EBXBREER (EFEWR)

Vol.39 No.7 Jul. 2019
? of JOURNAL OF SHANGHAI JIAO TONG UNIVERSITY (MEDICAL SCIENCE)

| 795

A # 5 FE B E A K T GE /Y #h 22 S e HL I R JE B B A5 #h A
HYMEZ MR RRR

I, K R
bR K B B MR AR DA O A FIAOE, E 200030

[ ] AR QORI BURS #2510 se M AR e RS o 254 )™ BB A s FL 3 TR AR SN /AN R B, o H TR BB — R 25, s R 8L
A R RS P 25 AT IR R I S SO IR AR, SRR RIA NI RE T ROR B % I R W 2 G gl FEL T RE IR T B A SN gy
o ZSORRE P20 AE B NN Dy R 28 e i WL B Al Mt T HORS i 245 9%k HoS i (R 8 2k e A — 608

[ REEIA ] PURSFORLY s INIIIRE: Kidhor 20 ek

[DOI] 10.3969/j.issn.1674-8115.2019.07.019 [ E4ZEES ] R749.3 [ XEktrERL ] A

Research progress of neuroimmune mechanisms of cognitive function in schizophrenia and effect of
atypical antipsychotic drugs on it

WANG Dan-dan, ZHANG Chen
Department of Biochemistry, Shanghai Mental Health Center, Shanghai Jiao Tong University School of Medicine, Shanghai 200030, China

[Abstract] Atypical antipsychotic drugs have overcome the serious prolactin elevation and extrapyramidal symptoms of typical antipsychotic drugs, and
become the first-line treatment for psychiatry. Studies have found that atypical antipsychotic drugs can modulate the immune inflammatory state of patients
and affect their cognitive function, and there is increasing evidence suggesting that neuroimmune disorders may impair cognitive function in schizophrenia.
This article reviews the progress of neuroimmune mechanisms of cognitive function in schizophrenia and the effect of atypical antipsychotic drugs on it.
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Wikareh, P InE SCZ BEHHIAEIFERS . il AAPs
BAERWE, TSR arter, M2 EERER R
B IR, BOhIRTT SCZ y—£ 12, sk, AAPs H]
PR RAE ARG SNA RIE, AN nZhRERT &2 W . o
ASCONE G IE - FAEE, ik AAPs X ENZhRE R SEM J
HLEIEIRF IR TER A o

1 PpRF4RE. GIEEFHNMES SCZ

SCZ BAEAFAEI A UL B s N R AE B I A 88 B b 9%
RGRIIIH, TR RAE A RERE SCZ & 24 K I HL Iy
—AHEET T, PARAE R G RAE N U MR R
A DR 0F SR WY A i S R O S vy | R A N il it O
REAPERAE, FESZE5PRMERG LKA
;s 25 -F5P ISR EERE, N FRIE. H
BB e 7 U P S BR AR i, ks
A AR R DA B b /YR R i e 2 1 2 A 2Rk S
B, SR, /NIRRT, BB A R BTG
P, St et AL T, BRI, MRR
MG 504G SCZ fERI— R SIS A % ¥, SCZ
BA BN R AL 5 RIEFRE RIS I %, — g
I PRI ZE Y meta oy B 25 W, SCZ B3 b/ ik
JF AR N 2% ik R ik B B, BRI rT REAE K
Jivi P 5 2 [X 3 4 35 - fz 2 SE W] ., Purves-Tyson 4 " 1)
SR EBL, £950% [y SCZ B34 vh Ik RIEARE T, 4L
/% -1p (interleukin-1p, IL-1B). IL-6. B3R 3E A
F -o (tumor necrosis factor-o,, TNF-a), %45 HFE, 2
RANNMLPR A B ISE A S rp i X, T RES 2 22 2
A, i FEEE MRS, TN 4
FEAT SR AR P R RIE I FE A 2 AR, Hoxt
CIAS BIE A E M. ABAT AFIA G 3 e LAESEA /b
52 I AR M e A A . T R

2 SCZ iI\HIVHRERY SRR 5 TEHL Y

SCZ H i i) RAE IR R GRS ] RESS Y e 3 5 ¢
AR S NPT . B bk 2 P TERE " 2, /IR R A
N ik B BT . AR - ib R 5 SCZ B A BTN AN
Iaef k.

