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H OE KW AER—MHEATFTHERFOETRMEMNR, LRE G RHA, L% CREELBEHERL
B0 @) R RRAE A, B ILEI B, % T Parvalbumin FA 164 o 18] 70 22 LS 8 AR PVHA$ 22 70 ) 5k Fa fE 4570 5 B 5% 7%
FEAUH] P oG4 B R BTEAMT, 1A T AR S 09 K IE . PVHAY R UL KI5 R P & —FF P ik 2% b 6 37 4]
MBI, 25T RBTHEMGRAT, X&5/A7H TG ERFdELAEF, MEHFTSFET, PVHAYE T F
FHEEEFADYAR P WL RIS, HFLIE NMDA Z4REFs. gamma K55 Fo 8L B G 2 5 46 £ B2,
EgR HabaZE; F RAYZ T, NMDA %48, B %

2SS B84S
1 mIE
K fl o3 SURE & —Fh B MO, ZAEFH AR
WA AR, SRt S b KBRSk 97 Bl BE
TIRYPIR 22—, [a) I 22 2% RS B v S 3¢
e W — 7, I R R IR 57, W SUBAE
R I IR AT S A5 22 THD 4 B B L BORS BT 2l
AP, A AE LA A O PR/ 0K L
SEBAMEREAR, DA KA S (0 HEAT 1R PR B IR B L T
BT AR DB B AR
I HRS P2 280 77 A O RO EAS 20 BT, B
S T I e PR FH 25 28 55 A% R S B R PR RN
MR BUE R AR, BRI A AR UL, A
1. ZUNERGIIRETTHE R Ui(Davis & Kahn, 1991;
Howes & Kapur, 2009) . y-2{ %5 T 2 (GABA) & St fikt
B4 S5 % Aoy /A ) AT R 3 (Lewis, Hashimoto,
& Volk, 2005) ., NMDA (N-methyl-D- aspartic acid)
ZARERBE R (Jentsch & Roth, 1999; Tsai & Coyle,
2002)P4 Ko S-F2E(5-HT) 32 PR 5 IR 65555 (Breier,
1995; Abi-Dargham, Laruelle, Aghajanian, Charney,
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& Krystal, 1997), Hrr, Z D EGE T2 L
L Ve 52 AR 470 25 245 W 00 M A 2 BLRE TR 97 A 80 WL
MR, JFRAR TR SIS Y SR, R
TR 3 BLE A S IR e 25 ML A AR R L BB
filh, R AR IR R E Uk R G G
i DX RN SZ AR B A8, B0 2 U R e A B nl e O
AR5 AN 1153 SLAE AR AR R A (Gothelf et al., 2000).
UTAESR, AR 3 SL0E BIF 58 AU 1) ) — B
—— K GABA Z e i b B 15328 5 L 1 45k 1y
R BT R . Ho, GABA RBIY/NE B FH B
(parvalbumin positive, PV-+)[ 1 [EIFF L TCAER 1
FEHWE FHTT 4% 5% 513 (Cohen, Tsien, Goff, & Halassa,
2015), PVt 28 0 g —Fifr PR 50 FL Fr =) 358 e ]
2570, FLRE NS IE 1 25 Fh GO B R B Ak 28 ) 2 T
[Fi) DX 3 11 A ot 28 0 B At v ) 4ok 22 TT AT IR 4
(Hu, Gan, & Jonas, 2014; Tremblay, Lee, & Rudy,
2016), BAHIEIERY, PVHHIZ TS5 T 28l nl 48
4 (Caillard et al,. 2000; Donato, Rompani, & Caroni,
2013), FFTEMN R H OUHTEIE & ) R 5 & 4%
T HEELAE H(Fagiolini et al., 2004; Katagiri, Fagiolini,
& Hensch, 2007; Kuhlman et al., 2013; He et al.,
2014; Gu et al., 2016). FTWIVFZ TR, PV+HH
L LIRS 43 40 H 4508 T B A {4 (Cohen et al.,
2015; Steullet et al., 2017), ASCLER T HE PV+#
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LRG3 SR ARSI, LIRS T i
PRI ) AL FEAIL A T JR it — 22 i T P I

2 PV+HHZTHINE

7 LA B0 A 1 AR T e T S 3 i o
ZM g, HEZERPMER MR R4
DA PRI 42 wh Bl 1 4 A R e I #T 4 JT (Glutamate
principal neurons) A MK TIEER v-E LT MR
fEHP [ £ JC(GABAergic interneurons). AN 4>
fii, B4R GABA BEHPHIBf 2 TN i pf 22 T M 1Y
10%~20% (Freund & Buzséki, 1996; Aika, Ren, Kosaka
& Kosaka, 1994; Halasy & Somogyi, 1993), {HHH
THZHAWIERS 54 M6e, KR
WG E MERES h R A T A EEE .
AN, GABA e A1 £ o0 A9 D fig 57 it 2 3K
& Mg AR B BORS P S B Y T 25U (Marin,
2012).

