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Abstract

As a heterogeneous autoimmune disease associated with severe organ damage, systemic lupus
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erythematosus (SLE) can involve the skin, joints, kidneys, cardiovascular system, and central nerv-
ous system, with each patient exhibiting a different pattern of disease, imposing an economic bur-
den on society and individuals. However, the exact mechanisms of SLE remain to be elucidated. Re-
cent studies suggest that SLE is related to the interaction between genes, environmental factors, and
the immune system. The current clearer mechanisms of pathogenesis involve abnormalities in the
innate immune system and the acquired immune system. In recent years, epigenetic modifications
and gut microbiota may also be closely related to the onset of SLE. To gain a deeper understanding
of the pathogenesis of this complex disease, this article reviews the relevant research progress.
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1. 53|

SLE & —Fl R ML & 2 i S B 1 B S e, ¥ Jeastdl B R . MR IE IR IR R G R
ZINEZZLHAEH . REEEM TR T B 5% 538 N G A % O AL, B SLE R EEHLEI A
Se4 B, FIGARIG I IR T BUR PR 5K S B 2 Bhik . BEE R BAE 2 . AL 2 K 40 A i
IR N, LY 3R A R 08 B B R . AN AR T 1 G R 5 I FE e PR B AE T LI 7E SLE R 1%
EEER, S TR . A B E RS LR SLE RIRHLHIEGHiERE, BAEEgmERTE S
SEERLAYFHUE, TR N B A L5 T Y 28 SR BB K 3R . #oR SLE 2 ERRIRINGS, NITREEIANATT 5
BRI LRI %52,

2. Bl BRERGERE
2.1. BEERARRE

Btz - BRI AR T RGN E AL Ry, SLE HR 16 0 40 76 75 B U T 40 L (AC) J THI
TETEBRRG . XL R GEE HUERRI AC W RERE S PUR, BEMmEss 3 &5 NP B 41, 51 &% | S i
(TR 22 PEBR & B S PR A . tbAh, SLE H i B n B0 i Bd /b, HEVEAER AC i
FEFF AP RS S, XL T A SRR RN RS . EAEERE, B - BV
HIGUI R R IEF KM AMER, X—HLH ] SE80E M IL-18 F1 1L-18 FIRBERL[1].
2.2.NK HpaR&

NK 4l L2 I8 F 2 G838 LT 40 Ml (HSC) IR ORI L 4H i . 7E SLE B3, ml BB R HTibk B 4 fa bi s
PIUETE NK 40 B BRI 530 NK 4 RRITEHR /KT FRA%, AR tE 2 [2]. oAb, NK 4R 7E 20 [ B
AR 22 P 28 4H Rl F-(IFN-y £ TNF-a) FlEa 1L R 7 (CCL3. CCL4 fil CCL5). HFFTiERH: NK 4l =K
SEH IFN-y PR 5AUETE S 4 (LN) I RFEL SOREAR DS, TNF-a KFFH 85 SLE B 38 NK 4 1 5 5 7%
PEBEYIAH 3]

2.3. PERIZERE S PRI ARBRA T (NETosis) R &
rh R4 BRSSP A FE B (NETS) M % 1 — P 2 B R AE R, Ha & @i i imm e, 4E
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1 DL B2 5 e s 4 P R 5 40 B R ) 22 b 2R 1 . NETs & S8 M 5 i g i A B B TR, RE BRI
B 4 LA A A SR AN (pDC), 5% IFN-o 7225, HEMIEHERE 2 NETs B, TERLIE 1E )R 15i[4] -
UbAh, SLE fB 5% BRI 4N M (LDG) IS0 M At b 4 i WU /K P&, NETs k. Afb bk DNA
FEICLL B TR IFN S8 S5 7 B S R v (5] A M 40 BT 26 375 1 S0 (ROS) R T 25 19 il 3 il s 401
ZURGFIREIR , R MERLgm i T LS 55 FoyRINA SZACKE T T8 /N ER B 40 M B E TR S 5 50
(IC) o IX — KBt it FR WIS Ttk 4 i 356 1) ROS, S 45145 484K DNA. Jig it 2 & (AR 615 S an T,
HERR S /NEK[6].

