autoimmune disease, AID) [ B 4 PEFRG 19 0 KU o ITAEAFSE R, cGAS-
STING {5530 % 5 U6 55 )L AID 1 B S RE MBS K A A G o 1300 cGAS-STING {5538 i 46 JLEE AID J2
B SAE TR T BT R TERR DI MG IRISY TR H ]
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Research progress on the ¢cGAS-STING signaling pathway in immune-mediated
inflammatory diseases in children

WEI Xin-Yue, GONG Xiao-Juan, JI Hong. Department of Pediatrics, First Affiliated Hospital of Dalian Medical
University, Dalian, Liaoning 116000, China (Ji H, Email: jihongsdq@126.com)

Abstract: The cyclic GMP-AMP synthase (cGAS)-stimulator of interferon gene (STING) signaling pathway is a
crucial component of the immune system. It detects abnormal cytosolic double-stranded DNA and promotes the
expression of type I interferons and other inflammatory factors, thereby protecting the body from pathogenic infections.
In children, an immature immune system or genetic mutations can lead to immune dysregulation, increasing the risk of
autoimmune diseases (AID) and autoinflammatory diseases. Recent studies have shown that aberrant activation of the
cGAS-STING signaling pathway is associated with the development of AID and autoinflammatory diseases in children.
This review summarizes the research progress on the cGAS-STING signaling pathway in childhood AID and
autoinflammatory diseases, aiming to provide new directions for clinical diagnosis and treatment.

[Chinese Journal of Contemporary Pediatrics, 2025, 27(7): 881-886, V]
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JL#E A BN (autoimmune disease,
AID) 2 THUR A DIRRAL T W R, R
G A SPUR, tEA A Z R A S HUR A,
SUEANMEMIR . HE B, B — R
PRAEAR B RAEPESEHE o L B S RE Pk 95 s o
H T e Bk A R AR 57, Hogmtt 8 Il bl & 2

[k H W] 2024-12-165 [$%32 H U] ] 2025-05-29
[fEH i ] Bhl, &, BLRTsek,

S L T 7 B4 S 1
o—Hepeht

W5 H R - IR 5 L (eyclic GMP-AMP
synthase, cGAS) —THL R IFLHFFLA T (stimulator
of interferon gene, STING) 155518 & 0 R G
HEAU Y, AR EAR AR, A e
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X4 DNA (double-stranded DNA, dsDNA) 5 cGAS  BEFR B ZR45 4 KR 5 dsDNA, 454 TC % 545 Stk

b

Zia, VRTEPLRD SR, AR B G sz 9 T
AR B B AR dsDNA 48, [ B dsDNA L fig
0T cGAS-STING i i . 7EAEFEOL T, ALy
dsDNA K 29k FR il 76 4 i i sl e kit 2440
M, BT 5 B R Y dsDNA AT 2L 34T
cGAS-STING 57, 51kME A B 9AE RN,
S5 AID B EA KRS, it cGAS 3 STING
B A=A, ol PR A G pE R H I
RAFBLRAE I, X2 A B S M & A i
BEHLE]

A SCRE cGAS-STING {553 B 7F JL# AID F1 H
B RORE B VR AL 2R A7 203, LU Rl
PRIGYT JLEE AID Fl [ B SO RE M P (AL T 22 JE

1 cGAS-STINGIESEBMAMRMIES
&%

c¢GAS-STING 3@ % 1 1R 51 dsDNA i ¢cGAS. 1/
T E M ) STING MR G54k, HiE

SAL 3 4R dsDNA A . cGAMP 5 STING %54 LA
R AR PE B 3A4NER 48 o
1.1 cGASIRFIFH 45 S dsDNA

TEABIEOLT , AN Y dsDNA 207 T 41 i
B Gk ik rh, 4 B LA 2 F dsDNA 7
11 o 20 M A7 A 22 Fh 9 dsDNA /B, Horp
3-1& 42 b Yl i (three-prime repair exonuclease,
TREX1) & — A% IR 4h U1, ] ¥ B i B b 1)
dsDNA, ATMT3#ESR F B e O BE R R A, ik
REUEPEREIRET, dsDNA STEMIBT S R 7
At 8 A% B A% TR B T (deoxyribonuclease 1T, DNase
1) 2 TR A b f IR N VTR, 7] 2 515 R
dsDNA, A5 K, DNase II S/ AR FE
T, M [F S R cGAS B STING 54K Y DNase 1T ft
KRN IER ZE . HAKRNSL dsDNA P KF
IR

