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acidoll EiAIHATH FEE FYT F FBo] 2%
3 FFEHEE 283 7gdl o AYBE AA
ok, FHHA T Ui (FE FAHHRE
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of m#dr] $13 WwHe=Z Junqueirast
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Tzt AL Fxoll olM fejulgh zto]
(p(.05, FHH HAHE HoFZAY. YAt 9
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AE 2oMe AEF4HY DANEZR = DA
B%E3A apomorphine & DAQSJ%?J_?J
haloperidol & wlMF¢)skd DANEAC] ~EH
2 A vlRlE FEg Yol Baagic
= AFAbEe] AYPAT(FEY AHAT e
1990: Z&2) dhad A 19910 Fdqt &8
T 19D ATl bt A 2y 2~Ed AN
AAFel DAY mao s o 1HThA apo-
morphine A A = ALY L AL Roln
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ug).salines FAH o2 wiPE 2 9ule)y
o F'AA FUHE Fo FYsldrt apo-
morphine& ASHERE Q& Jgsw e ()
1%°] ascorbic acidell &8§A1Z T oFEo] 2g)
g EF2d AR MEdes FFAA 4T
2 A2 3A12F Bt =EFPon uke) ¥
g2t AY 19 i,
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apomorphinef@% & ARgi#el o] U
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F 2nte A 2 AlAlIZen, haloperidold  E 2. M Mx|Eete YuY BYAS (M+SD)
@ &5 Aydue Hdo] BMo $xske 1% : S

29t FEdHNA F2 saline A YW 2912] ¢ Ao 4 A
A= A=A g H4HlGF 8- apo- S :
morphined@ 7vtel, haloperidoldw 8wle]. apomorphineX| 4| H 4.10%1.63
salineBAI G TulefellA] AYct saline EA) 2 ¢t 7.03+1.48
haloperidol A 2] 3 £t 13.17+2.13

A UMHT HEYMN —
7} A Fde] AFE AL 729} ¥4 A
AT o] A& HPFEA AN FEA A F
©F A FEA A F ) &fo] (F(2,19)=50
71, pl.0001)E EoFUt. AASHF F¥ol
A& haloperidol A% (173 :75.8%. 27%:14.2%
34:10.0%)°] 38EFH| &S 7P o] Hox
pnoer 2FEFH RS salineFAHD (1473
4%, 27:22.4%, 3%4:4.3%)°1 7V =A Je- 15-

o apomorphine ¥ (14:89.2%, 245 1347
6%. 3%4:5.2%)& 237 35 E¥H|go] A
vepsdtt, o] AZE 2938 haloperidolf%*
o] JAGUYE 71 ®Wel B3 apomor
phinefd &2 714 A BHon saline®Al3!
< FAE B g
FERo e fHFENEEE dEva
7] 8 AR S A Jdt @ 2
°] (Schffé.a=0.5) & EHHE 3). % apomor
phined9-& salineSAEY o} 5% 5ol
fFelvatAl e 44& EAIL haloperidolFi } .
@2 apomorphine @it saline 2| 7R Apomorphine  Safine | Haloperidol
5% EolA frefnjelA w2 44E Bt
o] Al DAS &% &4 (agonist’?l apo
morphined] HEFH& F£& LB 2o 93 B4 SRR E| ETIZF 2jHIQE BHANET
AL A7), DAZEEA (antago -
nist)Ol haloperidol & ## P& F7A 711
HAoR oYY Aufolct whpA |
A0 FYL 2EHAA °Ml°&‘i‘=f§-~% 0’*1]
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¥ 3. ABHAIFCRIS Y WS HH | AEAS(Mse=3.20)

apomorphine(nﬂ?)

saline(n=7) haloperidol (n=8)

apomorphine(M=4 10)

|
|
|

2.93" 9.07*

saline(M=7.03)

halopeudol(M -13.17)
p,<..o,5 . .