2.4. HRYAMA(DCs) SR MM ZEHAR(pDCs) R

DCs £ SLE G feim FEALHI ARz b P E A . A, TR T4 SR R A% R 5 B0%
PEB SR GRS, 2TERIC. K B S HUE R S ECE IR SR M(cDC) S S S, X L7
LK) cDC HE— AR R0N T 4ip(Tef)fo0 4k, 1458 B 40 RVS L ANZE & 0 (GC) P B S PUIRI A, M
MBI R KA. AL, JEEMIORAN(FDC)iET CD21 @R HHNELE B SR, JFIE TLRY
WRASIER IFN-T7242, TR R R G 4 GC B R B0k 1 SR A . SRANRAE SSIRGT AR
(PDCYFEN IFN-1 (3 ZEP= A 20, -1 2 B0 2 i I N2 ) 5 S it B EEUER] . pDC i
WO B i 2 TSR IFN-1 iS4 i, il SLE AW IE LRI 3R . 4k, pDC @it 43k IFN-o Fill5 CD40 45
A, BERSALIE AR A B 40 M 1 B i 40 A 2-10 (IL-10) 3R 15 74 B 41 g (CD24*CD38"Breg) i 1k
CD24*CD38" Breg 41l A& R IL-10, M4 pDC 9 IFN-1 7745, TERGR TR ALH], R arA
& SLE RIFHLHIFISCBEFTLE[7]. WFCERN, SLE B3 FIFEIR AN BRI S 4 A (oDCs) Fl cDCs 1, il 4
S F IR AR SYI(ILT) 3 A ILT4 MIRIA/KVFEH S T %, 3X%F DCs [ 52 1% BA B2 . [Fhf, H
SHARAH DG Fu e BREE ARE 3244 1 (LAIR-1 B CD33)1E Ay MA Clq 5244, HAHEAE R Il DCs (70 51
b TEFH/DE SLE BF LA i, LAIR-1 (35 B K, SR mBs T ThRe g [8].

2.5. BERMERIZNAR

W A 4 A I /N PR G B A 2R, AT e A S AR A 8 % BR R 1 E (IgE) ML
W ES, A Th2 EMAHSS IR 1, Flan IL-4 AT IL-6. F SLE (/N RBAF, R EaSE
(SLO) A 2R 5 (14 g Bl P s 4 ek ok == 220 UM 25 1 52 6 AR (MHC) -1 K B 4l i A4 R 7 (BAFF) I 45 & T
X, 25BN T MMM/, MiHES) SLE MR EEHERE . 1Ak IgE E B4 (IgE auto Abs) )17
FE 0] 5| LGB AL AT M (S, T g B A 40 SCIE ok 1 S L 2 B 4l A B AR LR . FE R
YRR S 5 8 5 NP B A T i biikE k. S 200 =B[3].
2.6. IMERARE

E SLE KWV, Clq fI C3 fEL MAMARIE PRI GER, H15175R IC F1 AC, iX—id FEx} SLE
BB Ry . BAATS, Clg R EES S AC, Mt Hibkk. BEERIGHERE. SN2tk
FIRIRRT, 2 L AMAERAR IS A1 C3b FITA AT LA 32 ) /) 1C HIE B, [ B 38 Jo Sl Mol i) 7 X3 i
X IC K AC HIFEWEA/E R, R IE N % [ SE[9]. WFFE R BN, SLE A& dhaf W, Clqg. C4d F
C5b-9 HIITAR . Clg (135t & HEE AT REf2{f SLE MtE AN E . kak, Clg @ik T K4 e SR 4t e,
) INF-o (AR R, IXFRHLAIS SLE AH 5% i 5 4 2055 48 4 25 ) 9 Bk [10]
2.7. Toll HES24

Toll FERAR(TLR)Z —JRBE IR BN AR A 21K, BES AN R <7 IORUEI 7y« TLR FESE R s
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R % 3 I e g ) e R PE B AR o 7E SLE BUwiE e, TLR7. TLRO 54 M AL SR 41 (pDC)
FiF=A 1) IFN Z U046, th4h, TLR 76 B 4R RIAFFE RS, HXTHIhRE A EEY M. B 4N
TEH) TLR7 15 546 SR #E 1 R IR G o0 (Spt-GC) KT R H S oA i A8 s in[11] . 7 IE 3 2 FR A&
T, TLR7 ({5 51% 552 2 TLRO (30 fEH, MTME TLRO BRI MAIRSE SLE B 1. X
BE—2B3R M, TLRO 7E SLE K JRFR sp R ¥ 46 A0 BL7 JE IPE I [12]. WFF0R . SLE X3 P4 (DN) 4 A i)
i 2 k= FCRL4 ) CXCR5-CD21-CD11c+ WV #£(DN2) 5l #2), DN2 4ifiRAHK £ 1) TLR7, X5
B SLE 08 B 4R 1S4 95 [13] .