90 EARLIR, RS m = IR — Ak
FE B H )R 250 DR H Y /N AR B PR R A
1 [A] #1 22 TG (the fast-spiking parvalbumin-positive
interneuron), /NE RN HA IR SF 451 192 1%
HHBEBEN—0, 2—F/NrTa—kh 9~
11 kDa) )55 & 746 & 5 11 (Calcium binding protein,
CaBP). PV i [i]#i1 4 5T vl R 4R B 2553 S 2 IE
B, JF 5 500 5 e A AR 28 0 1 A o LI 8 fil
Horb g i UL 1) 2 R 0 B (Basket cell) 1T AT 4k 40
Jfi(Chandelier cell), T 245 PV Al 4250 B i
(9 90%, = B4R 3 f 1A 22 0 1) K DT S R
58 Ja 3 U0 A 28 50 1 il 5% R B A T B
i, MT PV TRl S BT A 1] A4 20 L 25 4
S HER G0 A 22 T i AR B ORI R SR
B R SCEEIR A, PRIIE PV 2 o X 4k iR 22t
RET AR BT L 057 LA KSR R 57 2 TR0 A0 Bl A A 2
EEMAEEN.

— Bk, PV PRI Z 0 2 GABA g
M. Celio #1 Heizmann (1981)i i S0 5 3 AR
GAD (—7F GABA fE# £ IT S IEbRiC ¥ Fl PV,
UESE PV FHPER 22007041 Fl GABA REFHZEILHY)
SAARERN M, FERKLES, JLPRA
() PV Z0HR e GABA B, [HE, 70-80%M
GABA BEMIZIL A PV, 1EIE Y CAL X, 11%
IR 2202 GABA RERY, 1M 28 GABA REFHZTT
i 24%4E PV+ 4 JC(Bezaire & Soltesz, 2013), #&

ARG MOk 2 IR R W], A=A PV
PR 2 STEAAAAAE, T HAERZ RGE i T
HEME, G, RIEA IR Rk
PV (XA VS P 20T S 5O < S -k i
SN Y S EER 28 S0 T &Y (Shang et al, 2015),

20 AFEHT, X R B2 T BT AN A
Mo 20 5, Za TERAE P2 aiicst .
Jeit A . B R T R AR SRR I A, AT
XJ PV )R TC AR AR S L A LA o i) 4
S EE L, ENIANSE T I MRS e,
50 a0 iy 5% 410 7 0 S2 45 B0 ) (Buzsaki & Eidelberg,
1981; Miles,1990; Pouille & Scanziani, 2001, 2004),
o, gamma 2% I )74 (Bartos, Vida & Jonas,
2007; Cardin et al, 2009; Sohal, Zhang, Yizhar, &
Deisseroth, 2009; Stark et al, 2013); 55 T & 2«
IR EZY T - S (R VR N = e 373 LS (L)
SAVE B (He et al., 2014) Lk BB 2 A3 25
JA71 (Hu et al., 2014)5855 . AP, PVl TC UL 7E
22 5 v 93 T oA 0 (B AN . PTIE
FEAH AR BLAE), TR I A0 SR AR 22 10 PR iR 995 114 A% ok 119
BRI ITAE T 1]

