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Research progress on the role of nitric oxide in neuropsychiatric diseases
PEI Tongxin', ZHANG Kezhong™, LU Yan"
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Nanjing 210029, China

[Abstract] As a kind of gas signaling molecules, nitric oxide (NO) is involved in the regulation of diverse physiological functions. In
the central nervous system, physiological concentrations of NO participate in maintaining physiological neuropsychiatric functions,
whereas high concentrations of NO are neurotoxic, which promote several neuropsychiatric diseases through a wide variety of
pathological processes. This review discusses the metabolism and functions of NO in the central nervous system. Taking Alzheimer’ s
disease, Parkinson’s disease, multiple sclerosis, depression and autism spectrum disorder as examples, the relationship and pathogenic
mechanism of NO with neurodegenerative diseases, neuroinflammatory diseases, mental disorders and neurodevelopmental disorders
are described, which provides ideas and impetus for further development of pathogenic mechanism and therapeutic drugs.
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1 NOEHRRHERFHMERSEIEIER

L1 NO /&b ARAY 22 2 P 89 & A,

NO fH—%A & & B (nitric oxide synthase, NOS)
i — F H A IS R S SR AL LR R o R
Jlo FE S ORI G JF R R v — A% T R B IR (nicotin-
amide adenine dinucleotide phosphate, NADPH) {7 7
AT LK 2R 23 il AR A L- IV R AT NO™ . [
T NOS /> T HIBG AL S B2 AL, NO 38 W] DAFE R 4 2% 1
N AR R 3 S5 AR

NOS A 3 A, 7353 i 46 76 21 NOS (neuro-
nal NOS, nNOS) . i 5 ! NOS (inducible NOS, iNOS)
A Kz B NOS Cendothelial NOS, eNOS) . nNOS F
eNOS "2 AFE T A A, T4 N Ca™ 7K R
A RO, i B R SR 5 N-H E-D- R H
12 52 & (N -methyl-D-aspartate receptor, NMDAR) £
B AN Ca® /KF T i nNOS AT eNOS 3%
T A3 NO ZE B . iNOS 38 5 A 7E i 2H 21 5%
3 AEAE RAE ST N, /N5 40 1 M2 TR 5t 24 i
A ILINOS ZRIE B, DAAS S - Ca™ 75 2
NO 7=
1.2 NO & PARA 2 7 G o £ 724 7

NO £ #il id NO/eGMP {5 5 3l i R AEAE T
NO WO 7] 3% P 5 1 B2 34 16 B (soluble guanylate
cyclase, sGC) , sGC 4 14 -5 - = i R (guanosine
triphosphate, GTP) ¥ At N ¥ 1 18 & 1 (eyclic guano-
sine monophosphate, cGMP) , cGMP & 5 £ Fji {5 5 #%
S, AR M PR E M.
cGMP ¥ & Tt i W30S cGMP 4K 1 B 15 0
(¢GMP-dependent protein kinase, PKG) , PKG i i
FRACAS R, 7 A 22 b A= 0 2 R0, il aed 48
cAMP % Ju A 45 A B 1 (cAMP response element
binding protein, CREB) BRI FKMHICIZ . cGMP
AT EE S LR | 145 (eyclic nucleotide-gated,
CNG) & 7illiE, Z 5K RN I S A
P CY6463 f& — il sGC R Wi, m] il i i 3k
cGMP £ 1, 34 NO/sGC/eGMP {5 544 5, il k&
NO {5 5 R R R 42 IR AT M R TT VR ™
NO [ 1 i3 5 cGMP M BUE 5l BRIX — & HIRARA),
WP 15 S-TEAH LAY S-23  H IR TG A0 AN R 2 iR
A5 R B M R HE AR 2 R AR E R,

NO ] 1 Jy i 48 38 s i AT Ve B 77 X2
55 R A (B4 5 A% 3, B I S AT SR AR S,
Al 3 1 NO/eGMP & 1% 15 5 K I 2 3 5% (long - term

potentiation, LTP) . LTP 5 %2 ] flidZ % A K,
e 4 K AR 31 NO T K IR BTt 9133
AR,

2 NO M SHIRFE R Gim IR 15 15 R AL
FE SRS ANPGRS 56 5 AR G PR

(reactive oxygen species, ROS)/iE 1% & (reactive nitro-
gen species, RNS) 7K1 2l 51, i@ it 5 2 Fp oK+
FHEAE A RSB0 . RNS HI NO 5 %
B RN A EAE AR AR 25 7 (N0, D A A
(NO) 1 52 WA % &k CONOO D &1, A1 ROS — R
PERK 5, w]d i i AL BB R (deoxyribonucleic acid,
DNAD 73T 451477  Jig o 1 44k« 2 1 BAB M L 2 b A
T ARG A R D Re R R L BT, 2
R 22 5 A9 R T L RNS 7K T i DA R A B 8
B HBOE, Hodh sh & oAt T BBEE | D> R
YT T R B 5 5 4 20095 B B 5 44 5 RNS A,

