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RAVELLIEIRIE (systemic lupus erythematosus,
SLE)& — M & i) RGN 5 & e R, L2 IE
xRN T E S PRIy B IR s, R
AR IR BEEHIAE, KT BSOS B A AT 15
R GHrT . SLESRR R IX 2 F ok, &Ry
N0~241/1077, AL ANER B ok )y b 3% B 47 0E

T RESLEE £ R40/10 757, 2 J5 K ge 4R i
IR i H [X 119 5096 %2 29 30~70/10 5. SLEZ &
TH WY LotE, RESLEE H 1 FRFER L2985, B
LA 29 1101 B KR S s B R SR ST
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M201H 228 50541 50%~60% 42 T+ F 904K 1190% LA
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B, BRI SLE i % S4E A 04F A 77 5 43 3 N 94 % Fil
89%!".

RAE20 L9044, FE Br L IFAG 4k 5L 1 LU-
MINA, Hopkins, Toronto, GLADELRA % 32 22 5t 14 41 3
TRIE E BRAAE 4 (Systemic Lupus International Colla-
borating Clinics, SLICC)BA%1], fESLER) A& KUK
IREA ., IS W SRS A A TS 77 AT 1
REWFFE. EALUMINABAS 1, 1998424 A 79
45 JSLERIRF st ™', IE s X [{ISLEBA BT 52
EP M, 20124F AL T TR REGEVELL BRI YIME A
(Asia Pacific Lupus Collaboration, APLC)"'. {3k
R, THERSEDERIET SV EH (Chinese
SLE Treatment And Research Group, CSTAR)T-2009
TR BN, BT E K SLEFE MR, %A R
PR IS BRI R R O AN R E, SN
AR 0 b [ RS SR i 7 61 CSTAR
FIFH M G857 7 s 2 ESLEEZ BN, WP H#
7B 7 IRESLEMIGIRR: i, O3 EISLEMF FL I <2
it it

WK, SLEAE Jy i BBk M ) B0 KR S 2,
ZERMBE PR L2 2 FRHORREEGE, 1ERA
FUWFFEIAEAL b, lm R 16 AT 58 07 T SRBAN K.
AILELRR T IR SLERZ IR J7 M A ST HirvE, DA
CE 1

1 RGUHELLBEARAE 1l R R

L1 UEER

TRIEH 4 (lupus nephritis, LN)J&SLE WA 5 2
JE %552 BRI, SLEZ&F L E Esz B ELBI 298
50% " [ Y AMRIE AL LN 3 ZEIG R R A E &
HIR. B FILR. ERRFE IR &, R,
HEHHLNEI R B I RAT S st s
JER BRI, LNTIo NI~VIEL, 5 BN R I AR
PE. RIBEIEGEVE . JRAEIGEETE . TRISIGTEE . B K
MR A AL 1, R SIS 2R B 0 s AR I A A
UL B R R A7 LI T AT 9 AN B At /A
FERzEs .

PLdsDNAYUR. FLC1qPUiRAIFMAK FXTLNT 2
b 175 0% 3 P o B s MY AR SeH IR
PORBIME SLNEOAR B BUS TS, Jatth mgE R & %

888

T FRAESE, FUC 1Pk SLN K% A 1536 sh A %,
HEBYLH AR EAMEC I g SR EZ &Y T
RIS T AMATE L P AR,
SLICCBA%1999~201 24 54 &.o~, LN it
J& 2RI R BT T (AR B B T e st E A
25 e 149 5 Hp O (BT 23 BT 27, 20055 PLRTLN— B A&
W ESLE 3/ i WHISEIR 2 —, B F120064E 74 1
it ik e R BOAR ™Y R — T SR W, 2005~2010
SRR LNGZ ARG OUE I, 3k e R 2R B i) 8 3%
LA BT T Y, (ELNATS R SLE& AN ] 2040 4 I 2%

