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NEAlo| gt #Ae] A7 A}, T5 2 A A7l &
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A4S Holq, A F A Tyrosine hydroxylase (TH) ¢}
AL JA=A] oY, dopamin beta hydroxylase (DBH)
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mesencephalon, diencephalon®l*12] norepinephrine (NE),
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A79 Ao W2, NEC] A94d F 719 Hojghs Ho)
+ biphasic pattern®] H3} oS A K9] Bolx B
o &, 71 fA7le) g 22 Hugkd Holx, oA &
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7t dojut=z, = W 742 alpha—1-adrenoceptors
9] 7154 HslE d+317] Y3, Alpha 1—-adrenoceptor®]
=249} FJRE oty EA)o) [3H] inositol phospha-
tes®] S5 &35tk 484 w2k} [3H] inositol phos-
phates®} & Wshs 7 dojuvied), Mg 2 WHzhks ¢
Al 7oA 21 Aol AEIGITE Tt skl &
H37E Qi) 12k 219 o]FolE tha Tadhr] Aldst
o}, 4Q17)& olojFt}. alpha 2—9} beta—adrenoceptors ]
e B S Aupd, YY) 2195, T 84 BF 3t
oM HASN T, beta—receptorst ¥ FFEH FE, Ht
oAl F45) =719 wbA, alpha 2—adrenergic receptors®
HrH oz Nddea FrIEh oljd RS ol
Aoz )20 A, alpha 2—adrenergic receptors
& noradrenergic AZMES] 715 229 B0} 1, beta—
adrenoceptors®) 4= oe] ¥ YA 2 adrenergic
synapses®¥4 2 @y} #o] gle AL S YAlETT &
F ag.
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Daksiets £F Aol A¥olxe] NEXE ¥islE £
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ojx] goth olgjdt A WAYFH o2 dAslgAe =F
2 o, 7k & 3 olkg YeEhd F gl 99 &Y
NEAZH: 28 gshe Zolgth &, 2Aede 56 &
el ti7) F LAksteA2] F7F A @l £3] NEA|
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Al AR APEE QA CE =239 o8 23
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A17] CESE @7lobrlAl2) o) 7HA BA3Ale]9] Aol Beh
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A3}, 2EYA ukge] ol T HA ¢ sdd 799 %
Aodel $A 3) ATt frotelld Erl€l CEoRs-9] NEA S
54 o)de] £A 4) ¥A7) CEAl 29 fots} e
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59 ABRFEY FAE Soick A9 2 FAH Ue ¢
ol3i= 7o) thgel AFeleh Jalr1e) FHell Y] A}
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EMH(DA system) Fig. 3,

BA 55 A9 FAE oK, Holr] 2] =xu
& X719 30%HEY FEE 7Y, AQ] EEe &2
h= Al7lE A% 60Y AZoly, M 54 A2 Hlot
71 13~14%9 ZF° AF vehtn, §4E540 TH7F A
7] Aol Eeksls AL 28~309U74, tAlEAE 45970
Egsith= A Solgich

A A=} vlasled, 19909 o]F9 HZ ATolA
£ Oofst A7 e gl 3]lo], =3l 849 of
i o b o I SN bl i e R A o B e e
sl 2| A Hof, T ulAid Holol| B3 A7} Faks
e},

D1 =317 8219 7§l disf duisd, D19 &
HEZF G156l S0z o], 18Y7A] Al AzA|
of #AA 0T FX¥sh= S Horl G19~20%E P3Y
THlE FxE oz, vlgdsise B5S Belth o]F P27
Bl T 431719 ol FAstd B E oAl HojAl &
t}. T3t in situ hybridization®] 2.2 D1 messenger RNA
(mRNA) 9] L@ EE Bokg wolx, 5449 H3le} £
AYSE RS Hol F= Aow iUt 181, Lo}
37 ¥ Eoj9le= Substance P mRNAE 37 wHgds= A
02 gy, 4 F AFFekl HUr]Y HelzZAx|
2R E Ro] wHFHPL,