3 PV+HIEIHE T SHEM O RIE

31 E@MoREHEXE PV+HREHETTEL
R Bl L I 0 35 R B2 i A (Lewis et
al., 2005) Fll ¥ & (Zhang & Reynolds, 2002) [
GABA RGMMAE . BARERIEA GAD67 #ikFl
PVl 2 T8 /> (Todtenkopf & Benes, 1998;
Hashimoto et al., 2003), 41, 7EXE M / Z40E B
M RREE, R T ILASIE X PV & Tk £
e D, 45 P TA7 I (medial prefrontal cortex,
mPFC). FJili . PR FZJZ (entorhinal cortex)FliE &
A ¥ (Beasley & Reynolds, 1997; Bitanihirwe, Lim,
Kelley, Kaneko, & Woo, 2009; Pantazopoulos, Woo,
Lim, Lange, & Berretta, 2007; Zhang & Reynolds,
2002), Horb DUiE B A9 AR G A GE £ 0 W UL, Zhang
1 Reynolds (2002)Ft 2 70K 43 B0 B 5 ¥ T Y
AW XEREIT PV ] #4850 % B B BRI,
AR X B 55 —Ff GABA BERY TR A # 20T
Calretinin+ff 2870 1 % B A AZ 52 . 4Rk, 1R
2 UEHE HORE ¥ T 5 7 R RS A 43 BL0E A9 14 HH X
ARG A DX, A i DX 7 Ak T R R I
S AR B IR U - IZIE TN, 1 S HTE GABA
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%26 &

RE B M 2 oC(EE S PVHHZI0) B T g 26 JH
RIS 1 X 2 Ml DX A R, A A
BT, DN SO 317K - 57 5 19 3 (Behrens
& Sejnowski, 2009; Lodge, Behrens, & Grace, 2009;
Grace, 2012), 0, X555 85 0 D BETE U548
7~ T HOE T Y B TS (Malaspina et al., 1999;
Medoff, Holcomb, Lahti & Tamminga, 2001; Heckers,
2004; Schobel et al., 2009; Kraguljac, White, Reid
& Lahti, 2013),

PV 7RG 1 23 2T 1 3 P A58 R v s 73 5
TENIE. BN, 7EREHH > BLE R MAM fERI T, 78
BERUMAZEES 15 RN VRSP 22 85 31 TPk S AL 1
% F B (methylazoxymethanol, MAM)i% & T-1¢
PR RERER, KB MAM V323 3 BU4E
Jo (R FARRE O S A Y PVA+ 2 TR S P b 2 2k
(Lodge et al., 2009). BtAb, 745 df 7 2L 0E 19
polyribocytidilic (polyIC)R A (4 742 17 K22 iR,
FESS polyIC)rh, Wil # T mPFC 1 vHPC [ PV+
PR TTID 1 G LA S22 3l B85 e Y32 Bl
(Meyer, Nyfteler, Yee, Knuesel & Feldon, 2008),

BN, ALHEAE B I3 BLRETE N O VF 2206 BB
AL BEE 50 I #H 22 K& A (neurogenesis), H1 T
il PP 28058 BT GABA TE M 28 % A 2B Be X &
HEEBENEM, 4 PVHIZITfE N GABA
AE 5] 44 22 70 B B B AR AT AT RE 2 5 B R B b
P2 R S i I DR o A SRR 78 ¥ B 4 14 IR
[ 45K 40 it T )2 (subgranular zone,SGZ)f{) PV+##
ZEILRERS TR R M T 4 N . BRI &
B M fil#% 4 (Ge et al., 2006; Song et al., 2013),
Song 4F A (2013)F HDLigt A& AR K B PV+IiZE T
iR HU T A0 A Y R A A R SR B R A
FH o BBk, PV TTIE RESZ MR HT A i 28 T A1,
Wang % (2014) EHLER PV BHE dr Il 20T 1 38
FYEERTAREE H (amyloid precursor protein, APP)AJ
DASE R 5 fih 5 FEl GABA 198 ik, i ol /it 5
SR ] X8 A SR 2 L (DG Cs) Y 71

K, PV+HIfZIT I RE T RE R 4 5 15 C &
) v 28 2R G0 10 2 Ay /A0 T 1A 1 2 R R R 22
A IE F HEAT, DR AL AR 4 BRETE N
P AR 2248 PG 45 35 1) AT TBIF 98 36 42 (Kobayashi &
Buckmaster, 2003; Gogolla et al., 2009; Burguicre,
Monteiro, Feng & Graybiel, 2013; Steullet et al.,
2017)0 I 30K oK #3245 Y PV 20 5778

RN, GBS AT G R R L ) = e B
FAENMDA ZRELRE . gamma 3575 FIE LD,
25 28 PV 2 TR RS P 43 240 T I AE -
32 RHOZEMN gamma iR ES PV+HEZ T

