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Abstract: With the launch of the first Chimeric antigen receptor T cell
(CAR - T) therapy in 2017, immune cell therapy has entered a new
era, bringing new hope to tens of thousands of tumor patients worldwide.
To date, CAR — T therapy has achieved remarkable results in the
treatment of hematological malignancies such as acute B — lymphoblastic
leukemia, B - cell non — Hodgkin’ s lymphoma, multiple myeloma, and
some progress has been made in the treatment of solid tumors and
infectious diseases such as HIV infection. Although the etiology is
different, some autoimmune diseases (AIDs) and hematologic tumors can
be caused by B lymphocyte/plasma cell dysfunction. The success of CAR
—T cell products in treating hematologic tumors suggests the potential of
CAR - T cell products in treating AIDs. Recently, CAR —T cell therapy
has made a breakthrough in the treatment of AIDs, such as systemic lupus
erythematosus. In this paper, the application of CAR - based cell
therapies in autoimmune diseases will be reviewed and the future
development direction will be prospected.
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& Z R PEREALAE AN 1 BUBE JR O, LK S R 42
BAH B S PUREE SR80 PRk B 40 By IR 40
M8 A B AR E BRIERR . AIDs ) BEARG
IT 07V e AR B OR AP 1 S0 0 4 ] It TR B B B B
S 4 o

HETIGST AIDs |73 {8 F ¥R Fn e 2 i 259,
H T I TG IT A 2R G0 P b 410 1] 0 928 S I T AS 2 ko
H B 5 [ X 2R 25 ) 1 o P BE EL ™ G 24
WA R, 45| A& ™ R G F G VB o A EE T
o TR SE B e SRR D, (H R BT
T SIS S SN S T4 ) 70 T 7 A A i 24
AT [ A

Bk AHME /R AR B B R R R R
RO 20— A 5 2 b B S U R S K S
ZPor Aok EF I AR T L 5 SR A R
GERERED o HATIEZE T 4 (chimeric
antigen receptor T cell, CAR - T) ;= il i 45 54
BN AE S B Wk 40 M 3 % (B — cell acute
lymphoblastic leukemia, B — ALL) B 48 ffi JE 2 27 & ik
&% (B - cell non — Hodgkin’ s lymphoma, B — NHL) .
2 K VEE 46 (multiple myeloma, MM) #3577+ U5
T WERITRG RN HAE AIDs IBIT R . B
T CAR W4 MIGIT1E AIDs YayT I, E2AH
CAR - T & H BHRZ T 48 (chimeric autoanti—
body receptor — T cell, CAAR - T) Fll ik & $L )8 Z 1K 4
FVE T 40 0 (chimeric antigen receptor Tregs, CAR -
Treg) 3 Fhsfems ™ o ASCH R EMEA H AT T CAR
HRTTYRIGTT JUFD AIDs B 72 BUAK, it iR It 2806
I ) £ E R BANET R AR A I R B 42 44— 2 1)
% 0% .

1 CAR-T T EEE S REMERRBAT P
N

1.1 RS LIBIIRAE (systemic lupus erythemato—
sus, SLE)

SLE JZ 4RIy 4 B B B S e, e 5 £
ARz B REMNERESRK B RV B
HMIZERL L« B B Ui OKF s b T B R R 5 A
FBaYT i i Z BRSO AR T & S8R
HITY . BETERERTHE SR BREN
12 ~39/10 J5, e B ABEBIHHE N 30 ~70/10 J7 fH 4
BKES 2 Lo SLE (35 (K i >R B » BB 1K O AZ 3T
J& CWUEE DNA FiAZ E ) B S 32 % 5, #E i 5[k
T bR 20 M 90 S R T 1 T 4l B Th RE AR B 4t g ot 2
WA=, I KR BT A XUEE DNA FI M AZ HT R Y B

