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Sex differences in the development and function of microglia
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Abstract: Microglia are the immune cells of the nervous system and involved in the development of brain as well
as in the maintaining of brain homeostasis. There are significant gender differences in the development and function
of microglia, which may be the key medium for brain sexual differentiation. This review summarized gender
characteristics of microglia in development, immune response and nervous system diseases, thus providing

reference for the study of brain sexual differentiation as well as gender differences in nervous system diseases.
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/N TS T 4T B A2 R RX #2484 (central nervous
system, CNS) H ¥ B R4 A, 75 KA1 E fEH 355)
AR, RRRAS RGNS B 10%~15%!" . 1F
ANERH /N O AN B AT DR T O B IfL ) (yolk sac,
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FEIEAS 10y BOIRTE e 4Z, 2B Runx] 7] BE R A 2
BN R AR ECGA I E R o AR G 5 5 5
INEETRAM R B« SETEHITEIA T 1 (colony stimulating
factor 1, CSF1) &% J:5Z{k (CSFIR) &HE R4 K &
[ oes 555 . Erblich 25 7 R, CSFIR A
17N AN N AN B O A @S T Al
25 AAF /N BRI S CSFIR 0 371 J5 R B, /I B K
P/ B ST AR R B 5 L SR 550 0 N R
Y B IZ TR E Y. [ 4H A 2 -34 (interleukin-
34, IL-34) tH/2 CSFIR [WFC{R, CSF1 FlIL-34 734
TN A A X8, S — o ) XOIRE e e, JE
[R5 /N R R A0 R 7 B LB I s 0 e,
AL E KR F B (transforming growth factor-B, TGF-P)
Jo Fo3z A0 2 58 Y /N 5T 48 i E B 4E
TGF-B1 ZAAHLK T HU N R R 41 01 SRR 1.
1.3 MREEAERIFRSIBATER

N R A PRAEARAS T TR ORFEAE T . AR B R A
T, R NR R AR RIH E e S, BA
A FE T B IR o 3K P RS FH 55 133 1) 4 A2 S A 17
oK, AT IR 22 T BRI 2 A E S A R A X3 DA
SRR EAR AL T3 M /IR 20 A R W b 22
JLI TS . Kettenman 25 "V WF 70 & B, /NIRRT 4N
L IE 22 T 22 368 5T« #H28 JK DA S A 22 1 15 2R 2 A
Do PR RR 22 5 A 08 (R /N IR BT 4B A, 3 3
JELDR 7 AR TR s /0N o 4 i SRS 1) Bl A5 AR A DA
N AR R )3 5R, T AR PR 2208 T GABA e
BRAR /N R A AR S0 S 2 Mo B Ah, /DN o 400
RE % 18 It IR R G B AR AL BT, i 2 R
AR IR, VYRR S OB ™. Abellanas % 1
Xt /N R 3EAT 4= B JIE £ BE (lipopolysaccharide, LPS) 43
Zifa kM, W, FRAISCIRAR IR RSB -a
(tumor necrosis factor-a, TNFa). IL-1B 1 IL-6 & 35
Whne HUERT, N BT KIA “gk”
(1), TR “HRAPOE R B RS T &R .
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2.1 /NI RERAESZNE K B Sl 3 4L

/N BRI PR ) A A L 7 S0 5 AL 77 A ) e
BERMEIER . ETX (POA) J& K H 2 A =
PR 2 S X 3, 7E POA (AR 4 i b, i S2 R
283 5 A Ak Il A FH A AR 1 i I T i 2k i A R R
E2 (prostaglandin E2, PGE2) A= i, AT 1 K
(A & H e Lenz % U E 1 78 POA /R i
M2 75 A7 AR ) 22 I R, O A R /) B

POA B K EELARE /N e B 40 il 5 A M 1) 2 1%, T
AFEINGEER 5 fE/NRIGE =, A PR R
(/N Js2 J5 400 L 3% 20 P 0 ok 7510 ) T 0 ) el e
710 PGE2 [f3R 1A LI, 3 i 410 i) o i i v Ak
VFZAIFFEAESE T /0N 57 200 PR A K P 1 ) o 3ot e
(BRI AR 5 ] o fi 1 ) A 1) R 45 AL
R HEEGR .
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TE R0 A T I /I o 40 T S R i 2
PR g2, Schwarz 25 " B 98 R B, 7E PO KR 1H)
AN B S5 DL RIS ) CA3 X, Mk
El e 1 LA 5 22 (0 B K EEL AR /N e Joi 400 P A 5 ke A )5
/N ST AN 5 P4 B B, FETOM J2 2. ¥ T CALl
DRI A%, e R R BT K PR /NI R AN A . R
FEC I JEE (14) /I 2 7 4 R 2 6 REL K 119 /0 i 4 i S
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CAl. CA3 FIUPIR Bl AR AT A% X, e EE PR AR
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MO A5 SEMIEEK (% 1) . Hanamsagar %5 "% /) i
106 % 8 ok R (/0N e I 4 M A AT T T, R
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AR, MEMERIRRE N BRAE 4 RE R 13
EHTHEA RS, Schwarz 25 ™ 5L KB, PO~PEO
B B M 4 /N BP9 TL-10 0 IL-10ra DL J% IL-1£5 FI IL-
Irl (IR 2 T (32 1) 5 P60 Bk, MEME
/INERIE Ty Rz JF b IL-1B. IL-16. IL-1a £ Tollip %
KK 35 B 6 T R N B A S AR T
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Lrf TNF-o fi1IL-6 LLHEVER AR E £, Jf HEH
Ty CAT XM /IS BB 11 /08 Jss Jofa 4 i T M 12 1 5
Wz, FROTMENE /N BT AT A LM N R D T A
5% B FEA I . Meneses 25 1 I il BALB/c 1
CD-1 /N BRUBF 90 98 i S M7 1) 388 A% 18 =7 R0 P 3 22 5
LPS Vit 2 h J5, fEHXMPE R, CD-1 #EPE
f. TNF-a {1381k & T BALB/c HEVE/NER . 7E KN
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=1 NREREERR B R MERIE R (ARG S KB R )