ONOO™ 72 — i S8 A AR AL 711 5 B — RS
JREPARAT A1, 3 T 8 A A A R R TR A A AL
REYE. AEAE B pH T K H 7 ONOO™ A3 40 M0 i 12
(ONOOH) fJE A AFAE . ONOOH FEH ANFE5E, 7 H
ROy AR A B H R (e NO) RIS JE B 2
(+OH) . XLEyE M H t 5] LU R 20 B8 (tyrosine,
Tyo) FHRICLANEE T, T RS 2R H 5 CoTyn)
*Tyr 5 « NO, BB 45 & A 13- 5 1% 24 R (3-nitroty-
rosine, 3-NT)'"™o 3-NT f{J T B Ak 22 o 405 415 7
RARBL R BEVE R 3R 2 —, FE AR 2R AT PRSI
B rha] WE R 3-NT KT i, 7E45 T & RS
PEVEIT G 3-NTACPRER™ . B ZUBR A bt Ak
ESPSEINAY A -dS Brat ek D WG ek IR ERer e
W S A IR AR AE P A AT T AR Y. RS
PR ARV AH OC 8 1 250 AT LR S R A AAZ 1, L2
7 10 R A ARE T ) A P B A Bl R ik £ 22 %
BEE H VPD P o- R il % 8 H (a-synuclein, o-syn)
N7 = R FR AL (tyrosine hydroxylase, TH) AD H1 ]
tau 2y HEEM(R D

B 28 A NS A AL B2 A L NO SE AT A3 AN AL
2o NO -5 ROS HI KN4, G N.0: B NO™, ] i i
5 A B Dtz R B 5 [ S S, ZE M B E b
Ii—ANNO FE ], Zid FEFR A S- A FEAL Y, S- 0
AU FEES R EA R R 5iEE, B EAE
AT R U B - H UM B DA RS
Jo S 5 7, DT U0 R B S Sl i, 3 e
oottt mA TR S0 T R &
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Table 1 The role of NO-mediated protein nitration/S-nitrosation in neuropsychiatric disorders
Disease Protein nitration/S-nitrosation Results
AD Amyliod beta-protein (AB) Promoting AR aggregation, stabilizing toxic oligomers, and impairing the
formation of fibrils
Tau protein Promoting tau protein aggregation
Amyloid precusor protein, presenilin Promoting AD
PD a-synuclein(a-syn) Promoting a-syn aggregation, inducing neuroinflammation
TH Dopamine |
Parkin DMT1 1, iron deposition
PINK1, DJ-1, PDI Ubiquitin - proteasome impairment, apoptosis, endoplasmic reticulum
stress, mitochondrial dysfunction
MS Monocarboxylate transporter 1(MCT1) Impairing mitochondrial energy metabolism
Depression Cyclin-dependent kinase 5(CDK5) Interfering with neuronal development and migration, neurotransmission
and synapse formation
ASD SHANK3 mutation-associated proteins Interfering with oxidative phosphorylation, neurodevelopment, neurotrans-

mission, synaptic vesicle cycle, and glutamatergic pathway

15T SR B A e 8 AR B 22 i 22 AR AT PR 50 1R
PRRFE 5 R IR AL, S- TP AH ZE A0 2 5 30X L8 5 1
HRIT & I RAEMEENH 2 —1

9o L o AR INO 3 I 4R A/ Ao/ T i A IR 38
HMINO/cGMP {5 5 1B ER A 3 — R HI FLA4T , A Zos
A AP R AR ) | I i B B A R A, £t K
PP I R A R AE R EAER (B D
2.1 &AARIG HAYE X M