Shiik, BE 51K 288 E RIER Y L it -

SR /NALE/NRIRE A TR 3G HIE T 41 CD19
CAR - T 4 B 574" - MOUGIAKAKOS %7
WA, 1 4120 & By et ™ EXEVA P SLE #1534
IRAEVEE R B, TEE WAL 3 /5 i $E 1m) CD19 1y
CAR - T 40H, 1697 Ja % &R N B B ik ig %, SLE
SR PE MR- ZHANG %™ B9t & 3L, 1§ SLE &
F IV HEATRIE M K B 21 M ik B2 93 (diffuse large B — cell
lymphoma, DLBCL) £ # £ % {F €7 CD19 F1 BCMAs
(ICAR - T4/l f5 B 240 Mo i A7 80TH B » ARG 21 15 22
GRK Ik 23 AN He 2T AR — I K A 5K
MACKENSEN 4® 4 4 7 5 f| SLE # % £ CD19
CAR - T4 AT 5 R IE 1S 2 B2 okss, fEK & 17 A4
RAWRET AR WA & AR B 4 M 5 & J5 VR YT 4L
RADRFFEAFAE, LI T LAY E M- 2l KI5t
5T 5 B ETHEEZ ok S M 257657 SLE B3,
TE4%% CD19 CAR - T 45 2/5%565 2 R S ML
BAMIERIE R, 9 REBERNIWESRT
CAR - T4HfE R PR IGTE . AXZ 5, L F CAR - T
0 TR IR s [R] B ZE B 4> CAR - T A% 25 0
FRRXICICHE T 4000 #2975 B AR A XUEE DNA
PUiRIE S, 76 (110 £32) d JeRETI %A M F SLE &
Ko TS5 BIEEBRA S A AR AR R
W 2E S 1E (eytokine release syndrome, CRS) , 3 H AR H
ez, Ko 3 B T A BIER, BTERITE
BB R, A IF LY. SLE 2l CAR - T
I6YT AIDs {875 3 I RIT 2000 55 —Fh B B SRR
9o » (ELAFF 8N 52 3 AR AT 75 A B I A i PR 1K 3 v
TR BT A IE R, AR CAR - T 40757 SLE Y
ZeVERITAL.

2023 - 04 - 10, Z5 B L1 1 B 5 B0 B8 1 5 R A
TR R EEEXMEIAYE SLE /Y87 26 I IR X 56 B i k15
h E E R 2 5 5 B4 S (National Medical Products
Administration, NMPA) {9 BR/R 170, X 2 E N B akdtt
FRIGIT RSO BORIER) CAR - T MG KI5 -
1.2 R ERBEBIE L & (anti — synthetase
syndrome, ASS)

ASS B —F W) B B iz P, 3 E g
HEAL, (Bt m] 2 B Fo A 2% > G i BEJBR AN 5G9, Ho Ry
MEXS & Fh %12 RNA & Bl 7 A 38 W P 5 % IR
REHIUFIGIT 77 5 S HERE B R - #0 BK T 5
FERREE T M 254 M B g mzim =
LA EEUA LR B ARME LAY  SE T o

MULLER Z " 4R35 T 1 1 41 % B4 ASS B,
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$39% H516 M7 2023 48 H (F5 390 )

2% ¥4 (Rituximab, T CD20 ¥L37) 16T TC
R R M= E LA S L ZE 48 WLEF4E IR 3T 8] o
VERG B VL5 S E E B K B A K E 4T Jo -1 B 5
Pifk. FEHE CD19 CAR - T 4015, 1835 B 40 e 58
SR, Jo - 1 PURTH I, WIER BT 2 2 TR, B
BB PR T E BH .20, 78 CAR - T 40 i 7 5t J5 A 28
180 K, 5 LA /) &AM /1 JL-F 584K, B 4 &
BIERER. BHRETE B AERIE CAR - T 41/8)5,
B MR R AFE CRS 52009 L EF SR BV 5
AR, EARSCRIRTE 3 d JEiFfe. I R4k
iR ASS & CAR - T 4if3J7 31697 AIDs B 58 e
BT —Fh A B S e B (B i T B AT {URE
1AM, e e MR RUE 75 i — 2B AT IE -
1.3 ML E TR IE R K F (Neuromyelitis opti—
caspectrum disorders, NMOSD)

