%44 B 12 1)
2023 4F 12 A

7 VSR
Anhui Medical Journal

1531

A5 AR R, TR, T SLE # ] IFN-o A= 90560 50 AOFSE gt e [ ], 2 s 27,2023 ,44(12) : 1531-

1536.D0O1:10.3969/j.issn.1000—0399.2023.12.022

SLE %8 [0 IFN—o & # &l 7 59 #F 3% i B

oM E OB MRS

i E]

RGANELLBERAE (SLE) & DL T 4 A B2 3 Ak HL#0E B 40 A2 i B SR JE i e e A W 0 R Ak R ) B 4

PV o SLE BRI Fe 1 2l B K = SRR 5 TR (IEN) A IS A , JUHUE TFN =« 75 SLE B SEIAEAINIE I3 1E G e v 34 e
FUE . T IFN=a 8 270 1 B S e R KGR 19 SC B I 7 B A AR I PR AR BT 32 0 o AR SCFE2E0E IFN- 78 SLE [ % 4 % Jié
LG y7 rh TSk I EAT 258 , B AN SLE Ml RIGR74R BEBT ) 1]

[ RIA | RGN LLBIRAE s TR -0 LAY
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2 45 PE 21 BF R JE (systemic lupus erythematosue,
SLE )& — M [ B See MM , 4 & T H W ok, L
i A Bt 522 I M F B iR, ™ Az
I G PVIBUER N, SR 4 RAE , L5 5
VB E DGR 2R R GE . SLE R FRFAE S 0]
H S B A S e SOSR T R A B B AR i = A
BEJE B RAEH A . TR R KR AL 8 K e
R A B 922 240 L 491 U AR AR 400 ( dendritic cell, DC) , L
FATSE B AN AN T 40 ML 7E N 1938 B S i . B
AR R B M A A KR TR ~a(inter-
feron—a, IFN—a) , ‘& 38 2 458 22 b G s 40 B 1Y) 434k T
T B DN RESZ e S R EE , HE AL Bk SLE K A & S,
LTI B, LA TFN=o D 8 s 1) — 26 Wy il 50 an %
MR VG IE A KB Je B I BT L K R i Toll KE A2 1A
(toll-like receptor, TLR) #1l1 il 51 % € i SLE #2558
RS

1 IFN-oB94IB{ER

T4 & (interferon, IFN ) j& — Fl B8 18 A5 R 15 o 1%
RGN DU R A R A Ky i A -, &
B — SE AL R W) B O A0 N B TLR, S BOT 5 5
R AL A TFN 32 = AN 5K05  1 AL T AV
RIST T IFN 505 A 12 IFN-a —B . —e .~k Fil-
o, Horp IFN=a SCATER 30 13 285000 T A TN i) 5 0
SR RAKAZ K (interferon receptor, IFNAR) 454,55
PUWTER N o 1B TFN 17K 178 20 2 e ) 4

FETH VTR RSO H (445 :20140313012-4)
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BB, 7R B 1 bR G 2 IR IE WS AR, Sk 25
EQEARI Y JE , 76 SLE SE RN, TFN S8 B 5 I 1] 9
RS AW B, BEJS X5 SLE 149 5 e AL iy 1
GIE S A AT