Uzl e} D1FEAS] A Aok Hug =FolA
£ DIR mRNA, @93, =84 2% £9&= 3Lox Az
A UellA A7) (gestation : G) 12558 HAHA T, o=
+°l DIR mRNAZ} AZA] A7 A2l F730 7] A2
3993, DIR ©eiad8A4 7 DIR 2FFAE 8)5E s
=i}, =3 Aol E dal7]lol= DIR geneo] LHE Al
ZA dell= A< &4 dynorphin mRNAZL §7] A= %]
o} gzt 244 o= DIR mRNAWE oHdo] dynorphin
mRNA 239] oFdal= 374 delrlEd], 23E dynorphin
mRNAZ} 32, 234 (striosomes) o7 =35tE)= d)of
giste], DIR mRNAv AA AzA W2 Sdise s

Boltk, o]gjdt Axh= 7153 D187 YA7) 125 A
of dtddo] H 1, o]9}8hA &2 dynorphin mRNA2Le] 55
Iy HeE ) E4E Z&EE o] B9 Uil &
27} Loldthes A& dulsh= Aolth oldt waAe] A
o] o} Al7]ef F-A7} Al sN-aA, A7 s ErAl Wt
3131, o]7ie] EAYo|F x4 DIRS] 28 231} dynorphin
gene T8 27 9 X483 Eoly (topological specificity)
o B3 AYL AAFsh= o2, 9] 27] ¥ A7)
A2 D1g-gA19] RZE7t FRiEoi)a, ool wE A7
U A3 AE A2 843k lvke A 719 Al
s} vlwaly B w, s Ho] HEAz|ef 53] MxA
o] QlojAl, D1 -84 Bd A THEAA A7 AE
el o] fHat 3 gl dde)] F23 AL sty AU
& Ak Y FE AR

w7 w2t DIAVE AzEUA 2] S48k BojsherE
dob AP DIFEA ) hs] S0l kg2 ¥
2 ZR WA Hof| FofSlole w) A&Ho|1 f-oJu]gt 5
HT, 5-HIAAY FE44S 7Ry, 1 A5E gzl
¥ 2 goo wet Apolrt Qe Aoz EH) o] AT
AEZ Taf) A7) 2949 D1 584 R=Zo| djnjo] 4
® 5-HT AA32Y 7|53 WA k= s ¢ &
QA AT, e AN E, o] AAHALEA AV A
3 283 o £ Qlolth 3HE, TIAl A1 AlEA}
g S o] wido] B B4} sRskdT AnE wd, |
of U 4] QIzF thd oA, QA 125 RIRE, Tapal
E2Rl THe 8457} 2o, olujie] TuniA 4174
¥t Ago g vehr] Atk e & 4 %1y, 16
Folle o] & Ht] Y= EFA TEH A
¥ Ho7| NIRRT, 197K = Tl A7 AET
o] Z2e] AR PAR(pars reticulata) EXE EZHRA
A ZA9] YA (pars compacta) & E3Z7) J 4 (ventral
tegmental area) 5= FHA #A3s7] A&} = A
BAESE A2 2717 ARz, 77 Bolged), old &
B e SRR ASEHG ¢, P 1275 EE o
& Eohnl Y #AAHE0] 248813 1(S, D2R mRNA,
D2R A%, =371 24k mRNA), E3t ©]A)71%E] DIR
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BT DIR AR 94 S Pakie] Yehr] Al
A3t} o] AT A YAl 125 AHE, DIRFAA7}
HE7) AFsle] Mz-5A A7) BeE7] ARkt
A& Yu|al= Aol 3 YA 1257 Tl ARAE
9 TAAE TE7) 95 WAL o] AFEE A)7|Y
njsHe Ao|ch

