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(Study on Dopamine and GABAergic Neurotransmitter
: Abnormal Release by Poisoning Substances)
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(neurotransmitter) & < 3}%] (dopamine)3} Al 2
(synapse)ell #3F A7 2 3 &4 X 8AL =2
2} (prozacyg N kated A7, A AL A 8 X 5.4l g
o 718 T2 =993 GABAE A73AL
24 9 sz =L 25, A, B E, B
o 5& A E Aoz o)A ¥ud 9 L
AW, AANEDE, S22 5 A7 GAB
= gl AAAGEA = o] A} Byl A 7hA
S 7ok =919 3 GABAS] FHl = Ay
(postsynapse) 5=&-A| o] A 71 7)%-0] 2R},
v} upepAl el @l 2, B, ElE 5
EA 8 Bulk olz} YA B A E3) HE &
Ax F9, & 5o Y= L 2] o) & &7
o} opepa] 2 =l E F T HAAYE AY
Ao A APH T e AAAG BF Fol =97
7 GABA Rulo] & Q3 AH4 5 vletoz A7)
3l 32} gt

>

=
o
A
a
=

off W Jot o

12I11118?£ H22 20014 108

(brain) grofl A} A B2E F
33ty A EHd AAAE &
831, X7+t ar, 55 A "ok Al A o] FxzA] e
ZAeste g 2 e HoAe AR
ztgsic, FA7HR] Bl A o k] AAAEEA
ZF o) = o}m x=AbA 2] GABA (y-amino butyric
acid), glutamate (Glu), glycine (Gly), o}u] At o 2 B
B =5 o]z of7l A ¢ = 3l (dopamine),
epinephrine, norepinephrine, serotonin, acetylcholine
(Ach), 59 o}mxAto 2 RE] A= 7] A}
o] = 4] ¢] enkephalins, somatostatin, dynorphin,
neuropeptide Y 502 vpipoj 2 et AR A SEA 2
gutd AL Eolg WS B AYA A
(presynapse) Al 3 M ol M A, A= oA 1, A}
Zo)] o) ste] A A A SAb dedo A A AFE 3w
250, A g2 EA (cleft)ol] WEH FAb= A2
% 5gA4 AAM M HAF] vlel HolA 31 Al
WA EAe] ME ™ AFEE T Fol W A1
AGEA B3 A AP A A AZA 0 A7
ol ®tt. 1% olnl At} ofulAl o] AAALEA
2 A4 JAZ 238 3} {7 EFARA AYE
AX (vesicle)ell A AE 1 v} EE W, Hetol = 417
AgEde g Z 2xez FAHY (Bearet
al., 1996).

=5l 9) 5747 =44 o} 7} GABAs 447
+ Ach, Glu, enkaphalin 5] 44 9} o] G-



protein-coupled 21 74 A & & A o]}, G-protein-
coupled 4-H £ 3hte] Zeetel= 2o 7
7| 2] membrane-spanning @ helices 7%= «, 8,7, 3
742 9] subunit2 F-A E}. F 7]l guanosine
diphosphate (GDP) ¥} Ga subunit$} 2 g3tz
2E SYABL T iol | A Do) 2oy
GDP-bound G-ptoteine] 482 ¢} ¥ 5] Av} A
GE24 227} 2483t G-protein® GDPE W&
33 GTP= M2 Wz 71A 9 Z8g 514 o).
#4315 GTP-bound G protein- Ge subunit2}
GTP= v}i-o] 2| 71 2 =2 GTP7} GDPE ¥ i Ga
9} GB,y subunite} &7 A =-$ cycleo] A=t}
(Fig. 1). G-protein-coupled A1 AL E2 4
%o Al GABAX GABAB 444 & 7}x9, =3}
"L w39 Dy, D2, D3, Ds £} Ds9] 57}%] 4£8-A)
o} o] EAgte. =3ul I GABAS] 752 1
28 ) o] 23 24 P} (Bear et al.,, 1996; Hames
and Grover, 1999).

Postoynaptic  Presynaptic

Krd1+3.2

Fig. 1. Structural model and major effector systems of GABAs
receptors.

