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Abstract

Systemic lupus erythematosus is a chronic, multi-system and multi-organ, autoimmune disease
that usually occurs in women between adolescence and menopause, and clinical manifestations
are diverse, with significant heterogeneity. SLE is a serious disease that can cause damage to im-
portant organs. Delayed diagnosis or improper treatment may endanger patients’ lives. The com-
bined effects of various factors, including the destruction of genetics, environment, estrogen and
immune tolerance, lead to hyperfunction of T and B immune cells, the generation of various au-
toantibodies, inflammatory cytokines and the imbalance of immune regulatory function, which
cause the disorder of immune system and trigger the onset of SLE. Helper T cell 17.1 is a functional
subgroup of cluster differentiation antigen 4+*T cells recently discovered. The distribution and
function of Th17.1 cells in SLE tissues and organs have been explored, and the pathway and me-
chanism of Th17.1 cells involved in SLE pathogenesis and target organ injury have been revealed,
in order to provide theoretical basis and point out new direction for SLE disease prevention, dis-
ease assessment and the development of accurate individualized therapeutic targets.
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1. 5|

RGMEL PR (Systemic lupus erythematosus, SLE) & — i@t BN Z REGLHE K H T %R
Wi, EEIER T ERERAMEEZ M, WRRNZFE, BARENRRME. SLE NERER, ]
HCEEPEARE, SWOA K BRI A Y T fE K B E R A [1]. SLE R A, ARSI L. FRE. MERER
GIEm 52 IR S5 330 T B B diushre it 20 A ShuikA . 2R E 1 A s /5 o g
s, slEERERAMZRIL, IR T SLE BIRF[2]. SLE SLEMEAF. e B Hfixt 3 IE SLE
BE ARG R A EWE R, MRS TREANCMEERR, SFRENHSAF TR TE
KAHH[3]. FEIRYTH7TH, SLE siAAMEILIGYT, BN SLE MIEHEA N @, AREHFHRERE, 2
R RGPS ASSATE, I EE S e MEIRIT T R [4]. JEI E SLE,  SAZARHE 5 1% 5 H R R
I e MRIFRNG YT, AR0E B nT DARLFH rh &5 B BN BRI S e 1 ), B R 2 AR AT e N 2 B
FIN NG, S E B TR R IR YT, BUE 4 A S I FOGR EhdiR YT . SLE 3E R B
MR PR LS A Mg, I RNEST . BRI, WFT SLE K% DA KSR 28 B 451405 AL Ak — S5 3R 208 1A 4L
BT FRAAERE L.

T 94U SR PENEAE SLE KA K e g s EEH[2]. B % T (T helper, Th)4ifE 17.1 2 %
IR I #% 734 Hi 5 (Cluster of differentiation, CD) 4*T 4H il Bh e W EL[S], 5 XIR M 5 4« JORETE IR <
2 RNVEREALSE 22 Fh By S B VR AN 98 FE PRS00 RO 0%, $27 Th17.1 M mT BeAE SLE K A2 K e i
FEREMAE, AN Thi7.1 gIME RSV LLBORIE T 70 3R A — 45 .
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2.SLE 5 T Ak

SLE J& M [ Vi, DANUAR G i 523 032 JORE NHFAE . T A MTE 28 0 J B2t %
OAER, CDA'T 5 CD8'T & fw i WK FE[6]. T 4 HEAZ, ThRER I, I 7 A FEF SRR
A2 CA S 5 1 ST o HLAA PN Ak 22 40 0 PR AH ELAE FHAS B T AL () S5 SR e, Horh T 4 B R 48 40 9 I A«
PR ML PURME T 40, ARIEASE T 40 v o5 1 b DA A5 5@ B T RE, T 4H i v] 51 & o e di il
RME N A R iR 2 A [6]. T ZHMEHEA R MEZ ALK, (A SLE BF AR T
ST M A ) bR 22 R DL R AN Th e SR [5]. T 4f, JUJLid CDA'T 4if, BP4BhIE T (T helper, Th)
IR R B dERE DL A S R, HRAERE, WA SLE 5 H St sm. Th 40/
LA Th iR, HATCEHE 7 5 AN EZRAMEIE T AERE: 7008 Thl SERE. Th2 A%,
Thi7 Wit Th22 EH#E, ¥ T 400 (T regulatory cells, Treg cells) IV #f . yE¥04 B T 402 (Follicular
helper T cell, Tfh). JE¥EIH M T 4i /g (Follicular T regulatory cells, Tfr) [6] [7]. Z BI04 S A Thl
K K T Re TR 1 Th2 0 I BRAR, JERR T Th1/Th2 KM, #F—B 518 T SLE Bk AR RE, b
FERAGFORIL ThI/Th2 JEARE A TE R SLE KA ZENLE], RIS Treg LA Tr MEHEECHI LA K D BE 7>
TBEAR, Tfh 0 A 2 HI A3 3, L& Thi7. Th22 W 5 HIhfe 5 1 1L-17 B 1L-22 K P T,
HED SLE Ao b ik 41 Ak K D ae i 6 47 5k [6] [8] [9]-[13]. PIBLWI WL, T #HAEfE SLE KJw
Ht SR