2 IFN-o Xt 2 40 B AT iR 3

IFN-o 38 53 3 DC#YZ0ALFEA L K A 98 2%
(natural killer, NK) 4 Jfl i) ) 8 5% W) 56 KA S 95 , i 7]
e HE T 4 AN B 40 A AL oA DL K il g
F18) 4 Jr 8 1 3 I 1 e
2.1 IFNXSDCHYIEE  DC S H i HT A N 2 BE fcii
A S DL IR S AR, 7 S M O L AR AR P
PR AR T J2 Y BT A G e I IO P A g 1) B
T o NI 9 2 B R R 5 A0 S A AR 58
4 g (myeloid dendritic cell, mDC ) FIE 20 it AR AR 2 41 i
(plasmacytoid dendritic cell, pDC) , mDC & E k. i BT Ji
SR AU, P RO T 408, 1T pDC 32 B 4 P 0
HE YL 734 IFN=a" o 7E SLE 1, FU iR R &9
fl & pDC A TLR {55 544 5, #§51% TLR7 FI TLRY,
TS 8T HE 2 8 15 7 (interferon regulatory factor,
IRF)5/IRF7 #06 Al 3 IFN-o BB (17724, B2 R4y
WA IFN-o AT USRI 38 TLR {551 & JF Rl T
M B 4, B — SR IE R B, R ECE 2
IFN=a P2 AE 2 i — 2D A B B OV AE T B 41 3 58
O AN A R F B BUAR S See i EB) , IE TR
4L pDC 7 A2 TFN=o, JE Sl —FiCE G BF , e R
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2.2 IFNXf NK 4084 SLE BE RN IFN-a 7K
ST R AT 53 NK 0 S AR PR TR, TS 3 NK
P it 50 el ) A G W A R sk 5 , R T B 4l
i A 72 VA Y VR 08, NI S B Bl A B i A
A LHUEN] 7E RGN F B SR B (1) JC A R AL
IFN-o A 4100 NK 40 ff 6 1% £k /9 CD4'T 41 i i 14
W S E R AT, N RE SLE 19 & .
2.3 IFNXF TN IR — 5, 52 IFN-a Jl )
DC 4 ffl A, A AT AR SR et 22 366 A4 A 280 1 38
hn, I HREWS 5 S 4hHE CD4'T 4 431k , LA & CD8
02 T YU K T AL, AR TG Ak 41 B R A0 A g P I
FRVE T Ak 20 R A2 AE AL, 2T 3 B
Bt @A FAMEEHS S SLE &9 5 —Jr
1, IFN—-o 3 A B8 05 B T 40 @ 17(thelper cell 17,
Th17) #5346 590 0 98 55 1 T 40 B (regulatory T cell,
Treg) Yifig, Th17 5 14> % -6 (interleukin—-6, IL-6) . IL-
17 1L-23 FEH MK T2 5 [ B Gfie P35 5 F 90T L
N o IL-6 A5 B 4N = A Gy BREE (1, HoKSF- T
Al T4 Treg 4 LNRE , Bl CDAT 4H L[] Treg 4%
Ao A2 HE SLE By & RN

2.4 IFNXS BANALAIEEE  IFN—o A] 381t Z R 5
Wi B I HE , 3% 75 S mDC HIE AR ™A B kS
41 Bt 1] 3% X 1 (blymphocytes stimulating factor, BLys) ,
AR #E [ B N1 B A ) A2 |, IF42 i [m] b ek 2
R3] 166G Ml 1gA ;s LAE S B 40 i /T3
IS EIE L 4% CD69.CD86 A1 MHC T 254>+, 342
HE A BN TE B A0 T 40t B S KB AE 1,
M43 T 40 M i) 35 Bl 39 9K sl ek A & A0 (rapid ger-
minal center , GC)M A ; IFN-« H252m B 4T 1L-6
(IR, IL-6 S —F 2 5 B 4 0A7 35 A5k 1) 41 g 1R
F. fE SLE Y55 F , IFN-« 73455 116 375 B 41
FETE = A A SR I S AN ) oA A7 1 2ot A vh
FEREEAEA,

3 IFN-oZESLEXEXREHBIER

3.1 IFN-ofESLE 2SR e JE4Ek A s o
SSUERA , Ll RN BURLTE Hh TFN = ZKSF, T LAE S/
SUAR P SLE BRI B, 51 4 il ¥ S e B A Ui, H
B ik dsDNA B, DL & SLE A9 20 g8 B 2 30 (T 4
S A WU BUN B/ INKE 58, WBUNEVE 2% FERE
W%z, 2 B AR R e Ik 21 BEAR A Y B ) 1) TR g HAAL
il WF9E & B LR/ BRUILYE H IFN-o ZKSF S /0 BRI
JIE N CD4™ T 4 i 3% Ak, 7= 2 IFN—vy 1) CD8'T 4
Jifg, B220° CD86 “4Hi it Fll CD11c*CD86 4 4 1 T 41

