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Research progress on the mechanisms of central nervous system

inflammation in depression
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Abstract: Depression is a debilitating, commonly occurring and life-threatening psychiatric disorder, with a
worldwide prevalence of approximately 17%. In recent years, more and more studies have found that
depression is related to inflammation in central nervous system, involving inflammatory cells such as
microglia and astrocyte, as well as inflammatory mediators such as Toll-like receptors (TLRs) and Nod-like
receptor proteins (NLRPs). This review aims to summarize the role of the neuroinflammation in the
development and progression of depression. That will be vital for the identification of new drug targets and
preventative strategies.
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1 FiREE K ERIELE

HRORX R 28 98T S FR KA 28 2R G0 25 AR 8 A
i DRL - R0 e 4 A8 B DR B ORI O R, AT
AL JE NS, LT e BT BN ER
PG DL, /& 2 PP 2 1 o 240 J R 71 JE) 4 92 48
FLEME B 4E B o AN R 2R B 1) 4 250 Ji Joid 20 i AE %
JiE AN [FIRY B EAR T U, EAH 2

PR i 4 B A2 HH X 242 & i (central nervous
system, CNS)F & EHFE . M) Mg,
EMEMAEIT. REMMEMEER, LRZmN
CNSHIZEHFITNRE . #2840 f L AL G ) T
JR2 TR A B S /0 R It 200 i AR 2 5 e I 48 i LA B i K
IR R 22 70 J J5 7 DR - 2 2 I 24 L (O R 2 R e Joa il
PRI HE) 2 R [ 28 20 ) o 45 fie o 4 i AE CNS
RIEASFR R TRE, /) 1 50 40 A0 A2 T8 1 Joid 48 i
A 38 Tk 3 A 22 P 4 R DT - 0 48 SRE A J5T K 1 1 PR A
MR RAE . L] K Toll#F 52 fA4(Toll-like
receptor 4, TLR4)FINODFEEZ 14 43(Nod-like
receptor protein 3, NLRP3)%. ‘&A1l g T i
T 5 0 B 04 28 g R DR AR AR A, ] o
RAEH T AR, s IIRE. XX
RVEM A SRE N A I E R AHEAEA, SRR
I3 T AR RE o

ZE BRI, FHRRHE SO & — MR R
AR, FECNSH 2 i 28 i ot 4 i A0 5 2% 1) 2 E A
FRAGSLFERME R, Ht, e AR
P22 IR 50 200 A 28 48 R B A D DL ACEATD
WA BAE B AR R OCHE B, IR XS AR 4 90
FHICH , QA ARRE S5 B 1) 0 2R 2= R Il R B35 76 2
NHE K.

2 RA XA SER

CNSH R Z 40 n /D B i . 2 10 o 4
Ja MAEITTEEHPONNS S T PR RE R
B, I S HIHE S M R R Gk B U O
2.1 N R R S 4B AE

/NS AR A T 93 A AE CNS FR) 3 B A 4
Mo WEFURBL, /NS RIS AL A R B R A
JEL R R JRE A SR FRDRE TR, 326 17 51 X e 2
REe — RO, ANRAIA FIARAS, BT R

AAEES . EEIRET, MM EELT
BCR B E EORES s B2 B0 . S 55 R
Je s /N5 A B S B AR D BT oK EEIR FR O
A, BUSSK/DNE BB A FRAER, JE il
R AR T MA L TEPERSEA T TR
N TR S A3 ML AT PR AR AR 2 o A
M 1Y /)N Ji58 J5T 248 368 ok 4 3 i 983 A BE R 1 a(tumor
necrosis factor a, TNFa). AN &
(interluekin, IL)FMIFHEERySFIERAMMPE 1, (it
TR AR 22 SORE OV s IR PR TIOE B AL A
R A R/ TR BB B B A B R
MM, AR A BIM2 2R /N B2 J5 48 i mT 73 s K B e A A K
BlF-B IL-10LA S AE gttt & i 5 5 F A
P22 78 77 R - i 8 A A DR AR Jo 4 9 A
ZE IR 1A, AT A 5 I BT ) 5 E SN
TR,