28. FiILE

4 IFN J2 SLE By EZEURF 2. | A IFN J8 28 1) D) Re SR 13 VE 1% 48 S 5 5 Ui AH 5% . pDC Al ™=
£ IFN-a 0T, F&7 IFN-o (I8 E B4R IE . 1 7 IFN 5 1 B IFN 2R (IFNAR) S & )5 UK R i 4E(S
Ty MIEHTEY IFN ZKF BT a5 5008 176 30 5 (00 0 2 DL R 52 DA R 389 0 2 (B A7 AE DR B[ 14T« TFN 4302 |
RN REE Y, WFFCUERE : BTSSRSO ) SLE SR OOEEA | L 1 ALVRD 1 A IFN KPR T
HHAF 35 2 BT 5AR R IFN 28804 5, (B3 3R & [15].

3. RERBAGRE
3.1. T i85 SLE R maHLE

T A0 5 S AN AERF SORE e N 25 SLE BRI . B B ONAE T A0 URE s e 2 40 R 5
BIS RBANAE se AAH ELAR 5% SLE A S8 .

3.1.1. T AR REK

T guf b OBERERE . AR IRDTBR AN SRR . mTOR @A &2 R A ] F 8 SLE 1K
Ao KRH SLE BERIRICIZ CD4* T 4RI i & b ic 8 0 1 (GLUTL)M EiAELS, i GLUTL i
RERIAATRES T 40 M E5/A5 8 8 (A MR 2 A B 1V (CaMK4) (45 5%, CaMK4 3 it I0H i BE 1)
PR il TR B PR B M2 (PKMI2) RA EWE I A, AT TE SLE [ BEAL A R FEAEF o« SLE A B8 AL R 5]
R AT A T S T MA R R TR S U (APC), AT S 56 R F0d o G 28 SNy o E 7T
KO, SLE HBFEMRMIRRACHHIREd,  0HEHE N5 (GSL) & R AE % 535 I SLE B #1A T dsDNA Hiik
MR R, FEAEMR AN SRR N T 0 &4k . AR[EEEX CD8* T 40 IR D LA & T 4 Z/&(TCR)fE
ST R EE M R IR IR T E H AR BEARBHIE L S SLE B M E KRG RN
TFAEIIR. BEAh, SLE & g i -2,3- WU A B (IDO) I ZRIE _Fil, WS/ B/ 5 A U 8 B ] B 7E R
¥ SLE ¥ %02 87 T R ¥ B EAE A

MTOR {5 S S EFR 5HEES, 4 SLE ) T 40 Qi Egfe b T 0. mTOR LA
mTORC1 (& Raptor W3E)F1 mTORC2 (7 Rictor W.I&)HF & &AM A7 7E, —HAE T 4iferh & THME
[16]. TEIEHAFRAT, mTORCL 2 E 5 REE S M EE: ZHEIRE Rag GTPase H A RIS
BRI 9 mTORCL, & BS54 AMPK-TSC1/2 it HoAn s, JBs ZNGF-1 254 K il it
PI3K-Akt-TSCL/2 JEEE IE G [17]. SRIMAE SLE B3 T 4ifarh, iR URFpLm R A m A k4. I
—, CaMK4 550G e R AL TSC2 (Thrl462 fi7 51), f#Fx 7 TSC1/2 %f mTORCL [H4idi]; H =, Zhifk
IhfefErS S8 ATP/IAMP LAl R %, AN EGE AMPK i3 mTORCL, {Hi% 6 S /BHE B2 Mk 3. W3t
[ 33 mTORCL 548 Bud (5 5 (TCR. IL-2 55) R AE 34, AT sl i R ZS[18]. mTORCL 1)
FRELVEALTE T 02 H 51k 2 B 2R M7 . —J5TH, mTORCL BRI S6K1 54 IRS-1 fi s il Akt,
HI55 Foxp3 ik, BT Treg 41K E; —J51H, mTORCL {Eif RORyt &% (RN B -4 L f4fR,  BR3h
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4 CD4A* T 4l [ Th17 434k; mTORC2 NPsksz hid ik Akt (Serd73 @& 1k)-SGK1-Foxol/3a #ifit ik Thl
WAk, FERZm Treg 734k fT b T 16 Foxp3 ik . Sk, mTORCL WGk hiARA P04 /i, [FINE F i HIF-
Lo BRBHHEFEMR, INRIZERAE AL 55 A(ROS)IT BAE K, TEREELIEE S mTOR HUE 1) 1E R ARG R
[19]. bR eiAe i 28 230 Th17/Treg LMl 2 SN T R FRR 21, #ES) SLE RIEHERE .