M7= A By 1L-4, IL-6, 1L—-17 , IFN— FI 1L-2 3§/, 4% 5]
J& CD3*CD4CD8 XL B P T 40 il ™ A4 1) IFN—-v, IL-4,
IL—17 F1 983 38 BE K] T — o (tumor necrosis factor, TNF—
o) 91 534 5 R DAV SLE™. VB BRYERHGL R
SLE S # A IFN=-o KPS THim >, MU IFN-«
= K- AT RE S SLE 1YL A7 ¢, 76 SLE E MR
B AR I 5 IFN-o KRR Y. S AR5 R
B, SLE &5 K A 22 FilOA [6) 2 30 1) 4 i b (6245 B 40
JL T 206 DA R R AN A ) L IFN 5 BE R () 2R 2k 7K 73
B R Rt , Baltaci %2 WF5R A B, TEHEAZ
P 7 LR PE R iR 7 Y AR R A IFN-o fiE
FERE RN BUAZIUIA K dsDNA Hiik Kk K E
Fb, X — G T IFN-« fEIE S SLE & 4 (g
X LR W] IFN-o 75 SLE Y A& 55 Hh 493 8+ 73 E
B

3.2 IFN-oXf SLE BN TG SRR Y RZ R [ R Gtk
LIPS TR FE 4 FE SLE (3R Y7, 4% B
T3l , TRy A 1 A, B AR A% T 40 T R i A
BRI BE Y R, SR SLE S T Sl
JERI B R X ARG AT RO B SR FH R S 2
MR B3 400 A I A A L3 TFN -0 7KOF 2551 iR TFN-a
IR 15 sl B SLEDAI (systemic lupus erythema-
tosus disease activity index) ¥F 43 . C & L & F (C-
reactive protein, CRP) \IL— 6 /K2 1FEAHK, S5%MA C, |
C, A, UL IFN-o 5 %05 15 3l 38 5 % U1 A1
K AL, BATFN=a RPN A SLE B35
9 TEN=-o K, BCVF AT I SLE B8 38 119 952 5 1% 3 7%
JE AT 035 A I PRAEIR , I ARAE T2 38

4 INF-oi8TTHIIRiER

4.1 HHAHZ5% IFN-o IIIHEIER Haris IR g
7 SLE )—£ 25 , AL F5 M K o 238 e Sz il 351, 34
AN IFN-o KV W R i R BB S 4 I SLE 8 3%
A P BP0 M % I A v TRIN-T 38 B 1Y 6 A,
O] TEN-T B IS P 3R 3k, DT 36 23k 2D TFN-a 433
FIVEF s BRG] TLR (3005 DL RS 556 5 A1 380
/> SLE B #F R P TFN-« 19 35, 22/t SLE B #%
T ﬂg%i%@ﬁﬁﬁ(mwophenolate mofetil, MMF) E. %%
I PR3 3k FH F-3697 SLE , 18 32 410 i WL -5 - Bl 2 1
it S PR BELORT B 200 J N T 40 O ) 184 5, 25 I R (muyco-
phenolic acid, MPA) /& MMF 4K N A9, 75—/
RSB0 UE 52 T MPA Al L3 s 40 i DCAY 2 g e b
IFN-o A=A, SLE IR Y7 A e & H bR e 3500 56 & 2%
fift ABYZ A0 1k E A TEARIG I T ik o SR Ak
390 088 FLIR T OO o BB A R, HARA KA
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RSN, A0 5 IR BT A RE FILC LA B 45
4.2 L[ TFN-o (9 20 90 1 700 K e B B E Jé - SLE
L EA AR A, AT C A TR I RIG 7 o v
8 A= Wkl R0 A DU G B R 28 P, TR B 4
H4FE A3 A BT AR B A A T b i
H S Prikny =B, SR YT SLE /Y B P, i [m)
IFN-o Y397 BIRT A LB 2, % T TFN-« 75 SLE h &
PERURAE I 520 SLE SR TG ShREJE | I 4F ok, —L8
1) TFN—cu {8977 Aol i a7 BELWIT FL T £ 5 e B P 24
Y% i R B SLE BYIR Y7 A 4E BT R TFN-a 9
e BT BT IFN-o PUATE TR AT TLR B2 KR i
T AR R
4.2.1 AW
4.2.1.1 Rontalizumab PP