/NG S A I 35 1 T S 80 A R R R i R A O
LR RIBAT S, R SR IRMEEWER (kynurenic acid,
KYNA) 7KF I . KYNA & — Flvf 2800 8 H: N-
e -D- R4 %A fE ( N-methyl-D-aspartic acid, NMDA) %%
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Ak Pism ", NMDA % fk [y 8 AR RE M5 5= il % 5
SCZ A%, Rl 5 MiAH SR INFE IR A o, B T xd
NMDA = 45 5 5 S HIR2 M Ah, KYNA & m] 01 il 1 o 52
£k I % 5% & (nicotinic acetylcholine receptor, nAChR)
fe 5 %28 ", nAChR {5 5 % T %t CIAS 9 1 Ji % 91,
KYNA jof & 7 Az %t nAChR Fy 11 il w] G A2 v AlX 22 9 7O B
i B T EE B DA e s T 2 [ ) e 22 6 9% % 0 & . Elmore
2 U AR S R IR 1 -1 32 IR S AR/ RN T 40 i
THEERUA S P E5E,  FBT /N B 4R B A /N B i 4m
ML, RBU/NEATINEN S REA BRI . X TSRS £ R A
7/ INBE AR IR B A BT RE A TR YT I NP AR A — > TR
R,

W U Eh R F Y 4y TSR MRS, (R R Am M IR T
AL DL % B R 2R 2 fily w] S8 1 7 A S 52, 2 fly T 92
PERA AR AL A B A T A, Rk, d
A A S5k FnEh e, e R Al 43 i S AT 5 5
YrilGnbEng, e b, AR RUE R4 T 5k
TERIME R RGN Z A B B BAEM, 4nIL-18
155 RGN NMDA 520k 5 & W (£ VF 2 A it Fe Hhte oG g
EM.

BFEHIINFN T RE 5 1M S0 R A B DL P A %
B, Weickert 25 " % B, SCZ 3% 41 J& ifin v aT ¥75 1 40
fitd 5 Bt 4> F -1 (soluble intercellular adhesion molecule-1,
SICAM-1) 335 W . 7t & 5 sSICAM-1 & 48 I8 26 Fff 50 +
HIZLR ), RefgfE AR RIH S (A KIN) s {8
SCZ E# v, sICAM-1 5HIRFiEIAIL. TR FiEILI.
R A PR AN B 3 5 fH 5%, Dickerson %8 ™ R B SCZ
BEFIME CRMER (C reactive protein, CRP) & 5
INBERG ™ EAR A G, m SRMRER TG {5 CRP
SN Z AR ROHLH A R, wTRES Ak ph e R
GUIL N R R SR R A 6. — TR AT PERFZE ™ 76k
EEENRAPRIL, BT S RIEKCE R IEAHSE; [H
iR B TR AR Z AN (n=1 616) AHEL, AR
LR BMEMEZEN (n=1016) E B HIINGER (26%
vs 21%) s RAE 5 RIS A AR Jn B RE 1 35 (1 52 e 4 4
TR DTG (LA R 1ok F (B840 & i
RAE) MRS INEERS I A BB R, HALGE
Z N, kP, X INES R o
W,

3 AAPs iz RiEREHRI0BHLE
AAPs RS HRHIE RIGTT BB 22512 —. ¥
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FHH) AAPs W4 EECE . BUECE. FIREER . P S7 R Me 5
5 %500 TAPs #HEL, HANR B I7 8. JF A,
AAPs HAHLRVEM, GefgAmil i 5T 4 e = A 11 2 4n i
PSR 211 01 S R (S 2

1+ 2 g £ ¥ (lipopolysaccharide, LPS) &b ¥ 1y /5
BUMLIE A, ST, BLUGCTARIEE B AT i e %P5 4n
TNF-o F11IL-6 Y7 Az, FF H B B 3% indt R B 7 1IL-10 #y
FErE L gkah, RECTREMS IS LPS T S0/ KR 40 i
Efk, Wi R e, SRR AP, Jeon ZE MYtk
HPSEUGIEW], SRCTAYIX —HL R AL AT GE &l i 101 1 2
E i B M g RS LPS i S5 4% K+ -xB (nuclear factor-
kB, NF-xB) {GLSEfy, HH ARSI, SECE
58 TL-1 52 (R4 B0 7= 28 S AR S A VR F ™, RS
Al AR P A DA R TR 3R -y 6 TR R 3R 5 4 i
(6-3 TEfE ) 7= e R ARAR DR 1 ™, Bl SER e Al 441
i K R an PR S8 A g -2 (COX-2), TNF-a [f) mRNA ik 7k
5 HCATL I Ay $00 % SR 8 DR - AP-1 0 NF-xB il %, M
7 A0 1 48 2 PR T B R P R g R R T, A, IL-6 Lk
INhaE— RGN B B et/ JRAE M50 3= SRR R N
JRITHE A, Venugopal %5 ™ [TFIE R I, I iR
f) SCZ B35 P AFAE IL-6 R B 2 T WL T, dd 4
T AP W[ kS R LR TR S DA P HUR,
HorrErhesdy (Emer, FUkE. FoKmMB]) mIEes SCZ
BEINEIMER E RIETHE A X, AR (2
AAPs) m[RESAME M RIEFENCA I FRH., RS,
Pl SR P R R SR Lotk HR B, X 2R W BT ST IR R
REXT SCZ VRIS E RFEA TRERT s HRAEDIRIE R
WL Tt — B, flane & SPEHEA K, hFR
B ] 35 G AR 12 PR L 5% IRl NRF2  (nuclear factor E2-related
factor-2) HréiafLAnit E LR IE Z A bU R RS, W
BN R AR ) M2 BB R AR L, RIS RTER ™,
Zi b, AAPs BUPLRIEH AT RE & H 2 2 R VE L Z 81 55—
HPEE HPLEI, B[R AAPs FUPT RAE HVLGIAE, =
SEOMVER TN AR, BB B VR T o W 4
B+,