Azt D2FEA ) ALl s Lok, D2R
mRNASH D2R A3 25 AzAdx g4 1255
A}, ojmf D2R mRNAS} A9 F2 2|8 (pu-
tamen) o)A 2, 7AY HHE HAAY 28iv A
AHoE tE gdo g, 165w vldelA 20
ZHEE= B2 d23 (ventral striatum) 7R sk vebd
t}. 28d Ao E47]¢lE D2R mRNAZE AA GelA
FAR o2 B¥sh €1, D2R ATEYE v]FAAA A
B2 oA, 9 657%E 20F71X19) D1 D2
FEA e MARAE AT ¥ FHoA] Lotra T 2y
o o|Apdtgtel] s Yol 'Y 1) D1-3} D2 receptor7}
g0 g AXQA (Forebrain) o HERbh= A7 F 84
74l 21017} YAUTHDIRS YAl7] 659, D2RS U] 72
2). 2) DIRS} D2RS] EE8HQl F7h= A GGl a2
T, o) Qal A 2 719] Zula} Fulel Uesith 3) A
4 9AoNe =42 £33 F7h= DIRK = B
Qou}, D2RIME FEHA] ootk 4) 22 trisomy 18&
Z¥= A oAk olEE] HojME DIFEAY S U
Bl Bmaxzh UMl $7ks9] SiSich 919 ol A
TATFEL A FEUWY AT dudEse RHog, i
gA]7lo] wet tgE2A Jehke Syl 84 ZHA 2o
gduizlol= Zkzte] Estul A7t AAAQ ¥ w7
Zh= 98 BhEy) pol Qg Ao s Aztert. g, o]
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A7olM A& 2 oY BAA] obs9] THNA o]
2 el FF AFeord thE o) Ay, A EE A
Foll o]d Aol & & QlE Aot Azt

AR o7 LAY E2A2 D3 receptors®] x|9& £
X5 Y a2 HARIL, A7 28 FER &
Aske Foo] PPN T Edo] wE Jdo|qint 7H
AA e 22 olfactory tubercle®EH), o7iMe £
AA| o]u] G¥ DRG] IR ThE F9 A¢,
24 & 49 (postnatal 4 : P4) 9l nucleus accumbensoiA,
P8oll substantia nigra®* P11¢] medial mamillary nu-
cleus$} anterior thalamic complex 54 EZA=c) o]
2%t 2 oA 9 7164 D3FEA TR A3 A
ol HlEBAZE e, 27 & J9) FHY HA 5
29 (dorso—lateral part) A|ATHE 132 ¥t} o3 7)ol
£ P6olA] P21A17) Batollwt £748 02 SHE SR 1
olFzE AlhA, Aol A8 BAHA gkt ol
ek okl E3) 7hEo) 3 dAIAER] FHAY A Y wE LS
oluli, o] Qo] 7|5 o] DIFEA} BATE AAt
3= AU Zlolgt Azt

3HE, Ho) AR, T3S TS T2 aske
b 932 T A2 ARHLEAo|g)ef| Z2Fo| Qijm &
HA Qla, o] FoH 53] AHRolE F2EL X3t JF
£ R, H2 AHRO|E F2Eo] X Tujul 584,
E3] D3RY Al T3 22758 2 Ao® HiH
itk in situ hybridization© 2, DIR, D2R, D3R mRNAS}H
2HZ0)E 48 (Glucocorticoid receptor : GR) & &g
Hlw§ Z37}, D3R mRNA%e], ZE 73] HA, GRY
W 3 GepD, oE $R FEAE 2dEA It
t}. o= ojul® GRO| A 07 DIFLAE B8, AXA
o} i o] JEE FE A 2o AL FEIA A F

9‘15}_16).
MEEHH(5-HT system) Fie. 5. 6)

