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Research progress on the role of microglia in the pathogenesis of
neuropsychiatric systemic lupus erythematosus
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('School of Clinical Medicine ,Shanghai Medical College , Fudan University ,Shanghai 200032, China; *Department of
Radiology , *Department of Dermatology , Huashan Hospital , Fudan University , Shanghai 200040, China)

[ Abstract] Neuropsychiatric systemic lupus erythematosus (NPSLE) is a series of severe complications
of systemic lupus erythematosus (SLE). It affects the nervous system and leads to neurological and
psychiatric symptoms. At present, the pathogenesis of NPSLE is still unclear, which may be related to a
variety of immune responses.Microglia (MG ) are immune cells in the central nervous system (CNS).This
review summarized the relevant evidence of MG participation in NPSLE, and reviewed the studies on MG
involvement in the occurrence and development of NPSLE through phagocytosis and neurotoxicity. It is
expected to provide new ideas and clues for further study of the pathogenesis and the effective treatment of
NPSLE.

[Key words] neuropsychiatric systemic lupus erythematosus (NPSLE); microglia (MG); phagocytosis;

neurotoxicity

* This work was supported by the National Natural Science Foundation of China (81703112), the Young Scholars Found of Shanghai
Municipal Health Commission Foundation (20174Y0235) and “Qingfeng” Scholar Project of Undergraduate Innovation and
Entrepreneurship Program of Shanghai Medical College, Fudan University (QF2011).

% [ SR B A 54 (81703112) 5 1 i 7 T4 25 35 4E RE 27 3L 4 (20174Y0235) 5 5 H K 2% 1 BE 2 B A REAE G158 G 31 R0« i " 2% % 151 3
(QF2011)
ACorresponding author E-mail: seaseewh@163.com

I 24 1 % IFIA] 0 2021-09-07 17:19:02 I 24 15 % Ho ik - https - //kns.cnki.net/kems/detail/31.1885.R.20210907.1553.010.html



686

HHARR(ESE) 2021429 A ,48(5)

F G5 M 41 B R 9 (systemic lupus erythemato-
sus, SLE) j& —fl Al 2 K4 & 24> R G0 01918 1F 7k 18
PR 25 45 2 295, TR i oS I f 8 3 03 TP AR AE DA
P PL (anti-nuclear antibodies, ANA ) mfLFE 1 £
A B YUK o PR 2 RS B MR A (neuropsychiatric
systemic lupus erythematosus, NPSLE) & SLE 2 &
M2 RGN B & R WORE IR 19— 4™ R R
E' . NPSLE 19 & 9 % i A B8, B 5% R 1296~
95% i SLE B A AR . HATE X NPSLE
LN RN e R S LR R BE € /IR NN I 0N PSR R |
I % J5# B (blood-brain barrier, BBB) 3 fiE & 5 45 J5
AT o 3K 6 DA 2R FL AT = B NPSLE & AR B HL ] 1
AERUEHE

/N B S5 41 (microglia, MG ) J2& i X 4 282 22 45
(central nervous system, CNS) PN & 3 f1%) 6 22 40 fg
eSS FRNEMMHEEEH. CA¥xEF &
Sy R 09 /N BB AL vp e BT RO PE MG, 91
MG S T LAY 4% 22 B/ BRSS9 NPSLE £ 80,
YL MG 76 NPSLE f9 42 31 5 3 o 2 vp & 35 3 &
FAEH . B MG 78 NPSLE % % H i 11 I Xt i
— B NPSLE (¥ & HL ] 2 W Fiif 7 AH 5¢
AR H R AR SOR F 58 MG fE NPSLE
R ML A A R A B 5 1 SR R AT £

INEETRABAE MGEIE THIR)ZE, 54 EE g
2 0[] Ji 3 L 240 A A 95 1) B I A L, 7 N A
WAL Y . FERA KT MG R £
BLE W AOUE N FEAR B R W] MG DL FE 3 S
1 7 AN B ot o RS A, o JR] R ) A B AT 49
o TR R R O BN AR Ak g i A5 4
LB MG 23U AR A