= AP A A Al A B F4

dopa— =971 02 AE o] AldA F AHA

of £ 7 & PolE o= LA V) 2A) 3. =
9 A AE 22 FHE9 9 e B9, F7
EA59, =949 44 ANz H R E AR
A (striatum)F-gloll 2 8tc}. =974 A2E
EA-A 2 A 7 2 (nigrostriatal pathway), > <
A -Zx 5] A (mesolimbic-mesocortical) A 2, 24
X = (tuberoinfundibular)®} 24 A ¥ 3} 4= A
(tuberohypophyseal) 4 22 FA gt} =vldl9]
clokst of sk} 2h 8712 29l 8- ofF o
2 =39 ulkAd o8] =4 ¥} (Grandy and
Civelli, 1992; Giros and Caron; 1993). GABA:= oj
¥ 5] 2] (cerebral cortex)®} A3 (cerebellum)e]
Rz 23 72 o AzA, =t

B

(hippocampus), FZ}-§F (olfactory bulb) 5 2
A 2ol AA 437 EA e AAA AHEA
22303 GABAa -84 2 GABAs 44 2 &
%7} £A %5 32 GABAs 48419 o} ol
cloning = ¢ ©+ (Bowery and Brown, 1997;
Kaupmann et al., 1998).

A oA A A = U= ' FF
AAAY B2 JId, F4, ¢FZE Fol. 9
E 24 3k, A2, ¢oletsl 53 34 3
A F5A FEZ HFHIT o (Kandel et
al,, 1997) 2% ol 2 Jz¥l-& 37}l 59 &9
Fg-2 ol £ W Al (limbic system)e] =3}
ul Aol g Fo fEol Hdt H=E F7}
A 719 ventral tegmental (VTA) 2-$] ol 283} of
T, %, o3 Foll 3L At =3 Ay
de] 2p83ted A F& KEAAH. 2By
ZEA B 3t AAAGTEA F =9I
GABA #-1] o] Aol W3l A7+ o] &elA 3l
7) ek,

rh
rit

1. =xgl

FHel Foll A AAAZGEAFY el =3ql
2 tyrosineol A tyrosine hydroxylase (TH)el| 2] 3]
dopa® A3 ¥ % dopa decarboxylaseel] &3} =3}ql
o2 FARY. /5B 292 AA, +F
23, 4, A 53, AR ER 2, FER
A AYH{A 2-o) 23 AL 3o} 2 A
24 =294 e 59 A2 2 Lol F238}1A
A#E e 3le] o] AAMESY &4 ez 138 57]
Y o A 5 AR HEol Ao & &
ghet, AR S A-F e oA =5ig] Aol A+
Atae) A ZAA, AN, 71 ol e = HAE
dZ9o] PREL o] mujul A ol AellM YA
(Missale et al., 1998). ZA T A A A= A AFS}E
o} HE5A 2 7 e2Ao HqHEH xRl
AARGNA FeElHo] o) HepA 9
402 Eo7lA Z2 g g QA7 s
28 &3]3 (Deutch et al., 1988; Lieberman et al.,
1990; Goldstein and Deutch, 1992). =3}7] &3 +=
Di, D2, D3, D4 &} Ds&] 571 %] =84 o}3 o] 9o}
A D1 DsE Di 23|, D2, D3, DaZ 33 Do 4
4A o} oz RF3te] F2 FH 3l (Bunzow et
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al., 1988; Zhou et al., 1990; Grandy and Civelli, 1992).
=3}9) D1 4~-£-3) = adenylate cyclase (AC)E &4 3}
A7 cAMP A& Z7}A)7] 2, dhd =39 D2 4
LA = cAMP A& dAA1ZY. =549 D13} D2
£ 8 3 A=A 2 SKF38393, LY141865,
bromocriptine] £ 3l ZA A 2= D1 4=
SCH23390¢], D2 484 o] & sulpiride”} ¢+
(Seeman and Van Tol, 1994). 3} A A1 <}E-2 Di3}
D; 44 2% A3A 2 283 AAEDF,
dyskinesia, 3] 2% ", hyperprolactinemia, -$--& %
52| Asgte wuy] Ao o|Ael &3] FE 1 g)
&2 olu] AdEA et AAZE H oA =3l
o] R o] AGHH ARG S HeA He
¥ =uul AgE 2 ofFol ulE 8§ AW o F
olch. utel vl A& A I F5A FF
o 25w FAARNELE FH7F Bojd o
B3 o] & #A}: limbic 4 A =9t%] =27}
b4 i 7R A8 =9 £ 83 =
Aol 44 9 A3 =97 AL EA
A7) W &ell, & EAA 9l =30 A 27} 57
o) Foll =3}l o] v} s 5 7] 5ol A=
AagAdlze =999 A4S I 7E A&
Apg-ghe. ARG Ze] A4 =54l 2849 7)
& agsle &g AME-3E7] = gk} (Lieberman
et al., 1990; Goldstein and Deutch, 1992). &< 44138
Aol s Folul o FAE A AIFIE Hel A
A $AY o] A= 1L (Thomas et al., 1995), 34|
u} L-dopas Eoi31d efole] Aol HAH o=
3] B-5-& 3l st¢ v} (Zhou et al., 1995).