Rontalizumab & —F 85 41 A T 1k 12G1 B 58 B L
T, BAT HORTITAT B0 TFN-o RS A fE 0, IR BT vl 32
S, IR I RS2 560>, K5 A2 SR B AR
e 29 16 a0 2H (British isles lupus disease activity group,
BILAG) #5502 X : BILAG A (1 D E A4 R YA ™ H PR
i i 3 ) B¢ BILAG B (2 >80 24> 48 19 Hh B0 T
), 25 & TE S ENa T I NI T
TiZH (4 4 J8 Tl 750 mg Rontalizumab FR4T ) 5 22 55
21 7R 24 J8, BILAG Fl SLE 2 W 8 %X (SLE response
index, SRD) A7 12 3% 25 5 (P>0.05) . RIE &5 1,
Rontalizumab J697 [T 32 14— R4, T A A R 1Y
KA RGN H AL, % T T, Ron-
talizumab FLHTEE = 5785, N A A7 8 — 20 19 1A
I RS . A TN 2l T 7% IFN-a [ 4F
Sk, AR TRL TFN A ] T45 5 IS TFNAR, M
A5 TS 25 LTk, HHT Rontalizumab
Pt BB 5 I e e il n) i s JF LR A 7R+
PR FHE I B T 10T OB AR
4.2.1.2 Sifalimumab FPg

Sifalimumab f&—Fh5¢ ¢ A JRALAY 1gG1-k PR w0 5
Pk, GBAESS G IF TR 13 FE I IFN—-o SRR 7E
T W1 AR 56 FPIE S |, Sifalimumab BAPT AT AR Hi44: T7
P SLE B35 IFN-a {5 5 02 B 323K, HLT
FRAE AN RSN FE TR YT 4R SR 20 2 ] A AR

I 3l PRI HG H, 432 44 0 8 22 % 1 Bl 1 SLE
B BB o3 T e 52 g H 0 ke 5 P v R Bt (200
mg 600 mg 5 1 200 mg) B4 L DL K bR ifE =97 259
TE 55 52 J& 3k 3] SLE N % 48 20 (SLE response index,
SRI) [ ;48 H i 58 & e e 3 MR r dvhm T2 gt
R AR Z AV 2 Y RN Y . R E AN
sifalimumab ST G B I PRYT AL, A H T % WL

A sifalimumab B4R IE—EH % . FrA, HATHIBFS
ghE L 4R Sifalimumab 78 &2 A 4 5 F 88 B Fr M
2o BRI Z WAL, 18 TR Y AT bR
DA b B EJE SLE B .
4.2.1.3 Anifrolumab 37

— BTG YT SR 2 B ) IFN 324K, Anifro-
lumab J& — 4 N IgGl-k B EHLIK, H A 456
IFNAR BYHE ST, T IFN-IFNAR &4 4 1% i il
TR S, fEE T TR SRS IE T T
I 31 RIS ), MUSE 3056 2 — 300 1T b I X0CH i 56,
LN AR 24 L SRI-4 [y H 171 IR b 2
R RSk 0 R T A L, SRR AL L YR YT
20 300 mg ) P=0. 014 F1 1 000 mg A P=0. 063 ik %
T RBL . R 75% B0 1R SR A i 2
BB IFN {55 7EX WAL, 5 300 mg A1 1 000 mg
LREFAH E , anifrolumab PRPTIFRCE & o SR IFN
55 WL A R R AR AR IR AR 52
J& , anifrolumab FPLLHIE R T 24> FE AR EL S, 4
i SRI-4 . BT BILAG BIZRGRIE AL (BICLA) (R
SRI-6 Fll BILAG-2004 IIfi /R . o BF9EIR F W], FE4552
anifrolumab FLFTIRYT 1Y, b P I i R gL R R
YR 1) A RO REZH B