5-HTA thst BA ATelx FEANTES FMe
9] 5-HT &3] Blobr] @r]e] o 4719 50%3 = 5
3, Q7)o Egsh= A7]E A% 40970)eks Ho]
A 913, WA FAQ tryptophan hydroxylase == H|
o}7] 25 Axef YERIA, 44Q17]9] &40 o]FoiX|= A
718 oF 477301t B8 a9l MAOS 2742 < B
270 Yeht, 4R17) 840] HE A7) ok A% 2097
ojt}, ' ‘

T ATAEE 3 o, BB A¥ 07 ol 5-HT
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A9l e F3 A7) ad 27|%E Jeh, 5 A 2
o] x7) A3 (developmental signal) 24 243 A& 1
Erh= Zo|th”, WA= A 119RE ddo] Azt
R, A L APAAQ FASEL 548 A (raphe neu-
rons) 9 1 A173 AEZ2] Fslell Bojdo] $HHo], 5-HT
7hagd A ARAE A E 23, 13 B Tl A
o] A3t 7158 7N, FFAAA B 23 Fl
Aeh= 0] B A wolsoix| 3 Qltk olejgt 27
A7 oA JE87 Qs B2 RS JAl7] AR
5-HTH & 580 glo}] AAA ) v|d &) 2 &
S ZAEA

HZ AT 295S B2 21, 5-HT$ NEAI7} DAA
Brp= 98 g, wgdugellr, 5-HTA7F NES} DA
Al B} Qal wpjet A7) @ 24 A 2ol o 2 e 2
Atk A & 7 A A AF-FHHelx2 5-HT,
NE, 5—HIAA levels F33€ A3 NE#= 28] 5-HT
o) 557 24 F A AFFAd 4719 FEEh T
o ZHR $7HEE ¢ F Uk ol 5-HIAA 5 F
7k} &7 ek, 5-HT #4817 oAl7]el 19k F7h=lo
NS vehle Zolth =3 o AFM T o] A7
5-HT A EE Bolx ARNZ AT FA3 A8 F

L=
=2

Fig.5. MZEUO| A5HA.

77}k masle), o] A7l AE B R An Wy
Yol Zo# AVS WIS ¢ & vk =Y AR 3%

kel
L oA ANAQ 5-HT A7 AEe] F

of| 4 ¢] et 7y
Z7F @Ato] PG, o] AA] YA} 77t g
o 5~-HT AZAZ7} T3 943 43 71

AQ4 (thalamocortical connections) ols £33

Atk $AE AlFs Tk

—HT &A1 g A+2, LSDE AREsk] 849
A HgE & AA AFelA YA F7IHE FobrI7kA
A3 BEsIsit). 1 Ao Al 2764 37] Aleld] 7}
¥ 544 2% FEE WM 83T, B3 25
A& (rostral raphe) oM 7P £3tth 1 H, AAHCE &
oA Zaslo] Zted, B3 A 4 $5AE 21
she AN 2t 71 FERFCE YA 2~37]
A9} 5-HT 8A19] & S7k= 5-HT7} vl =3kl 2
2ol 71998E vl 1 Hel foI7Re] Zrae Ht
o o8} ZAHE AGAAA ] g 5-HT] 24 243}
#o) & Rog YA,

o|F, tjokst A9 ol el thst b AT A&
1 ok

5-HT2 &4l 22 3-8% 2 A3 23 a8
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o) Wty oFE HolAlEh tiRES 5-HT2 F&Al= 3
A9 A7 ddo] vhreld ol ] Asks A

oF A=, oled B A o] FEA}, FF
AAAL) 7] W) 2Zg3ithe A 7MdE RS 8t
Aok 1B g 27 dhghc Aol vt E A MY
npx| gk Eslapyolt, $7] sy e] 2] Fojshe AY
A RETHE A28 7Pdo] AgET,