NO S AT HE Pt 2 b A 1 453 43 4 F 3 B3R 30
P DHESF RN O R =R AL R AN A LR AVAT 4N
Je 175 T B R AARE % 1 7% (mitochondrial permeability
transition, MPT) . NO i i S-3V A 364k P A R £h 45
HEFAEHTEAET VD LLIVAV, % 24
PRSI, ISR PR, S ELATP JHFE, T
SYHM R T IR PEEET . WEICRE R R 22 58 ROS AR
Ji%, NO 5 2 [ R A i RNS, MR A AT
AR i — P Ak . AR I 2 S 5L
MPT, fi5 5] iR 1 B9 F3F N\ 25 5 5 S0 R 0 5 - of P Y
I, (FAF LML RO TR RE , E AR AL ARAR R,
51 ATP VHFEN AR ZE™ . 53— 51 MPT i
FRERLAR IS 17 e 8, 2R A i IK T BB 2
PRI 5 [8) B e A R T A

NO B 75 5 00 48 D A 1 55 1, FLAL I 5 2R ki
PRRPIANE A G . MM AR N e a
R AR T, R R I R CF 2 NMDAR £f
SR, 615 Ca™ NG N, P& T AL N Ca™ B 2K,
TGS NI AT (5 Sl g, SEM A udi i
BT T NO G 2 it B2 % 1 o 20 i 4 i A7 1 Ca™

Neurogenetic
inhibition

uondnisip
JIOLLIE(| UTRI(-POO[g

Nitric oxide (NO)
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1 NO NS HIRHE R FRIERG AL HI
Figure 1 Mechanisms of NO mediating pathological dam-

ages of central nervous system

TR T, T HG TV 1 75 R ML, S 159 45 SR R
W2 . AN, NO I i ] 2 b A P, A4 22 T
FiMAk, 3 NMDAR % 48 2 B2 HBUR L. [l itk
NO A {2 3F 2 RS TG I, 38 3 4R A I 1 41
il B A e R A, AT P AE R e m Ve
[ INF 23 S R A 3 1) 40 68 D i P 1P A 2 X R A
&R 7R 2 P £ 1R AT MR R 3 AT L2k
R AR A 5 0 2 DA P AR IR RS
22 AR AEIH

MR AR T- 41 B8 (neural stem cell, NSC)
W A TR TR T R 2 T, DR B 2 4
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TCIFYEFF M T DI RE L R o Pl 2 R A 5 40 ok
PR 1R AT I 0 I R AR, 42 ADPD . 5 SE 1 55 %
ot 22 IR AT 1 90 v S5 AT LA 22 T B gD K T
RE w9 NSC BYFE /& # 28 J AE 1) B A2, AN IR
NO ¥ J&Z 7K~ i 2 NSC 1 8 IRk B NO i i 3% jz
&K FH T (epidermal growth factor, EGF) NI E 5
AR 3E NSC 1 5, T 05 B v R FE NO JUJ 3R IR H
PR 2 R AR AR

NE AN 5T A0 = A 1 NO HLA Bt NSC 1
JE AR, T8 IS A F EGF 52 44 il 40 BH 1 ERK/
MAPK 3 4241 3 (¥ 15 B9 58 A5 5 5% 5, ATTT 3 22
NSC 3G 52 B e 7E C AL Jé 2 - D8 v i /)N B A m) A,
NSC H iNOS 23k Th i, NO o 0% 0 Jid 5 F il %
litf 3B A1 Caspase-3 175 5 41 Jfo 0 T, #41] NSC B R 5
Hro NOSHIHIFIW S NSC ¥ H IR E B e 77, I
PR NSC H) 73 1L BE 7, A ik 22 JT iR A bR B4 Fluoro
Jade C Gt SR 1IRAT PEAIE e B J /> s

FEH 2 701 NSC H, nNOS [ 48 i 5 A7 77 76 %
Jt, AP A R AR E T AE . nNOS Az - NSC
(A A T, FE R 0 ) 32 200 A T 4R . NSC
o nINOS 3t T T S A I TR A 8 2R TR 22 T
SRR ) nNOS 77 A5 1 2 Jf /1 NO 388 3o BELAS 2R Ji
RONLTC A A 15 8 B0 S 982D nNOS £E NSC H )
FAK, IR PR R A 7 AR A7 ) A2 A F
2.3 dnfiw AR A4