2R

1.2 WZAEMRE

PR MR IE (neuropsychiatric SLE, NPSLE) &
R FEAR TN, ZESLER)™ E 3R E. NPSLERI A
AL AN PR, T8 AR Hh g I I 5 o A A s
IR SRR, HEPiR. g8 E 7R EE EE ]
e S5, SECTHRAEE R G0 1 BRI
AP H b BB A PR AU A BB IR A S
NPSLEMI K EL i N FEIRPY, 78— SENPSLE £ & F ] L
oI S HUN- B 3 -D- R A SR Z A AT, Hikimig
R A4 S IR 2 BE 2 10 A R AR A oY,
BRI B BUCE A O B 25T U 100% -5 H A
% RGPRA I NPSLE N1 5AA% 546 75 AL 45 %
WL R HOSK 2 A% . ThREAZ WL AN IE i 7 R 5 )2 45
%@[30].

19994F, SE[E MWW 2% 2 (American College of
Rheumatology, ACR)JE X JNPSLERJ19FH LI, G145
1250 AR 2 R e R IR TR e 2 R g =2 00,
TN R IE NP SLESE IR 73 24 98 9 75 K 28 BN I A4
SEAN R IPY, (ENPSLEH, i I 5 S AR 5 A
WL, FUCONTEE NN D REREAG « AR FORE DR RN ] ]
277, CSTARBAFI¥iH %, FESLEHRE M2
RY 2 B2 54.8% . JL IR W FIZE BENPSLEBA
IEHE TR, DU BEARPE Uk BH R s 0 S B
JEENPSLERI fG G A &R, NPSLEFICSLE i 1477
R, F IR SR E IR R IR B E T A R
FRITI R 22, K SLEARS B M4 B 4 HU 140 RN,
ITRAEERE B ERER. B HREH. CRME
HEm. VIHEREAE., KTTBREHZ RS
5 [34]
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1.3 Jifids K Lo M4 32 22

SLERE# il S O E M 52 RE A2 FE, Hh il
sz RAEE: (1) MsEimAs; (2) MafsopAs; (3) il
ERAR, BLAE S0 K S (pulmonary  arterial hyperten-
sion, PAH). flififeiege. Fifmss 2. vRig et
4%, (4) 454 %% 41T (shrinking lung syndrome)””.
O Z 2R (1) 0L, 2) LS, ffE
IR 52 A AN 4 A0 TE B M AE W0 il (libman-sacks: O P
JEE5%); (3) CalILAE, AT HABC I S 48 B AT 5K Th RE B i A
FFOER A (4) MRS, 7 8 R A, i
A, ZE. PRI A,

PAHBEJE Tl 28 )& T R4S, i balE,
I R e B = e S 1k, L9142 7 PRI 9, S SLE ) 2 B2 4E
ToRE P 20184 556 Jm tH FUlifi i 5k 20 PAH
W I 3 Ik B 25 mmHgl4 220 mmHg " |
XK R T S BLSLEM < PAH K -5 10142 i FVA T .
PAHPSER: 73 E 0T 7 & i JLAF EE A g, M20154F
R P 0 I 9785 27 £ / R P I WG 27 2 AUA 4D il i 1 1276 1
A F11201 84t Fi fifi i R K 2= 32 HA 1) fRi Ak i PAHFE %5 43
2, PLK 5 EREVEALA B S fE 16 20 2 A 2K, 58
W T RIS OINEE S F . 64> BB AT IR RS . B Ak
EWFN ML 75558 AR 3 (7] Y 2 PAH TS 1 f& 6 2
JEETP Qe Rt R EE B Bl R RIT 8AIE SE T REVEAL
JE RRULE [ SLE-PAHPBA 1) th O RCrENY . e, o
B 704 10387~ T SLEM SCPAH MG AR 7 i 1, 7T &
AFAE LA 2RI MR PRI R, 75 B R VR T
FEW A A REEIHY, CSTARIFE T £ HSLE-PAH
FRAFE, KIISLE#E PAHEIR % N3.89%; HHXG
Bor R IR A PUU IAZ M AZ B 1 P A BH M %I o
A — LB R ECR 5 i HE<70%; SLE-PAHEE 1S
AR NT2.9%, SHIRITIENREN62.7%, L 17
TERMER . 6B B ATHE B >380 m 2 0 45 2K
>2.5 L min~" m™>J& £ 1A bR B0 S ST T PR KO0
MRHE LA FuEdE, CSTARYEE PR F 1 k& H SLE-PAHIY)
WEIAFRIGTT Hems, HT20154FERA T (hEBAZR
SV 2T BRI R SN Bh ik 5 IR 18R B & 3Ry YT, 18
FE FRPAH AT A 1 A [ 75