KA E X35 #H FiZE TGS B G R Rk
E17 AT AN LES 51 R BT K AR /N S 4 —
(53 W Hi $)
PO B CA3. AKX MEMEZ TR MEMERIRT R ERE N AN W R B £ ITL-10,
(H2E 51 W TEMEFSZ 5 AE JE 1 /0N Jes Jo 40 B Lt IL-10ra. IL-1f5. IL-1rl
511 55 v T e
P4 T 2. 5 CAL FEPEZFMEME R OB BRI B 5 4T WP T T £ (HIL-10,
(H A5 1) CA3. H X 5 e L JEE 114 /0N 2 40 i IL-10ra, IL-1f5, IL-1rl
9 T R K 119 /0N 5 5 40 P L
511 Y55 e T MEE T
P30 Wi R WS, & MEMEZ TN EEASSERKRME R ——
(DA (SRS El gl v T
P60 W2 S & MRS TR MRS K NRRAR  MEERIEE ZMIL-10,
(%)) =% X 3k LU A5 o T I IL-10ra. IL-1f5. IL-1rl

i, R CD-1 B/ B IL-1 1Y 3234 & 3,
CD-1. BALB/c 5 Fft /)N B A A4 e 12 A i = 1) TL-6
Fik LN, {25 BLAB/c MM o i /K P8
72 h J5, TNF-a. IL-1B. IL-6 [ £ i5 ¥ N B, 1
LPS 73 45f 72 h 5, BALB/c It /)8 . F1 CD-1 /) R,
K 52 J2 A Toal BHAE D /) Fi 53 240 o 1) b =6 5 =25 3
I, 1 BALB/c MY /)N B K Rz 2 o Tbal BHA /)N
T2 J53 20 B ) b 2600 3 1 AR A axX e g LR B,
LPS 755 I FRAX # 42 2R 45 R /N 0T 41 i 30 B A gt
BT T A 12
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PREE 2 G I 1Y) R ME e A fiE R I AEAE G T
S P B, [ FAELE B L T Y,
M e % ERORE 7E 55 P rh B L, T o B AT RE A £
FENE AR KT 5 1k 2, R A 2 Jg rp B 7 11
PE 2 S L AE AN R IRIE 2, AH S AE 55 P Lok
AN [R] JORE RS FIAATT e Jo i e s () 1 [ 2 [R] £
EEREMELR P,

3.1 WELEMER
3.1.1  HHFE

E ME it 2 [ 45 (autistic disorder, ASD) /& K& 4
18 ) LE R — 4, AR A2
A, BB, FiEChbEmE Az E 2T
Ho TENGARBIFFTH &I, ASD BEAdn) T 52 55 % L2,
H ARSI EN 4 1%, feah, B
M E PR R RO AN [F R, BRI B
o ) B AN B AT Ry, T oM 2 SR AR IR
FIHIAR P, Werling 25 ™ #fF 98 K I, ASD 5k i 3

Fi /ISR ST S R TR T ol A B A A e T IR 5
P 4k, Bk ASD MG IA (41 asdMI2V,
asdM16V. asdM5G, H 7' asdM16V. asdM5G 5
N BT REAR G ) T . AR ISR
o, BN BT A R L e, PR,
3 PR PR i e S P R 26 AT e 5 2 v 4D /NI I 4 L e
ROEVER G, /NRRAMAE D Re F s & )&
Bz, I B AT RE S EUZ AW 7R I rp s 17 PO
Rk, 53 MR M HPR R 22 3R G0 N ) B 8 22 e W]
Aese — M CE ) ASD Zy MR & .
3.2 iEHEMER
3.2.1  HARE S £EREAE