1L - i 7 e ) 2L 2 A 5 LT A7 P e A
M L Y-V LA T S B TR IR o L /) %2 o 24 i
AL AR o M A8 A B 41 2 ) 110 5 % S 42 TV 1
T 2 5 B, S AL - T B R 4 A Y e E S IR
NO A I8 &7 5k A, PR ke 22 w5 B2 NO ] <3
I i S5 e AR AN, 184 o afi- i 5 o 3 3 A, A8
NOS ] 771 AT LAZE fife 0. 7 &7 5 1 I 57 R A IR 2o
- e o 368 55 P 1 N4 45 RORE PR 155 5 ) o i
i, 5t E 5 DNA 8 R AEAH BAE R, S BUR B
PEVTRRYDIE AN A0 T o FELLAF LT, -k
5t B4 4340 5 i 7K P P e A A 2P
2.4 iR HAY 222 F BT (brain-derived neurotrophic
factor, BDNF) %~ isk 8,V

BDNF A& E FREH, SMHAutb b 1.
Rl T BBV L LTP PR 5 ) MACAZ S5 10 D e 55 V)
&5, BDNF XA RARGE R RIEH, £
Tt ke 22 K5 12 7 £ 1 BDNF ZKCF FRAERY . BF 736
B, 93 B R A NO AT i NO/cGMP/PKG 15 5 i
BN 1, 4, 5- = W VLI BBURRES i T Ca™ IRRET,

T 5 BDNF 73 3837 { il NO 11l 77 7T 9 &2
BDNF IEH 73 » 0 7 SR 12 D ™
25 HAeSXR

BRAT 1 o 22 b A B T e PR O B A B BT, 4
NSNS FHMAE TN T2 MER
PRI H A ST R B IR, 45 ADPD.
JULE i P B O R A AL RE S5 . 8RR 5 2 F Giron-
regulatory protein, IRP) s& —#f RNA &5 & & 1, i@ 1S
5 8k ) B 7o (Giron-responsive element, IRE) 25 &,
FERE S5 R TR 2 N 3R iA . NO AT 5 TRP
BRI A A S A8 IR SN 1 7 TRP-IRE 45 &5 A
7 1 R AU AH 50 B RO R IA 52 40 i A BR AR
AP NOIE R S- M0 Al FE AL BAR AH ¢ 2 1 5
Wi K DI RE, A A )R B 1 H iz B A 1 (divalent
metal transporter 1, DMT1) 4T S- VA B 42115 , 15

ot FLAREER (K BE 7, 5 3040 i P9 2R TAR DY,
3 NO 5#HEEHERF
3.1 AD

AD J&— i 2B AT PR , A A B-VE A B R
1 Camyloid beta-protein, AR YTFAFIZH A N tau &
i B R A T2 L 1) 4 282 7 £ 4 2 45 (neurofibrillary
tangle, NFT) 72 AD [ 0K 3L 855 3 22 KRR Ak, m 3@ i
TP ik A5 5 A 33 RIS /0 B S 4 L 51 R R S %
E SN, BRI RAED,

T3 BEA 5 IR R NO 38 1A A/ A AL B S
AD BRI o AE AD BRSO ER B NOS RIA B,
NO Az i1, 54k VLR i) 5t HEALAH EE, AD
FEFE NFT . tau 5 A PA R ARRE AL /K - S 186 v 010,
ABHENO il tb 5 nadk R URR , I A€ # 1k A
R B E JE LT R, NOS Sk Z 58 H NOS 417
il 750 5 ABUTAR NI RN Th e PG 15 2 2 2 2 ™
AD RS AB AL T 6 NO A B in B A e 2t
PE RS, LALH] Dy AR R AN L N Ca® 7K ~F- T i F
NMDAR X 2% & 11 22 3 IR ) S B2 18 o, AT 15 3
NOS #i& ™, Bt B A b T LA tau 2R
TG, e i3t tau B8 R 4R , L AR HH DUAE B ) NFT
AT ATREDS AD BRI AE BRI R A AL AT,
Z A A B S-IE AN IR B ek AD KA, T AR
tau 8 FJEMAE TR R A R E RS

— WIE TR B, eNOS H I XSG Je b i 1 14
B AR p53-tau B [ AT S A0 W Bl A 18 5 0 B
SEARSHIy HI 7K, BRI 22 TC kR 4 Hu 22 5 L ATP
& REEAT Z BRI B2 B 3R 0L, R8N0 2 5 AD
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R AL AT BE 55 2804 B SR iR D Be RS A &
P MR AR S 32 AT AR DG
32 PD