ERBE

Gamma I 5l B 5 DL TR #3240 19 40 DG B
s, R HEEIERERIZ — TEXR IR
REHRF TSP, Gamma I 5% 9 BA R IE R
BEIZFEE, EIEIERAL(Haig et al., 2000; Kwon
et al., 1999)FI3 il (Demiralp et al., 2006; Flynn et
al., 2008; Barr et al., 2010), IS AFEBAY gamma
I8 /b (Spencer et al., 2003; Spencer, Niznikiewicz,
Shenton, & McCarley, 2008; Uhlhaas et al., 2006)%
S, ZIER| FAROF AR S ARG, X R
Z PR AT BE A iR T A AU 55 7 5 9 AN [R) T
Y (Hunt, Kopell, Traub, & Whittington, 2017), [F]
FERY, KR53 2400 5 IR IR AU R I gamma P
BB, LD Neuregulin, erbB4 Fll calcineurin 452k
F 9 A8 LR 5 /N BRUORS J0 AR AT M B TR, A BE T
gamma % Y3 fill(Del Pino et al., 2013; Fisahn,
Neddens, Yan, & Buonanno, 2008; Suh, Foster,
Davoudi, Wilson, & Tonegawa, 2013),

H1 T Gamma 24 1Y 7= A5 20T E Rl
JC 7 A 5% 0 Db TR) % B0 1 (Gonzalez-Burgos &
Lewis, 2008), Hi#i 7327 ILIK) GABA i 224% 1%
B R B B A A R BB gamma W A AE AL
(Lewis, Curley, Glausier, & Volk, 2012); %£F PV+
20, gamma 37 P LAY G4 R Z (Bartos et al,
2007; Cardin et al, 2009; Stark et al, 2013), H ¥ J&
TE G 43 2L0E v 58 fili A% 336 ) 58 52 B Jme ™ 7 (O
SR Ze A2 h A I ) 22 GAD67 mRNA % £)HY
GABA AE " [a] #1247 . %Y (Hashimoto et al., 2003),
PR ZHTERG o BURE AR TE R IR R, JF
B 7 AA OGS I UEHE 1Y SCRE——1E RS f 3 RLE Y B
Pwrsih, 2 RS S] PV RKIAF gamma i 1)
[F] 2 9 /b (Cunningham et al., 2006; Lodge et al,
2009; Steullet et al., 2010), P i K & A BF7E & A
S, KA ZURE TR LI PV 202 I s ek
RS T PITAFUES B A IEH 1 gamma
RS BEAY f#B¥ (Lewis et al., 2012; Volk, Gonzalez-
Burgos, & Lewis, 2016; Uhlhaas & Singer, 2010),
2403, Kim, Ahrlund-Richter, Wang, Deisseroth £l
Carlén(2016)#8 75 T NN FT 40 M1 PV+Bl 28 5047
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T gamma R4 E LT HEENCEREE,
T BB A 45 A A 20 BLRE T Y ) Z RO A b T
2 AFAE A T T BB i N TE S BAL R o (B R
HJ&, HISCHRE] PVHI T AT AR 4510 43 R A Fb
W, FAFFE NN Z PV 40 Ay 50K 40 i,
AN 2 F7 DR 200 e P 5 sl 0 2 M F5 79 728 b 2 350
TR Y gamma B A ZEFLRBAAHUS (Lewis
et al., 2012; Gonzalez-Burgos & Lewis, 2012), {H
H1 T I TG R TE 20 )2 T XX PR PV TT
SEASHEAT A R, DRI I A B IESE -

3.3 BN NMDA ZIFRES PV+#Z

TUERPE

NMDA 52 A {5 B B 15 S A 1 43 SLAE ) 25
B2 —, F Luby 55 A(1959)% ¥l NMDA % {4+
i3 PCP (phencycline) "] ATEIE# A& L5 k2%
LURE B 73 SOAE R I AT N R AR R, I R UEAEAS # 73
FUFE T — B A2 R, EMZE, W14 PCP #
WA Z NMDA ZZES54TR (#n APV, CPP,
MK-801 I Ketamine)Fiti 2594 & BLREAS 5 | &K 1143
SUREFESEAR, TE4 T TS 4 2LE A 5T 1 sh )
&L (Javitt & Zukin, 1991; Krystal et al., 1994;
Olney & Farber, 1995),

