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Abstract
Systemic lupus erythematosus (SLE) is a chronic, heterogeneous autoimmune disease characterized
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by dysregulation of the immune system (including innate and adaptive immunity), cytokine upreg-
ulation, complement activation, production of pathogenic autoantibodies, and deposition of im-
mune complexes. Eventually, one or more organs of the body are damaged successively or simulta-
neously. The pathogenesis of SLE is complex, and the clinical manifestations, course progression
and severity of SLE are diverse, which brings certain challenges to diagnosis and treatment. At pre-
sent, interferon has been widely recognized as a key cytokine in the pathogenesis of SLE. The exces-
sive production of interferon not only occurs in diagnosed SLE patients, but also appears in the
asymptomatic preclinical autoimmune stage, which has triggered great interest and in-depth re-
search on the signal pathway and clinical application of interferon in SLE. Therefore, understanding
the production, function and abnormal immune regulation of interferon has far-reaching signifi-
cance for the diagnosis and treatment of SLE. In this paper, we will review the generation source,
gene expression, mechanism of action, clinical impact, detection methods and therapeutic applica-
tion of type I interferon (IFN-I) in SLE, with the purpose of clarifying the pathogenesis and treatment
progress of type I interferon in SLE, hoping that targeted type I interferon preparations can bring
more effective treatment for SLE patients in the future.
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1. &

AGELRBIE(SLE) &R TE B B e M@ LS A U0, R BREEIE. B E. 5. LA
Mg, MgsEe S 2 e s A HNKRRINE R ZHEHR TR, SKREMAERZWR, SR AT
%o HATEE AN | BTERME SLE MUK LIRS, S5 TRk AE Sk E. ik, 91 2
FIRFRUTS 5 SLE 15 T 1% T LB M | B H30G T 25WIRITT RS 2 PRI FE R 2 —

2. RGMORIRAE(SLE)

ARG PIIE (SLE) A& UL E & o s% 1 98 i A AV AE (18 HE 2 G2 28050 . R T ER L
M, LMERIFER N 15~40 %, L HL0N 7~9:1. SLE 7ERIGHLE] b H AR se 4 B, B Mgk
T MIASERN R R &M EER, 8 E S REm 2N, TIRERGWBS. R ERE. B 4
AN T 20 B AT 10 3 SN 928 S 80 S 5 DA B 4 B S S RE[1] o IR PR R IILAT 8 BE S o 1tk AN [R) S 32 R
BEAAGAH, MEREREAS—, [F— B FERAALE B2 EER R A [2] . F LG R R IA K&
P T LB AT MR . DSz RIS RARNA LI M. 75 B AR RE E RN K I
RGN GRMAAEHE . AR HAia) 7 7 R0 & R A BRI 7, KSR, 20
G A 790 B AR R B e B IR T, DA S0 17 22 i B /> PR 0 2 BE AN TR Bk, AN BEAR
1B[3]e A NEMEMR, PR E AR SR YT 1 N 0] BES2 A AN E (1, HELAGE— 87 b i R TI V6 T T
2 55 (SLE SIRTE s 4R H7) [2].

3. FHE
THRZEFN)TE BT B O B AR LR 4y, AR “ T3 iR S R Shas i 4 [4]. &2

][l
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BUIA 22 B e e AL AE T B e . B e PABEEE 2 FP IR B R BN AR I — AL MR . DhRESK
AR Ny FrIEvEREE e, BADUREE. R, PiR. SUMRESELZ AR, £ AREZENNR
PIF[5]. f£ SLE &, TIER RGBT I 15 R B AE MVE e R R . BUwRE B &
PURRI KRB EULREE SR T2 M EAHS, RASBWEES 2 RGEAFRREERHE.

3.1 FESB

H A CATE AN F TR ZE (RN o =R 2R AL . | BT HRZ(IFN-1), 2R RIIZ%, 55 IFN-a. IFN-
B~ IFN-g. IFN-o IFN-x 55 13 FEAY, JUTPAERTA AR Rk 10 B30 (IFN-I1), 1FN-y &ME—
IR O3 1 B FPEZR(IFN-T), ALFE IFN-A1(F/12K-29 ). IFN-42 (IL28A). IFN-43 (IL28B)F1 IFN-24 (JF-3E
EFTA NEHERIR) [6]. IFN J&T 1 R4H P+ KR (L A48 B 48 & (1L)-10. IL-19. 1L-20. IL-22.,
IL-24 1 1L-26), HAH 6 4 o-BREH BN IR EEM[1]. ZMTRERAERN BA 280, HEM. Fift
P S 2 AR, BT H BRI G, LRSS SLE RAS KR