3. Th L9 4mpa Iy &+

T B 5 R G ) S WO S BB N R R RAEVER . BT T b A A T SR A T N A
P2 P B B P 2 [14) . I &R Th ANgBMg &1 T (cytotoxic T, To)ZH g IV, Th 4IRS G A 4547
KRR RIEME Th 8L Te /-3 A LR 05 (30 FIBE J5 18 S0 #2421 Treg 4HAIKAN1 . Th LR 20 i th i
JIik CD4'Naive T ZHf(403 T 4R)EAF SR ETURRIBEE . ARINMREF L ERESEHREHT
BE—20 TR, FERRYE 2 A R R O I A S DR 3RIA S [RI 20 B R 7 A A B2 4 e S [15]. H AT
WEREZ I Th WA EE R Thl, Th2. Thi7. Treg. Th22. Th9 Al Tfh ZEWH(E 1). HRHETHRET
Th AR 0I5 1], 17 20 PR ST A A0 3 3 = 2R S TR AL R - 2 St Jie s 5% A 2 [ R~ 1l 4
R TR ROIRES,  RAT I 3 B IRES o

Table 1. Differentiation of Th cell subsets
%< 1. Th ZHRE T EFA 1K

4
iﬂég Ak, T 5 20 L R 7 REbFiCH 3V P 240 i R - LS Thie
CD3, CD4, CD119 T-bet
Thi IL-12, IFN-y, (IFN-yRa), CD183 IFN-y, IL-2, STATL I BRI ELL, A0
IL-18, IL-27 (CXCR3), CD195 TNF-a, LTa STAT4 It P 06 S
(CCR5)
IL-2. TSLP. L4 %IE,?I'_ CRD‘)" ggiég IL-3, IL-4, 1L.-5, GATA3,  Jr3MERRIERANIIE1L,
Th2 s (ccge3;1 chios L6 IL-101L-13, STAT6, (it B 4l E4ifk,
' 1L-25, IL-31 c-MAF St A JEAK
(CCR4)
OE] % 4
Tho IL-4, TGF-8  CD3, CD4, TCRa/p IL-9, IL-10 GATA3, — {LATHUIR a5 2L (I

STATG, IRF4 s )k ife rp R4
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Continued
CD3, CD4, RORu
Thi7 TGF:B. IL-15, IL-6,  TCRa/f, CD161, IL-17A, IL-17F, ROR):xl 2 55 i 44 o A
IL-21, IL-23 CD194 (CCRA4), IL-21, IL-22 STATS S A R B 2
CD196 (CCR6)
CD3, CD4, CD194 .
) ) 5 4] 4]
Th22  IL-6,1L-23, TNF-«  (CCR4), CD196 IL-13, IL-22 AHR {Eﬁﬁqéiﬁﬂﬁﬁ'm
(CCRS), CCR10 HERST
CD3, €D4, CD25 S TR A
(IL-2Ra), CD39, IL-10, 1L-35, FOXP3, e o
Treg IL-2, TGF-$ YR B 40 25 R A%
CD73, CD103, TGF-8 STATS5 e BT e
CD152 (CTLA-4) &jﬁ H%Jiﬂﬁ’a&ﬂﬁix jJFJb
TEAE R AR HR S BT A6
CD3, CD4, CD84, P iipds
Tfh  IL-6,1L-21,1L-27  TCRa/g, CD126, IL-6, IL-10, IL-21 BCL-6, B AL L L ILYE B