REZUEHEFR Y NMDA Z{k5 PVHifigtz
A VIR . NMDA Z A % BLAE %+ i
kL R 5T GAD67 Fl PV AU (Kinney et
al.,, 2006; Romon & Adell, 2011; Abekawa, Ito,
Nakagawa, & Koyama, 2007), 501 PV+#Z o i)
il 4 2€ fah f% 1% (Zhang, Behrens, & Lisman, 2008), if
u] AR i B 4 (Albéri, Lintas, Kretz, Schwaller,
& Villa, 2013)5 % fil A] ¥4 #%: (Caillard et al., 2000),
UEAh, AHUEHE R W] NMDA 2 NR2A WIHAE
PV-+Hft 28 50 Hh ] B £y i o A 0, g B AR )

B mRNA I E R [RIZEAI40 i - NR2A/NR2B B H R,

KIL PV 20 NR2A/NR2B ) mRNA FEik&
Z IR 2 IO A, 2P M L R4
8T NR2A TfiASJ2 NR2B BBt R5 05000 T
PV Bk (Kinney et al., 2006).

2 PSSR P43 0T T AR E Y PVHIRZE T
B, FRBFFERE 25 NMDA 243235 a] fE & 5 5%
FEWATZLRE T PV 2 TE 45 A6 R D) RE 57 8 110 S A
HZ , A)iE UL, PVHIPZE 02 BTEAE 4 2468
Al g NMDA 32 R ) 58 28 I8 19 90340 . NMDA
ZRIIREA & T8 PV IO T XE LI AT,

T PV AT EEENIMHRIEM LT, HAE R
P2 GIOER B b A L B R 2 B R S R HE IR R 22T
B 2 Ay PR 3, A A 8 2 AR, AT
ORG24 ax AW A0 S A, E T 5 | R A P
(Cohen et al., 2015; Lisman et al.,2008), 3% E W
RS R A F L Sh W) A 5E, Bl Belforte 55 A
(2010) R 3, 7EfFR NMDA Z/&i%E & 1 GAD67
PV FRIXTIEBRIET, ZhHid 3 80 ks o> 24
SERERYAT N . TAE PV 250 H 4 5 1k M it
NR1 5L 5EH (75 NMDA Z A JCH:AE PV+i2:
JCHERIR), 23 ORI S W) I G i
(Carlen et al., 2012; Korotkova, Fuchs, Ponomarenko,
von Engelhardt, & Monyer, 2010; Billingslea et al.,
2014; Gonzalez-Burgos & Lewis, 2012), IAFIIHE
Z i (Carlen et al., 2012; Korotkova et al., 2010),
#1232 [ 5% (Saunders et al., 2013; Billingslea et al.,
20 14) 5505 1 43 40 TR LSRR I

S IGFRE, Kb 43240 f Gamma I ) 55
[EJBEACUE T Ll HE . /i SCHR R, PV L0 S
5 Gamma ¥ AT BS54 (Sohal et al., 2009;
Bartos et al., 2007; Cardin et al, 2009; Stark et al,
2013), 1 gamma U 5 5 SR 18 43 ZLE 195 DL
Z%7(Bartos et al., 2007; Klausberger & Somogyi,
2008; Cardin et al., 2009; Lodge et al., 2009), TEI
Fah b, —SeRRIE R R 24 BB T el 5 5N B
1 EOR R PV I0 1) NMDR 524K, 1)
T T Gamma I (Lisman et al., 2008; Gonzalez-
Burgos & Lewis, 2012; Korotkova et al., 2010;
Carlen et al., 2012; Kocsis, 2012), IEB] T PV+#
Z0H ) NMDR Z AR 7E gamma I (19 T% 1
E ) AR, HIhRE AL T RS Mo 2L
gamma I 55 VR TERBRIR R 2 — . (HASEEW
&, BRI AR T REAFTE L T W B iR ek
HEIMAE A G WMER NMDA 2k sh# &
I, MIABERIAEE FIWS M ER NMDA 21k 1) 3
¥ I (Belforte et al., 2010); X PiH NMDA Z AR
N Z 5 PR FR R B B M 28R, T B PV+
P2 e BRI RE Y A& B U A8 7T 2D i (Cohen
et al., 2015),
34 BMORESUNH EIAS PV+HRE TS

FALN ¥ (oxidative stress), $8 1 E AETE S
HRET, EALMPLEALE K, S3OGS=M
B H X p 2 SRR I R E AR, B S M aR
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%26 &