5-HT3 F&A= fdz 848 53] Jolgt T +
Z2 HolQlthe o) glEzle). FUs AR & A
2% B3-S AA ohh 22 el 5-HT3 R—S(short
form) 7} 71 &8jQ) 5-HT3 R-L(long form)©] YER}=4],
7)ol #3ojA BE, giF-E e Feolx, 71 Fe=
10% =019, o] &2 ZAd we} Wxjo|7} Yigich. 19
o] = e £eAE oE By S Ae ew ¢
24 glod, gAACR o] FEAE T =& dEE B
ol R0 4R Ut

5-HT4 +&A ko] chslir Lot a7l Ho
A H7koAut o}F ¥ FRo AHJEH, YAl 2~
3F el diF2e] G4 F7lskgich ol2d thh =2
WA ok o] ofyo] WEEHAQl Mo HI|E X
ks 2 & & A SISIth a8 o] ol F7, A
Q7] AAA S EACHRS el AXF Vel BoAFdE
& 4= oA 3 FAE =3 gE Ao s dEdyoR
x| gof| uel FHg xlolE Ko Fl, A4 5-
HT4 #8A7} 41 2~35 Aol AN skofl =23
o, oj¢ FgE FXE Hol=u) Hisle, H7tke 4% 99
(pons ) Mt &4 F AAAEQ] FES HAE Holn &
Aot A YR S EAY 256l Holor} T
Bashe dEE B,

5—HT6 receptore B> AL 014y A =3
F9-2A 9 o21E dhTolse Uit IFTE 7T 9l
o o] &4 thgt 2}=o] adenylate cyclase B3-&
AFeH= Aoz AeA Qlol, oy EC] 23t Aok A
o] g}, wdata o o] &g MAlAE Al 12
Yol AFo7 F& FEE WAHAUL, 1790 2R A%
H, o]& dAHA EL FEE AWNAA FAIHAY 5-
HT6 mRNAY @& 5-HT AAAEA 2] £33} Aol
AR, o] gAe] 7] P} cAMPHS] A/AHLE 27
5~HTA 223}e] #AAE oJujgict sk,

3737 5-HT 47239 A7t $4A12 B7s)e 5-
HT1B receptor?] 7] Aol chsj] Lolrd, ofg) | £9
£ Aol HES Ao, 8419 At Ao, B el
Z H3lE Hole g9l Ailvt, 4194, sjnl, dxA), o
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7H T B2 g9olqltt gk oF 24t F 21U A7
A3} sjmpoir] AT, AZA M= 28Uo] Fojrol H
hgtell destct. o] Hdigke AxAe} A9 oA 4
718 oF o]} EH&= FEgit o]F o]F FHA = vo)
7t whet, o gAEE S 1A HeNe &
=& FEE AN E B R FEE A8, Ul
of W2 W2} /M Atk 89 :sEE ol w
2 A9 Wbl Q.

Algotriel) 9jolA), 5—HTAel tigt BolstA 2gsk= A
7541 5, 7-DHTOl g8 &4 F&s Yolrdrt 1
A3} 5-HT ¥4k 28454 (transporter binding sites)
Ul A F3E =29 A £33 det FUSE
ET3h, 5-HT1A &A= ¥ 938 74 &3tk 1
22, F4ARA o] g2 MA FAPHAR), 24t F AF
3T AEHQ) FA £A] FUPNE, o] AREALEE
FEe A Z3lolch olzist Ak dd 3ok 5-HT1A
T8 5-HT 2RAATFA7 A2 o8 7IaAE 29
the 24 oulshe Ao HEde digia 22 Aueii=
HHA10) S Holthe e Arbthe oM FulgTPt,

OiM[E 22IH(Ach system)Fig. 7, 8)