Fifi 22 M 2 11 J& A2 5 TULIP-1 A1 TULIP-2 ¥ I 3
RIEEY, FE TULIP-1 350 (1) e 45 S rh AR TR 3] 2 2248
SCHGE BT LA B R B L, A G RS O IR &R
FUREI D, SC B R B A RE RS HT 2% . TULIP-2
B 7EPEAL anifroumab SAPTXT SLE BE BIFRL . S5R%&
B , anifroumab BA$HTZH (47. 8% ) 2 ik FH L3 T HFITHY
T HE A s TR B AL(31.5%) , P=0. 001,
WSEEL T A O IR B N, 7E TULIP-2 iR 56
anifroumab ML Y4 45 MUSE Fl TULIP-1 5 AH
2. Har A — e AR X B SE L TULIP-1 3§
TULIP-2 3447 By 8 SLE 3218 09 R 56 1F 78 i3k
17, IWFSE anifroumab BAPTAC HH 248 4 Pk At 524427
WF 025 FAG AR WG R Yk 22 6 1 o 45 L Frik | anifrolumab
FPUIRYT WENGE TR B E TG o SLE HA I ZF
FOESE 05 2 BREAR , I S8 IR AR I 0E B
[F) FsJ 80 28 A 320 T Ul ) R B o e 2 TR 34 3 B BH
IFNAR JE2IRY7 SLE B —F0A7 g i sk mg
4.2.1.4 TLR 1%

TLR J&— RPN Z K, 78 pDC Hm BE Rk,
AT 53 006 18 7K B TFN=— o, DT 7 20 R L o7 1 4 38
D)4 R OCEEVE o Rl i — T S S AR T — el
BrAUEE TLR 4B 1 (TLR inhibitory peptide 1, TIP1),
TIP1 R —Fi il 24 S NEZ SRR & SO, 1Z A
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XA B, TIP1 3/ 77 AT 28 X 5& 15 & (rtheumatoid ar-
thritis, RA) SR vh (0 0T i O BB YT BT A 5% | 9 0E
PR TR PRI AT T R AR Y. B, TIPT ATAE N
ZFf TLR AT A48 M 9 i 5 1 B Sl PR i v A A
Wy, T LR R, — WY S s ioE TIP1 7] LA
A TLR A5 5k e R e ik, 5250 & 81, TIP1
YBY7 5 MRL/pr /B SLE H 3 40 & ifiL 2 4% 20l ( pe-
ripheral blood mononuclear cells, PBMC) ' TLR 5 A
FFRIKBEAL, SLE SER 25, g5 L F . Ol T 1)
B RRA5 005 s @ el T B b R L AL R Rk B s A R B
FEAR T dsDNA HLUAFT R B F1KF s @ F LN 93897
RO /D T 2R AN P R 20 B 38 5 R /N ] L)
SMEAN IR ; & & AL TR 45 R TLR7/9/MyD88/
IRF7 {5530 B A G T 7K. 2T TIPL X MRL/
Ipr /I B R (47 38, E T VA T2k A SLE B34 DA K
AP RN S0 DG T et R 52 30 2 (HSs ) 1 TIP1 AbFEI% T 1Y)
PBMC H ) MyD88/IRAKs/TRAFs/IRF7/IFN-a % 1k 7K
L 45 R W 7E SLE 845 19 PBMC 1, TIP1 A3 /5
TLR {55 8 R E L, X L2 B3R TIP1 G977
AL SE P TLR 15515 S 9 U R WVF 2 R il AR 1
(7 MyD88,IRAK, TRAF il IFN-« ) (3% SLE JEIRIFI
BRPRIG BN, J2I69T SLE 1A B 254)
4.2.2 IFN-o¥# IFN-a Kinoid (IFN-K) & —Ffhi4
SV, KIS I IFN-a2b i 5 £ Je et IFN-a
FHUAR AR E AR E—IAZE IFN 3L/
S IFN-K W53 2 s BEPUAR , th T 13 A
IFN-q RS, H A H AT TFN-B 8 IFN-vy, X2k Bl %
W1, 78 SLE &  IFN-K et 15 5= 4 IEN $iik,
AT FRAR TR 16 Sk . — 300 1 /11 390 22 B3 300 o B i 6
Ol TEN-K T 520 R4, AT 755 s B TR AT IFN -«
ok, UHIETEEA 1R IFN RAF 0 B3 v, 10 SRR AR
IFN %S 3235 . X IFN-K J697 5 0 40 A B 5
SIATHIESE T 0 IFN-a UK FF S S IFN [55
TR Z N EEER IR T IFN BEITGT B 40 i A 56 5%
SEPIRAMEIVER

