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Abstract

Major depressive disorder is a common mental illness, but its pathological mechanism is still unclear.
In recent years, studies have found that imbalance of neural network excitability and inhibition may
be one of the important factors leading to depression, which is mainly caused by the incoordination
between excitatory glutamatergic pyramidal neurons and inhibitory gamma-aminobutyric acid neu-
rons. Somatostatin-expressing interneurons, the main inhibitory neurons, regulate pyramidal neu-
ronal activity, participate in stress response, and have a high susceptibility to stress. In the dorsal
ventral frontal lobes (dIPFC), cingulate gyrus (ACC), hippocampus and other brain regions in pa-
tients with depression, researchers have found a decrease in SST mRNA and protein levels. This ar-
ticle will review the function of somatostatin-expressing interneuron and how its functional reduc-
tion impacts depression, including causes and performance.
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DA ML I SMEHPERATRESBEMTENEERNERZ —, ZPETEHNTESEREE
32 5T (pyramidal neuron) FIE] -2 & TR (GABA)YH R TTIMASE B SSTHAIMHZ TR X E K
Flrsoe, APREMETES, SE5MNERMN, SMEAERRERSEME, EMEESE T BN EH
(dIPFC). #1#[E (ACC). ¥ D& X & &I T SST mRNARRE FI/KFREK. A SCHLRSST F A4 5T
Ao X H I RE PR HIERERS MR R G R, BEEARRX (arfit. BRI, BHE. HXH
HEREZ I -

KA
WERAE, GABAREH HI#ZTT, SSTHIHMZIT, RIHH, HUHER
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1. 5|15

RN O 5% HIARAE(Faron-Gorecka et al., 2016), 214 20.6%f(1 A 1A HAMAIAE 1) XU
(Hasin et al., 2018). FHBAE AL H AR F+ = i 5 K 2 — (Ebmeier, Donaghey, & Steele, 2006), FIARIE AR K
SR P N 2K B o i R P RO, DAL b el JE o A ML ) R L 25 0 A O R B T

FVHISSE 95 BEA LA 32 B B g A (Hirschfeld, 2000). &2 B& B it (Wang, Jing, Toledo-Salas, & Xu,
2015)\ i - FAR - B ERR(HPA) Rl T R U B D Re Sz 4 i (Keller et al., 2017; Pariante & Lightman,
2008). FHt, B BRAR U IAICRE ;= AR 1 J5 DR R P R R e i T =, L BRE . 5-HT
S, BT UL T SSRI. =IRRHUINARZGY, I8 Ik 3 0 KA S KSR T AR, Lk
FEVRIT RCRAR AN B & Z & (Marathe, D’ Almeida P, Virmani, Bathini, & Alberi, 2018) . & & BB i EC I T eigk
UL Z9) ketamine (NMDAR SZAAFEHUAN AL, ASHE 7t I ketamine 7 2 /N Py BAG Ps 44l
DRk (Zarate et al., 2012), FRUIHNHRIE AJ e 5 4 28R AL 8 A m] BB IE R BREEAH 5C(Wang et al., 2015). £
B0 ARSE & Hh I HPA BliE B B, W B oz 15 1 HPA il £ S 15t R B (Vincent et al., 2013), 1
BT TE R IIURE B2 R S RS 7T RU 43044 7E TR HPA Hlif 2l i RE 88 D HIAR1T A (Ago et al., 2008).