A2t BAE g ® 3t FE APS B3l Ach AEAHY
o] /ARl e A7 WS-8 FEEY, Ach A1730] 7
A7 (basal forebrain) oA AFQ &, F49F 4, ]
432 (piriform cortex) $22 X3 7H= A& Ach®-3
E4(Acetylcholine esterase ; AChE) & ARE-3F ZAMEH
Aoz Aol Av} AChES] FA=E AATS Py o
2 2L 9AE} B A} vpgEe] sAYR, ojF3)
7h= 7o) ERlEe], nlE-F5 AL Kol o= &
Sk A e8] Bl HA] gl 24 F 5YA
g o, 943 BAloA, AChER |4% AHE7171 of
Az, Foj7h= o] AEAHSI o]ejd AChER 84
¥ AAE719 ks U 25 B U130 Skt
I % dubdoz HWAQ AChE AHE7)9] EXMe
AR kgkAIR, @Ml Al 1 A1, 28U A= 4
1 He] R Apol7t oA FER JfFch. AChRER ¢
AP ANAR] Al B & 2] HARYe) wepA 2
o7} QIGARE die ¥ 4% FeX HEFo R A
£ oI, {9 QIEoA npgE o R Adgsks ol
ok 2213, ARG AN, ofet tiEsA e
AChE A\73%e} w3l okbat AchAA &4l choline ace-
tyltransferase (ChAT) 9] 849 #AE Ja8Ar) ol =
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the 23 SRIEQUP. A7 WE S oiide)sie] A
#4491 ChATS monoclonal antibody® #&slo] HLE
o, $1s} 2 ool adiE FRJEUT.

BEE 9A FET QAE WEoR & Ach FEA] &
3 A7) drFEeltt F 789 #4844 F WA, muscarinic
FEAe] B3t ATE-S HHHESIT} Muscarinic 834 1
oA, ok eg7] 18Yl AFoZ Yeisth 181 A9
A YoA Hd 52 Holx, Azt 2L BE¥okys v
A A 2 T o] AutE wiilch v, dfinfelA
34 3 27, ARG E¥dT 2 FEE BA
o 584 FEY HojgkE 457} =Ajok YEkstth o)
Hhdord o 2 Hol muscarinic Ach 841 B8 Ach &
Azte} v IR 2, 29 ALY Skl ddsks 2y
2 U F AP

FE8HAQ 5AE TAE 89, muscarinic 78 o
Al F7HAZ Wrolzitt. pirenzepinel (1) AsHdE B
ole A& 137 KA WS Hols g 2802 |

Zlo] 7lojt}, o] F 7N} o}ddof st A WA vt

£ ox

S W Yol ATEY FAHE FHs BYE, M1 784
24 3 A 97U A9AY 30%8%E =R, 250
70%, 3571 90%7t B ¥, 4F Fel AW =9 FE7t
B ybd, M2 83 E AS 244 F 157004 6574l
Z v Sl WHskE HolX] Uitk ANSich 5 W
g BXFHIMT 2olE B, M1-8A= BA 19
23 Foll AEEo] £X O] 9l e Bl Hbdel|, M2-
FeAle BAYF-9 g dFelwt Ao 3y o
U WS HSth K-S 24t 14940 M1 M2—-5-8-4)
o] o] Ao g YehA HH, o]F, A7), M1 F
2, #u, AzxAle] Ex8HA =1, M1 849 74 2483
AL gollA Yol AA) muscarinic &9 A LAY}
A2l FYg v, M2-ol8& F2 4719 29} Hikst
FojlA muscarinic £33 (=mAchR) & °]F1 &=,
o] EoA 2 muscarinic FEA] TS M2FEA 2] L
B Al FL&At 122 M1 M2-831= A=
The wgd by 9 2¥E Btk AL & 4 QAT
QIZHA ] A S Aol 23] AgHH0]7 AT 2
gao] FEATY g FARITEY.