14 MERG%ZZE
SLEIME #4852 21 0. >k B CSTARFI

R, FIES6%IISLESRH A5 Mk 2 4% R, GLA-
DELBASI R #1126 MSLE S thix — ) J966% .
SLEZ MM RG] R IA F AP, B & it
a1 11| RN S22 3 1A Y70 N 11y 0 LR DY 70 2
4 4898 (thrombotic thrombocytopenic purpura, TTP)F
106 41 B 75 .25 & fiF (macrophage activation syndrome,
MAS)%. LUMINARAZIHIE SLE & 3 511 H 8 1 /M i
D BRI T S R v B BE AN PR AR A, (LR gD
R BH IO MO B R E Y. CSTAR ¥ 5,
LA 4 k2 5 AR 8 R v 9 T i )
FHO, ML/ INBR I RE £8 25 K AR A7 28 B 6l PR AR, K2
RSB EIET ML B DY ITTP AR
AR P s 1 /2 SLE Y ™ B 9 R0k,  dbad phFil I
B i) — J5UIF 7€ LU ¢ 7 SLE-TTP 5 J5 & TTP IR R AFAE,
RISLE-TTPHILLE R TTP 3 1B 2 Rk, A
7 I SRS B0, MAS R —Fl 18 52 28 A i 4858 K
FERIN, WUk K T-SLE, HHALGTERAIEE B AL R 2E N
BB e Sk () — T2 Hh O i 95 7, SLE-MASHIR AR
5 SLEJ R i 3 sl P AR %, SET- R M 12.5% ",
SLESBF & HIPrifabuik, H#ior BT ak kbt
1 Hi 4% & 1iE (anti-phospholipid syndrome, APS).
CSTARBNIE#i 2o, K [E44%FKSLE B FU IR 5
PRBEPEY, Jbmt b A0 B2 B 72 A SR S 4l T 2 Fhopr
OB RE DA AE APSIZ T (AN (Y.

1.5 Hzrg%ZR

b LARMERS S, SLEW] R K& TE 541, Hd
R LA SCT %2 R+ /0% M. CSTARHRIE H [H
SLEBE BB, Sl . DEiim. KT RHIE
11153 501 47.9%, 25.0%, 22.1%F154.5%°), 1t 4h, HR
R WL RS2 B WL, T CSTAREE FE (1)
WL ER, IR R AE T E SLE B3 1) B R
7.8%, FrUB ) G H R 790V T A B T B e A
IR B RS . MR ZE5% R AN 2
TEBN I B BE B TF i, SLEDALVEZ> 5, NARKRIA
FrP0 Jb mC PRI X SLESY A 5 G0 57 2 1) 9 ot £ 3
Y A ZE K797 (protein-losing  enteropathy,
PLE) MV P 748 [ (intestinal pseudo-obstruction, IPO)
HHAT 700, G5 REIR, PLEMIRAF N0.9%, JiSSA
PURBAE %8R F i sRE A s H [ % IfRE = & 25 PLEY)
T 207, 3 FH SLE 85 TPOM & A4 % 11.96%, For
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57.6% 1) 83 LAIPONSLERI 1 KR I, B 5 1R-12; Biw
CRAME. HALN IR R RMREY K. H
B LA IPOYE AT R AR H R UG A B, 1
BEZRLZ. REMHAKMNEZENEETS R
R WA B BE B ST IR IRE T LLC TS KA
fESLE B i 52 R0, T ReH B4 )5 MRk
I b, BRI RIN, SLEG 5 R ME AR -1 fH 4%
2 F T N(0.27%), BESESLE 8 #5005 04 =, 12 I 5 [
A, AEAF R TR, 3 A U 88.4% ",