MG B3 A I A T2 N — TR A 3 55 — Rk & 1
fi LA 4 MR — A s B E MG
g3 W AR R A ML A (28 TS AR AR ) A M2 A (O AR
TE AT ) P35 1Y 3 B X0 2 O 2R 1 2R TH B R A
EY Y HE . M1 AZ B 1 & -y (interferon v, IFN-
v) . TLRs(Toll-like receptors, TLRs) % # 1 , 2 Ifi
PUIFEALHE CD80. CD32 il CD86 45 , 43 W fi2 4 A -+
[ 40 IL-6., i 988 3K BE ] - « (tumor necrosis factor,
TNF-o) ] b K7 [ a0 5 4% 40 M 1k & 3 -1
(monocyte chemoattractant protein, MCP-1) 1+ #Jt
# 15 5 & A -10 (interferon-inducible protein-10, IP-
10) 1, A AE SO T bR A W, {5 2 RE A T Y

o B R HOKS 7 AR A R AR . M2 A2 TL-3  1L-4
SO, 36 BT R AL 45 Chisl3 ., Arg-1 Fil CD206 %5,
Sy PR LA IL-10, B BREAE K E T
(insulin-like growth factors-1, IGF-1) | fil %% b A4 K
T -B(transforming growth factor-8, TGF-R) , #lI
o U e T RK S E N, IR RSy R B SR T, &
BREM G TR ENT . BT UESE NPSLE [ #
g W b IL-6 . TNF-o K P 1 F™ $ /8 £ NPSLE
T MG P00 A MR 3 (R A5 R R MG
ALt Z R g SRR, B —E AT M1
M2 B! MG Z [8] 7] DL kA7 A0 B 5% 4k

25 LTI O 9 MG R 40 R R R o
FIH 3 A5k 26 4y m] DL o 55 40 0y R T A R
JI2 5 440 R 2 e, b RT3 g O AR B R A ER
DL 3005 X% 0 MG B 5. WF50IESE, MG 193G
65— F 5 CNS G M VRS 1Y & A= K e G,
W2 & M RE A RE BT 7R 2% 06 BRAE S5, B MG
AL RES 5 4% 25 CNS R I K i e .

HEZIBHIEIRE

NPSLE #) %, %% % % B NPSLE A9 % 5% ML il 4
h 2%, B A A WA XE DL R — AL A R L
e R R EEAEM, BT 4% 2 i pL 2
HAE P F . BBB DI RE A AT [ B P S R A
YEH . A WF5E 2R, SLE B & k4 % b 1L-6 . TNF-
a7K -5 NPSLE & 24156, B &5 £ Fh 5 0E 7
AE15 T B N o8 R AT MG TR L B BB g SR E
o AN MGAER CNS I S dn i, H [/ &
AL MBI Z R RAEN T2 5 LR . 1
IEH O BBB ] LA IE 40 A58 5E A BT E A
0 5 5T 5 | R R A 5 1R UG, T 1 BBB T BE 2k I W g
FERIEN TR AT A SLERE TR
i BBB 3 g i) i B W b5 2 ) S100B 7K F 5K # 0
FR 2 0 3K 45 S 0 AH OC M TIE 52 SLE 198 e R 5
BBB Ui fE AL A X . BBB YIRS 2 H & ik
SN < W A B N < s S W R = I N
GNP/ G i< AR B W IR IS = I N
A5 R 2 ST ROE B e e A O R A IR AR
SR 40 M PN A 1 7% A2 TEN-ao TFN-o 7] 7 12 5 S0pl
Z e, A S MG & W 2 o0 8057 A R A Y
12 R 40 B DX Fn R AL DR 7 A vl e g BT R
NPSLE k4", ik A Bk 24 Him e biik
(anti-phospholipid antibodies, APL) , ANA | 4 #ff &
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Jt bt BB R L B N Bt & (anti-endothelial
antibodies, AECA) "%,

NPSLE #9 i 28 2 &% % NPSLE (3% 89 s gl 21
S48 M kS | [H e NPSLE B2 i & 250 48 kS
PR H 5 SLE B 16 s AN R 2D, 78 SLE %95 i
1E 9 NPSLE SE ARATS R AF 70 - A e it Jig o Horb i
I #5145 J& NPSLE (i £ ZA SR Bl 4k 72, K £
BORAE S5 2Z M. FERLIERE B NPSLE 2% i 41 21
FOR A R A AE BN K B I 5 R4S RE S AL,
25 0 IV B 5% 5 R L THORE BB RO 18 v e o AR
MG 38 A= F N P BT A0 4 22 260 N I AE B A5
Bz BN R AN M A i R A A TR DA RN
1 J b P R T P K A IR S A A TR 18 M
B 405, 4 7N o i B IR A A AR