3.1.2. T fAMRE KT

T A0 B R S, Hodh COATIIE T 400 A COS M 351 T 40 54 FE . 78
SLE 1, CD4* T 4iffitiil 2 B S Huik B £ )%, WG CDAT T 40 i W iR e 22 32 0 F 1 2%
B (B AR R), IR SR A%, CD8* T 4 i 1) 4H it 75 44 Ty e AL ) 56 AR 28 387 1 B vy ) JR s
Az [20]

3.13. AER T 4R REAE SLE WA R ZIEER

WEARIER: 25 SLE RIwALHEI I8 H Bt T 40(Tfh). Thi7. A T 408 (Treg) fl poT 400
Tfh 4 GC M A B, FFiEad =4 IL-21 ek B A T giffe st s MPiiAE . SLE
B I dsDNA FLiR K- S5IGRIEIRIENTE T 4008 cTh 40 IR 2 [AI4F7E B EAH M . Thi7 412
T 4N —FhEAY, @ A IL-17 (2 R AN TR A3k SLE RO ABALA], 1L-17 4 58 4 X 7~ ] BA St Ae
AN GE M S N . Treg A0 Sl T 1EH, HAE MIFEETBE S8 SLE, SLE &3& Y CD4*
CD25*/M Treg A6 2 S EOREAL . po T M2 T MR —FhEAY, B] P22k —20 Th1/Th2 40 ¥,
U1 IFN-y. TNF-a. IL-10 M1 IL-4, 25 SLE Kb, yo T AN EA il i ohae, H 55mIEs)IE
EHAHK[3].

3.2. BHfES SLE %%

B AL B TE L A NI A KB [ 22 A B S iAot SLE A 28 5¢ BB A YA B AL, B2
T4 B 2 TR AR IR LR A . R R IA Y BAFF. B 4y 4010 5 (5 5@ . B kst bl
Breg A A S BEACI R T AE, #x P2 B AR ThHESE B A SLE A e

321 AMEFRE
BAFF, 5y BLyS (B bk B 4 i ) 34551) A1 TNFSF13B, #2 i SR S8 R 5~ (TNF) S ) — Ff 4 A -

Z RPN T RIA RS SLE A B il 7% . BAFF/BLYS K H 324K (BAFF-R, BCMA, TACI)/K V-7,
it B AMAAE 5 o [21]. Br BAFF 4, B 4L 52 2| 40/ 2 (1L)-6+ 1L-21 F1 IFN SF40 e 111
FlFa[22]. 1L-6 JXZh B 40L& AR L ek TFH & GC JE, H SLE £ B 4if F &4yl IL-6, TERIE
SR JAE . BeAh, 1L-21 A& —Fh B BGE aH B T 408 =28 AR IR 1, o SR an i p s s A o1k
AR S B BRER 1 A BB S 35 (R Ve Y, 76 SLE R I i B /R . 245k SLE B 1
B k40 7E [ 4K CD3* T kL Z4m A IL-21 B3R, 19G =2k BB 15 [23].

3.2.2. B HFEELH R BESERE

SR B 4SS SLE [MIRBHLEIZ VIS, B 4321 (BCR)EHM KRS 7% B 41fuis ik
R MM EZF K. BCRESHFIEZEN R IR, MakAE Rkl BB . B 5 Rt im
AR A K A B G s SR WEFCR A, 7E SLE 351 B 4ifh, BCR {5 5l W 1 VAV2 1 PLC-
y2 BIEEFART 23 BTt BR T BCR {5 S @BRAVECE, SLE BF A KR H SRR 19G WA, Hrv,
19G-B £ ff1 52 Pkt H £~ Fr) 4 I 2 3 (I g G-tail) KRG 58 171812 19G Fuik ¥/ Mife )1, 2 5% SLE
RAEERE P [24] -
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3.2.3. B {HREETE T