Steiner® ! AILiu%7E AW e b R B, 0
ARE F A% 995 N P07 0] AT A A AR
ARNR A, HX S E AL Y 28 1% A 5T K R
E I, RN ARE B R A AE SR AR
. YRR, WARISMATEIT A S
/NI o 4 B TR DDA O . 4 TS Ik R
Boa, KEAMEIL 7 Mateir oy, HHES4
PRI T KB N R R At b
W IR, 18R NS WG A 2R Eh ) H BT R
TN S /NR BT RS %, Er]Re 5 3L
Mg, EAAMTgeSa M s iR, K
SUIAEE ) e 2 J Jo 40 i 57 410 1) 790 0K U 28 3R i b T
CNSHRAL M LY /N 12 J57 240 e 5 2 1 38 1™ %4k
PIM2 /N BT A s, 3k — 2 3 B0 R 40 i A
TUNIL-1BRIE Wk, DA AL 2 48 g Il 5~ 4nIL-10
BB, AT T AR 2 RO e B I e
BT/NRMIAREAT A" ERI AR, MR
J5E 40 U A T R AR R SR T A A
(1% B B2 A
2.2 BRI SHERE

BTV I 5 4 B & CNS Hh 40 & e 22 1) 48 TS I
MR, AN, TR 0T 4 XS 28 0 S 1Y
ARGV R4 B E T (B R R,
TR TR 0T 24 L e 8 S8 R I TR /0 T J5 4 B B0 I
[ RIEAS S, FFHG R/ 55T 40 o W = B
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AL B IR AN Gy NATRIAA2 R . ALY
R 5 240 T E 9 A /0 T 5T 4 2 £
P75 s, R BGRIMEFIEER; AR
SR R 240 M A s I S5 DR S R s, B A
M EFRE TR, gt A Ry E
Whrtiwos, AR R AN R it — b o fe ik
RERAAE, Ja & e KA 7, (et A
29I A T AR A Th B . A2 TR
2 J5 4 30 W] A 3o 73 b ek 22 R IR T (e A A
KA - B A ) S A ] A R 22 ROE, et A2 T A
WL T RERE AR, R SR AN E R TR it
b, AEAUITES B S AR-1HRIBECR , I B e
R TR R A N FICa* /K1, X ik & T /sl
Rk, G0 T R R E Y, SECE 2 W
A1 SE R 2 NP, AT 3 — 2 g e A e
2 SIERPRE,

I PR TR W, E B ISRE £8P 2T M
IO L O R L, R R, TR AR SR Y
DX 38 2 A R AE AT ]S A AN AR AR S 1 4
N VIR GG 224, i 22 Bl RE s 2/ SRR
TESREAT O, T A AT R R A1 o) 2 T M5 4
WoiEJa L PRS2/ RIS REAT A B
— MG ZEEOIE AN ] i R /N R P ORI L IE
SELAY R PR 2R I 1o (i 2t 22 R o 4 P A e o R
F-xB(nuclear transcription factor-xB, NF-kB)A%
EAINLRP2 RAEMA KT, A2 T o 20 2
B, NS S5MAEN K ERE. LRI R
W, I o A P A A 3 R A 2 SORE R 11
AR Y LA
2.3 TS IERAE

MR AR a T AR, B
AL A 3 TR AL . AR T T R AR, DL
B AP 28 T0 R A B B DUA R 22 T n] i h 4 2
AR T TR, RO R YR R 4 e
AR oy WA 2 AR TR T IO R AR, 0 1) 24
J BR 7 AT LS w2 R A i e e AR S L T
AE. AWK, Mg nal A ge s & sy
BRI T HHRE AT AR, T XX S B P AT
PUIARIATT J5 AT MR AR i i A