3.2. | TR ENF

3.2.1. SLE IiSFRRTE S R EMEX

B G M A AR LS00, I RS RIE, & R ISR IR R AT B 5 s didt R ok [7]. 1E
H 5 R IGRATI B, | BT E G G P K Pt b e, BRBSESS & b (ki 40 i A2 1
BT MR EBRIE, o b s ISR ik i f SO R i . 5 b i B /N g, i
(B R A, e rb R k0 A A AT DA AR i KCE I 1N [8]0 56T | BU T3 Z00E ME 5 AR E & idk
Z IRV S AFAE — B WA OGNE, (E AN 2 3 R4 AL AL 75 ARG L 1) S 5 U [9] . &
Xt SLE At i 41407 4 T &R it — 50 7oA Bh TR0 SLE AUFELA KW ITRE[7], RN thoh B2 kA
ik SLE 5ok 77,

3.2.2. SLE If&RBER

NEAEEZ Pk FIRE =AM R R, SR EMAEPINGE . RGP R Ak 20 i
ANFEBE(NETS) I B 3845 XU 1) 2 A1 5%

TEREGLTT T, 8 JE AR R AR AE — R G BN IR ST B0+ 4518, FRONAH R 11 PAMP (path-
ogen-associated molecular patterns), 41 Z&bE. IKEEWE. TG 2 WESE, X EE55 - n HHAE 32 AR S 4H i () 45
AR 52 AR (PRRs) R 7 PR U, 1301 7= AR — R A 1) e e e B o AR IR 31 52 AR (PRRs) .4 Toll #5244
(TLRs). #EFERE S HE A 1 (rig-1)kE 32 7K (RLRS) M R 55 5 45 MU RE 32 /R (NLRs) [4], Horh Toll #3244
(TLRs)Z EEf PRRs, H TLR7 A1 TLRO HBEUuE &l | B IFN F=AE FZ G T5[10]. Zid R BE 2 )%
PR BT, A R AR I B . H TR A E T2 SLE (R ARGH Bm R R . A
RIL, JoiE E R REE T IR SLE B35 1 iniE bf ok i S T R AR [4].

HHT, AFEPfRFERLTS SLE M EZIGIREI., EEE ., #FREE &G A —E R L
RO, 5FHE AR R R AT A T B S 80U SLE Hln R R T N5 b R B P, il
J5 BB 2210 T A — D R FUUE A

3.3. | B EMNEERIA

2 WUTFER T IFN RIBEE R A 2 IR 5 R R e R [11]. | 2L IFN AT BAL S 2 M2 s B g, DA
SEAE g B IFN 755 ) G5 SR e 05 s s SRR br o B ATAE SRR o 20 3o e 5 i P SR 5
55 J2 DR 72 [XAR O B 4L 2R 1 B 1 0 2 (A 4147 B 1]
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TR ALE SR A DNA FPAIAME BT A AL S B, X LB AT DU IR L K] 0%, (HANE2E DNA
FEoA LY . FRVELKIH S DNA Fle . HEAEW. A-910 RNA &5 XS iim] DL 55k 7
B TR 18 28 12 2K 5 1 4 I FR) Ty RS P S5 IR SR o 1PN 75 (R I R B0 2 0 1) 2 00 6 PR 2 4% A mT B
T e AL ARt 1SG M RFBEERIL[5]. | B IFN 53 R MRALAE 1 AT LAY SLE R 12 i ANG I 7 1R
BT E B AT

4. SLE HXIaRFTI
41. £8ER

KA ZAE SLE A ThEEAEAE, | B IFN ACHBE, AL Z IPEREIIE . H T 1IFN-a 40
] 51 R FIHLE] M ASTE R, PTRES IFN-o 375 3ok 1M A0 7 52 i A 3 18 4 PRI A K

4.2. REBk

B A E R SLE B WLIAEIR, ik 93%IK e I R B2 i R B [12]. | AL IFN 3% 1 SLE %
AR B B B2 e 2 RN K2 J2 1 PDe 3 i ik o IFN-o SIS 380 # S5 i 4 M R [ s 4 i S 3 | R
TIAY G SR N o | ) G2 I8 25 1 2R 2 £ Pty A 5 (D 4 M 73 P S B2, TR 3 I8 25 )t > 1 TR
AN S0 R e B S EHSUEE . IFN- IR AL SR A GPUREE . B GPikr=4 . gRE 1
B SO LHMLIR I S bR PR RRR, e S UL BT L SLE 2R 52 453 B U S 86 S s 72
PE. BORABE. AERORPERLR . BB i RIS BRI IR, IFN MBI [R5 R ik
LLPEARIE I AR LA A 55[12], 2T IFN-o 5 M T A i & pDCs 2 [A] EL 4k 1) AH FLAE ik Fads 75 23—
IR 4] -

