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AR IR A )2 Y PSD S A h S
AN B ZE AL, SE 2% A v i (0 BREAZ AR, 3 A
TR FET RS LR, F ik, PSD Ay FH
B SR YT IR A T R R R O AR Rk i 2
(AN PR OGTE , 177 48] BH PSD (A HIL i 2F— 25 4R B B AT 3%
AT T B A I R SR T A H s

1 PSDHYIFE R IZHT

F B4 PSD iI2 0T, = Ki2 Wi R4 (ICD-10
DSM-5 F1 CCMD-3) ¥ T & J@ HLiE . DSM-54§ H
Ry A AR AR B I B AR AT o e R 2 2
o T N SR FRE AR 2712 W R AR VA B 3R AH 25 &
AW

Wi Py T R e A2 AR A 7 4 7 B
OBLIP P S RES Y SR S S RIS
(American Heart Association, AHA ) F1 3¢ [& 25 o 13
2> (American Stroke Association, ASA) & & R HY
R Ryl BIR9T 5 IRZOCH) 52016 AHA/ASA
SN2 P A IR YT 45 H ) 4 - PSD 23X A v R
A B RRESL P A ST 20, PRI BT A A e SE AR D E
S HEA T A AR B A 1) 0 A FIIEA , 25 BB AR e S AT e
ik, DU A TR 25 W6 7 U A R 5-
¥ {0 iz - 45 A 1 77 (selective serotonin reuptake
inhibitors, SSRIs) . 2016 45, H fill & K 26 o [ 4%
(Canadian Stroke Network , CSN) 5 /Z O IES %<
2 4> 2 (Heart and Stroke Foundation of Canada,

10.16780/j.cnki.sjssgncj.2018.11.006

HSFC) % A i) &2 R AR v B8 7 s A 52 B W)
& AT A P SELE RN B RV PSD i KU A
B, T AR T B F 7 i 2, #5 FAA AR AR e HL
AR A E 5 i £ B A2 ) 1% #E 7 T SSRIs 25 WIRYT o
1 T PSD W] ke A= fE A5 vh M 3 R 5 5 0 1 A i —
ASBr B, I H T PSD 1A Y i A B 8] 5 74 G
W, BRI PSD f 7 2 10 75 2 HR f B9 221 i
17

H HIf77E PSD R 5 A2 Wi I g Btk , ™ 5
WA R I R A A7 B . 2016 4FJIK AHA
B ASA JEJR & A i I PSD (3R B, 4 TRt
PSD [ AT 27 i B AR B Ay 4 T 9
45 Hirpdg 1 FH CES-D \HDRS . PHQ-9 #¥-43%) F
PN PSD HAT = W AU . [RIRT, 2016 4R 3R [E 48
(P E A R 2 R R A T AT IABIE PR 52 B 1Y
W L R IR SCEE 2 T PSD 2 WibRiE & E
JF R, LA 3R 1 PSD AR I R KA T R AL
PSD B H AT R A -

2 PSDHIEfwHNH
2.1 ALCHPEE

i 7 v B AR R 23 1 — R A ), e
95 BRI (FRBE AR N A TR KO TR AL
Z R INHITRE T B AL B A i Mg e 4 4
FEF X L6 K FE A2 1 i PSD Y P2 AR O EE . Shi
ZEO0) Meta 43 M1 B 7w , A0 R PP R 2 i
T T <708 GEEHE ZE BRI S B R
45 5 PSD MG, Mazure 37 & B, IAR Y™ &
TR B AR 0 TR D B IR, T e MR A 5 22 3]
TS R o AAURPER], ASFE R AR, BUA
AL 5, W23 i PSD R R E F . TR IR
LR AR R ELERER A E R AR
AERHEAG (AR R PSD I R R Tk
EBE, X RR IR N AR B e T7 shRe ) Lk
WK IR i ey T4 B T 3 28 40