BRifi, Calevro % " fE K Bl % B GCT- LR I 1 21
Y IL-6 {35 i Tt M2, I H B RO EVEAn i % .
XS5 R AT RE S KM T T S R R EE A1, 5]
ALK R G s T P 3 A 5% . Zhang 25 ™ A5 H
TRMAEEE . BECFA T Fw K TR I 2R IR R A B
IL-6. TNF-a. IL-1B {JAH % mRNA ik, a0, K
IR AAPs i FH AT 5 DR A ACII AN [ 5 R anfds B3 in . e
JPE . IR S S AT INEE SCZ G B o
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FAT, Xt AAPs Xl RAERIVEHIA 2 Fo R —
Jiif, ik 2 LR T /N BB 4R K 4 AR BT R R
Py S — 5T, KIS ] AAPs 1 5 A A 4 A S
TN RAE L

4 a;llj’s HAMMBEMRIN A R b iz a1k

i AAPs of rpR S S BT P, HR AT fE
IROMAALATAE 2 TR o

Arous % "INy, AAPs {EBcE N ANZhAE T 1H WO
T TAPs; JFH., £ AAPs i, FI 55 B Hb B S0 AE f 22 A
G T A W ER, Sk b, fE SCZh, FiIE:
BT SEER T /&Y, FiEF RS, MR
L, RS 1l sh Dh ik S S R e o ™, A
7 R, BUECE 5 RS R X DS D RE A Bl 1R v
A5, JEH AR AAPs % BRI hRERM #7257
i, Lin %" RBL, (00 R KT MK-801 7 AT
PRI R TR BICICAN B I 2 2] 52451, T 2L nie b el
DA I BSCPR)T #b o i e, 7 i 2% B T BROR S B
(AR /N A7 AE Toll 52k -3 (TLR-3) AY#ih, AEiRi
TLR-3 SIEREIN RIS G (OB R & Sl S ihf%eid, 5k
ZPHAT AR EIRTTRIRAR YR O, bARIUR A
AE WS LT L5000 U5 401 105, AT 2 428 85 7 9 4 M O
Ve, AnRTATA, AAPs o WIIE H40 IL-10 7=, 1L-10
2R Mo v it JBE 2 3K L2 e UE WA mT AR 1 AR R o Y B
A B AT oh ShARERERS " SRR [poly (I:C) ]
25 2 FR R AR SO N2 U5 K 5 SCZ AR SR TR IC AL ik B
o BRI R ™, i P SR e BELUT 02 R AR IR,
poly (L:C) AbH iy /INEE AN NG 2R 4 J b7 ™, ke ik — (i
be. b, AAPs B & H 25 nT REA FI T 2k SCZ 3%
FINFNIHRE : Bl TR MR B S0P B AR T I 2 s 2 0
FAR s 28, R, e, ES IS, B4R
B LA R 5 1 s IR R 0 L 5P £ Ik 4 £
BRSO IS B 2 8, AR D, R AiE S
JAAR

AHIF T FEBA BT SARIE T S B, K P B SF #—
{RITHY SCZ g oh, PEAUHTER A IR B DA JnB A% S fn e,
Fs RPREFESFIRML A IETRER SCZ B N0
Dhig, NHEEEDFNCICEILH — " EERH, aTRENL
il B 5T P S0 P o 227 5 IR - F TNF-o0 A1 EL A
Wi, F9s b, RS GRS R & A IR Y,
BA SCZ AR LE S IER EE A4l B . RIAEFRED
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