SR AEMERERE 2. BOETd
s, FSEON T EN-EAR-E B, 5-5%
% (5-hydroxytryptamine, 5-HT)Z 4t 1A H L
BEfS, 1 — 2 ol E AN M R T AR 2 IR T R K
R AU, TR 1 AR ph 48 RE 1) R AR T
AEARFEAT . ShpsEinas R, AR AL 3)
Witg B 2 TR AR g/ . R D . 4%
g, HL A G0 R N Rk 22 R fk K H K R 1)
LGB, AR FH BT 24 6 A i3 S 4 0 9 fik
TR, JFRH LA EE T2 46, AT ek 2 40T AT
AEYL BeAh, ik BE XA 2 SORE SN AR £ i R
fiukt 25 5 PR BRI RN S5 M O ROR 3 BOM 48 R
SERNITIRE B, X AT RE R AR R A AL 2
—. DL EZRIER, MAEngthgekEeg S i
PRSI Xl 5 AR A AR B VIAH R o

3 RENRNFHPEREEMIEPRIX R
3.1 TLR4S5HERE

TLRs)& TR R 2 A Kk, RIS —
EHREN L. EFERETEWAMR. #HEH
0NN R o A B SN [ s R -8
t, TLRAETLRsF P EEKI A, BRI
495 #0 2% 7 T4 L (damage-associated molecular
pattern, DAMP)—— 3G AR g 8 B FI =l B 2
REE, LR R AR A OG5> B (pathogen-
associated molecular pattern, PAMP)——{$E/§%
BEFIG A AR AR 755, v BUENF-«B.
22 R 5 A B H B (mitogen-activited protein
kinase, MAPK)Z# (5 5 18 P (e JE 2 28 41 i b5+ Fhiéa
AT AR, BT R BURE .

TLR4) 23 A THRRM A RS . BRI )
W R, HAX TLR4IE % 1 0S5 H0ARIE %5 V1A
Ko PandeyZHRAUR I, FIARLE H A B E A
TLRAMIHE A i M mRNARIEHE N . st 5tk
L, B2 MR Y /N BRI S P TLR4 8L /K-
W E BT, HAKF ST AR IEAHG, i3
— SRR, BUAR 245 P PG VT AN AT b 1
FENPINACFEAT J, AT fE TLRA 1 iy 2 i 1
DA, QiuEERE TR, B K I AT L
T8 3 g/ TLRAZE 3K I 4 R I 15 53 6 1) 3
W, RN RIVERREAT A . Bais P ik
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B, AT 254 v 25 ) 55 P8 I 40 /1 TLR4/NF-xBid
PRGOS R CGE W D 2 RN A, R &
I BRI PRI 5 T AR REAT . FHUEAT L, TLR4
SRS S IE B S AR B DA Ok
3.2 NLRP3 5 5BIiE

TR, NLRPsZ R, JUH ZNLRP3#AE /)
55 HAR 17 2 18] 1 0% 2 52 BBk B 2 1 D0 .
NLRP3 & JiE /MA & FINLRP3 . 433k 8 A A1 Bt R
A Wi-1Hi 44 (pro-caspase- A 1. X—ZEKEH
B EWRIE G % T 15 Hpro-caspase- 1 7548 il A v P
Hlcaspase-1, HETMIAEHEIL-1BFITL-18 M) i #4A1 5
W, SRR, 20144 LRI IR, 1B
N7 55 55 TR 2R A % 3005 10 Y NILRP3 48 JE /M I 77 2E
RRE RN, X AT AR 2 5] AR AT N B S B AL
file HHIE, NLRP3MC AW T AR #2450
IS AL F1) 3 4