PD & — M 2B AT PR , L 32 B AE N BB
U % % (dopamine, DA) BEFIZ T AZPE Flo-syn
S R L Ty /MR A8 PD S TR R] L i
JEAZ BB NOS Zk B, HNOSHK ZAML AT
KA PD RIRAFAE R ZE R ICNE o BRI L 1- A k-
4-2K3E-1, 2,3, 6-PY A MEE (1-methyl-4-phenyl-1,2,3,
6 -tetrahydropyridine, MPTP) 1 6 - ¥2 3 % [ % (6 - hy-
droxydopamine, 6-OHDA) 7] 5 5 PD £/} , NOS 7£ PD
B e 22 2% rh R AR IS 72 MPTP i35 3 1Y
PD A AT I INOS ik E i, 3275 MPTP 3 /M
J 40 7 A2 NOBH . A FH NOS 4170 571 B Bk NOS
SE DR AL R A AR 22 R R RS DR R TR R L MIPTP AT
6-OHDA 5 3 [ #h £ R AT MR A

WL, PD 58 I VORI Hh A 2 3k A0 I
B BR 26 K S T ), 32 7 NO I8 I i b/ 1 AL
R 25 PD KA . PD A AR AR R I 2 A AL
oe-syn"", 1713 7] K B 5T T 9 A Ak o-syn T 5 3 R 22
JEARVERN PD AEAT AR, R TN L a-syn 7E PD )
PREERAT IR AR R FEE T . RIS, A 0 R A AL,
Mk a-syn K, FF L SRAER LS. il
a-syn HJ LU0 /N B BT A0 I 51 K 98 0 Jse 2 AT 15 5
P22 TO AR, PO /N 4 A 4 A A NO it —
AR B a-syn LD HE— B BFE K T, NOS %
i R TRk AR PD AR /N i T A R RN R R IR A L
5 I HLAT AR 22 98 RE AH O 5 DR 30k R AR B3R S e
a-syn AHOCHIAIER JSRE" . T PD H 3% TH R AE R4k
S FHUTH RIE"Y, TH & DA A BRI PR B, JLas 4k
KAk = FEDA ARk, ek PD K. PTEN i
3 BUEE 1 (PTEN induced putative kinase 1,
PINK1)  Parkin 1 25 [ /57 — i 57 14 i (protein disul-
fide isomerase, PDI) %5 5 28 R {4 Ty 58 F1 41 g £r 47 2h
REAH G, FL S- Al Ak 1 V2 3R -1 B AR 407 . 4
FRLYR T2 A J5 X 2 RN B2 K R T e B A S ik 12 2 5
PD i B R SO AL IE PSR R AR AE 0%
R, 40 Parkin S-3IV A B AL A2 1 J5 R 4014 DMT1 32
AL, M43 DMT1 RIA T, B A RE 48 o, /3
PD H R BR UM A 2 AR 1,

DA f 1 28 70 0 A6 B2 0 B . NO
ROS [ s b7 7 ) 3k 280 £ T o 2R i AR 52 & ) AN 2kt
5 DNA B A m R A7, BT Al DA S04 28 o 25
KAk BA SR ) 2 R, AT 3% 12 R A4 45

. 1 45 T DLW 1) 5 Al BT DA 38 44 8 15
DA BEFZE T DA FIEE D, iR i3k PD K A2
33 MS

MS & — Bl G A T (1) HHX R e 1 6 P i A
T > LA It BB AN b S M SR BRARFAIE . NO
FE MS KR EW 22 b B, 76 MS B35 Fhm] W82 2]
NOZKFFH " NOS £ K 2 4515 MS K AU A7
FE SRR, 5 {4 ot HEZELAH L, MIS 458 35 i o NOS 36
iR ELYE 73 A2 A AS W 1) 2 J 5 4 M Hh NS fE Ak
TSR, SRR E M SR E NO 25 MS K

P B AR P NO B IR Il -fidi 7 B, 2 5 MIS 90
SN o AE B G M 1 B 28 45 (e F 1 MS
B Hra] L NO ZKSF- T 57, 58 FH NOS il 751 5 11 PR
PFAXBEAG, FRIANO Z 5177 MS &5 B, 752
PES 18 1% MS o, 35 R 7805 48 X 380 B2 T i I 40 i o
R 2] iINOS ik T, B IEI R4 L INOS 77 4=
(I NO 7] 2 35 o % R A B B R VE FH , 2 5 RO
SNSRI TCA5 7, R B BRI R 2 51
oS AL 10 s, 7 FER P e AR PEE N O 38 W] 3 3 453 444 I - i
Ji B AR 0 R R R 22 2R 48 980 IO IR R A o A I
JEL L 230 i P 0 i 5 S S ) 815 4 Y R R K
ST T i R R R R R R R K P T
55 1fn - i 57 [ T R B RS 8 A5 66 VR 1 B 5 s A
B AR A TR AR, X e A S R B I vk
J&E NO F5477 IiL-oi B e, 75 MS 280 s M H R IEAEF -