WFFLRIN, BRAOT R — Rk I 3T B A At 207 3, 10 FE 2 B i S S8k 0 F ROS 1 F B 1)
ERURATII R BRAET AL RERS 52 S e A0 M i Bl it S LT RE, B 5 RN A4 DIk AE T 140 i i)
a5, T SRR S e SN B AIE BRI N . FE A IR TG B T B AN AR A A i 43k B LA AR R
ZORHEE., DI AR ROS MIAE SO MR IET:, FIRBE YT B 4UMMfas 50l e, 18
SLE AL R A2 A [ 25]

3.2.4. WA B 4R

W H, DNB 4HffirE SLE M35 &y 1, JUH 2 DN2 Wi, sl =4 2 Fh 5 S e fife %
AN T, S50 SV RRSESE T, MHEsh#Eom il . DNB 415 SLE #osibsh i & 1EAr
K, CHAERIEMEE R (LN)EEH, HKPFS5REOHRE B ZEMHC. A1, DNB 4HMREIE. Stk
T 35 F A S e A M () AH EAE AN R 3t — 2D o, DAHESIRS HETR T ) K e [26] .

4. [FEEFEENF
4.1. FEFF4YHERTE TR

FOR R 22 TR 45 3R B AR 7 MR 4E M AE T2 7E SLE AR AL I BB . FEAHRIA T R rp, 5T R AL
il tH IR R, RAR) AC B AT RE S A Ak R AEIRHE o i ISR AEPE T T2 L BT f I EEE AL, 7E£E T2 (Pyroptosis)
J71H, NLRP3 R/ NMERIEGE D N 5— 2 (E 5 F)H NF-«B iR 5% i NLRP3 1 pro-IL-
183 BB P (WA R 5 ) A RN fE R A5 - (PR IR BB i A ZRRi4A ROS. 4t ATP) ik NLRP3 254k,
A% ASC #:3kEH, HE— P& pro-Caspase-1 HBJ#HM4iE M Caspase-1. 1% Caspase-1 — 77 i VI
Gasdermin D (GSDMD) N ¥ Z5 1438, Ji5 & 7E i _FI i B2 20 10~20 nm FIFLIE, 53504 fizis v i ik Fi
SRR S 5 — TR IL-18 A1 IL-18 b4 R LI /i M4 [27]. SLE B, i JRER /KT
FHE A1 NETs FrEar i A b 28 ki1 DNA AT RS Ml A NLRP3 B0E, SECIL-14/1L-18 i SR, #E i fie ik
Th17 4k, F0H] Treg Thig, TEAL “HB1s - RIE” IERBUEI[28]. 7ESRSEMER T (Necroptosis) ST, 24
Caspase-8 &1 Z MK, TNF-o/TNFR1 {5 5% Mi#uE RIPKL, J&& 5 MR RIPK3, RIPK3 jfifii
TR AL T & 2R B 45 M PR B 1 (MLKL) ) T357/S358 fir /s gtk MLKL 340G A B #6467, Sikle
WEA R i iR 45 & IR E7F fL, §5 DAMP (HMGB1. 1L-33. Zihifk DNA) KERK[29], % cGAS-
STING B IO | B IFN {55 . SLE B 4MNA ML RIPK3 Rk Tt m . BRI MLKL /K-F38 0, H5%
1S B IEAH 5% [30]. 7E [ 1 (Autophagy) 5 i, mTORCL #4i% Al Bl AL ULKL (Ser757 fir )4k [ ke
G, 1M AMPK NIBEEZ 1L ULK1 (Ser317/Ser777 fir i) fe it k. SLET 4, mTORCL RFLLEuE 5 4k
A B W (Mitophagy) 52 45 J A7 —— 16 £ B 278 p62/SQSTMIL Fll NDP52 A5 2 A |5 Witidi & 2 43,
SHEZ LKA DNA NEE LT BRI, FRELIIE cGAS-STING M1 TLRO i@ #, il H & % [31].