VEAESR, X PR £ 5 N B4 S 56 RV IIE 0 BN T A R Ao 28 e R ) e H [ o 22 76 2 TRT T R 1 2%
17 AT 8 e S BCMARYE 1 5 L% FEHL A (Thompson et al., 2015) . #1871 W0 £5% D 2 15 400 #1) 2 167 7T A6 Xof 1 248 ) %
Thie A5 BACT 5 A& 4= R 5L o A T b 22 I 266 X oy 5 1)~ 5 ] B 5 ) R 1 20 K A 0 I AE IR
40 = FEHARAE(MDD) . BUARTE KRG (BPD) £E FEE LA S KE #14 244E(SCZ)

FEAARE 5 Kk &K I GABA I [44I% (Gabbay et al., 2012), GABAa 73214 (GABAARS) />
(Klumpers et al., 2010), B&RMAREFHGAD)FK ANk (Banasr et al., 2017). BFHERZHHNE 25901597 (Shen
et al., 2010). HL/RZIEYT (Sanacora et al., 2003). £ HIEIETT (TMS) (Dubin et al., 2016) B A RIAT AITI2%:
(Sanacora et al., 2006) J5 Kfixi N GABA & &S+ m, HINARIEREEE, Ui GABA i85 ZHTHIAER + .

R 7 HIAISE, 78 AR P RS 0 I GABA HH [ # 8 TC M D BEFRAIR, 045 WU 17 BB A (Atagun
etal., 2017). K5 4>ZL5E (Lewis & Sweet, 2009)%5 .

GABA HAI# 2 T0 15 [ JE A4 T8 B B4 10%~20% (Rudy, Fishell, Lee, & Hjerling-Leffler, 2011), K%
NI A TG, UL AR TR 9. SRR, A 2R3, X1 GABA
[B) ¥ 222 7T BB 1 1 HE N 22 X 4% (Fino, Packer, & Yuste, 2013).
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MR T VS SN A G 2N AT RS . AR SRR AT 70 TR IE Y GABA
[F) b 22 TO 3% o ARYE AN [F 20 T AR 1L ek GABA IR #2259 Ty 20 NIEAY, FZH LR JLAN A : PV (/)
EEA)PEMZEIT, (HHAN 40%; SST (CEKHME) T AMLTT, &Ly 30%; B1 4! 5-HT3aR H1[A]
TG, (2N 30%, A VIP (IS M AK) H a2 6 (Rudy et al., 2011).

o, SST A fa) #4832 2 fh I ) PN Sz v B SE 4T L 1) Martinotti Z 4T AR, XS4 B AR BIE
R R AN S B AOEBIKF, AT RS 2 328 6 )2 (Gonchar & Burkhalter, 1997). #E¥# B A0HT B )=
H1, SST HiEMZ oA 3 S dI A ], A SRS T oS o, HERE KES—
A i N AP 4245 5 (Murayama et al., 2009).

R E K VARARE S5 (AP 90 GIE B AR A A 3% (SST) 5 HIVIRE 1) 1A B AE ML A DG, SST T2 /M AR AE AKX
P RGL(CNS)H, BRI 3 i AR AP 5 (Engin & Treit, 2009), 15 p-22& T FR(GABA)IL[FI A7
EFHAERN, 5T RAEBERIAT A RN (Lin & Sibille, 2013). 78X FIHRAE & 2 15 ZMU 5450 B 72
H, R SST mRNA ik T B, 1 PV mRNA ik %A 224k (Sibille, Morris, Kota, & Lewis, 2011), I4h,
EFAAG X, WD B, ARSI T SST mRNA FIAFRCA SST #4 Jo i Th RE MK
(Guilloux et al., 2012; Tripp, Kota, Lewis, & Sibille, 2011; Tripp et al., 2012), FKEH SST H A #1470 Th A P
R FEEMEEM EERN R 2 —, RUILA ORI B SST Hh 140 28 o) Th 8 B FIAT SE R 52 m