STAT3 20 AN B Bk i T
CD150
AEMIHR AN

Th17 FIRSAEPE & 3540 5 W2 A% 52 14 (Retinoid related orphan nuclear receptor, ROR)-C }2 RORyt A1l
CD161 Jz CCR6 [16]. ] CDA™T A 434k J7 ) A2 H 0 i Rl 7 FR 55 T ¥k i (1) o Treg 4 M AR AIE 1 2 Sk [R]
+ Foxp3 B ] RORyt [ T4 Thi7 40 746 [17]. 727N IL-6 5 TGF-4. 1L-21 F1 L23 7]
DU /I 4G T 2000 m) s Thi7 4 46[18]. 1 Thl 55 Th2 AHSSHI K T4 Thet. STAT1. STAT4.
STAT6 LA AR T IFN-p. 1L-4 ] Th17 4401 L-17 §97=4s, Hothnl LLEGE STATL fI40 A 1
IFN-a« IFN-A. 1L-27 7] LA Tha7 a4k . Thi7 ik Lmi /e O K 2 B0/ 5 00 4O T om
HAFERA T . S8 Th17 MREANM W IL-17A, Kb R AR 5| B J0RE AL o 30K b Hh P b 48 P 3%
W FBUR A LARAG[19]. HAT, T B AT B MR ORENAT . @IS 2, XERE — M
() Th 48] LURRAE E A1 BT AR RS A 5 — PR AL . ldn, B4 A6 Treg 20 B n] LATE 28 hE 24 58 (1
WIF R AN Thi7 40HE(H T3R5 h AEAE 1L-6) [20]. filt, CLRAE T Tha7 bk 4 i) & Fh A
AU 2 F 5 PRI . 1L-17A FEIRB A 2 % i b RV B E245 2L AT [21] [22]. Thl7 k4t A
—A~14, B Thi7.1 W40, Th17.1 46/ [F R 243 Thl7 40 Thl 4 RE[23] [24]. ©AT™
A2 IFN-y F1 L-17A, FE3EERIEH-E S T T-bet M1 RORyt. 1L-12 7£ Th17.1 4 s e 5 e e, 1IL-12
A Th7 4o (% 56 R T T-bet FIA(H N8 RORyt i I #k Th17.1 #724:[25]. Thl ¥ Thi7 4ifE
bt Th17 4Hffael Thl 2058 BATE 7RG (ERE /7. BRAE Th17.1 bk E0 40 R A B0 v 77 8kl 52 2 AT TR IA
A, Th17.1 BN RIE 24N S P-KE K 1 (P-glycoprotein, P-gp) [26] [27]. iXFf P-gp 7E Th17.1 #kE2
Y 0 AT T e A R R 2K A A e . Tha7.1 Wk ES 4 i sE S 05« 45 R B 2T 44K LA
KBl () KBk R P EAL I AR IR BN R 25 IR, Thi7.1 #kESZmpf 703 IL-17A Al IFN-y 3315 P-gp. iX
SRR PR T ATRE DS R L A G I 1L-17A) I ZER T Gl IFN-y R IL-17 A) R R 5 2 [ B i 245 (G
it P-gp HIZEIR) L FE[28] [29] [30]. H i ©IFSE SLE fE4E & E4R M Al 1 7, 613 IFN-1. IL-6. IL-23.
IFN-1 A {23k CDA'T filth . BEE A4k, 1L-6. IL-23 nJ{E#t Th17 0ffffThae. W5t RBI[9], SLE H
HI T ARAATE RS R E, CDA'T i b it sl if 2 T ER I TCR 55 BUR Rl AEbE
EEfRIG SR, BENOK R Tth ik g, B RTS8 CD4 *T [m) Tfh 481504k CD8'T 4H
I RERE 3R R RN 75 Al 2 A PG T SO R G 3 T 1y
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4. Thl17.1 S5 B B REM KR

H & R i 2 AT R R EL, B SPURM R Z K, BSPuRmaEE &y RKE 5
RIWICAZ 28 B ZHONRHE R — RIS, B iz, TEEAFEB BT R S5 &fMH
B B VBN G IR R I 7, W AL AN A . ek, B & R vhsm TonE 8 FAEs,
P S R ST BN RE D RVAE TR R, OOV BB AL TR R . 7R AR AEMESR S, Thl7.1 i
LF-EE Thi7 B R EUR M, JFRIEHIEZAME A, X PR R SR A BUR . 28R 2 1) 3%
AR HL UL A B Gy N5 NS SCTT SOE,  RATIZEIER . BFARIA[31], Thl7 Rl Thl 7E2R KR
PESCTT R AR AR FP BRI R EEMEH, Th17.1 ERRBMER T R SRR Z 5%, H H 56
EL PG AN R VAT IR G o TR 28 IR PR DG 98 AR 3 4B ILAG BA Th17.1 bk R 4 ffa b p i, 5
F% B 1 BH T 028 KB DG R R AR LG, PR IR B A PR PE M AR 1 Th17.1 /KT TESS 190
i, Th17.1 9k B 40 4 v 7 0B bk B 468 A0 it P B [32], Tha 7.1 vk EX 4T BB (R 186 m & 5 S50t 10 1) R o
Th17.1 fER AL S I %, RIS 990 A bk C L SURN S AU Iy TR i P 10 Thi7. 1 & T4 I [33]. 45
FR ISR IR HE SRR Y Th17.1 SiEaPE A OC. JERE MR SN M i) Th17.1 bk EL4H i
Hhn. BB RS % B B DL 2 R VR (AT TR B, Th17.1 m] AR i) J& 38 4% R i
R RETE JOE R AL 45 AR AR B, T PE 9 28 X 35 R AR T R #E 45 493 76 FH [34] [35] -