Mesolimbic A= o}ekdt e 53 AHH o
9] o olr}. Y=el-& FU 2 2 H mesolimbic %
o Yol A =aule] YA-E AFAIZ. =Rl
A A A g2A o|v} 713} A4 (reinforcing impulse) 7t
2 AFEL HAsEY F88 4TS . 17
U A BAEL A AFe] deube A=
2 FEAAM AA 2E B o5l HI G
#7954 BASE Asdez AR
3w Uz 25L& A A7) I oMY
23 g2 $4A4 g3 FE5E& A 5 A
(Picciotto et al., 1998). A4 2 37}l 9] A7 =Z&
A& B& e 24 (tremor), P (paralysis) S o
© 7)1 9, 7} 2} (sensitization), & W Al (reverse
tolerance), 1 % & (paranoia) 3} 22 A Al o] A}
© (psychosis)& 4o}, =37 FREAo] Fe] Ao

14 HI8E H23 20018 109

2 A3 wopaneo] 2 =3 WtE AAA ® T
ol Eo] =uul oL A} o] AL IS
G435l W =1 A& 271 A 2
2 Aoz @7l A =7 A HEe A4S
o ] dojuEE dFo) FZres 3xgd =
72 sjuloll A =71 EHE 7|Gsta 1y =2
7hel & 3= ¥ 9] of o.& 24| glutamateol] 2| 3|

A =9 244 TP JAEH 4 gloH
glutamate 2}-8-o] <A == kynurenic acidol] 2}3) F
Sato] A He. =3 mlele) A i f=
7124 39 317] 913} serotonin transporterv} =3}
ul $ulA FAE AANE ZIldez 523 o
o] BA AR o2 ZFAATEY FEe) o
o AsH 58 Fol=hEe 3t
=5
Az

o %
B
25 o ofo
TR
pe 4l

W
Y

)

g PolEol = 237 4
A7} g E2A e 53], A xA AR ERF
ol 2]} 8} nucleus accumbens (NAc) ¥-91&= F5A
o} E-of] W3 BA} &8 714 w17 HelE o]
E BBl o] BeAM e F VIAS =3iulA
gl A4 A7t 2T 4 A=F sl A
=ule) WEg AT Fod Xl
NAc: shell 283} core BEH 0 2 o]z =1
shell-& limbicA] ¢} @2 =] 9l o™ amygdala®} &
A BRow Fxel Axe] Al &5
3 A 7] %o 228 AL s &l vy
core: 7] 3 Al A A (basalganglia)®] 25 Aol =LA
AZ=He] 52 #FH g AYelH. F
2ol Bael ap=d 3ytal, fwlelnle] 213 ¥4
NAc9] shell x] o o 2 RE] =oglo] A=A &S
oF7] A17]H, Y =& = NAcY] shell 2] HollA =
nlo yhE& A aaE 1A FE BA
I oFE FYA A5 A H o] A BA A
¢330 FAH F2E AY Y32 F5A 4E,
AAA, apH A 9} 22 Td FE2 HFHL U
(Pontieri et al., 1994; 1995). AE & A9 I A
ZA A =oinl vbEo] #3 F2) EHE =3
A%k NAco| A 2B A, A 29 I o
Foz g3Ae =99 WS 2] delA
9]} (Schilstrom, 1998; Takahashi, 1998).

yzele] 783 254 ozt A& 1988
J olm] m FF A A Yr3HH (USA,
1988). Y m=l & F7lel, 2 <l, Ao epl g 23
g 54 =R FAM & A (Stolerman and
Jarvis, 1995), Y Z®l & A gk Aol S4 514 3}
delxs Al10 =99l A AA £ wEs AF3te