2. SST FhEJ{HLZ T

PENrPIAIRZ T, SST #HAJuh) EE DI REAE T T ML 1) v SHHIF 4. SST M Ich
AR, 2 Jm=rh 2 E Dy Martinotti 40/, 704 T 225 2 B3 6 J=(Weckbecker et al., 2003). 7E#T
JZ L1 1, SST a4 22 Tos 57 1 4 e $fE 4 w0 22 70 )5zt 3 B 2R (Gentet et al., 2012; Ma, Hu, Berrebi, Mathers,
& Agmon, 2006), XffE NHEMRMZ TORIN A A 5 BT )R BT, EFEHI AL o fE B b R
AR (Fino et al., 2013; Viollet et al., 2008). X+ GIN 7N A1 X98 /N R IAF 72 #6843 18 B T SST Hh Al #h & ot
TE R B JZ= R EIVE L, GIN ZINERUIK SST HrlAj #2270 32 220 Martinotti 41/, 755225 2/3 F1 5 JZRiA 4k
TOLEE, JFRFRIE 1Z, JuBMEEIEEE 2. 3. 5 21 SST M & G R I HEA P 2 0T RIS B0
(Xu, Jeong, Tremblay, & Rudy, 2013). X94 /N H ] GFP IA SST A [AI# £ Ju i i - ZE07 T B2 JE 5 4
2, Ak Martinotti 40, HFRERZE 4 EH PV thlal#fze oo, @) PV op )t 28 oo ik shiom HE A
270, AN it NAREAE B, JGIBOmES 4 )21 SST v [A) 4 48 Jo A 454 AR 400 i 7™ A5 26 41 /E F (Xu et
al., 2013).

MR BRI 8 2% K X SST mRNA IS 2 FEAR A BT 78 o a] DLHED AR 58 SST Hh[al#2 JuTh
Fek [ (Douillard-Guilloux, Lewis, Seney, & Sibille, 2017; Guilloux et al., 2012; Sibille et al., 2011; Tripp et al.,
2011; Tripp et al., 2012), fERS U RBNYIH 7 HH A RIFE &K B (Lin & Sibille, 2015).

Fuchs 58 AW SR HE7 SST Hf AIRRLZE TO I 5 AOAH 22 28 D 55 0] 1 X IAIE RIS e A4 1 R
FER o #id Cre-loxp H AR &M RS /N R AT SST R4 2 st HF GABA AR y2 S HEHEA, 14 ) SST
e ] 22 T FRIAN R 12 R i A DD M R SR A A I, 5 CAL XHEMR M2 o An AT Bl 26 2. 3 21
1 R Ak NG 5, E IR B AR 22 T RIS B, AEAT N BRI IIREAT Jui sl RWIFE AL
A K SST & & HMHHL T, ddIt B0 SST r 8] 25 70 21 HE A4 b 22 7 1) 4 ) P 5 by N BB A% 7= 26 U4
fEF(Fuchs et al., 2017).

T 75— BB IR I H R IAE R A A 28 AL TR S A SST e (] # 22 STl RIS sh 15 50
FRIBAT ORI, AT B T, TR SST M CiEsh IR 1 ARREAT AN G, SRIILERT A
- SST Hh [F]#h £2 TuXHAT 95 45 B RE M A B2 2% (A I (8] M 1 (Soumier & Sibille, 2014).
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SST H A& JU B AP 438 i N AE KA ZR(SST), [AIR, SST iR, &L asEh
RILMIEIK, ERE. BT R, DERFREG RS PR KB T R KERE. £K
RS 5 RO AE BT N RN, AFE] T R, e R R R RS R (Lin &
Sibille, 2013). AAZAZ H X A% 4 LB FHES B A\ 1) [ 2R B

FE N FHNARIAE F 38 Hh R AR A 2 7K1 A 1 2 tH ILAE 0T 83 i 8 (CSF) I A 78 (Molchan et all.,
1991), ZIEIRBEE SHIAHAE i1 ¥A 97 1T 23 (Post, Rubinow, Kling, Berrettini, & Gold, 1988). 4k, 7EINHS
iEE £ B RO 2 X P R 5 AR K I R SR R A 2 R (R 2R B Y N B R 2R B R IA ¥ 5535 R & (Tripp et
al., 2011; Tripp et al., 2012). AKHFFLAEFNARAE B 2 AN XK IL 7 SST & SST & FH/KFAI SST
MRNA FRIEBFK, Wi sMUar4it 52 )2 (dIPFC). BT 4071 B2 JZ (SgACC) A 4= 4% 1 (Guilloux et al., 2012;
Sibille et al., 2011; Tripp et al., 2011).