LRRLR 0 MS RIS FE G B, =ik
NO "] A AL B I8 121 5 2R b R B 4%, 2
/U S S A L 5 A AL i R A RO,
SR A PRAE T B R R RS, M 5 S R
AR BUR R #% 12 48 1 (monocarboxylate transporter
1, MCT D s —Fh AL #4512 1k, IR BEFLRRVE 2R i
Re R R, 2 5 4R R I A0 g fiph &
JCHH I IR ThRE . NO Al it % MCT1 347 S-
T J AR A , P MCT1 7E 2> 9 fise Jof 41 it m f) 2 0K
5188, /v SRR GBS , A 5] R R 58 AE
AR S RAR
3.4 IPARGE

FIVEIRE A& — oS Ao B i P 073 , 72 E I ) 7= 2
H AW 7T NO BAA SUAREEE T, K4
5T NO 2 S EUIARAE Ao RS 1, R B 404
i 3 NO /KI5 B A m s AE o7 B
I, AEFNAR /N BRI AL i aNOS IR Ik i,
FH NOS i 350 v 238 /s BRADARFEAT Sy, B BrdiAil
RO, Z RTINS 2y, WA BLER A 2 P T AR, #
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A 0 NO f7E 7, 3875 NO 7] R 2 5 AR E K
I LA VB IR 16 97 $E 2T T AE AN

M 70 3R BH & 7K P NO 38 i sGC/eGMP & 12 il
ONOOV/ERK i 4% i 3 T K B PR AR R I,
N AR 32 4 B2 5 3k A F AR AR AT N R A . 4
# nNOS LA Bz BH K sGC/cGMP 15 5 i #% 7] B 15X —
TER™Y. BRIE (S 5 I8 EE 4, NO & nf i i 25 (1 i
1B R HEAE o 4 M8 3 2% AR 1 B O S
(eyclin-dependent kinase 5, CDK5) EMERGE T KR
BEEEFEEER, SMEcEKER . Efkidhl
e SN B DIAH 56 o BT R B, = 9 FE NO Wl 3l
IEXF CDKS 34T S- 0 AH FE AL AR A 52 i JLTh g, AT
I FHIACREAT R

B AR UL B R B R R AR A 1 32 L
fillo B FEABR BRI A AE (1 2B A2 B T B R 4
I8 5T BP 5-F2 fEui% (5-hydroxytryptamine, 5-HT) 2 B
I B# 2 (Norepinephrine, NE)FI DA §ft = S 21, 1%
OIS 254080 BAG T S 2o ot VR H , T de
PEYT & — R B 5-HT FEEBGEMHIF™ . NO "] #ij
il 5S-HT #1286 7% 20, JF 6\ 5 5-HTNE. DA
AR, TR 2 5 PRI RE R A

BDNF 73 WA 93/ 0 F& AR SE A i LI 1) 5 — AN
BB UL . BDNF B A 75 28 AR b 204 18 R 5%
il AT 28 1 R HD, FAICAE 28 5 BDNF ZKF FRA%, H
BDNF 7K-F BAR AT B Br il 25 21 o B v
W NO A 3@ iF NO/cGMP/PKG 15 538 4% % /> BDNF
531, NOS FIHIFIAT s GC A 35 T R I HH S HiHr 2y
PITRIK B2 (I T BDNF 7K P RIFTHIAR 7 7
3.5 ASD

ASD T #R B HE, & — P 2 K B i T
R, 5 IEE X LA B, ASD )L Ifil H NONO
AR = 0 A R 25 DA S NO & BRI 44K 2R 7K T
Fht s LE ASD BRI B BT L NO 2 A R
KPR, HAE R nNOS #0757 w36 % H T
FH ek ASD AR . F L AT W NO H] fig 5 ASD
RIFAEAE R . SHANK3 J8745 2 S350 [ FHE (1) 8 W,
FAR , WF 5T 7N, SHANK3 SEAR 7Y /i NO 1 S- 3 A
FEAUEE KT 35 T, L Y SHANK3 RAE &
B Ca® B IN, H0E nNOS 4 i NO, NO Ji it S-3F
il 240 55 1 1 BB A 32 5l L+ & e A
B 7t 7 , SHANK3 RAZ 1 Ak 2 28 S- WA HE AL i 11
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