43. BhE

AR %% (Lupus nephrotis, LN)/& SLE &35 WAIRIKR I —, F % a1 & /N ekin 5 2
B, BIae TR, &R BN Ei . 5 9% SLE /N B NUASMIE LRI, B /INE b R4
A2 B IFN-a (0 EZRVE, HPARRACE | 8L IEN SOk SR E S NER J80E & = AR B AR, 4
BFHANM O A, A FBUE /NRA Yl BRI LR B DhRe i 6] [13]. kA7 —
WAESE, AN NIV SR B 5% 3 B 2R IFN-a B3 FOKCE I BOE S N e, Radsk, 1IFN-
o 55 T 0 A AR 1NNV GORIEE R e REVETE K[14]. SLE B#HBFIE R, WG RiG3)
W Nk IFN 5 SR R RIE DL K& pDCs FAZRIE IN[15]. Hilmp)2, B 4HZ% pDCs 55 IFN GSs A 7]
BAETE, T IFN GSs TEREAN B /NBRIX kil , X R HAMA LB 4 IFN, Wk B E, il
AN MR RS EAEE R, VALY IFNGS HImRis 5 LN M E R E MR AR SR, H
Tk KA BT X4 LN &b T35 3 s AR g sk A [12]

44. AT

LA SRt 2 SLE S WG R R B, BHEICH 2 (2T M) Y ifr. % . WlE
FWTE 2B R IR o I8 IR 2 AE N SLE HIRERIE, BRI RRI, HE RN RAZKERTT KA
Ff)&, SLE B&FIEEHNAT S 59 INEFRFARSHIZERRE T IFN HS3EE LM 1 IFN §
Faxyahne] [12].

45, IME

AHETCIR T, SR ABEANE N G 2 S N PIE[R] S 2 SLE M I 453405, 52 | A IFN A9
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FIELE SLE AL 5 e 2 S B I [16]. | AL IFN W] BLREIR 45 M8 PN B2 4, 4230k 2 v, 3k 1T
S % M AN R ThRERERS DL S K RERE AL 1) & ZE AR FE[16]. B4, Sk FEREIL KSR & SLE
B EILH (8] .

4.6. PIRIHEZ RS

FREAEIRIE (NPSLE) & AR 78 1 AT HT ER AR, I PR R DAL B A BEAL A B2 42 2 #£[3]. SLE M)
HHRX A RGP A BRI T SR B I 28 L B . R A g sh e hg s, Hh R el EE S 1 A
IFN VEPEA DG, W1 SLE B AR HIAD. NEIRRAG . A5CHhAG . WO AR MESEREIR, XS RIMA AR
Y SLE M3 a8 B R E ™ H B AU A E. 57 B AR 3801 Y 1PN 2S48 i R 79 B s i
XN NPSLE (R4 KIgiEHE B R EEMEM12].

4.7. M@

SLE BB & | B IFN KAt 2 S BT L. 48 — U 78 B0, 181 HCOV IR GLAT MLz i 1) B3
5 2 Ak IFN-0-2a 1697 )5, ZL40AE OB Rk s D — IR R 45 SRR, Je)54h T8 HCV &%
e R 7B IFN-a-2b Je KRR B 38 2 BEAL IFNYAIT E, B Il B R, E 48R
b B AR, IXFREA | B IFN T B8 S 5 BE A R 5 BV LA 1 40 A A 2 [12]

5. fERTHREN

TESERRIG R TAE, SLE B3 M3 man i iy IFN 55 SRR i RIA N IFN 55, 2Rk
PPl SLE YA 97 ORI PR AR[17]. KA LR B Qi 58 G IFN-a ZKF [ ) — B R o . ol
(IR LR F T 8 R A5 437 B 71 (Simoa) i i B G 258 W BRI i (ELISA) AR, B He A il A6 3 1 v 9 34
TP R 1B R IR (Fg/mL), 52 AT Farr yERRAR L, PR SO 48 . A Bh S 4F Hh X 4075 3
PEE ARG Z M SLE B [16]. A2 2 AbA2 BT Ml HH e A I 20 1) IFN-o WREEIAG,  BAR T oy stk 4k
FE MM NARG, H SRR 8 F AR I8 AR A LI RAH DG HEANS 3 (9], BbAh, TiEEIE, B
MR | BT ERE 2 AR RMRRIE, A EEA ARS8, 30 BT RMEAmA
ZURIE R ANE B, 17 M7 53 B Jo L FEHEIX 28 7 35 S R L [9] -