AT, NLRP3 & JE /MR S HIIL-1p%}
fEHEZ: 202 e R NS E T, AR,
i EKCEIIL- 1B B A Meas 5, T804 R fil
SERIRIThRE S Y, S IHRRE I & AR DA O
BRI, NLRP3JAE /MA@ T b ifg & 2H 21
HIL-1BMA R, S5 T8 MRS BUGIARFEAT
N 45 TNLRP3 5E /AN ) 7 an Br oK 25 bk, )
A DL Rk R ARRE IR D B B AR
B, A8tk AN AT T L RN 35| A I NLRP3 %
SE/MARIOE , TL-1BFIIL-187K- P34 I, #E i S5
T/NRIVERREAT A, 3K 3 A R S e 1 8 /N A
HIHIFIVX-76535 51, gh Ak, NLRP3 45 /MK
WO L T I8 IS MAPK 545 5 38 i PR 452 28 4H P R 7
A i, 33 T 5 M R A 22 5 RE RAAR BEAT R
DL EgERIRIR, NLRP3 4 E /IMA J H R {5 5l
PEAE X PR 9 R 5 HIAICRE R HE T AR
3.3 P, X, 5HIEBIE

P, X, 52 1 J& T ATPIE I AR I £ BH & 11
MZR, S5 IEEI R EAET . Bk 58
AN N A S 2 P A RE . fECNSH, P X%
1% R IK T /N TR AN B AR T I R ), 7 o
Zou i bR REY,

P, X, S PR AT 2 Fhig 15 2 5 AE I K 4
R BRI, P,Xo 52 A T A /)N it it 441
WA IR IL- 1 B55 SR R 7 S BUMARFEAT 9, 1T

18 P, X S AR S U AT DAL - 1 BRI, AT
WA EEAT A Goloncsers&E Y I 5T ik 42
AN, Py XS AR LR R 22 G 1) S-HT R 80k 1 5%
WHIARREAT . BEAh, PX A2 AR AL Al 3 # 4 oT
XA R I P AR, A A SR AE O Sk 7] B o o
B, BT R T I e 2 SR IR T IRk
WA LA FEPRMERARE, i
FEAFIERRE™ . FUL AT L, P, X, R E S R 46 i K]
FUIIL-1B LA K S-HT 2 238 KT, 2 5 oA ol
S8 PORE SN, HET T BN AR I % -

4 PIRMERES IREIAIERRITHIX R

AT, R bR SR 259 K 8on] 438
LR JUZE: G #EES-HTAHNZ: 1 B IR 2R F G
fil] #ll(selective serotonin and norepinephrine reuptake
inhibitors, SNRIs). &+ 5-HT 5Bl 75
(selective serotonin reuptake inhibitors, SSRIs). —
PR Z(tricyclic antidepressants, TCAs)Fl .
Jiz B AL B 47057 75 (monoamine  oxidase inhibitors,
MAOIs) %5, XL 45 (1 HLAMAR 2536 97 ML 5
M A 22 JE [A] A AE — 38 IR &R .

SNRIsZE RIPTHIAR 24 STHLE 3 BE % 52 0 Fh A fif
2 RNE SN, X 7 F A AR 5N ) = AL ) 2
—. ZhangZ: YRR R, SCRESE AT R IE AT
1) /I8 12 Joia 208 e R B T T o 40 L PR U, DR A
PR JRE S L, TR 45 B A AR ST 2. — A
N, VHBKE 2S5 SSRIsFEGUANAL 2 3 24E H T°5-HT
S AR SR AN S-HT B B 0, T 38 m 5% fk )
B sS-HTH & &, $&&S-HTH e, (AHRE A
KIN, SSRIsEAH G i 1 AEH, FHidad iy
G Th RESR O AT E J 2 IR 481 thah, K
WA RN 2RI R BT ARAY), AR
FpemasfE ™. BRI, TRy LS
/N TR AN, X 23 00 U S A R A
H gl R ANACAEAT A AN EN GRG0 SORE I =
TR LA A0 6] /0 152 J5i3 200 6 PR ity 3 T 4700 k) ) e Jog 24
JE A T R 4 9RE AR YR VE R AT, T gk
BRREAT AR RIBE RS s 12 M R ) nT i i
S PR Rh 22 SORE HE T S BUMASFEAT KA 3
ENCIINTE G S e O LN N LE IS 19 S s LT
D, A oA 22 58 A2 B AT IR PRAR 22 LA AR 2
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