JEOCIR B o RS P 23 RLAE v, i A S8 AL 1
/AR IEHLBE A0 ZE AL E 2 RIEW], IR 2K
AR Y ) 33 (Do, Cabungeal, Frank, Steullet, &
Cuenod, 2009; Flatow, Buckley, & Miller, 2013;
Yao & Keshavan, 2011; Steullet et al., 2017), i,
A H (Kim et al., 2016)) FH # ik 2 4% it 3%
(Phosphorus magnetic resonance spectroscopy, P-MRS)
HE1F NAD+/NADH RR, &R AE N IEW]
TORE R O> BUAE PR EHLRE 2R I o R BT S AL BIL
A 1% 2K 8 A2 45 I P9 4 B H IR (glutathione, GSH)
F /> (Do et al,2009), T GSH & EZ M N TR
PO A A A AR S5 SR 1R 55, A U B
23 5 30/ BUE AT 25 () CA3 R IR 181 ) PV A+ 28
JLEEPEPEHLIR D, FEEREE By ARG D,
I5 1A G 1R P AR 47 4 4 AR (Steullet et al.,
2010),

K153 280 Th ) PV 2 O 0 R B 1Y) 4
PR 2 R 2R R, VR 2K 40 G I R4
AU PR 2R /RS N IR RE A% T BT AL R B, B
FALRI(Do et al., 2009)F1#1£: 48 4iF (Brenhouse &

Andersen, 2011; Garate et al., 2013; Kaur, Rathnasamy,

& Ling., 2013), Jf Hu /D Rr#int i 5 PV 3R
i5(Dell'Anna, Geloso, Magarelli & Molinari, 1996;
Harte, Powell, Swerdlow, Geyer, & Reynolds, 2007;
Meyer et al, 2008; Brenhouse & Andersen, 2011;
Komitova et al., 2013), BAR il A58 H- A [ A
THZEIM R CR, HFFE LRV, AN
BUZ B PV TG Y E B R A

B, TEREIUT L, SRR A AE PV
2T B BB 2 Bi(Steullet et al., 2010); K,
TEZ FPRG 1 23 R S I B RL P RIE S 1, P4k
N APIX PV Z ST ] T 2~ V5
(Cabungcal, Steullet, Kraftsik, Cuenod & Do, 2013;
Behrens et al., 2007; Schiavone et al., 2009; Cabungcal
et al.,, 2014; Jiang, Rompala, Zhang, Cowell, &
Nakazawa, 2013). K T i — 20 Bk S AL N 055 &
F) PV 28 TC IR 2 73 2 A B8 1) 5 M
HFE, HIF Steullet % AN (2017)EZ£ 5 9 Fiokd pf
53 ZARE R R Bl ) (AR AT 43 Sy B R ABE D | b
R 2 PR RN PR AL ) Y i 0 Ml (ACC)Hh A
PEFLYL T PV PNN (140 JE ™, Perineuronal
nets)Fl 8-oxo-dG (R ALN I IFRICH)), G5 L,
R T PR S ) B R B DL E = MRiC i

AEAT B, FEHARRI S, PV+PRZTT Bk 2098
Pl BE A A TR A B A S A N, &3 b, FRATTAT LA
thZEIe, o B R NS R PV Z Tk
B TERS Bl 0 BLAE h o2 — R 4, BT RERZ X
PRI R Z2 80 5 I 2R (BLAR 25 ) | PR35 | DR 452
AT RRE R DB Z 7

SR, BIARESIE S H T 5 — A EHE R
L g B A A N O AT R A PV
2800, A AD T2 7 K pi 3 BL0E Hha]
Tk PNN 1Y 5 B AT T 2
%8 % (Steullet et al., 2017; Mauney et al., 2013;
Pantazopoulos, Woo, Lim, Lange, & Berretta, 2010),
PNN J&—FEA 4 s S PR B S 56T (extracellular
matrix)Z5 18, B EEQELE PVHIIZ T AR
JIT Uit #2598 (Rossier et al., 2015) .4 G B PNN
IR PV TTAN 32 A N 15 1Y) B 254
(Cabungcal et al., 2013), [ LK #4320 TP i
PV 2 JC B ] BEJE HI T PNN 525 S8 PV
LR T0 I 0 AR B AL I 5 | B IR sk
Vi (Cohen et al., 2015),