— 35 1 36 JE 4 I b B PR 52 56 45 R R
IFN-K 697 7E PR FR I AT 340 0 IRl s, m] 8 2 38 3 ) i
BRI D IR R 3 I8 B AR B RS (low dis-
ease activity, LLDA) . 4R HHT H AN IFN-K 677
5P VR R AL A O T LU A2 Y2 L IFN-K
TRYT AT LAIE L BT TFN - FBf 5 8020 [ B G A1 DG ER
FI 2638, BEARPERG TG 2, IR AR E i . [RIRE,
FEAMIEGE  TFN-K JG Y7 14 APk 5 R g A L, 7™
EARFNEERMNE D, A BENHRERE
BN AT LLDA [ S0, (H3% 254 I oK 38 3 L 240

(2l % BICAL JZ i) , iX & B IFN-K {E 5378 M A 5T
HE— 2T

it IFN-K 347 BELIKr IFN-o B9 HE 2 5 S A4k B2
2V — S0, OIS 5 BE NS IE B 7E SL ke 1 Y
IEN FEAF f 5 1) £ 3 BEA% 7= A ik A BT IFN—a L .
FrLL, HA 2/3 SR T8 IFN $51E R SLE 833 A %%
52 IEN-K 3697 o 5940, BT IFN-« B PLIR SRR A7 A
B30 712 B TEN AFAE A0 Sl B (B) AT 58 75 2L ke
4.2.3 HAWAEIRIFH S CXCR4 2—FhEAT 12
T I RN AE 1 10020 i 2 5K i kA 1k R 7 52 44, RE i ol 11
il pDC B IG AL FLWT TFN-o f7= 42, B AX — S B 7E
INFREERS TR AR B THESE . W 9T S IEPE S IR pDC
T PP AL T T 0 LA, AR YT SR M Y K R RE TR
(5 S

IT1C & —Fp B R 8 R0 /N T 59,
A5 CXCR4 254 7 s SRS &, — U BB 93 245 21
WESES 1T e ] i TLR7 A5/ pDC 51 AY IFN-a
B 7= A, 7R TLR7 Mt SLE /N BB AL oo /b T 4>
B RAE SN VA K A B PUR I = A s0f o B B s
PERIRIRIT I — 7 A A R A

WA — e gE R B IR & 1L-2 AT DL o e
Treg 20 Md A5 B 4 FH A0 ) 38 @ 5l B T 40 ( fol-
licular helper T—cell, Tfh) Fll Th17 #H & B £ 52 b ok 5
BT g% RS SR DURE , [RIET, CD8'T 4 g il NK
Y TE X Fh IR YT 5 SN 3 5 ) AT B3 AL AR T 4R g
J1,%% SLE A8 P EBAE 98 FRBE A T 98 IR, S0
FEGR M. B4, BAHGTE SLE B g B a i s ol
T1L-2 fll% IFN-o 5 o2 A R T .

5 BE

=]

B IFN-o 094 i — 2040 J& T 1% 48 SLE 1936
J7Y %, 0 SLE A IRAL TR pIA TR . (HHEATH
AR JE P E AT E R SLE 277 45 1 , #1A)
IFN-« 697 SLE (BRI 7 R0M 2 AT 75 TOREAR I PR
WFFE RS . PR, 75 4% S 48 #0 ) TFN-o 3737 A9 36
NUEFIEE QAR MR Ak 2 d i o8 B & e A
oy il 390 32 TR T AR S FH IR PR, 230 SLE #2355 2 41
BT AR JIORS e (AR T B

S 3Lk
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