Ercan %57 % H 5 1% 2%+ F BEA I NPSLE 8 &
I P V8 A 1 A0 2K B Ry S B A el A, 25 R R
Pt 25 T /il 2 AR 15 7 4 R AN AR 7 A e
i, 5 2 0K i RS RE A S B MG ORI T Jise 5T 4
MBS AR A K IR CNSZ BEAMG S5,
David 25Xt NPSLE £ 1 /N i) (MRL-Ipr) B9 5 53
MG IF KB/ BRI I R g K. HAR N Ab
5 EAESE, SLE B8 i i o LS B MG &4
F i CD86 L1 A 2 40 M P 7 7= Ak 38 Jn 45 7%
b, B SLE & I35 7l % 5 MG 1% 4L . 454
NPSLE [ 35 19 I 20 812 52 AR 2% BUR #E W MG 16 Ak
s NPSLE i #H A A L iy ok 2 2 — , Wl BB 7E
NPSLE %4 % J bl St /E T . #4002 CNS
T ) S5 K R ) e AT, B 28 0T B 5 ik 4 R R
28 RGP B LR, P AS E B % NPSLE (19 b 45 |
K pHE R 5 28 il & R B UM OG . RS R, 40
MG 1% A6 AT LA 2 NPSLE 5 /) B 28 fih 2 26 A
1R F A AR $E R 7E NPSLE Hh MG 7] 6 3 i
MR f 28 o6 FLSE il ) 45 KGR 3) R TS5 B0 1
K

MG 7£ NPSLE 1 ) 1£ B

MG 89 B AE R B0 5 1 MG 1) 5 35 R AE 2
—JEH AT GEBREE T o KM IEE Y & B i R
FIHE 3 CNS $5 '™, MG £ 28 il R s 26 7T 1) 45 05
T B P 82 R AEAE ] . NPSLE H % Fil3h 4 4 7 v
¥y S BAT A A 28 J0 R 5 fish 14 Bl O AR LS el
2 5 NPSLE B9 #f Z00K5 pOiE R % P14 3¢ o Allison
VR T BT R Z AR BUIRIR YT S64lgi/NEL, K

AL /N B MG B0 58 il 5 % RAT Sy 3% 70 002 i
A e B MG A 58 il 1) 7 R 7 SLE (47 by el 48
RN, B T BT RAEH RS —Er T
RO .

MG 1) WA FH 2 2 i 5 8 7 e 4 A R4
5. Matus % BF 58 £ B, PUAZ B (A PLIRBE S
ik 5 R 2R o0 3 AR B R BT R A5 A T
M oe I T R L T R o0 A0 i 3 T Ak 1Y
W 15 Bt 22 % 2 (phosphatidylserine , PS) 42 1] # MG
WU I h A o B Y e i i 2 — Y. PS T i
FLIRER R AKHEF 85 MG RHMWE A HOL
AL 9 MG B4 I E M R A T R
P 1 MLG X i 68 50 R 2 il 1) 7 s 5 1 B B AR 1 7
Ao G MAMAIRAR S 5 @R N N MG 4R 9 2 fil
& B, FMATR 138 i bR T2 A 28 T ) R 38 24 1 2 fih 14
2,05 MG B EIRIE BR . A IR 83 1Y A 583
52,78 NPSLE #h 4MA C1q Aric 52 045 19 #h 2200, 78
MG X 5 il ) v W 3o B2 vh R AR CEEE RS . F T
BT ZAEMGHERS B P AR YER, #
NPSLE H (MM 3 45 149 25 6L A A B o0k 19 47 78 7T fig
A e P R R TR R kAR R g MG X
8 fih B 7 W RN B o 20U AR A AT AR RE B P
BB, B7E NPSLE H MG 3% 1k 51 J& B 4 0
fiE i 3h MG /& b o B2, 5 808 28 00 A% il /Y
FR,