NMOSD & —Ff s X # 22 R 5 B & 0 PR
PAL/K B Z 4 (anti — aquaporin —4, AQP4) ik
B AE RN R 300 M RFAE . B AR [ B &I HTL T 1
RNoEaERE, ik 80% () B & L5 % AQP4 - IgG
FEAE TR o R B 40 M 7™ A ) — ke S P /K B E
HH4 Pk FEMBITTOREEE R LK E
o PRI SRR B S BREE B R RS S
2 A SAR e IGYT 250 a0 - e AR B B C5 B4t (Solir-
is) .37 CD19 Bdg (Uplizuna) B 41 /- £ (interleu—
kin,IL) —6R 47 (Enspryny, B=47 F| BR 8. 47) o B3
FEGT CD19 HUiR 25 1 bkt e A T 1597 NMOSD
i)z —, HAR 25T S B CD19 " B 40 i £ 40 A Y
MR o ST YR AR R E A A TR
H#E A B 2 i AT R (B - cell maturation antigen,
BCMA) #) CAR - T 7= i RO i STl A FI697
AQP4 - IgG FHME ) NMOSD F8 .35 () it PR 1 35 B 1 3k
o FHEED TR SR —FPEF X BCMA ) CAR - T
HMAITVER 2022 45 5 H RO TRESRIGIT 2 K
TGYEZ KRB B0R 09 7 245 b7 B i 3K NMPA IEX %2
H, NMOSD JiZ 25 55 2 M@V AE. B FRH £
H #) R WS 26 FEE SHRIGTT NMOSD ik # 1) %
Ve DA R 9T 8 25 sh % 25 B
TIEA AR HR o
1.4 EfERLT A (myasthenia gravis, MG)

MG & —F 2 - LA 3k b A% 3 2 e B AT
SRR B B S M » I R BRI A e 5
BRATC NG9 55, WS G E RN E, 2K B 5 45E
K. BWRFEA 77 ~150/100 J7, F LI/ E N
4 ~11/10007 . ZYEBIRERT HE, 249 3:2, K4

BIH R, )LE 1 ~5 BfEZ. MG w5 KGR
MG, PA R M5 BAYE MG o Z,BEARB% 32 14k (acetylcho—
line receptor, AChR) H {4 /& 5 & L 4 BOR YE UK, 76
80% iy 4 B P MG B3 FHAF7EST AChR /4 B S4ik,
TIANAEZY 6% F12% (4= B ¥ MG [ 35 A6 U 2 5 AL
TR 57V 37 UK % 2 BR 18§ (muscle — specific receptor
tyrosine kinase, MuSK) (K% FE IR B A X R MR E H
4 (low — density lipoprotein receptor — related protein 4,
LRP4) B4R " o FRZABITHR S fE R
F 15 SEH{E I ZFhERRT T B bk T 40 4 B 4T, an Al
ZE H4% (Rituximab, T CD20 HL47) | f7 43 1| 2k #4571
T 553 (Inebilizumab, $T CD19 #477) | B3 b % B
$T (Obinutuzumab, g CD20 B 4y) F-RF| P (Iscal-
imab, $i, CD40 H.477) %%} AChR - ab il MuSK - ab FH
MG B F AT TIRIT, W0 B H BRI B EX
R BTFARK—HS MG B P H WA E
B Xt MuSK 8 B & $T Kk, £ NOD - SCID - gamma
(Non — Obese Diabetic+ severe combined immune defi—
ciency — gamma, NSG) /N R AR A vp $E 4L T 35 MuSK
H S PURM cd137 - CAAR - T 40/, 7EiZ AL, 5
BT YURKE R B A AR R o B AT X
ik B 408 A # PR (B — cell maturation antigen,
BCMA) #y 4AEfY CD8 FHE CAR - T 4 fyT ik 1T
K (NCT04146051) IEFE MG B it 4T, Bl A
FY TRRAE
1.5 FEEXFERE (pemphigus vulgaris, PV)