HIFRAE (major depressive disorder, MDD) & —#f
LT R A S PR, MR XU R R A
BRI, M BRI . HRAE
WRIUNIGEIRTE . PG AR ER AR 5
o FEIERE XFR RSV SE, F BRI TR
FEhG. )i BERE . R AR R E AN P AR R .
MDD 1 £5 FEE (1] 55 4 o el K2 1 1.8 B
FIARRE B8 35 72 B BRI TUM 28 5 A o /KT 1
/&, A% IL-6 F1 C J2 3 5% (C-reactive protein, CRP)"",
X AT RS /0N BT A0 A 2 T RE 5 AT 9K - Seney %
X 55 P A0 L M VA A8 5 AE i R I A g AT i AT
R AT Meta 23 A, R IUAEFT 40T (Bl 28 AU
A AL AN FTA I R o I R o 2 X 4, 55 MR N R
YA SN, W1 CCL2. CCL4. CD83 &Rk,
T L 70N 5 4 R G 26 R 3 08 PR
3.2.2 K5 RUE

F5 17 Z45E (schizophrenia, SCZ) J2& —Flokg i i
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M, ERERELIN. 2 IBELRIR. BT
PR (FIER = ). THECFR. PURE = (=
BCE ) R (Bh= 377 ) ARA ks B SCz
I B B PR B R 3 51 R s AR B AR AL BT S 8 P,
P BRI T K 1 0 RE R85 () 48 346 o R AT (
LB BREE. GABA)Y DL/ NR R A Th g
Bk SR A LR AME R R B R o 2
) A R DRI AT T R I, L T80 B S5 /0N R I 2 i
ML 1, L kA Bl A O ) S R R A R
H, R gh IR, /N T A0 A e S
RIFBEAEH, TEERPLEIERKIEE LATE
o BRI Lot B AL B A, (HRTE L
fily RTPY B R WRE LA SR TT SO M AE 14
AR 2ot 5 5 AL, R0 e e
HER 4~5 45 W0 BRI, MBS E
(SR /N R AR B R & 1, A N e s R T
SHARHEERLE S, Wi REHEESERM.

3.3 HERITHERR

331 BRI

K] /R P ERIP (Alzheimer’s disease, AD) J& & 4F
PRI RRE B LT R, o — POk SR A D R
MR AT VR . AD BRI SRR — R
/INFR TS A MOt FE O AN G, SR AR A VE R B B
FEE W, AR R, AR /N 40 A
) TREM2, CR1. CLU F1 CD33 %& 4 9% T fig % [l
55 AD 4L K6 A 56 ¥, Zhang 2 MR 5T K B,
oI5 F G0N I 5T 2 i Ty i B A P e 2 AD )
FORIR . 75 AD K FEF, /N5 40 0 i
RAIATT FH, RGBS AD SER I & &
G20, DRI, /0N o 4T e A 2 5% fik ) S R 15 AT
fE& AD R EEFE K M,

AD BHEHA 70% Hht, L EHEHETT
mT R, RE AD MRAFR BIR RS2 BN K
JR 20 B G D Re s, I HLOK Sk B 3 B e
I PR JORE S AT 3 22 e, (HIXME 22 ot I o
SHBER LM AD GBI E R MAE . Kk
(PRI 90 75 2 [l 5 e B S e 3 e 1 A R B
AD ARSI i EZ A .

332 SR

PH 4 A% (Parkinson's disease, PD) /& —Ff1 5 i,
PP RGUBAT Y, HEERERHE S B2
ERZRE o 2 n ATV B R A R TR M & oo IR
ISR MR R, BRI 5 /MA ™ i & AR i
Bia N e isshiR 2. A, F kv ER

AEERG, RO A B S IhRekEg . A%
SH VR IR LA B A BY, Vegeto 2 PU R,
/IR 5T A 3 R 3 WA A A A B B AE AT S5 TR
PR RGUIE AR, 120 R T BN B o A )k
WO, S BRI - SURIE 2 % (nigral-striatal
dopamine, NSDA) RS #£E JLHE T M4 AR 11 &
T RS A7 L6 BB Ve 22 5, A A8 B i) 55 1k A
M 4= %975 A0 RS TS A 2o M A 1.5 4% B2 iR R &
T4 2 () 22 5 AT e T S5 AN M 7E NSDA R4
MBS EA XA, 52k Ee, SR NSDA
RAH B2 M2 B REREAZ AT SR 21 2 BRI
B 5acvemafm Bt J ke &
FSURAA F TNF-a, IL-1B F1 IFN-y ({3 B4,
M5 NSDA F 45 ik 52 W0 1 /) i Joid 48 it 4 = 4
EZ-E
4 RE

HAT, AT /NG T i (i Ji A sh e L&A
TR, AR B 2T AR MR R
IR E K Dhge,  JUIC R S ) ok s /N R
JoT 20 B I AN () L B3 AP ) o AR AE 2 R GiAH
KIRIRRAEREPIIER o RRRLFE 7 N5 43
Ao rb /NI B A I ) 22 S, T /DN RS 4 A B R iR
IT B R R AR 22 2 G0 RE BT T O A
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