MG 84y 2 & BT HA TS, MG
PO 5 3 23 BE TR i A 5t 20 R 5 0 Ak R 5
AT . MG BB 90 A it 3 2 A 1 M EUR
TR AT, T LS R xR o
A TREMEAE R . MG TR 10 R 0 20 M R 4 4 TL-
6. TNF-«. IL-1 5%, & L K 7 £ 247 MCP-1 fil 1P-
10, A58 2 W, NPSLE &£ I8 i b bk 4n g
A A B K OF B B T Y BRI T
WO E T IL-6 255 B 4N TE 1k A2 7 2% 40 i
43 Wb Fo 58 BR AR 100 40 R L 3 R A F TH17 41 i
R & N R R 1 R R P A a2 S L]
PERAE JFZ S E W B SPiRm 4. 54,
F S BT AR  7™ AE A 1 TRV R 4 i A A 28 e BE —
A5y W IL-6" B OB R 2R . TNF-a 7 NPSLE
B AN E R AR AE T HAE CNS ' TNF-« |
T SR Ca il il F P iE S g T T,
TN BAGTEER  Ah, TNF-o 38 B8 8 15 5 5
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A E T B BBB 45, Al 1l 3K v i Bogk B A R
iE 20 B A, IR CNS A e i . o9 — A4~
A0 R T T, B R T RO R R A
Ji A 2 TR IR A, 38 AT DL i NF-kB 18 B gk — 4
Wik MG, MG 7= 45 0 2 142 R i i 727, 25
b S A MG 3 W 9 AR BR T BB B8 S B CNS
18 P R AE 8 5 MG #0E o RS e T
ARG A BPURA O, B B BUR S MR 4
HBRT R AR T A R B AR R S
Y, iF S &It A TL-2, 5 & AT BT MG 4y W
MCP-1 FITP-10 %", MCP-1 £ % 5 T 400 1k 1Y
CCR2 Z K5 S pESS A, i IP-10 2% 5 CXCR3 3%
ek 4, H Bk 5y 776 NPSLE & i £ A H A
BB R, MCP-1 Fl TP-10 32 %5 38 5o 1 5| 8
A A T 40 LS 30 Thi 40 5 (% 5207 K 300 384 T 41
it ) o MK ST B 7E NPSLE 9 % 9 v R FEAE T o

¥ A% B v fm #e % % 42 NPSLE F 45 2 69 5 T %9
YR FENPSLE i, TLRs S H R i 38 3% 0 3006 78
F B PR R OE 7 5 800 MG Tk A B S
. B A SLE & & P K 85 HE g 7% RNA (long
noncoding RNA, IncRNA) NEAT1 3 & 3 i,
IncRNA NEAT1 & —A> H 848 A S P4 N A
] TLR FC A7 5 04 5700 0 24 3 D 005 I 1 Sk R
35 7 2 5 SLE %% i MAPK i i . it 4h,
WA ZFh IncRNA 76 NPSLE (2 #% 1 22 S 551,
#2758 IncRNA 78 NPSLE % %% #L il o A 3 22 4E H .
CCAAT/¥4 5 ¥ %45 & & 11 (CCAAT/enhancer
binding proteins 8, C/EBPR) 7 TLR {5 7 if i v &
KHER AR, B EIE ] NF-kB 59 A20 25 4 40 il
FCABINT) 5 A /bR 7 B C/EBPR R i ¥, Jf H
BRI FERE IR 28 C/EBPR B R ik 5 &
A K. SLE B3 Bl g4 i R 48 C/EBPR ik
L™, KW C/EBPR 2 5 SLE 1 42 4iE L M i 2 o
= i & F % & A B1 (high-mobility group box 1,
HMGB1) J&—f N AEA E A, B TLR #0619 5
A% L 240 LR R, P SR A R O 4 RS T
B G 8 I AR AE )Y . #E NPSLE 1t HMGB1
FEE T 5 NMDAR FiAMA Clq B E & . i &
MG X # 28 TC 4 58 0 A7 W AR F L OF 7] LL3E i TLR4
HE— 25 B MG, B A C R A0 R R A
NPSLE #1485 43 - HIL i 14 F 5% 35 22 [l 28 40 & 1 5
% 40 M J T I AT 4 MG 9 45 22 43 F ML 8 75 22

— P E,

#iE 2 ATk, MG 7 NPSLE & % 1 (1978 H
R 2% — 5 T S 56 28 o0 S filh 1 A W T &
AR D — e R M A TEEIER . B Em &
SR ¥ A BE G € MG 2 5 NPSLE Ay HAKHL &I, (5 AT
DL 2 1Y J& NPSLE (9 & 4 5 MG 35006 % DA 56 o
H AT A7 ¢ SLE & 9k th B2 BV 40 it 3R 48 4 2 47 F
VBT BIF 5% 32 2 42 vp 7E A1 A I B A% 40 L, 4 I I
XF MG H# 7 43 F LR B IR ARz 8858, LA
W F AR NPSLE S i .
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