4 BIEMRE

R 4r 2U0E B 2 g B 5T 247, MR
SRS SRR RS, SR IRATR O B 147
IRARARIEEE . (5o, PV 2 el b H %0
I AR 25 M 0 A R AR I L rp — B, BRI AR R 1Y
AP LIS IE PRI LR 10 T PV LT 8, 2
/R PV ICAEZ S Tl gt i 2 A A,
M, AR TF PV T I AR S5 4 o) g K H:
FERG A 20 Z4RE T R B, X6 ARG et 3 Z48E Hh 1Y
AR S HRR 56 B SEG IR R AT T 28R, LATR AR
KSR AIR R PR SR s

F 48 PV TTAE P I Hh (R4 4890 Z R A7 75
EHEREFMBEZMHEAEA, EIMENLT—
PTG A ol R IO B R 4, SRR YeE T Kk
INHITIBERY IE #1517 (Wolff et al., 2014; Markram
etal., 2004), 7EHh, PVHHZ T E W13 2
B)—Ff GABA BEH A& 0, X—F R A E
il =i ik E AL A IR ST G LG R EZ ST < ¢
I 40%) (Tremblay et al., 2016), 53— J7 I M| & A
Sy JF RS i AR P V) A T T P A R S e L
XA . ARSI 4 2408 o, PVHRl & on o L I
flrp B2 TT 2 B T 2 0 SR, X R R 2 i B
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B SRR FE T R P 0 T, X AR PE A5 K
ZEE M BUERRR TR NG PV BRIEIISS
Bz, REARENIFERYW, s
F ML PV, SOM #l CCK Fik 2T
P, WE7N T 2R R & o0 W R AR IR R S
5 (Morris, Hashimoto & Lewis, 2008; Konradi et
al., 2011), (HIRAUBARARIE R B shZ2 0TIk
W SOM+HHZTT, VIPHHZIT) RN S5 TR pf
EUE, B gamma BFEG, NMDA Z KR %
AR AL R, DA R e A AR B 09 A A A
FEFPBER ., BT LI ERR, Rk pWF5E N
HH A [7) 114 v (8] ot 28 70 03 A 0G0 20 P A v £
HLHIAE FALE .

S5bFER, FZE PV+HRIZ T o fil 5 5 6 %2
N BB S AT RO OR 25 W I R L AE iR AT
HATHOCHE M EEETAE GABA, ZE L, JLH
& al-6 WH(Gill & Grace, 2014), 181 K2 M
rf, A a5 WIEH) GABA ZIAG T PV T
ZRflJE, FEM PV 2 I0 X R i 28 0 i TR
M ol F102/3 WEER GABA, AN EZ410
T PV IR MR, WOk B IR 2T
# ¥ {5 5 (Ali & Thomson, 2007) . JLH X L
GABAA Ak 5o WA HIEH, CAARSLIRY]
50 GABAA ZISEhI e — e T A i 43
ZRE A I A TR (Featherstone, Rizos, Nobrega,
Kapur, & Fletcher, 2007; Gill, Lodge, Cook, Aras,
& Grace, 2011; Gill & Grace, 2014), &, H
U 0 A I 28 24 4 3 o Tl R S 4 Y R, {H AT
AN AT BPURE p 25 W) R W — AT 1) o

B

Abekawa, T., Ito, K., Nakagawa, S., & Koyama, T. (2007).
Prenatal exposure to an NMDA receptor antagonist,
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Roles of impaired parvalbumin positive interneurons
in schizophrenic pathology
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Abstract: Schizophrenia is a severe mental disorder typically began in late adolescence or early adulthood.
To date, the cause of schizophrenia remains largely unclear. The classical dopamine hypothesis of
schizophrenia is now thought to be sided. Meanwhile, the involvement of impaired Parvalbumin positive
interneurons (PV+ neurons) in the pathological mechanism of schizophrenia has been realized and received
increasing attention. Generally, PV+ cells is a kind of inhibitory, fast-spiking interneurons, which had been
demonstrated to be involved in synaptic plasticity, excitation/inhibition balance and neurogenesis. In
schizophrenia, abnormal PV+ neurons has been commonly found in patients and relevant animal models., In
this article, we reviewed the roles of deficits of PV+ neurons in schizophrenic pathology combined its
principal phenotypes including defective NMDA receptors, abnormal gamma oscillation and oxidative stress,
hoping to contribute to further investigation and development of new drugs.

Key words: schizophrenia; interneurons; NMDA receptors; oxidative stress.