£ e

iy

=



=519 WEo) wheby 25 EAY )4 Y
A ¢l o] A} Bu]E Wt} (Stolerman and shoaib,
1991: Pomerleau, 1992; Mohammed, 1998). =3}%] 4
434 }FEY ATl M= S5 AT F
i, ZAAE A7k RAG S A EARE
FEAAM DI LA E AFAT=F B35
FEo] REH oz MU} A € Uz A
7 D2 443 % AT o] HBFRA AF
£ B8] g.o 71} (Selfet al, 1996). V) 2 ¥l -2 VTA2)
=99 AR 2N FAE A3 (Kalivas,
1993; Nisell et al., 1995), =3}7]1-2 U=l 2] &3
o2 433k NAc W 9] =397] A7 gt =
9 9 &2 R=8kt} (Mohammed, 1998). =341
2 =718 843 A] 7= - psychostimulants£}
SFEAH NAc Holl Al Al E 9zt Ald A8 =5in]
WE S FUHA7I9 NAc Wil M =33l Adde
GABA®) 23] 31 A%t} (Dewey et al., 1999). 9HA1 A
Fae Aute) 94, ¥, Azl T A3
Uzg A3ka 32 o) g)v} (Pawlak et al., 2000). &
559 Mo Jzel A3 29 ade} f2 subunit
& 2ot o R 2R $4A0) o) Aol
21t} (Wonnacott, 1990; Dani and Heinemann , 1996;
Picciotto et al., 1998). A A1 &G Zo| M A A =
FE o] oJEAS A (Salokangas et al., 1997;
Dalack et al., 1998), A1 A 2. ol &}-&& Fod Al = NAc
NN =97 £447F S7H S & 4 A Kim
etal, 1997). NAco| A 2715 =3iv] -8 += =3}
7] $ubA &) A A7} ehd =57 ZHA) 8] W&ol
% ez 42D,

Faol g YR shie) 254 B AT
3} 32 )Y} (Lversen, 1996). £3) F9L Yzelvo
o Az 2E40Ede 94, A E o7
YzEl-& ulofolul it &3l A3 EA 2 A
Moz By el A o 39 % Fo) FAoE
Abdsbar jE-E T0A] o Aol Aprdate] Azl 49
20% = viep e 8% 7o b 6%2 A A o] 1L
AR el Ay Faol o8 Ve Fdol o
29 FEAHF 95%7F 2l & Fovls Alxest A
Ao e AgEelA U2 250 4HT 7
A A 8F-& oF7] 3} (Stolermann and Shoaib, 1991;
Glassman, 1993), F-d ol Qi = AHA G Zo] &
=¥t} (Salokangas et al., 1997). B3] -2 A, 3
Qo) A5 Agehno] A2 B o4& 2
go} (Miyata et al,, 1999). ¥ A& A 3F ) =

T i T \OTw .

Fig. 2. Film autoradiographs for dopamine D1 receptor mRNAs
in the adult rat brains. Dopamine D1 receptor mRNAs
were locadiized in the brain of control {q), nicotine (b),
smoking 10 min (¢), and smoking 1 nr {d)~treated rats
using in sifu hybridization with 385—-UTP labeled cRNA
probe. Dopamine D1 receptor mRNAs were difterently
increased according to the smoking and nicotine in
fhe caudafe—~putamen (CPuj, nucleus accumbens
{NAc), and olfactory tubercle (OTu). Sections were
made through 1.00 mm from the bregma and 10.00
mm from the interaural line. Bars represent 2 mm.

g U DP C N &1 S
0 32
560 - ’

500~ DA D receptor

mRNA

180 -

Cyciophilin

130~ mANA

Fig. 3. Representative RPA showing the effect of smoking and
nicotine on dopamine D1 receptor (10 ug of total
RNA/fane] expression in caudate—putamen tissues. UP
represents the incubated undigested rat dopamine Dh
receptor (560nf) and rat cyclophlin (180nt) CRNA probes.
DP represents the ribonuclease—digested probes. The
lanes labeled C (normal control), N (nicotine treatment),
S 1 (smoking 10 min}, and § 2 (smoking 1 hi) represent
protected D1 receptor (500nt) and cyclophlin (130nt)
mMRNA in the brain from smoking and nicotine treated
animals. The autoradiogram was exposed for 16 hr.
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A& T4 F =97 +44 mRNA
G 4s A A FA LA o A 7

X (Fig. 2, Fig. 3). w3t " Az dAnj 7 o2
=y 4o I Axir| S HRe A
Ad 2 F 9o ARAPAM = FAEG S 1Y
AN ZEFLEDY &3 A0S ol AFHH
o] e = Bolx| ettt (Fig. 4).
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Fig. 4. Localization of dopamine D {a and C) and D2 (b and
d) receptor by immuno gold electronmicriscopy. a, b,
and ¢; normal control, ¢, nicotine freagtment group.

