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Parvalbumin FB % 18 22 7T 7€ FI] /R 7% i3 2K 9% A0 15 #Hf
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U EDATERA .

KR PVIHIIERZTT, INAITIRERERT, Bl RS, 1o 24T

hESZES  Q42, R749

NI BEEAUA DR AR /R, ¥ R
o) adfe. BYE KGR, IEIRGE— RSO IR
AT R NI RERERGSE 5 iR 20 L R 4
FIWrA SR R o Tad FE i B, g
PEE AR SCILMT . A ASTE SRR, DL
OF B R Ry N1 28 N . L S it =l g <
P2 FLTE SR SC I S ZOA RN D RERY A, 2R
HEX M v S R A IR BE I Z8 70 (glutamate
principal neurons) FIHHA MK DI HER) y- 2L T FRAE
rRE M2 0 (GABAergic interneurons) ZH A%, . /N
g OHOMHE M M & oo
interneurons, PV FHYEMZIT) & GABA BEAN i 14
R PR 2T BRI 2 — SRR SRR A
TC S AP ] 1 v [ #eh 28 T B PR IO, AR IE
WL S5 5 5, IS 5 IHTIRER
W MR, PV I M TR IR TR R
fih % 326 D) BB AZ 40 S AR 5 RS AR I B J2 ST
S5 28 3R B O fig B S O B R K TR R W
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SOM [HZTT s d. FRIKIMAETEEM L (vasoactive
intestinal peptide, VIP) MJHZET0; e Fik AR UL
45 % (cholecystokinin, CCK) {H A 2 ik SOM Fl
VIP T .

PV PHEM 200 )& GABA BEHP ] i 22 o 11 3222
KMz —, WARAMIEE AR ZFarA, Hr
e WA SR TR AN (basket cell) A1 % IR 21 g
(chandelier cell) . HiI# 2 5 PV FHPEM 2850 5 4 HY
90%, = ELAR ST BN HER B 280 I IR R S R 22
Jei 7 W) 555 Rl 28 5 1) Tl 2 S s 5 07 T I 28
fill 7 PV BHPE R 2O W R R A, (I GE
g SR Z RN (ELFE24ar bR 2 o0 A A
HPERZETE) JERY 2 S B R, DI S b
A BEIAEAR R . ST R Z 0PV I 220 B
AW 0 F A BRI (45 etk B A ——2h Rl
LRSI )R . R AR R ) S Py R DR Y e B
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(A ZE A S R ) rp (R PR 22T
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Z 511 S YR UE A 2T o SR . 5
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H 1 GABA TR ZETT taw 25 93 B SR AE
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HERIZR, DR AH DG A Dy et > A
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W5 TEIRMMAEMNY, Bl ER “ X
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PV BRI 22 TC A TS H XA IR G (27l
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PR xS gE RO PV B2 CTE AB 51 & 1)
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WG YA YT LRI 2R SRR,
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TP HR ) 22 T A PR e T TR Z A B ]
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2020; 47 (5

ZARME, %: ParvalbuminfRE#ETTEM /RKIGERFNB D ZENMEFPRERNE 421

253 Gamma 2R R BT TENLE] 777 L X
5 17 TR I3 ARG o 0 4 b PV BHPE R 80T 3R
BT RE SR E PRFr—2L . )2, FERS M S4E shi)
IR PV BHAE AR 280 T D2 1E Gamma #i 284
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# 2 (a-Melanocyte stimulating hormone, o-MSH)
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&K, BEEINAIIEE 7Y 7RI SR ESAE GABA fig
(] A 28 70 A4 200 A PT T538 ARl e ak /N L 2 2 il
iefZIiEE s HEIN PV BHAEMIZ ITAY Nav] .1 B il
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20 /NEOAFI T RER 5 R Gt L2 B BRI
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The Roles and Mechanisms of Parvalbumin Positive Interneurons Underlying
The Cognitive Dysfunction in Alzheimer’s Disease and Schizophrenia®

JIANG He-Jia, WU Teng, YANG Si-Yu, ZHANG Xiao-Qin"™

(School of Medicine, Ningbo University, Zhejiang Provincial Key Laboratory of Pathophysiology, Ningbo 315211, China)

Abstract  Alzheimer’ s disease (AD) and schizophrenia are two different diseases, but both of them show
cognitive dysfunction. Parvalbumin positive neurons (PV positive neurons) are one of inhibitory interneurons,
which regulate the excitation/inhibition balance, and participate in the generation of gamma oscillation. They are
pivotal for the processing of information, signal integration and output, and are closely related to cognitive
functions such as learning and memory, attention, awakening state and social interaction. The regulation of PV
positive neurons on cognitive function suggests that they are involved in the pathogenesis of AD and
schizophrenia. Therefore, we will review the recent progress on the roles and the mechanisms of PV positive
neurons underlying the cognitive dysfunction in AD and schizophrenia, as well as on the treatment of cognitive

dysfunction through PV positive neurons.
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