TESN IR FE R I A AKAN R 2 AR (SSTKO) /N BRI H A5 B AT 88 n . B o W7k~ i) T ar, B
13= (Cortistatin) 1 Gad67 (1) J K F 1k FEAIC . Xk = 54N SST1-5 32 A& (1) /N B B FL A 1R 2, Horosf SST2KO
147N BRTE 98 R I AL i 8 2R B AN S TR AR R AT NG N, ESROE KRS ORI, AR b
i 1 S5 8 OB FECHG T SST & B U AH %k~ (Viollet et al., 2000), [FIFESE SST2 KO /N, FEME A AT
PSRRI ORI, AR T AR SST2 KO /N, Z4F SST2 KO /N RN H B 7K1 (1) 25 (8] 2% 2] e 77 Aid
123450055 UL R B B AT 9, B 5 Al 7K - B =5 (Prevot et al., 2018), X Ui B SST2 5244 KL PR i i 2 AL £ n il
ZIN BRI () U, I 250 T R DR 32 A T 2 A S TR SR o SST2 52 474 M 28 PRI 76 K BRUFH /1N B
b LA 5 2 4 £E RE/E F (Engin & Treit, 2009; Prevot et al., 2017). HWFFIAA, BZEBVEREUE, KR
RAEFIRBEAZ (NACC)H SST2 SZARLE & s (G INTT RES2 2 2 T 2 (ke D2 SZARM AT, 3B PP 52 44
L [F 2 53 7180 R 5| EE N R S (Faron-Gorecka et al., 2018), A5 & ILAE 352 Hi Al 24 b
¥ B (Desipramine) 21 KJ5, % EfE D2 Z4AH1 SST5 Ak SF RARRITE MG I, #hiiH £ Ei% D2 Z4RF
SST5 3244 57 — B AT e =2 BTl AR H T AE /1 1 (Szafran-Pilch et al., 2017).

WFFE I SSTRAKO /INERAE R 48+ 71k B R AR BAT N N, fESRIE Ik L0 AR K BT, T
GRS SST4 SZRIEN I J-2156 J5 KL/ B FEACEREAG, BRI A AR AT Rl RT3 s
1% BMhEZ . SKE E BB IX Fos %% S 3 (Scheich et al., 2016). T iHzhPpHt 7T &I SST4
BEDRIBR I /N BRORH I 14 I 380175 AR BRI A T R RN 28 N 0 5 LA B v P 5 S (Scheich et al., 2017).

MAKANZE (SST) A SST 1-5 SZ AR FIHHE 72t FRATT AT DAHEDN 1 SST H (B4 22 Jo 4 i D R i T B XS H e
[IFEE .

3. SST HREI#& ST Ih RERE (R 7E B I X AR

TERTA K2 Z(PFCYH, X HIARAE & KM 2H 23 52 & 3L, PFC 1 GABA 4 Hililf GAD67TMRNA Fl
H 7K Pk (Karolewicz et al., 2010), 7EFIARAE 3% 1 dIPFC A1 & 1 SST mRNA ik .2 [£ K (Sibille et al.,
2011), ff 2B BAR SN RAInT SST Hh Rl #f & Juil sh 15 /N AT N iE & e 8m, imie i 4
W SST H A #1142 TR BN A RE A RN HIAT A1 4 e, IX R SST Wl & o H W E L IfER, JF
BAT SRR el [ B2 2% 22 I 24 T e (Soumier & Sibille, 2014).