42. BE STATEEEE

JAK/STAT 155 IEES7E 2 MAl R R R B/ S A MRIETE . b 64 . BB AT IE AR
. STAT EHHEEN DNA ZEEH, & IFN OB R R A 1 B Z 85 [32]. #FFi s, 76 SLE BEM T
YA B 4ifarh, STATL WIS KL B E AR RE L, R STATL (55 @385 7 X IFN
SR ShpLE . th4h, STAT3 7E Th17 4ifsrfb. JEEME T HBh4IM & B 4 shneh R EEEH.
STATSB A N2 N Treg K B MIIRER KRB ER . MAE SLE BFI T 400y, W STATS 5
STAT3 Z [al ARFHTr] B 5 IL-10 (h3 ik 5% 2 P0H 52[33]

DOI: 10.12677/acm.2026.1651988 1848 I IR 2= =23t e


https://doi.org/10.12677/acm.2026.1651988

BT

5. BRREERZREN, EFEMRBRT SHFENHSS SLE k%
5.1. ShiirfEk

AMIAARE ST 22 PR 0 RIS AR )T AN i A BRI, LR E FK-MHC EA Y K& AR TUR,
XA BT E AR YIS IR T 4R RR K O A0 B R BRI 147 . SLE R AN ASE S i % FE ) MHC/IE
HEVEAMER(Clg, C3 5%), BEA RO RPEdifl, 55 BLYS. IFN-o S5{E % R 7724, S5BmiE
HVEIEAC[34]. BRFERM, (A8 T4 (MSC) A & 5 K I B IR EH A 2 W 74k Be /1, 1Ml MSC fiT4E
(1 71 i 1A (MSC-Exos) TEIR T B B S i i v] LU EME F 2 ZL L 1T S S B S R FEBT 98 3R
HIL AT SLE £ JRIB R BN, o2 miRNA ZCF AT LN 2 Wr, JHrT /e AL 4E (b AT LN iR
I 75 R T 48 AR [35] -

5.2. LEhifF

Rk DNA 2 H SR ORI —, Befigdl B Shiikidinl, Ui E & ne e A hi
N, BRI SR RAE N . SLE &, 28 AR 2Rk DNA (MDNA), FIH AR 4L CpG Fr
F, WIGE TLRO 51K #AE. UbAh, /MBI 2Rk S ZeRifk RNA 752 SLE &3 | i n 3 2k
U5 7€ SLE T 4iffu, £RRifk RHUBMALIRG, S5 ATP R A S0 N B0 0, 8 T 4000 5 & 43K FE[36].

5.3. RILRIEIEIH

TNBEAL VIS, 55 DNA H 4L, microRNA (MIRNA)RIE AR ABME, CHHEsL S | 5%
P35 T R I RO I FE AR AE G IE . WFFT s~ , miR-125a n]#[r) Kruppel #£ K1 13 (KLF13), M0 gZms
WAL IEW T A3 L RANTES ()43 . miR-125a & SLE MG T 40 i i I8 B 3% FR K. it
4b, SLE B 11) CDA™ T 4. B 4. Kiguf & AR s, IFN AHOCEER 23 DNA (K BRI R
[37]. FH AR BRI SLE KR AR P RS A7, SCHESBURIEN AN ILI7TA. REXL 54 &
FUEAZ A BE % 535 5 bk A B I G 5 . 2 B B2 SR TR 7 IR 6 . kA, 17T SLE 280E 1 B k% 4H
M ERRANSAT TP AR, RIS RGBT R, AR | Y IFN AR S EE R T B O R
Z[38].

5.4. EE#S SLE &%

T AE R AGER 22 PR UEHE SR I TE S AE P SLE R0 Hh S B 2R F o A0 85 T 107 R (SCFAS) ™ AE T (4n L
B 2 Wi B ) dd i 43 TR BRI 4 B 1 2k 4 WK (HDAC), {23 Foxp3*Treg 4/ 71t SLE
BF T PR EREEE N, S8 SCFAs A, Treg/Th17 Hufl e, S34mEn/mI[39]. FLER T
SE A I i B R R T PR B B e i, RN i FLERBRAR R pH 1, R4 TLR2/TLR4 HEKH iR
RS I8 b AW 1L-10, HERFFHE Gt 52 SLE S8 FLER B 3= B jd /D 5 i ailds e 3 hnAe ¢,
Ji 5 BN i 22 BE(LPS) MK M (PGN) AL, 28 TLRA/TLR2 & H 410 F1 pDC, UK | B IFN 13
5 [40]. G B T A TE 5 A ZE AR AR EL 4, HHEESE A 516 £ Ro60 H PR AE(E/r T, S
PO £ XHZE I 19G 1 CAHHESE 55T dsDNA FIHT Sm HUAKFIEF IS, #2570 RS
Hffilk % SLE H & Sy B ZNH 2 —[41]. BRARREEFH S S SLE R REN EZRE. WA WS
FP= ST AR AT B TR SRR AL s ek R AT AR, R 0T B IR SR (ARR) BLAA 0T AhR-CYP1AL
WK, P4 Th17/Treg ~F; SLE B3 (2l BRAC U Im) KR BIE B % , AN IS5 AhR AT S i 52,
I IR R BR-NMDA SZ ARBTG5 SLE #2kE #ioiE IR [42] -
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5.5. MBEES SLE £7%