PV 2 —Fh % WL & S A= dw 0 B B S 2 P K
I » AZLIBE S R0 FHBE K= O T B2 I PRAFAE, H RTA N &2
B T FhR R S B 4 KR 16 fuik, HIE
ZE TR HE R [ (desmoglein, Dsg) £ Dsgl H &
PR IR 80k 55 &2 2 s F b B2 P 40 D 1) &b R
7 R

ELLEBRECHT %™ Jf % T %3k H & ¥ & Dse3
[(Dsg3 W7 (EC1 —3/ECT —4) T4 240 i3 4h 4ty 38,1
CAAR - T 40 2, i M 4145 ¥ 35055 40 g 9 CD137 An
CD3( Al AR , $E 1) FHTH BR 2R3 Dsg3 %7 14 B 28
M sz iRy B V.M B 40 F1ic4Z B 40/ Il PR AR
FEUER dsg3 $5 7P CAAR — T 40 i 3 o8 45 57 3
figt 7=t dsg3 PRI LR B 40 M, BEAE IR SN FOIK Y 5%
figt PV /N BB AU B 20 21 2 R IL 75 27 K H. 23 B
Dsg3 CAAR - T 4 i %} 63k Dsg3 KARFELIR Y R IE
BB AR EE A SRR X P T VA B FF AR & 4
Pee AN AR E R KBLLEF dsgd ik BARREH 7>
LT Dsg3 CAAR - T 4 i 1 FI (B2 0 H e & K %
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RO K o ZBFST R I REF= A E Bk B

BUR dsg3 ROAIBUIRR B, LA H Stk 5 F 42
&, S B0T KRR I DR FN 2 2L R R B R Y
HAT—3ff ] dsg3 — CAAR - T i Mdi557 PV &1
ITWERABREEH#HITH EREZTHH
(NCT04422912)
1.6 1 BUEEFRYE (type 1 diabetes, T1D)

TID, & —FRIEZEELLEAE, HAFER B TS
R A = 51 S A = R, X PP B R M EH J %
BN TR B AARA IR S8 . BFgEE K3,
18] BOpE I MHC T 28 ik &2 & P /) B2 FE FE BT 18 mADb287,
A% 7E TIDNOD /)N BLAR 780 ™) o 3E 2% =% 751 5 3h 490 14
TID %4 o #—S %KM, mAb287 & PUEZ
i T 4 fid (287 — CAR - T) REFEAR AP R IETT AR 240
M, SARAF A /NRAR G, B B i 287 — CAR - T 4
)4 NOD /NRR (5 JE i) BH B 3ER T I A &
KDY | 42 087 - CAR - T 4RSS Y /N ETE 18 J8
WA BT & HE B FR 9% » {H 287 — CAR - T 4l f $2 {1
R4 I BEE IR A HERS 0 [, R B 78 TE B 4
BomtE MHC 2Rk E &1 CAR - T 4 HI7E R P2
R (ELLR i BB AR ) R A T AS B REL
IETID &R ™ . |T TID 55 T 4/ S0 B B
MBI A S, HARE MR T 402 5 — PR g .
KOBAYASHIZ: ®¥ {17 —Ff g pMHC 11 ff /12 i35k
Lj CD3 {55 b 4 285 1 B A FLAR R R A& PR 1A
PEFR A SMCAR - CTLs, A5 5P Hh % 58 33 v b A
TCRs fJREEYE CD4 + T 40 M. #fF 58 %K BH, SMCAR -
CTLs 7] LAFEAE NOD /I B Al W8 R 96 2 F 0 ) s
B RALRE
2 NG