1.6 FRRE K I HR

WIRTHTIA, JESOERSLEEH TG A3 7 5%
e, DRI S I A A A AR VE TR R A R, W
TR B ks R AGRE TP BB S B B VR AN T
SLEMIIAIT I H AR, 20034, 35 B P IR Fe 4R 1
SLE&E & R RSk L L%, IESISLEEE HIl
BT A A 22 2 i BT RN TR P 4. 845 9. 8451020
CSTAR¥UE o, KIISLE £ # 5 R4 fid B A2 [A]
TEAE R B BKRE AL T e b 2 — 1 R AE e 1% 5
WP R R B, B Ese T Rk 5

B AR NSLE my ACREAR, AT ik G b 2> T
A= ) . Wit 5 R B, SLERBRFH I IRE KRR C
BEE 216 K 3R THE 2 BT 35 PR, IR e il
B T 43 BT 3 44 N 1980~20094F 5] (13735
9T, Hit18425 2751 R, W RE ETHE
76.6%, {HFF=HAm1539.4%. A REE S W AE
AFRIEE K (25.6%) mMLE(16.3%) TRIEE K
(16.1%) FIRATHA(7.6%) T (0.8%)%, fRJLH I
HRIE A H AR (16.0%) FEAR(3.6%) HE JLIE
T2(2.5%) BANREIRZ12.7%)%, SB&E&THEA
PO DR AT UR AT SR SLE B 3 A1 R G 28 B IS A THT
Il 1 B ZE Pk K. X CSTARPAF H19925 SLE & #2026 %
YRR () (8] B 2 A & R, SLE 2238 {4k 25 5k 1) fG 6 [
FOFEYUBE IR PUARBHIE . HTSSAPUMARBH 1 R /MR 5
AT T RE S S SLEME RIS R F, rhAeE 24
KRS 5 B B R KR A e, F20154E K
i T E R G A B R O
W % T 202143 H 78 5K B2 1Bk 15 G s s e oK
B2 AL A S R, ROL T AR R S A O
AT e AT WRAIE 9T 2% 5143 (Chinese  Research Committee
of Pregnancy and Reproduction in Autoimmune Rheu-