AA Y &l A Aele FERLEA I3 = dol
A AL o Alzbslict JAR-S] FA-L ot A Y
Zelo] av2 &S el Bo} 3o} Wk I
o) X e, 7l Folwl g LA A A7)
(Navarro et al., 1988; Dewey et al., 1999; Muneoka et
al., 1997; Oliff and Gallordo, 1999), u] A <4l 7 $-¢l]
FAe sl oA A Tl Hele 2D
t} (Suarez et al., 1990; Seidler et al., 1994; Sobrian et
al, 1995). B3] HALAZ, WE, Y472 4] 871
$A TV, B 2ol F9bH o dojit
= sudden infant death syndrome (SIDS)2] jj o} &
o) 0] H7) = 83 o] JFE o]t Foll = A
s50] A7e) A, WA BAF LT
(Horgert et al., 1995; Slikker and Chang, 1998). A1 #] 2.
Holol Al Uz :71el& FAld =E0E 1
Yzele] 2719l Bt v SDS, 0, AL E, ©
of ol A AAMTEA $44 ) WIHAH $3}
o AgAg z= gke} (Slotkin, 1998). @A) 42 &2
gk h Qo) 417, A8 8 2w} ohe} A3 H Q)
A7 A2 Qe v AEFEA a2
N1 Z2] S5 QAR df o dF Lol 1E
gholl Bfotell =Fbe] 24417 F3F Al v T2
A Dok JARRIE 27] G F7] o] Fell 27 &
s Aol maA F45 o] Botol A
Boletme 257 e Ao Hold FE ) =
A7k Boj A, AR A, g $A ok A %A
t} (Noble and Paredes, 1993; Silkker and Chang, 1998).

Glutamate®] &A1& GFEFEA A F5& F7
st =82 F 4 AT Wickelgren, 1998). 417

[

2,

108 ms2 m2v 20014 104

AZE TEA7 = AL EAZE gluamate”} o &
Aoz o] BAe g3 FE5IAALE AFATIAH
2N £ 95 27, SeER 5 AE
£39) NAcA o o]} 330 AT ¥ A ol
glutamate 4>-&-A] F2}-E-o] Z7}5 2 o} (Pierce et al.,
1996). Glutamate™ % <&l 93 Vet B2
2458 viAsH kg £ B0l vehie &
4, 719 52 glutamateo]] A 9] HRLE &I
(Grant et al., 1996). ’

2. GABA(y-aminobutric acid)

GABAY F3A17A A F2 A4 AAAd2
EA 2 283} glutamic acidel] A glutamic acid
decarboxylase 2+&-o] &3] GABaZ A Al g},
GABa: t ¥ 3 A, Axe ez EA81 1
9ol siul, A4}, AzA|, FAu-g, Aol $x23
of £obm 48 vla) ] A ool Fx3} 1
aith. GABa9] 444+ GABAA Z=8 3| ¢} GABAsB
4432 JEo. GABAA 44 = S 44U A
A&, GABAB 43 = Hh-&o] =3 A& A
t}. GABAA 483 = ligand-gated ion 2 2 -& & A1 3}
o o} A 4712 cl F2E Ao FH, A=
2 cle] §95e) FEFo] oA wE FA7)
7} $3 5w E43 e A4S )22 o] 4
Aol GABa7} Z g3} = cl 2 d o] 4315 cl
o] 49 2 A=A o] Frlste] HE-Fo] doindr
Benzodiazepine-2- GABa 4>8-3 ol 23] 2+4-3} A}
Ade A A AubelA] ¢k GABaS] E&E S A
)3 cl Ado] A= J4E F7HAIZH.
GABAB 484 = G-protein?} 4245 7x2 ACE
AAAA Lol 23 JAAAE =3
phospholipase A2E& A}=3ted K+ A4 & A 3A|
7o 8% A S¢4 AI¥ 29| GABAB 444
o Fgsted Bgol e #Ue B2
{Bernhard et al., 1998; Fritschy et al., 1999).