AIDs AYFF B S IE T 32 B, BAR A & JasE ok
BRBIEBORN ZERKBRE LIIAER HEA
SR PTG AH OC ) B B BN P bk B 40 B A Sk 2
PR R R e HEAEM . AIDs 5 B FR i
TV RN B SIS A SRV B 4
B AT P A AR 2E 20 R B 0 ) 1 S LA R U1 R 4
PRV TR 40 1) 40 0 3 4 R T 4 T 40 (Treg) 5 I
AYERPUR 2 A0S B SRV T A%. H

HIVATT AIDs B9 254 2 A LT JLSE: OFF SR 24T

ZH A 40 L DR 2 Ak 3 2o ) 400 P 3 1D - 0 4 L A
T A 58 20 M PR 7 A B /T bR 2 440 P R A
TEHEATIRIT : FE B R R, ik Je s IR Je th Jo - B
PR h LA 185, TR B BOR Y . AR DA 259
AIDs B T — 3B TR 5 (B R R A7 7T 2 4E
Tt a1 508 . 25 A BUR W B G IT B E DL &
i} 245 % [ i

BF CAR (9 40 ML T 1%, B 76 8 oL 55 PR 8 0 1k
P9 B/T Ik B 40 M S L Th e 4 s Al 42 4 i 45 AIDs
R TR A B0 R R R RS, BRI BOR A
#J. CAR - T 4 iy i i #2 /=) BCMA/CD19/CD20 A L)
LI AERE RAE B AUAFENS  TTIGYT Hi e B P B 4l A
531 AlDs. CAAR - T Fif@E i l EA A FHR
Bl CAR - T iy scFv, 55 5P M 88 ) 7= A= 8 S ik
3% 2 L » (] B O B AT s DO B 2 G EE R (i3 B 4
Ff, SEEURE S B 4 MU RE IS BB A% FE VR YT Y [R] B FEAIG
JRYL XK . CAR - Treg 4ff Bl o ZE K B4 & AW
FETFBH Tregs EF 4L, £ CAR - Treg 41 il
VA R TR N A 32 B ] A9 Tregs A9 T g AV 1
I E R B SR VM T 400 A5 AL S 365, & 15 %
FE RS BE RS I T DI RERRE ™ o EaRIBTT R
W © 4 2 305 PR AN DR BTAFE 25 Hh S % ATDs R4
BETTIE ), B AR A BRI YT & P IA 45
BAEFH B R AR K RIRRT R s R
T PR L 1 BDRE R ~ 22 R MEREAVAE « PRl 229 i
Jok BB ERELTC & BT
3 3tie

Bl IR A FR B R R Y k20, BT CAR 941
HYETT B4 8% AT AIDs B B KIEIF# H. SR
X PR AIIRTT RIS AR e 2 E ki, Bk AT
CAR 20 M yaYT B A F IR 2k, i T BT R
I R AT ANIGE R 28 BLBT B BT % L7 B 40 g 3% 1 HT
JFf CAR - T 1 CAAR - T ZHIGITIE L TP A B U
HEBRHIAIT T O RS T 4 A B8 B 99725 (B[R B A7
TE 2 Fhn) A FFRFEE IR R R b, 7= R B A & &
Re BB TR TT R B R A PE R B R 55 W)

A, T CAR - T fil CAAR - T 20 My % £ %t
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VRS I R B TUE 0% 2 R PEREAUAE - X
FHRITRORA PR 4K CAR - Treg 40 fIGTT £ 3X
PR L VRIT IF R Z R N {8 B BT AL TE B R
WG R X B By B [A B, CAR - Treg th {7 7E Treg
(e g PRI ] S 2, Al TR YE DA K% 4 e 3R T ZH R 4
S VEDU RN R 7 i 5 [0 R T B — 2B RN 5K -

T CAR (040G 7 2 T 1l R E 75 it —
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