WEIRN R B 5E, WIEIME B (UV-B)fat. 8 AbhE. MRS5S . DAREEZ 2G| e IR B R 5,
5& SLE RIRIN & . UV-B HEH R IE 25T ROS FIAR, HINME 4 4N R T /i, SLE B &7l 2
UV-B IS G, FATELRRifA ROS [T AL RA 1%, 3%k Dna MR, #Efifedt Z-Dna 4%,
It — B BUE cgaS-Sting-tBK1-iRF3 i@ Es, ek | Bz, XFE T ZBPL KN, MR
AEHEVEGFA[43], SLE A FEEZ UV-BOGHEGTE, H Hi3 DNA BRI R A DNA L HF5 g -
1 (DNMT1) mRNA LI FR55, Xit— 8 E 5 RS E SR =4E. thoh, &% e 6
WA T 400, NK 4B ThAE, 0] S e i Ho= AR H R AT LY DNA FHEAE T S BER g%
AL RIGEAR o A HIF 5T WG M R S R T RSB G N 1 B IFN 1R @ PR AR B dsDNA Bk iE K H
BN B A AIAEE  Treg hELAHAR IR . TLR 8B 5 AR SR 10 & & SR A2k SLE MR
[FIEF, 998 JE A AR D AR A5 BAE N IFN-o FIEGR), o] DABOE NF-xB (55828, MM (e S R a4 i H
Bk, 76 SLE KIRImHLEIT, JURI%EE, 35 Epstein-Barr J%5#2(EBV). E 417 & (CMV). 41/NiE &
B19. AZRGZEEEHR -1 (HIV-1) LA SRR 98007, YRI5 EEEH[44].

6. MNEERE

SLE & istfh 5y Btk . e il FVLISE A% B gm AR S P05 5 R 22 4 P55 A8 HL IR B I 57 A 1 1 B e e
Wio ASCRGUAME T HAHEHLEIBT kR : B %2, F% - ERRAIHIE R pDC A S 1 5
IFN FRE774: J NETs 5% RO i B & e s G sh 3870 s SRV )21, mTOR @7 H ¥ S
UKz Th17/Treg Jf, B 4l B G fb5 B SPuik KE =G R 2 R asdifi; fE8 bl 2m, S, 3K
BRI TS 5 E W B DAMP R 223805 cGAS-STING 3 B8 T B 4 R UK /N 2% , [l 1 B 1 2 I 22 SCFAS
W TR B AR R SRR S S R . LRALHEE | AL IFN (55 . NF-«B @ %
FAR -G e A LA 2, SL[RIFA A SLE R 242 J2 IR R 4% o ARSRIIE 78 75 B 05 e LU R vl E[RI4
A T X 4 IFN-high 5 IFN-low W8, AR2H 5 85 (5 488 6 TR BURIE PR B 428 1 7 B T A
EW; RGHEHE mTOR XUHE S0, RIPKL/3 #I]57. GSDMD 1] 771 5558 24 - FUHE ri Atk 31 IR
PIREACIOAE . BhAt, N TR RERIA BN A SLE BF 73R AEHT 1 7 08 L ——WLas S ) A 2 4 2
B SRR RS Y 2, VR ) OIS T IRIE R R S WA B [ e |V R R B R
RE[45], ALY AT AR 5 B rh Oz A BE I TR ik — D I0IE . 7ERS B2, 30 ) B RF IR TR A T
KB R A AN R SR T BOMES RE. 81, 2 HLHIEAINAS 2 4R HET TH F B AE L
N, SLE MiRIT M “SIGpEyst]” T “HLil IXsh ks kR .
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