GABAB 4=4-#) = 3 T cloning 5% +4 (Bowery
and Brown, 1997), ©}A] GABAB:1 4~-4-# 2} GABAB:2
283 o}3] © 2 cloning¥ o} (Kaupmann et al., 1998)
255 g N E £F00 M GABAs =85 of o g
2A o) 7}% 34 = gl (Billinton et al., 1989;
Bischoff et al., 1999; Durkin et al., 1999; Fritschy et al.,
1999). @A) GABAB $~&-A o] U HAA =
muscimol®} baclofen®], A A] 2% bicuculline}
phaclofene] ¢] ©™ GABAs 48] o] A} £#]d]
93] 74, waks §-x3ho] oe A ¢lv} (Bernhard
et al., 1998). GABAB 4=£-A| 2] =& o] 7+ {1l



A4 Bl sk 14 A8 264 GABAs 54
AZE AL B4 2 GABAS £817] 2
A ouas AR JRE ALY F2 5
anterior ventral lateral thalamic nucleus (VLa), nucleus
reticularis thalami (NRT), nucleus reuniens (RE)X] & o]
Az AA T A Y o]t} GABAB 4&-A|
7} Ttype Zg Ada 972 AT 2 o o] & A
o NAA T T Aol A e o} 1A
S 53k} H o) 3u}, amygdaloid':ﬂ] 2] spike7} o
o]} =] ¢kek 31 VLa A} 9 -2 motor cortex 2 neural
network”} 3 A = o} 743 % A 3}8}, NRT, RE %]
32 3vle] CA1F} NAc, subiculum e 2 FALE =

o 7] S pe of Fabol] EA7HAA 2L
©}. (Hosford et al., 1995).

FZ7}H4l, ‘{:’44]5}‘%'1, £ oo Yz", d3E 59
F54 kBl oA Al AFM E] FA 391 d el
9} GABA$} glutamate2] -rH]-4 FAEE =qlv}
(Shoji et al., 1997). Bl ole] A1 AA 23} H"%ﬂ]
GABA: /‘]"3_’: FAo M=ol HH, oz o
A A o)Az #+2-3bo} (Fritschy et al., 1999). 5-3)
20%7} YAl Z GF-g kZo] HEd 1000551 —%;1
g EH°P°£:’—°—’§%‘——7-4 ¥ Az7t &5 94
°“‘”\l714 B3] 9Al =7)q 25 7}7—’1°i‘i‘rf?}

W A7 =AY QA 7)ol & el =
éﬂ ol o} dFLE FFZ 9l glutamate s}
GABA 4=4-4) ¢ o338& n| XA =} (Barinaga,
2000). 0] & 2 &.3}7] S8 £EA S A A 7= 8
HEo] 4797 el NMDA 5477} 2hsho]
w28 W2 e W 29le ABA L 2
71} apoptosisE Y oA A FAH Z7HE) dA o] #
2] A D¢}, 3173 2 A ¢l barbituratest} benzodiazepines
£ A2 Al A AN Eo) apoptosisES Uo7 H
GABA 8717 B4 3}2ic}. | &h-& o] GABA 4
A g ZA 3187 NMDA #4-4 & 7‘}‘;""] 7)&=
A% e e VYT F2E =3 F2UAT
Well i 2B AAMEE —-a—?ﬂﬂ——“%] a3 o] 5
248 A3 skod WA 242 27 B
o] £ 4 & ALE $ & ol A dod
(Barinaga, 2000).

2 AP A o) A GABAs1} GABAm: 4=§-A] ol o 3
¥ o] reopy why & geldlgl 3 (Fig 5), V2= Al

A, A EF4, °é'-:—a, %3’4‘4] g Hile= AYgE
ol et YAIFE el Al dFZLE Fo & F
GABAB 4~4-3 & $2AT A3} 198 v A LA
& o] A& BT} (Fig. 6). A, 574 %7“ ol ¢
g go} 3 AAA N o)A} B3 in vivos)]
oj] in vitro®] primary neuronal ¥} %¥3} organotypic i
& 3w 9lor, A o9} 2L J2E EHE
FAFH T 9= AL a0 Aojdt vy
£ 2zt A4 A S -

Fig. 8. In situ hybridization analysis of GABAn —receptor (a, b,
¢, and d) and GABAsz—receptor (e, f, g, and h) mRNA
in rat brain. Tissue sections were hybridized to 355—
labeled antisense probe. X—ray fiim of representation
autoradiograms of coronal section. Gr; granula cell of
olfactory bulb, Cox; cortex, Pir; piriform cortex, CAl,
CA3; field of hippocampus, MH: medial habenulq,
Thal; thalamus, VTA; ventral fegmental area, GL;
granular cell of cerebellum, PL; purkinge cell of
cerebellum

Fig. 6. Film qutoradiographys for GABAs1—receptor mRNA in
the sagittal section of whole embryos on GD15. a;
control, b; smoking—treated rats.
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