AT G R VT 1 B TR T A T OGRS 4y, TEHIARRE SR A A% R R B GABA A Hi
GADB7MRNA ik M [ /KF /D, 78 24547 K% SR L B P9 A % B8 SST mRNA ik T B# (Guilloux et al.,
2012)#1 SST w1 [a] #1227 H i (199> (Douillard-Guilloux et al., 2017), LAK JLFH GABA 31k, £l
15 GABA & il . 2RI R EE L(GADL)F1 GABA 321k F A GABARAL (Guilloux et al., 2012), {H R 7E %
PERE SRR KRBT SST £ KR H /KT F#E (Guilloux et al., 2012; Sibille et al., 2009), %% MDD
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ZRE AP SSTRNA Rk L EARMN, XK Lot 5 BYEAEIAE 1 ZE 5

WD XA K R R 2k, X HPA il L i 7 e 4 i 19 k2 35 < B FH (Herman, Ostrander,
Mueller, & Figueiredo, 2005), K| 75 1% 28 1 75 H k3% B Z4E FH (McEwen, Nasca, & Gray, 2016). &5 &l
AT B8 Ui T b R BURE B OB OKSE T R, X R0 D D ReRERS, I BT Re 5 80 DA AR 2 45 (Sheline,
1996) ., 2 7 Jd it 52 e g 5 1 U AR PV A ] #4876 (Hu, Zhang, Czeh, Flugge, & Zhang, 2010)#1 SST
HE M Z 0(Czeh et al., 2015), #i5E# GABA HIAIMHE TG HMHI ThEE . ST 78I R BNV R D
TS CAL-2-3 X1 15%~25%(1) SST = [i]#1£: Jt(Czeh et al., 2015).,

47 B (ACC) fz 2 2 IE 2 AT SB[, BFE B S E B S INAMEHEE S, 1 E S5 g
S ORI, O HENF] MDD i B AR B ANG TR SO R, BUIMAR VAT W EEBEE sgACC EBh R
(Mayberg, 2002) . X HHIHISAE £ H11 [RIE TE B, $17 (8] 5 JZ A0 Y SST & &A% (Seney, Tripp, McCune,
Lewis, & Sibille, 2015; Tripp et al., 2011). #ARAE 71 (1) sgACC D fie 574 7] e & B GABA B #H £ o i )
REBRIA S 21 (Valentine & Sanacora, 2009), AW RRE IEHZIREAHLL, HERRE 5 AN 201 32 iK%
SQACC H SSTRNA /KT T B £ 30%, 15 53 1t i AR EL, Lotk 2B 5 40717 (8] SST R % 5 % (Seney et al., 2013),
2979 55 1 B 2 (W 5 (Kessler et al., 2003).

4. BH SST AMA IR R E R

APREEOR, a0 R R L AT REVERE I SST ) pi & JuEk SST I HE I 3 BUMAR (Ponomarev, Rau,
Eger, Harris, & Fanselow, 2010), —IZN¥IHF 7t K IMLEHE AR PE RO B J5 PRC X A= Kz i 35-28 &
KRB (Lietal., 2018). 814 BRI AR AL E Lo AR VR 20 M P SRR AS ML 1T 208 SST Hp e & e Thfg, 1 HL
SST w1 ] # 2 0 1 ] A 20 MRS 1R 1T Be s 1 e AT IR S M 40 (16 4% 2 A, B4 9 5t I (ER) R (Lin &
Sibille, 2013). R HHZE FRIEIAEL ) 1 FEUOH LA S A 2 40 i) R B Mg 2 72

PR X S — S TR B A AT 2R AT VB A S I IR, TS ER A B4 A I s
gl ER REREEZ, MR BEONAR, RGERATTINRIEC 5N S0
RNA P4 Jiii [ (Perk) /i 5 i EAZ AR UG K T 20 (Eif2a) IBERR (L% B R A N B S SR R W 5 r. 17
UCMS HIE 1 Tt ey Bz J5i B 1) /) BRUBEAY HhoWl 852 3 SST Hh [A)#h 22 7t 1) Eif2a {5 5 4, Tl i PERK #1i| Eif2a
WRR L P T UCMS /INRAT A2 (Lin & Sibille, 2015), F AR & A Fa A AT At 530 SST 41 ik % 7 J&
o 7= A R SEAL A T P A R (— S AL B A BE(DNOS) Rl NADPH 3% i (NADPH)) 5 AE KSR 4 3%
MR L Y 3t5 £ (Jaglin, Hjerling-Leffler, Fishell, & Batista-Brito, 2012), H.fE SST taj#h& A &
Fak, U SST r a4 22 00T BT e U M 5 S8 A BB K