cGAS E—F%IR¥ Kol (2960 kDa), Hi522
NEIEFRALRL " . cGAS il N i 25 A4 dalg i 1 42 1F
cGAS "R LSS WM, C ol ST IR
FE L5 F4 B F Mab21 S5 #6380, A% 1 IR ¥% 7% B 4514
BCAE R Y cGAS i TG E 7 T 93 8 B A A0
Mab21 Z5 ¥ Sl AFTE I B AR 25 A0 1 cGAS HA e 5
P, RER IR B dsDNA, 1041 1% 25 7 30K 5 3
cGAS T U dsDNA "o GAS 3 oF 5 [ A% M

HEAKERESME, WEEHKEREBLT 454
AT R, It cGAS JL-FRE i 1 51 i A 25 i
dsDNA FIFB BBt DNA ", ¢GAS A5 dsDNA 254
BF, Ab TR, S5 IA dsDNA #F A 21 i 5%
H & dsDNA 58 FL R, X 48 dsDNA # LA g 5T
dsDNA /&7 %5 cGAS il "', dsDNA 254 cGAS i
HH 5N IE AL cGAS, J5# 5 dsDNA 4547
I 2cGAS-2dsDNA E A4 " cGAS T L IE T — 5
25 fy, AL N = B R IR 1 (adenosine
triphosphate, ATP) HI = B X & 1f (guanosine
triphosphate, GTP) & B ¥4 W 12 1 1 — W 12 IR 11
(cyclic-GMP-AMP, ¢cGAMP) ',
1.2 cGAMP5STING44&

cGAMP [K| Ll 2 — TR 5 1 07 5 0 Bk AR oy
2',3'-cGAMP, fE K% — 15 i 5 STING 45 & "
STING & TN s a ,  H N-R i 25
P & 4 SRR 11, X STING 2 )4 2 1E 5
L C-AR i 25 48 S AL 456 T AR 45 65 45 10 S8iURT C- 2K o 2
CUaEkR, 5 E A S TBKI 455 as ki 7, 1F
FHARATF, STING IZRIEIEA S NEME G,
C i 25 W 5P lUBC AR S5 & 148, RS gs &
2',3'-cGAMP "™ 4 4ff Jfil P)J cGAMP ¥ & Ft & |
cGAMP 55 STING £5 4 STING — K 5 B AL IF I
b, &AL Y STING 38 33 P J5 I — e J1R ik 4k v ]
%, ML G2 28 S R R, B0 T I S e
BN AN, cGAMP 7E 40 I IR] % 15 8 (A AR
T, AERSUEE SBUT MM ) STING,  MiH K RAE
SN
1.3 RENEHE

STING FH N Jit 9 5% A 55 7R JE A, 7E Cys88 Fll
Cys91 PRI FAE T KA pdimefl, X —id
FEXF STING A9 38 706 & 2 42 oF/E 2. 1k
STING #%% TBK1, #Fmi#isE TR H 3
(interferon regulatory factor 3, IRF3), fHiE#mEiL,
BERR Ak 1Y IR¥3 R A, feiff 1 TR
(type I interferon, IFN- I ) F1+ 4l 2 H 3% %
(interferon-stimulated gene, ISG) F{ ik 2/,

NF-«B A9 #1 ] 2 (1 (inhibitor of NF-«B, IkB)
5 NF-«B 454, I NF-«B AL F 5 Bk & @
STING 1E R P4 BT 9 b Ayt A 11, 3 o 93 TKK
it feff 1B W2 (L Pt 5 4 R, NF-wB I I 1A
AA%, fEJETFN- T A 40 (interleukin,
IL) -6, IL-18 DA K& M 98 3K 28 I F - o (tumor
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necrosis factor-a, TNF-a) ZERAER TRIFE L, Tl
RIEIL