6. JAfr

H AT SLE [ #A 7 A5 AR SR T R 25 BB iR . PUE 2 e M s ge il n), DAt B 4
R B W AEHIFI[18] . AR Z Ab S iX B8 7 AU B TE MR AR, IARE MAR A EX RV TT, A
Bl SLE 8 St MR IT o« BEE XS SLE RAHLEIA R FIZH NG, &1 R ALHIAS R T 10 25
YIRE R AT 2, A SLE MIVATT e 7RI 7 E . | AL IFN 2Ri817E 8 SLE B AR IERY, 257 IFN Hl#
BERMRRIE . Jo R GPE R GURIE N G RGN B 55 & Jae v A1), BTl HArg i
| Y IFN 2 98/0 SLE 1844 58 i K S0 28 B 40105 FVE 7R #E 2 [19] A 2% SLE #E a3 258 B A= Pl 7 H /T &
AR T B R T AR MR KB B, BFERE ) IFN-a B SEREBTAR . SR | 2Y IFN 320K 1 35
BEPLAR . Janus BB H1F LA K IFN-a 283697 R 15 S P0 IFN-a 2 0Pk

6.1. #8[E IFN-a i

B A EL 0 AR R ) IFN-a FOYR YT PR R d B LA Sifalimumab. Rontalizumab F1 AGS-009, ‘E1f]
AEt ELEAH] IFN-a AT BELIBT IFN-o 33— 35 RIEA R [1]
Sifalimumab 2 — i@ A1 IFN-a (04 NJR 19G1 B g Bk, — 300 | IWF 70 & 3L, Sifalimumab J
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A RIFHT AR 22 . 78 1o 3iR5e b, #4431 fI R S S B SLE B FENL 4L, A A Sk S
200. 600 % 1200 mg 7l & 1 PHVE R el 2 BANG YT, 4R EoR, £ Sifalimumab V697 1 B 5 B i#
FULHIR B E FEL R 4 L (R3S 52 JAIA R SRI N B 0 L) BE &, S0 i ORI 95 1 250 S k2>
[20]. PMlUt, POHCRBHTRT RE 2 N BN SLE S8 MR 254 .

Rontalizumab 2 7 —F @i F AT IFN-a IAJEIL 19GL Hrg ik, £ —I0H R EiEsIE SLE &
HH1 GRS KB, Rontalizumab AT RFLE AR TR ER AT REFI(IRGs) 3Rk, BA #2124
Yo TEH: FRM 1 AR T, ¥ 238 5 b B E VG ) SLE B BEHL > N2, 435 #%5%Z Rontalizumab 5§,
RANEYT, @RERWHRPITRERFIFLEZEZS, I Rontalizumab 177 & 445 1k
Sifalimumab 5 Rontalizumab H 7 2 & SIS, AHEE Anifrolumab Be 85 BHITIE 2 IFNAR M B A 2L
B4 1SG Fik, UL R Pl 1 Anifrolumab.

AGS-009 /& NJEALAT IFN-a 1 19G4 R wBERTIR, — T la 1850 B0 A 5T 45 1 AGS-009 A7
B e SR 2, B ES IR R 1] [17].