20 2= thE £579< nicotinic Ach 48§ (nAChR) &)
A 2] gt Aolch 97]|A, nAChR mRNA 2&
& F ol golrgitt &4t Aol= F2 Ak 4x AR
2 5 U T HURE Sl dEHAY FAel A
o] BT e, T8, AAHPE, MFY, A
74, dvte] CA3 ¥4 oA I ©]F mAchR$}
TELE P Hol7] AFst, o]F AJ1771A] Al o]
oA, B ¥ d9o= IgF 7k S B FUh
o]yt oY MHPA Y Ach ATES AT T o
LSRR =

BaPgoA] mRNASL 44 A9 BdS HJo
2 24 ¥ 19 AChEd g8 |Asle A4 34
o} miAE 419 niZ of#iFollx] AT W AR
< Aol BAZ ol ARMRE B HlE ok ¢
Mg Aog A7t 7 & mRNASH 84 ZEF-$2
BHE oF 4 F 1500 Huigtel] ©)2A) Hy, o]F A
3lo], 2570 A7) AER FAIH7] AR 24 AA
o) AR Zel o' A7 &4 Y3ly, BES A, Hy)
gl vehtoldt 1505, vl Zh4¥F mRNA2 2dg 2
ol Zog #AEo], XY AL 0] AelA 3
2 50)oF AAHxAL W v £X| G2 JIS F=
o] glEgith o] Avh= nAChRe] F&, A7z 1=
A AZMEA AXFPEA, Ald—A (thalamocortical) Al
BAEE F8 o] 92 g G Fop= A
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tha-2 Ul Ach A4 849 AChES 7A) 28-S butyry-
Icholinesterase (BuChE) $} 37 Zofxsitt. 7 @3 AChE
9} BuChE®] &4do] g ol wel 2|1 o Fof o}
2t Zol7t Qe-S &A Hlth WA, 54 942 AChE =
< BuChEQ] E4Jo] BtEA] th& A9e] 7k cholinesterase
o] HGARE wgs FA X3vhe ARE AEG F
HAAZ, 3 golre] AChE 22eral oo e 22
2dej| 2] BuChES] HEed s &3t siAlv &
s A A SFEdch Akl AReke QoksiAbY,
A 0 2 BuChE/AChE#4 9] Hl&2 E4 x|¥o| A5
o] 7haA, AT o)A ofe] FEME ZA Uil

oo Beay e 8747 g3l Ad ATS2A, B
7] YF® 2&o] FF Ach A% TE 4432 oJH 4
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kg/day or 6mg/kg/day) o] Az 9} snfel A ] Z2 Ach
A3 2] A e ofH FFE FAE Yot ®krh
AAARJ] AoE AR ¥ 7+ FAE 57, choline ace-
tyltransferase (ChAT) & 8452 UZ®o =28 FEl
ME Aol Ty, fellx gold, AAEY nus)
Al Ach $RF A3+ (presynaptic high affinity Ach trans-
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o dgEty oz ol e A TS 93] FEX
AE AZ1E 7, ARE 27) AoZ|2A, o] A7
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NEUROCHEMICAL BASIS OF CEREBRAL DEVELOPMENT

Boong Nyun Kim, M.D., Soo Churl Cho, M.D.

Division of Child & Adolescent Psychiatry, Department of Neuropsychiatry,
College of Medicine, Seoul National University, Seoul

During the recent decade, the new data about normal neurochemical system development have been accumulated
very much. Based on these new data, the up-to-date theory and hypothesis have been developed. These development
of this field results from the technological/methodological development which increase the sensitivity, specificity
and validity of neurochemicaf research. Especially, molecular technological development support the recent neu-
rochemical development.

In this review article, the authors described the recent research findings in the field of normal neurochemical
development of neurotransmitter system in animal and human.

Most of child psychiatric disorder, especially neuropsychiatric developmental disorders (ADHD, Autism, Tou-
rette’s disorder, MR etc) seem to have underlying neurochemical developmental problems in the pathophysiologi-
cal basis. So, the data on the normal ontogeny of neurotransmitter system can be the most valuable resources for
the research on the etiology of the diverse child psychiatric disorders.

KEY WORDS : Neurochemical development - Neurotransmitter system.