2 cGAS-STING E=@K5%ER%

JLEE AID W RIRALEI R 2%, Bl hZinfE . 3
WA R ILFVE SR, FHRE R s Rl
JETEER . TFN- T 0] DA SERLR 2 Fh G2 40 i 1) o1k
B, SRR RAE R F & A SR A,
ZFh)LEE AID AL R SCHEER . JLEAJR
i P 2 DU 2 T R A 38 2R 49 e B il 2R T 5 [ ke Y
P, HURRAE & S R RS 90 Il = 38 1 S
RE o 2022 - [E PR g% 2 2 R 2 AR o B A B 2
FRIE, 8 F B RIAEESE 7 325 IFN- 38 B
g R /N BB RN AR 2 M N A B
cGAS-STING {55538 [ 2 4% IFN- T {9 5 25 530
Bz —, 5L AID A B RAEVERIR 1) K % J
YA,

21 cGAS-STINGESERSIERSF MR
IR

JLE R G PE 25 IR 3 (childhood systemic
lupus erythematosus, ¢SLE) R G VAR
(systemic lupus erythematosus, SLE) &5 151 i 10%~
20% o eSLE AR HLHEI5 N SLE AL, I RAE
RFEFEEA A, (A4 E 2 RBRE TR Y,
S LA AR D PR

JHi 5t 5 H dsDNA FH B2 0% cGAS-STING {55
) S HEN 2, SLE B L% H dsDNA ZKF T
&, HiT cGAS-STING ;&R HE IFN- T 32k, B#0&
RIERGIHN FUHLNE B ZHAL BT
dsDNA i — T BUIE RO IE T, SECT IR Frsk
FEA RN A 24U 4 . SLE BB I P ISG
IFN- [ AR IE7KF i 2 T e AHE, {23 IFNs
() 2 TR IS e S R . SLE HR & A1 JE] I B A 4
L cGAS 23k 1 35 = TR AHE . SLE /) RS
AU . ONEE . S5l % ZNEdsh cGAS. STING
TR AR B TR 4L, 2B cGAS-STING
FOS IS5 SLE h Z MRS it B 2, 24
2 MRS P A & SLE WU Bei b o, T RES 5 4N i
DNA E AL . 0% cGAS-STING 5 5 % . 5L
T B N AT O Y
2.2 cGAS-STINGEEEESHEHEEXTR

o AERE kK ME R R (juvenile idiopathic
arthritis, JIA) J& T —FM8PE . A B etk s

ZUWT 16 2 LT ILE ™, & GRIAAERR R
& (systemic juvenile idiopathic arthritis, sJIA) 24 /5
JIA R BRI 10% 0 SJTA LR R AT R
PRI, K. WERELHER, $o8ILE
RG22 R, )L SO

SJIA FRF A E I P ey 4 A s hn, Y
33 DA [ f 2 400 i 2 T 1) Toll B 22 A EUN
HREEA A, NG RERRE 0, S35k
KA DNA BB 7 ek, sJTA A RN
w0 2 R B TR AR A, R R AT e
JaAMAN, HA s dsDNA . 418 AR
X 25| EAH M TN dsDNA TR E, # cGASIH A 14
I ¢cGAS-STING {5 5 18 [ , #1 5¢ TBK1 Jf #% iz 1k
IRF3, Je#&#E A%, #—2%F IFN- [ FIE
AT U1 TNF-o FIIL-6 172 A, B2 5] RAE R
NP R B RAE R P, 1L-6 2 sJTA A 0 A
i, A sJIA FEE AME AN R A Tk
TL-6 AT HFAE AT ek S A, TR
W B AN, IR C R (A TR . Ty
{1587 WS & = gV /A
2.3 cGAS-STING {5 5 i& i 5 Aicardi-Gouticres
SEE