Fii Y8 1 4 228 9% [R] - (BDNF) 5 1M A5 4 4% 41 o 3= F#iK (Bowley, Drevets, Ongur, & Price, 2002;
Rajkowska, Halaris, & Selemon, 2001) PA & #& 4R F s /NG = (Campbell, Marriott, Nahmias, & MacQueen,
2004), 1bAh, BDNF M H Sz A ph 478 IRl R il 52 74 2 BY(TrkB)id 55 2 i 45 565 A7 55 (Guilloux et al.,
2012; Tripp et al., 2012), Hr1 BDNF-TrkB {5 ‘5 1% F Xf 4 55 A= K 40 5% 2k P 32 14 1R ¢ 8 (Martinowich,
Schloesser, Jimenez, Weinberger, & Lu, 2011), BDNF %} SST #1470k &« HURH hn#t EE4/EH (Du et al.,
2018), W 7¢ s HAHRAE S i 5 41 21t BDNF 7K-F-[#{I%(Thompson Ray, Weickert, Wyatt, & Webster, 2011),
K ARIE N K% 5 BDNF 15 515 A FEAR R/ RHT I, RIARKIIER . AL Y F1 B0E#
/> (Guilloux et al., 2012), B4k, FENFFBIYIHTE AL SST 8l GABA & HliHE (K ik f (A A2 4E
BDNF 13 S Bk 89 R HALHI(Guilloux et al., 2012; Tripp et al., 2012), B SST HEpH ik &% 2 11 BDNF {55
HLbe S 20 (Glorioso et al., 2006), RIALES 5 A A AR E T FEd, SST i la#h & o Th e Al &) ik
A BDNF-TrkB 155 /5. BDNF-TrkB 155 A& & 5 % #iF (Goshen et al., 2008; Song & Wang, 2011)FH
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BB TR KT BRG] o BEAL, A FE SR RO | B PR W BRI 1, IX T RE T TrkB M RS S, W
ELHERE SST (Al ph 42 o, BETT S ECHL DR BhIG . ShWH 70 R ILTHIAR VA IT RE % 3G I ivi 5 BDNF
HAKTLLIE mRNA Rik, MGSXES BDNF R8s 2B (E A (Shirayama, Chen, Nakagawa,
Russell, & Duman, 2002).

IS SST RIB/KV R FEAR O, ¥ By K 22 X IE) SST #4870 X 3 2 AT~ Lt HoAth v [A] e 48 76 W1 2R B
U (French, Ma, Oh, Tseng, & Sibille, 2017; Rozycka & Liguz-Lecznar, 2017), 78K 5z 5t oA KAz
F14) 35 R 2 305 I 5 4 I 48 K 2 P AIK (Erraji-Benchekroun et al., 2005), 17 /NG 5 1 52 R 224 F1 2R BRAE 4 1T 24
A% (Glorioso, Oh, Douillard, & Sibille, 2011). ZF4E k% BDNF 757K F T % (Erickson et al., 2010).
#E (Bruunsgaard & Pedersen, 2003) M1 AL B 5477 4 N (Barja, 2002) . 75 N ZEHIAIAE &8 BF 7 Hh KBS IE
WL AFALL, A £ SgACC X A KA ZR L PR A J /D ()3 B2 SE PR (Tripp et al., 2012), #0148
P ] RE A2 S B0 W1 3 2 I & ) B2 ] (Douillard-Guilloux, Guilloux, Lewis, & Sibille, 2013).