6.2. #0E | B IFN Z4k

I 4 IFN 524k H IFNARL A1 IFNAR2 PN ALY, EATTRENS 5 IFN-a #1 IFN-B 4546, B0 JAK-
STAT (551, SREMEAMMEBZMBERL, 05 JAK. TYK2, STAT A%, XEE5ER
(BT T T . PUREE . DU YU IEE 2 CE . Anifrolumab & — R EEE ) | TR
AR 1 (IFNARL) 4 AT 19G 1 BFe TR [21], IFNARL ZFTA | B IFN [)3244k, Rk, $8m 524k
AT ABH T L% IFN-a ZER T | AL IFN IS 5 4% 5 RO R il #%, X P RESE Anifrolumab BEBE %
DIIFRIER TR & ¥ SLE VA T IR &2 —[22] [23]. &% SLE M/ SRS o, %f kb Anifrolumab 43
SILA4EH 300 mg A1 1000 mg PRl B EFIKEE 24, S AT B AR S5 )R B 5 R R o O B R DL S
TEANPERRAR . %5045 BRI Anifrolumab 5 22 FAH L 25 Je A AE 2 3 72 e [22] . — BN LS 362 #i SLE
B 4% Anifrolumab (n = 180) 88 223 57 (n = 182) /) 3 WX E 56 T 7t 45 B 7~ Anifrolumab 4 B
Tk G B B, HAT REE R, BRTRES SEUN % . SLE B4k Kn iR 2 sk
Ye[24] [25]. — Tk 3 ERIBFFT A I, Anifrolumab i Bz J5 820/ R AR08 36 S A S i e s
A, I HAESE 2~4 SRR E FROE R BUC, BRI A NI RN 2 YA 2, iX R 8 Anifrolumab B
AP0 SLE FHFRIGIT I J1[22] [26]. S4h—DUF Fida th, 1SG It 1A 1 38 RHZ 24 1 B 22 7 B S
T2 A, X T 1SG AT IR ARSI AT e [27]. FENRARI 510, 24 SLE £ BB 52 B =
MECFE IR T TG s WA DR O, BTGRP B PR D i 22— K YRR 2 M R i, AT e A
F Anifrolumab J457[28]. SHHFFC %M, Anifrolumab AV B8 6% #1145 SLE & SIH ¢ i 48 0% BF 7 [
PRI BBE, B Re i /N R D Ik At D K rh itk 20 k2> [24] . I 4F K EULAR FREGHR
fE SLE AT b WS RS A A Wt 751 A RIS o) B e o i < 1) A P I [RD RSV &, 9 HLAE S R 32 S A i
7 5 AT LE#5] N Anifromlumab 188 G2 #0175 136 77 [29] [30]

6.3. Janus EEgHNHIF7

I 24 IFN 5 IFNAR 456 J5 806 M JAK-STAT 55465, 51 JAK. TYK2, STAT & H i 45
RIREIR b, AR MR RIE . TN H, JAK HIfHI5 Baricitinib (24 ik T H
Al U 28 i P 500 ) R UL H TRV 97 80UR, AH DG T R B AT A A TR R E 5 RBuE B . R, 7
MRS R A A BN F B, BRI A & s P b8 J R o = [22] . o5 — T/ BB A0 B0
IAK 5t J5 W] LA 2 PR AT DNA oo, B kit & 05 RAERTA Freics, s iRk JAK i
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FHT L AT RE N SLE $RHEBAM VR IT ik £ 1)) FE AT 52 [6] [22]

TYK2 55 SEBART JAK, ¥ &% 1 B IFN. IL-10. I1L-12. IL-23 %5, TYK2 &M 58 % SLE
ENRIZ P B & P R A K. EAERRZ, I FiHEH TYK2 kS am R mT DUE N —Fh g
RIGITI7i5, BERSAr Ve FELIET | AL IFN ) R U5 506 o, AP A K 45 A 4l i R 1 i D e
XK TYK2 $ii 7 JAK $i) 75 A e 22 A PE[18] [22]. A 9% TYK2 #ffil57 Deucravacitinib ¥697
SLE MIAIG RS R B, IFN JEDRRRAE 52 24Mi0[22] . & TR B0 JAK F0 77 76 BHIT R G 23 1 | Y
IFN SR J7 T A2 15 LeARe P TYK2 #5755 2%, B Ajate AR vl &n[18].

6.4. IFN-a 255G

IFN-a 852 11 2 — 2K BAEF F /K P HIPT IFN-o OANPUAR I e e v 7 0% v, % 78 AR R I 2] SLE
M EEL R, HCBR T IERACRIRES R, WE—TUb W70 R Ie] ARG IFN BRI 2R
ik, TMOAREFEIEAETHRIF[19], 78573 7 — U 7o R B, ARAEARS I 1% I IR A 1) 238 el Ak Je i H 7 &
WD 38 e e BEN4A[31] [32].

7. IMNEERE

HATERT 1 2 IFN 25 SLE BIRBALE], 258 S 2B 17— @Mt FEscR, (B RV 2 KR
Z ke | B IFN 25 SLE AmALEI ik K 2= BUI1ER . 82 w505 R vl 5. T SLE BIIGIRER I
TBIT T 5 AR R IR 3 DA R BG5S R PE[31], [El%e | 28 IFN BAS R 240t 7L H & R A3 5 &
B P4, ERXE 1AL IFN (S5 0E 8 00 2 MR T AW IE A TR FIBY B R T R SRS R . FRATTAEAE, BE
RIS B AR AN s 2 R — P I AL, SE 248 1) | B IFN 29 7E AN AR SR SRASHEHE[32]
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