MG SR E R - 20184F 11 H - 45134 - 45 1111

HORM T2 AR IS LI . SR, 25
NIV 2 HE PR Kat 2 SRR B S N/ PSD 19 2%
™, B PSD MITRYTT AL TE ZEAHR (254, Je B 1 5
BIRIT GO A SRR SRR R R i E A 2
Z MR, 2 b A EBAREE G LA, BT IR
W il B2 ¥ e 56 2, A AT AR ] [ AH OC PSD S 0 B
R ERANER A S L WG KA

22 KRS AR

TR 3 AL Z A VERF 9T K I— 8 5 PSD A1 & (1) 3£ R SNP {37
LA, AR FAH SEFE R 1Y SNP A3 5 2848 [L 4l TNF-a-850T
A RN TL-1B-5 11T 455 35 X Al 6 43038 ek et 1 R 0
HF G 2 MK, 25 PSD &£, [FR] Kim 5
W 9% & 3 IL-4+33C/C Fk R B ] 8 5 & & 1Y PSD AH 3¢ , 1fif
IL-10-1082A/A NI W] §E5 T A5 (1) PSD AH .

ZWM R ERS- RO RERE T X
(5-hydroxytryptamine
region, S-HTTLPR) Fl 5- % (0 e/ i AL R P 7 7 2 Wl A R K
% IX (STin2VATR ) £ 751 15 PSD 1 i 15 XU i 3540 5601 1
1 S-HTTLPR (1 s 50 35 P2 55 PSD A 9 XURRS: , T 1 45437 35
U BLAT R

7351, BDNF #H G HE R 22 4514 K2 BDNF 1 =1 F A IR
5 PSD #H M, B 57 22 W] BDNF 1Y Val66met F£ [H £ 251 5 PSD
AR, I H met 5540 3k 8L B 5 PSD 9 &5 KUK 2 1E AH G
IEA, VB R BDNF 5[5 (9 FH G AZ %, 1o S MR P 22 /& B (Trk B ) 2
151778929-T Fl rs1187323-C th1.5 PSD Ay AU & IEAR S,

WA WF 9% % B 28 15 £ 1 E (apolipoprotein E, ApoE ) & [A]
15429358 ZA LS5 PSD W & 2L K i, L5 R 3HH PSD iy X
165 15429358-C 454y 2 R I H 2 1EAH
23 F P RAFIE

SR, £ SR A B3Rl S8 PSD, A< 2570 5 PSD
HIAH S22 S M T b — 2B B9 . (R H AT C eSS AR rh ™ SR R
PSD M 2 fe o Bl R, I H A R i i, & 2E PSD 14 XU
s

KTk 5 PSD IIFSE , G+ il K 138 J2& PSD BRI A%
HALR I FR , KMk 2 5152 T 5 A SR T R v |
AR PN 2 Z 5255, PSD 1 K99 1 8 55 4 v 28 5 (5 AH I 1)
55 285 U85 A BEASLIR A7 TR 2 I 4% 1 RO R OG0T B 1975
A 2y e A A M Rt st #E HH PSD AUME S, IR IAH PSD Y &
AT RE 5 2 AR kLB A O, 40 80 4R 4, Robinson
SR OHAEAR A A D50 A 00 B T 1 S et e A v
SR TCI S & A PSD AT 3R A S ™ Fi Pt J3E 0 28 28 R Ao A
HAbALE A B o {H MacHale 252 AYHIF 5T HIA5 H AR 192518
BRI PSD 5 A7 ) A e BROU IR A D BR AT Ao kLA e . AR
2O W], PITRZE 2253 BT 0 45 S AR B, PSD 52 o (g A4S
PEIFICIA 5B . I, Wei 252938 i 25 RE 43 M7 & B A v Stk
W1 (<3 H )PSD I A A= 5 2200 ik 21 3R w735 (095 kA 2, i g
Al 2] (1~6 H ) %Az PSD 547 A2 2R A k- A7 76 1

transporter  gene-linked  polymorphic

559

OCHE . — TG T PSD AR L IR ORI 9T A I, 22 B BR A Y
PSD /8 3 HAT A L X B2 e I, i A 2 BR A (1) PSD
SR HURL AR A X Y0 FlaRE G N, WA WTIERE  Brat K
J&i (prefrontal cortex, PFC) #¥{=#% (Amygdala, Amyg) . F&Jii F1iE
5 (hippocampus , HP)7E PSD (1% & g HL Hhte 8 B4R IR ditl
AL UL, 7R g k5 PSD Y 5 & 32 B 2 BOBESE  H— B
PIRAREA B G —E51E
24 AV N5 AL