Aicardi-Goutiéres 2 & fF  (Aicardi-Goutiéres
syndrome, AGS) & —Ff % UL 3t A5 14 FH B RIEPE
P, nRZEeESL R, BILZAERER1EN
IR, RIS BR AR, (U BURE ARG
302 DL IR - B R - e i
fit, HAARRI N . MERGE WKLY . 8
Bl BRI Z SIS FERE R TR
ZAL, PTREHBISLE , i by BB & =,

AGS 5ILH AR, H i & B BO 3k
H TREX1. RNASEH2B. RNASEH2C. RNASEH2A .
SAMHDI. ADAR. IFIHI. LSMI11# RNU7-1"*,
TREX1 % [H 5 dsDNA 4>+ K& fift A7 ¢, SAMHDI
RNASEH2A, RNASEH2B Fl RNASEH2C F£ [ ] 5%
M DNA Sl . iR & AR L 2 AR I, 4l
BTN dsDNA 5 RNA i B R, 0% cGAS-STING {5
S, fEHEIEN- T 0 . TREXTHEH S
/NERBBLT dsDNA SRR R, Wl LN AGS 25
BAERIBR R, MiHH cGAS 8 STING Ry 4% H:
RIETNE, BEAIIRILER V7,
2.4 CcGAS-STINGESEBSHHMEQMREXTI
ZERMERET

WA LA % 9 1) SR 5 AR R O TP R A i 4

- 883 -



$527 % 55 7
202547 A

o+ E 44 )UAH &

Chin J Contemp Pediatr

Vol.27 No.7
Jul. 2025

Y AR S — P L PR (G M B B RO Y, X
YRR B Z RS, WHE LA H AL e B R
FERN . B2, AERKAZRR, S5 AR R o Al
RS =Y R TR 6 -2

XF R L BE R LR R AT SE A,k R G
15 STING FUHEE D TMEM1 73 /18 S E 978 (N154S
VIS5M I VI47L) ™. %A dsDNA il 5oL T,
£ LR 4 STING A7 88 b FRE L2 s R A, i
RAFIFN- 1 774, #F— 2B R AiEE T, If
51 & Bz Ik 1 A5 A8 RS A E o R OLAI A I ks
TE A R 7K TRN- TR TixX—458 ©
2.5 cGAS-STING {5 5 i# & 5 Wiskott-Aldrich &7
A1

Wiskott-Aldrich 4 fF (Wiskott-Aldrich
syndrome, WAS) , X FRIEIZ - ML/ M s/ 1 50 72 i
FAZEAIE, S WASKER 2878 S8 Se R e
BB . WASEERG X Jeafk b, Hi
fith i) Wiskott-Aldrich ZE 5 HF & (Wiskott-Aldrich
syndrome protein, WASP) EEENSHE LS
ZRPE R, E SRR A0 A8 R ANGE fi R G
HEEH ™. WASP DI T A0AEZ K5 55 T 2 Lsh
FARE, T 4005 P04 52 20 i 0 Aa e 12
filis A AR B AR5 08 v B T 40 B A AR AR
M, AR PO X WASPELZEF, T4
TCIRA ROV R pE s fk, FECT 40 LTE Ak S 340 FE s,
Ay R, AR FDIE RIS, B A S BIPE T
M AT E LS A2, I B A % L,
WASP = 7] SECT AN B 4N IhRE SR8, S5
PEBRARY KA E 5 WAS AT H B P2 0
M A RN RE A B P RAERIN, WASPY)
REBLIC 5 B Gy R B [0] 1Y) G 28 1 R B A

WASP 7] 3 /b dsDNA X% K% (DNA double-
strand break, DSB) fJJIE R, =5 DSB &L, i
AR L B AR AT S B dsDNA B B 5, A 4k
FRRE R e VER . Y WASPEICHT, REg&Ram
FLERE I dsDNA Tk 1E 5 R A, R il 28) 40 it i
Hr, IS cGAS-STING {5518 % ', WASP 1
S R G R AR G, R S T B0A Wl A
BUCAGESR , HEMTBHAS FH A B dsDNA FI [ STk ss
B e AW, 1A B dsDNA #E A 40
Ji 55 - 376 ¢GAS-STING 15 53 % . ¢GAS-STING
55 HRJ5, TEN- T P=Ae3n, X5 & RIE
N P