890

matic Diseases, CHOPARD), = & 5y X Jo & 0 S 3%
FIZEFATHRER Y. EURIAIVE R . PO RESE, DA
HEREYE 1278, S5 SLEM IR B E TG,

2 RGUHELLBEAIE RS W

H S i2 SLER EZ ML bR &, W/ESLES &
BRI AR B E 10X 4E AT B, %ISLE
AL BRI 18 e I 22 DG B 2. SLE AR 4k PN ] A I 3]
18043 G HitA", Ferh £ Rk 5 SLES I s 5
FHOC. B S Pkl i bR et T 32 = SLE 2 W i vt
B PEAR R B2 H 19574 1 UCR FH R4 5% 28 ik LA
VKR 20 23 9 25 A M Bt % 144 (anti-nuclear  antibody,
ANA)T K 19754 e F A5 ok Ay S5 56 5 R A U 0
DNA(double strand DNA, ds-DNA)FfE LIk, 4
PR BRSO A AR bR AL, ANARIE T I
HE 5 L R UK R 4 2R A0k RO AR S B v ) Hep-2.4H
HRTEAR. 20144, BRI E 5 S britEtb e gt A | £
PRI AEN R R FRER T Bz i s IR AE f 45
R o E i R 120E A S PUART A 5
G E BRAF i 2 HIE], 42 H T 0T ANAG B bR itk
o2t L — A EERERT. 20164, JLEM
P B Bk A [ N A 0k & 5XE 1B IR TR A T
ANA G AR [ BR R RS I 45 F 41 75 77 X [ br
JEIRTL AR SRR E 4% A TR R A T 25 6
HE T CPUZPTARRIN BRI R R % K380 1 (i
T P A RGN s A 87 5 3R U077 ik e 3t
(R e R R E T P E SLEAH IS B S Bl 77 %
48 ST Bl e A ShR i, AR RS LRI
ATEERIRTINEE R TR, A2 X T SLEH A2
WEYRWIIT, WifjEGalectine-9. M EAmMIRNA
miR-21MmiR-155. FEFFIRNA Inc-FOSB-1:171
TCONS_00483150%, ¥4 &7~ HXTSLEZWi I H, =
BT e,

SLE & —MRIE I, FIMERBKE, £4
WHA EH bR A INISLEZ Wi bR #E (diagnostic  criteria),
{HEH £ B R 5> hr v (classification criteria). X
L KR HEA B NIRRT R K B 402K,
— 20 B A LR R ) R N A B AR A,
Sl PR AT 5 285 SR BE W &, BB Fu 45 AR T, L
A% 9 I PR S5 e Hh 1) 28 38 12 W B it B 22 11 2 HE AR
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19714, ACRIIHT & 3£ B XIRm h 2 5t &k Am 172 —
SLEZr hrifE 2i 2% 19824 1% — 4> Hbr it 1IE &
A, 19974 ACRXS M ARHEREAT T S 7Y, bRyt
LG 1125 RN S s b, i L 445 & B AT 1 70 2800
SLE. SLICCT20124F KA FISLEZF A W A48 115
I AR AR AE R 6 5% 28 2 bt T R 445 IE 2 /DA 140 IR
FRTFE R 5% g2 2 bRt 35 ] 420 JSNSLE,; BEAhsmif 1
B A B ) B, QB R B A ORIE E RO
ANAEHdsDNAGUARAYE, A4 22 ASLE™. 4
EEF19974F ibn v, SLICCHRIESI N T 95 HE A Jy FE L
HorFabr, 4T H B A 5 & BUEE(94.6% vs.
89.6% ) FIAH T HI4F F 12:(95.5% vs. 98.1%)™L 20194,
KK BT X 97 B B (European League Against Rheuma-
tism, EULAR)FIACRIL[F]&AR T Hi ISLE S Zpr ik,
PLANAGH B> 1:801E N HENbR#E, #HENJEIEE X310
F21 5 I R B e 3% 22 bR HEREAT V4, BARTHIE AN
2~100 A5, FRIUR R — KR TS, W>100
MUAT #5535 ASLE. BE AFIEL i oR, 20194E, 2012
L 19974 SLE 7 FE w1 1 BUBE 43 51 996.1%,
96.7%, 82.8%, i 437 993.4%, 83.7%, 93.4%, Hr
PRAEIIR IR, SLEZN KR 1 K A EL T X
TEARME IR X — RN D . B S A
FIR FEFN R 2 B B, Tk, 202070 [ R 4Gutk:
LLPERIESIT IR ) HEFEAE 20124 SLICCHR ifE Bl
20194EEULAR/ACRFFHEN 1 B2 T SLE™.