5. IR &

FIARAE A& —Fh S A (OAEAB ,  BA v B S Jo PE FR I PR SR IILAN G B 22K A, VBT 29 1t e 32 22
BT B AR UL(Millan, 2006). EFXFHIARE 1R TT RS VF 2 24 B MR G 3 7, HAKIHY) 35% 1)
SRR TC R B K 25075 97 453 2 22/ (Rush et al., 2006).

ZIHEE SO AR KA A PUAR IO, a0 oK BRI = P iz AR KA ZR )77 (OD T8-SST) ml /b v
BAS MK ACTHVE FRRZE A2 HE FARZ 1T =i (Brown, Rivier, & Vale, 1984; Fisher & Brown, 1980),
FERFR RIS AEKAINER, WS RIE @A ik B A ek i, KB4 T PriE e AR REAT
N, PARCEAT TR R 25 ph e A= 2A R AE (Engin, Stellbrink, Treit, & Dickson, 2008). i s A VEST SST2 22
AN 7R RAE ARk B TR AR REAT Y, T AR DU b 2 A4 AL Eh R A R E R, 1S SST2
ZAREBN AN SST3 ARSI G K AL FRIEFK P IABRAT S, =4 T U AaRAE A (Engin & Treit,
2009) o TE7IN A B A A A% AR R A f B A N AE KA R -14 F1-28, IILE = 28 -2k B AR s -BRET I /)
SREEFEAT NP (Yeung, Engin, & Treit, 2011), V5T SST2 52445 #7177 PRL2903 A HEIH A= KAM K BT A rEfE
F(Yeung & Treit, 2012), SST2R H1 SST3R SZ A4 AL im 48Tk B WA R Ak M b A 2] 1 hrfi e
FIFAE A, X R WX 88 SST 2244 BB 78 iAW FH T8 ZE #E 55 (Niilsson et al., 2012).

FRSE45 25 N K (imipramine) (—Ff = FRSEGTHIAR 25 9) K BUAE 7= AR BUA AR AR FH B[R BF, - SST-14
SST-18(1-11)FK ik hin, SST1 Z{A+%Pi7 SRA880 At KM AIVEF, w14 N K 57 5 - ff) BDNF
MRNA KiA, 7ERBREH 5 RGHIEIER, XATaeR i SST BN iE &= RS 2t (Nilsson et al.,
2012)0 53— TUHIF 5T % I3 M B (desipramine)  (— R AR 24540 A0 P KR (1 MEARE ) VR IT SR, R BRI
Th CAL [X SST1 %z ik hn(Pallis et al., 2009).

FRE4E 25 VAR 22 (citalopram) (—Fiude Bl 5-F4 (0 fi FHER M FIHTHN AR 25 4) K IRAE Rt AZ 7.+
o ARBEAZFIRT AR B SST /KP4 N, ¥y CAL [X SST1. 4 ZAAFILEZEH N, MM KFRER
FRIZR) SST2 AR RH R, FRUITUBKE 278 AT R FR, B A KR R R
GuittE 4 SIFLFA KNI DhRg (Pallis et al., 2009).

POEGTHIAR 29 (i 7 RN RE VR T TS24 1T iE4e,  SUIKHER (ketamine) £l 7R B %5 s (scopolamine) il
TR AR N A SR /K T . BDINF 388 B IS R S ik A Bl AR PROs AR AR A FH o AP 90 6 IR U B 38 ikt
P T AU B S5 (mPFC) Hh 4B S A RO £, 36T 5% GABAARY2™ /NGR4T A (Ren et al., 2016),
{HR S 2 = AR S A GES EIER , fERiE A& T & L& (Machado-Vieira, Salvadore, DiazGranados, &
Zarate, 2009), HZHMELERITT. — /NSRRI, AR B iEd 755t mPFC SST Hr[al# 4 g
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