ST AR A5 A LR H FT )z AT i s — S A
2388 SR, PSD AR — R RR IR BY A AR i, L AF A 22 b
ZIBTZE L. M I ER L AT e B A ek B A AR
P DXl (o A A R B R IR T IXAR ) 5- R A K
(5-hydroxytryptamine, 5-HT) . 25 1 ' I it & (norepinephrine,
NE) \DA & Hsi /b A 56, ] e J2 i 46 s R bl 28326 I
17 IR - T

B T 2L S-HT NE AT DA LUAb, 3T 4Rk A KA oE 45
T R P B BEIR 5 PSD By & AR A 5%, Hodp SR A fie %
PR F £ ZAT IL-1B . IL-6 .\ TNF-o. IFN-y 45, 1fif = 240 5 4
IL-4 IL-10 55 . 42 58 X~ 7] i ol b 9 gl Wik Jie 2., 3 00 4 i
(indoleamine 2,3-dioxygenase, IDO) £ fith 3 [A] 1) 15 (iR A 1Y
Fek ] LI € 200 1] R PRI A8 I, AT/ 5-HT #9510
G it S N T B R 0 i~ S R R g N T B N
R B SRR TR SR, Bz SRR AR 2 R e HA B A AR
L3RS AR AL MIE TR T m A O, B A3
YIS AW, JERE SN A RS R T AR TEARSG, JF 52 S
15 BB DI RE MR AL AL B2 ORH DG . Tl PR AT ST W, e 7K~
) TNF-0.5 TL- 1B AT g 7EZe ih 22 5 PSD W &A=, OF AT 1E
AR T PR 50 i KB TL-6 FIL-18 545 rh 2 Jl A % 1
AF S I AARIE R N7 AR SEO, T LA, SRAE IR 1T R iE i A,
A B A ST AR B AR T B B R) $E 2 5 PSD WY R AR S kR
J'& . VERASH RIS P 3 22—, I3 e KT Y 0 C RO 2R
[ (hypersensitive C-reactive protein, Hs-CRP ) il [fi] 1 2}~ bt 42 2
(homocysteine, HCY ) 1] B8 5 A< 1 1 47 )5 & 4 PSD 9 KU A7
K

A TR 5 IABTE 25 1 OC R 2 I AR R IR I R A
MEITTHHAE SMAERF A, HhEEmmad KR T
o2 ik VR P A 22 8 7 I T (brain derived neurotrophic factor,
BDNF)., BDNF J& AN 5t i 2 1 25 R R 7, A K
M RGN IR, o BRI BT % i de i o ITARSRIIBESY
4503 W], BDNF 17K F-FEAR T BE 5 PSD & DA G, HATE
A SE IR S E 2 0 ) 2R SR B S AR IR Y A 2%
PIRROG, MHCAAR 250 nT S Nt Sk 8o A2, Horh—J56
T GE/IN ST A AN 1 1 B AN P2X 4 Z AR (2 5
R RAEANE TG AL, JFTEIK S 1911755 BDNF R0 19 5l 4 5
B A SR, 5B AR BN BRAH LY, P2X4 2 AR /1N BRAE A 18 AR
8N , 1 SR s D RERPRAZ B S i b, EL s 05 ) St g S5
FETHARAN A OCHY PSD 2 B, IX L[] #4275 BDNF 55 PSD # U



560 Neural Injury And Functional Reconstruction, November 2018, Vol.13, No.11
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