3 RGEMAIIIERIRTY
3.1 RYTIE

SLEVRYT )7 ZENARE 8 IR KRR I SR =46
G ) AN 5 A TN 3 TN o e 2527 = U
SEREAT MR E, R EE BERAFE R,
Hh, BRI R 15 R LR A PR AL R 1 IERR YT 77 REIR
SEPTE. H R E bR B B R SLER I 3 BEVE o &
gi, Horb RGVELLRRIE SR i 51458 (Systemic  Lu-
pus Erythematosus Disease Activity Index, SLEDAI)[%]
FIASH B 5 AR 1At 2H (British Isles Lupus Assess-
ment Group, BILAG)J i & #5025 M F IR
43 R 40, SLICCHi 1445 $1(SLICC Damage Index, SDI)j&
2N HISLEME AR 151F 4 R 4607,

FERL LA, R RTT RIEARIR T IS

%, (RAESLE“APRIGIT " HAMIRE 5K E. EiniE
J7 (treat-to-target, T2T) 4 N H PR A IAFISLEIR ST
B, HRAAR E AR Al i e i B B S R ek
HRAEM Y EENE, RSLIKIAAELE, Biiba B8,
TR BEAR 3¢ A% B Y. EULARTE20194E H ¥ (1)
SLE FLHER [z (2020 [H RG VLRI LT 18
FE) R Tl bRIEIT I EES. EULARMERE BIAR R
Y SLE 153 3 B F b A AR B AR % 3y Y. o
FEl 48 e W — 0 amA T B B B bR, BV S e v
Bl BEEIRIARREIR, 18 30 PR G 5l nT 2 21 (1) f 0K
IR L, KT Kb 2k, WSS BRI,
P e B, SRR SRR, PRIURA
%R EAE RS T SLEM & 4 PR 5 i DL K
BITINZE R, FEUAARIATT H AT TR R EL, 3L
R HE SN E IR FRIG ST bR, BORA B PRl 2
& H T SLEW) 2%/ %2 M (definitions of remission in
SLE, DORIS) A B % % (lupus low disease
activity state, LLDAS)f] 5 S0 (B SR AT R T
Rk — k.

32 fRGGRYY

SLERME GG TT 23 B 4E0E R i . PUE 2
Go BE AR TS, Bl BB R R SLEYR T 1 2L it FH 24
(2020 E R ELLBERIEIZITHREE) e, NARYE
PP I B0 I 52 R A B I 2R AR RD 1 R o o A Ak
(AU 7 ST B 25 7 -, SR FH T 7 B B (7 i, IR e IR E o
YRERH, XTI K R s 3 T g R e e =

PUEZi R A E S E & SLEM TS SiRT 2459, fe
IR SLERF AELFZE, FHRITRIE. PiE
Ko Jlb AR FE AR Y AR A A R B
SERITEAY. 20194EEULARYA YT HEZEF120204E Hh

SLEZJT 1 i ¥ i PO To A i S8 A FH P2 e 1 O
Hethayr ™.

V897 SLEH H B ey I A e FE e e . &
[ N S S I Pl N (A D I L
MRS . FHZIENS . SRIBUKIFSE, iR B s ANk
e B . 2020 EH KRG BIRIE2IT IR
) VU R SR B A B R IR T SR A B
PR R B R B A ARG 2 AR B AT 1) AR R A
FH M50, A T RS 52 R I AR Y697 B R
F A 24 505 20194EEULARFIRK P 15 95 2 2 -
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DK P 25 A L5 7% A o 3% B 1 2 (PRI B 88 R HE R
ELITL/TV BRI 1 98 458 FH 25 190 IR I A1 791 &2 7 ik 2R
WEMECHAT S O, MY IRIE I A 8 R 25 1 4 1)
FIRE &R TR, AVIRIIE S 28 W 5 Ik E I IR
BRIS FEEMATT, TRIEE RIAERHG T @ U &M
T3 e ik g e 14,