2z
2

3 EcGAS-STINGESEEHXIZH

FREEE 0% cGAS-STING {5538 %, & AID Al
H 5 RAEPERIR K A K R EE B, JE4 cGAS-
STING {5 S g% JL# AID il [ B KAV A
P HAHEEE L,
3.1 cGASHIHIF

cGASYEMMLJTT dsDNA fZJ%28 , 5 dsDNA 2545
Ja G5 A AR A, 3% S ¢GAS-STING {5 5 & vl ik
T OE B IR L cGAS i & R 1 4 (Lys384,
Lys394 5% Lys414) B Ak v] f HAb i 1 R A
>4 5 PR dsDNA B, cGAS Hi & 2 2= 2, Bt 1k
cGAS &b TR 7 WS 9 cGAS FIIHH ATP Al
GTP 4= i cGAMP, cGAMPE R 45 — (540, it 4h
A STING 2 S RISy O ™

PoIEZ Y () T AE A T 2cGAS-
2dsDNA & &Y ny 45 & S, 38 o 901 cGAS F
dsDNA Z [8] i) AH B AR R 6l cGAS TG, T 4
cGAS. STING K ik, JEAGS. SLEZEPIRIIG
JrEg Y. BRRGEAEL, BTE] VL MGHE i 2 B Ak
il cGAS W%, FEAK TREXT B /NELISG . TFN- 1
Fik, MR SAE RN, HEK TREXT B[ /NER
EEAA 27

RU.521 7] LA F&AIE cGAS X} ATP 1 GTP (1) 3% il
J1, WA cGAMP A=, REAR TREX TSP/ BB B8
PE B A0 i (bone marrow derived macrophages,
BMDM) ™ IFN- T (1 iE7KF, fH 2 X AU P
cGAS TTHI AR ™0 /N G140 1 G150 3 3 5
P ATP FI GTP &5 A 16 M A0 508 3 il 5 A 5 1
cGASIEEE
3.2 STING I

STING P A B Ak 0T A 8 AR AR (R 05
FOCHEE ., IR AE W AT AT O | STING £5
fEmEfL, Horb C-178 F1C-176 X T /N STING E A
RS RIVE RS, 1 H-151 %5 A STING JHA 4 5k
PIHIER s EE ARPLRET, PR E 5L NG D5
PR 3 o M A B STING, ] AR R ek, S:3
STING {5553 [ 2 7% , AT il AID H IFN- T /Y
FEd

AR STING VG YRS, SRR T 8356 b &9
Astin C 38 7] 3 3 35 4+ P45 4 STING,  BHIF TRF3 (1)
¥ %= ; compound 18 Y STING f9 3¢ 1 /1 & T
cGAMP, 383 5% - 45 A STING #l il H N5 5
W, Bl TEN- T 88 980 R Rk s 5 A bt
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FARIE, 44 M Gelsevirine B4 P08, 0] F# i STING &
M1, 9859 cGAS-STING {5 53 B& B Wﬁxﬁu
FIK-, HEMGER STING 3 B8/ S0 e

4 ll_,\—l:l E%tﬂ

Zi I, cGAS-STING {7 5 i 5 2 JLE AID
HE B RAE BN 1Y & A B VDA G . R IE AR B
RT3 5 o T e S R AR ML
PRAPAEFT 0 2230 % S 0 VTS I, 025 i a5 s
W& KRR, Zad ZH0F58, e M6 cGAS-
STING 3 %597 AID F1 [ B A M5 9os i3 & HA s

METERE, AEXT cGAS FISTING F41 i 1) o, Ji2 2 HY

EAFIRT R, RR4EFXT cGAS-STING {553 I A
GE PRSI IR R P T R R R
Ve wak B A ATBL T T L J}E\ Fols 2,

2B R kAR RO R T X FTRAM A
FamrRBR: AR BALK B FR

(& % x #k]
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