5. Th17.1 4ff5 SLE

Th17 2R A B S PR MG BoR T, AT 2B S  A E 5 S5 S R A 3 S8 B 4
155, 5 SLE BURHLEI VA . SLE BB GG H] T Thi7 404k, $iGMDise k4% . Thi7 40/
KB 72 TGF-p Al IL-6, "EA1A] LA e s 4% s K1 RORyt BA K IL-17 BHFAEME =PIk 55, 1ER
I Th17 g0z A, AATTIAN Thl F1 Th2 i 7 5 & i R MAA LB £ ES 5% . 5T SLE,
XA S BEE SLE B2 A SLE /N BB AR i KT 1 IL-17 A1 Th17 400 % % 1 228 [36] . 1L-17 F1 Thl7
A Bk ok 8 2 b H ILAE BXD2 /MR, RILHARIERE B S e R, IR HoA B T4 K o0 1) TR BOr
B8 J5 B0 SR BT (7= 2 [37] 0 7E SLE (1 At /IN BRAR AL o, Ets JE R B /)N BRI New Zealand Black x SWR
F1 A58 /NE, Thi7 /K- Fhm Al IL-17 ALFREE T SLE #45E B IE[38]. Thl7 k4t fe g 2 it &
GUPELLBEAUE B RN, ERAVE S K [39] [40], IL-17 VG MG s, I H oS EmE s &
B TR bR S 2 R A A BRI IL-17 SRR AL] . FEARIEIE B A ) S i VR T FS  2
Je . Thi7 ke PR [42] . (HAE GZEMHIAIT G, Thi7 W4T G878 — 3 A T B 2 h3sn.
Th17 JkE 0 X Al N T A5 DhRESS IR Treg ik ER4HIE AOFIHIRE /1 kg5 5. —Iiwt i [43], 33
ZARIEE 2% BE PR T R EAMTRES 19 2@ R0 BE AL, IE'E % BH 1 Th17.1 4 RIEH
HE G0 2K Thi7. 1 ik A 5 i *MA /K- 2 A S (IAMA M YE 5 SLE o & sh M AH %) [44].
Pt dsDNA $Hifk R FHMER SLE B Th17.1 48K, H5 C3 EmE/KFEFAMIE, Mi$grs Thl7.1
A REE BT 90 dsDNA Piid 5 B0 A8 2 o B s BB R TG B MR BE 22 R T 45 S . R Th17.1 78 SLE H 7t
= SPRTENA O, #El Th17.1 48M7E SLE e kA kKb B EL/EMH (HH A< T Th17.1 5 SLE
FH IR I ELAARML ] 1 AN W 1

REMWT ORI Thi7 40 & 128 SLE G a6 5%, Yang [45]55 K I B LETE ARG B 5L
FAEERI G, SRR Th17 4UiE0E K& IL-17A R E, HRIUER M R KRE B,
Th17 A LA IL-17A FRIEKPFBE &, JFEIRTT G K. Wen [46]55 BT Fi A ML &5 R, IF
RUH RARAE B3 A L Thi7 4tk 25 SLE vEaiE+ C3 ZKFFIHT dsSDNA Hiik Rk FAHG. 4
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&

u:

&

H
SE
Pl

PR 1L-23 FE4ERF Th17 g0 b R S HEAEH, AT R IAE TGF-4 M IL-6 [RF IR 5,
Th17 4ft % BRI N, HECR AL /A S R, IF B (4 Tha7 40 [F e 2340 28 K7 1L-10, 1L-23
DRI PAS 3 Th17 g/ AR g i - E R ge R e 1, SRRV B & S e fE 2 [47]. E0R
Jo B MG 1L-23 Fak K3 s TR IIAEAT B AR5 4 (1 JR s S8 A I v 1L-23 7P 3G s B X2,
EHHEBL IL-23 5 SLE ¥&ahf K. — W7 8or[48], £ SLE &3, Frul ek B E i B g4
IL-23mRNA 7KV B2 i T FEus B, & 2 3 R B85 5 1L-23 1) mRNA 7K 58808 1 8 35 A
PeA B R ZE e, R IL-17/1L-23 [ bE 2B s TR e AR o 3Rl A IS b TL-17/1L-23 Eb
AR A2 IR 1 A N A — AN 4R bR .

HATARIL Th17.1 4Ui/E N —3880 . EEW T MEARS550%, JFH Th17.1 400 Cir i £
Rt RIEREER, 58S 5%%0, THEE KRG PRGN R RBREA B EM. BRE
A9 BIHLAR G A BB iR . BLIRIBE U IR N, A 50 7 iE— 22 Wi 5t DU 9 R L BRI 82 112 W Jih
TR T 6] . Th17.1 4HMI A 58 K 2256 SLE VR T e Rk — A8 (1) AR At

E&WE

R B eE 5] 501 H (LH2020H135).
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