HF TN 52 8 LT 2 F O RCTEE Y, Vo-
closporinfF Jg 3 445 U £ (1 B4 ) 7)1 BASRAS 1 2%
b N2 B R A, ORI E AN TRIT
TSIV B R DUIRZG Y. AE IR AT
RCRAEERISLE &2 1) 1L HRIG PR e, TR iaaE &= 1E
FH BB S (BRI L 230 4 5 1A 2% 2 ¥ 0) (mechanistic/
mammalian target of rapamycin, mTOR)HI 1|57 7 &' &
AT 124 H IR R MR Tk 66%! ™. Pi% SR iR
JTLN K TG W 70t Wos 17 Hy7 o 2 &1 R
O AR ST AT [t — T TR ISR ST A SRR, 7
% BEwE] 15 MEVE PESLE AR G IfiL /M s/ iE 25 25 I A 3L
FENTLA%, TEAGMFA64.3% . FUSLHE S SR
LR ER T TP R ESLEWRYT N RT3
gz 4ol

3.3 REIRYY

SLEVAYT [ H K1t A AT X B L R y7 . D
FIJE H4T(Belimumab) 1 Btk B 480 i il ¥ X+ (B-
lymphocyte stimulator, BLyS)#ill 1], HARPER %4
PEAE P IRIITRCTH 2] 7 3AE" """, b5t o AnEE B
VB R ae S AL I DIRJE B AR AR 7T, Bk 1 1% 24
Yore b E SLE 3 P A bk Az e, %25
TS R MTTRCT bt 4531 7 B 9 ek 5 517,
ZR"E V9 (Telitacicept) & — P i XU 1| BLy S 118
FE 5 SHCAR(A proliferation inducing ligand, APRIL)>K
kI BA RIS TER R G R . JLR PR Ak
BT TTDIIR CTIAIE 1 HAE 0 1 20 B2 A L 375 2
W SLE B H A B A e Ak, 1259 212021
SR T R E BT, fESEE Y TR S A FDATRE
IIESRALTTE. [F WBLyS/APRILAIH 5 ) Ataciceptth
FEI PRI h ot T X SLEfTF 21" il
Pi(Rituximab) & —FHHLCD20 8 5 FEH A, 75 W 52 M
FE P S SLERURAE ' 2 (e A 25O, (B 7E
RCTH £ BEIA IR 57 Bk g 12118] TERituxilupfff 78
Hh AN RO Bz o R, A 8 1 BR IR AL R 2

892

PURTTIRIEE K, 90%[H1 B3 (45/50)7E H 7 B [3]37 )&
WA ek T A Y b BRI B B KGR e R
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Abstract: Systemic Lupus Erythematosus (SLE) is an autoimmune disease characterized by multi-system involvement and multiple
autoantibodies. It mainly occurs in women of childbearing age. Genome-wide association study, metagenomics, epigenetics, single-
cell sequencing, immunometabolic study, and multi-omics study are playing an increasingly important role in the pathogenesis
research of SLE. Autoantibodies are critical in the diagnosis and disease monitoring of SLE. The 2012 Systemic Lupus International
Collaborating Clinics (SLICC) classification criteria and the 2019 European League Against Rheumatism (EULAR)/American
College of Rheumatology (ACR) classification criteria are most commonly used criteria in clinical research and practice. Early
diagnosis and early treatment of SLE are the principles that should be followed to promptly control the disease, prevent organ damage
accrual, improve long-term quality of life, and prolong survival. The “treat-to-target (T2T)” concept will help improve the treatment
of SLE. However, due to the great heterogeneity of the disease, treatment should be individualized under the premise of following the
T2T concept. In addition to commonly used medications for SLE such as glucocorticoids, antimalarials, and immunosuppressants,
biologic agents targeting B cells provide new therapeutic choices, and will become a future direction of SLE treatment. Stem cell
therapy also has a good application prospect. With the improvement of SLE prognosis, rheumatologists are paying more attention to
perinatal management and prevention of early atherosclerosis. This paper reviews the diagnosis and treatment directions and research
frontiers of SLE in recent years to provide reference for rheumatologists and researchers.
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