|
L
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B ARoNE AEd Ay AAPIYD HES
A8l DAstY) #Ag dohuele Bxogz =
7R AEE ARG A3 1eME 6-OHDAS
ﬁqg%}\laqoﬂ zcg—g;]_o;] DA}S /\]7&1% 2 },;)-U\] 7]
T AETEaE A0 o3 fEFAY 99
I =g A0 = DARSE
A2l apomorphined DAZ&E-2 ¢l hdlopm]—
dol& A=EFAee] 5 & Mo P ey
2of 243k A PLYH = v wekdn),

dE1e Aol ‘”JO}“* 6-OHDAX 2ol 2]k

u] 8} 31,

E4HDe] salineBA3 sk Bt "3”1 s ¥
< AAPEAE HolFoan Brzag
DAY Aol el gdiobaa s oy she

Ao Fejsh 5 v} Jd@2e] Aupel elsbw
DARSEHQ apomorphine® 2 vke] giline

EAGRC} foolEla e

Tl gt

AE WAFRRor DASEY] AurR o)
haloperidol # x) ¥ ¢h-& wlmv%‘ﬂﬂ%%ol -+ apo-
morphine| x| gl ctel]l wls) & 01”1 A 2 94
FEYE BAFE} o) walgo) 1 'ﬁr
o] B #He- Al 8l o] D/\” y 750_?] i) of 7] ofl A

Folehes DAV AE; A kel & a8
93 & ke Zlog -3? 3 M’ =3

e Avke dHelx Ae-prasy s

of elal fdAlzl el el UL EA
DAY 23 @l A=v] | haloperidole] elaf %3z
Hrh= Ray “(19874 vd B dpaie] of
z-] o %g‘g}(z}ﬁig ]()91)9} ,(%x? k=
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ey

B4 )

91

Agth. e E7bel #9% haloperidol
colozapine % metaclopromide®t 2 DA%GS
7] AEA dsf fAUYe] ZAWEGE B
(Ray et al 1988)¢} 4o haloperidol & 29]
st Al del HEEtE ¥ (Nemeroff,
Hernandez. Orlando. & Prange. 1982)1} 4
As ddes B8 B8 DARATEAQ |-
dopaX 2|7} ~Ed A 9Jdlraye AgAsk=
WHA DA87 22291 haloperidold x| &= 9]
AFEEE FAAZ0e B dyzle) ojd oo
=9 A (FE 5.1990,1991) 9k 7H A 0 5
"—1*] ot weh AEd 24 gAPdgdl DA
AR 3o H*ﬂ"k”“g*“ Crd K
EHAshiAl zpge gl oAl g ox)
’\]z’l Zolgd Ha) & c] A% 2l up= sl =
[&h= o]},
Hernandez(1986)°ﬂ b AEY A& cate-
cholamine(DA. NE)& 22A)7|1 71 Axtgs
144871 (cholinergic receptors)ell 7+gh o
A 4 g} (adrenergic irlhibitox'y
offect) & HAAAM A99kS By 7Ickn
‘*5""}' Henke(‘ 1980a.1980b)+= siy-gtx o
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Central Amygdala Dopamine and Stress-Induced Gastric Ulcer in Rats

Hyoun-Kab Chang. Byung-Soo Yoon and Soon-Kwon Park

Yeungnam University

To investigate the effects of central amygdala dopamine on immobilization stress-induced
gastric ulcer in rats. two experiments were conducted. In experiment 1, 6~OHDA(10#g)
was injected bilaterally into central amygdala to destroy dopaminergic neurons. On 7 days
after drug treatment the rats were immobiiized individually in supine-restraint devicers at
4C for 3hrs. The results of experiment 1 were as follows: lesion of dopaminergic neurons
in central amygdala aggravated the gastric ulcer induced by stress.In experimemt 2. apo-
morphine(10ug). haloperidol(104g) and saline were injected bilaterally into central amyg-
dala. At 30min after drug treatment the rats were restrainted at 4C for 3hr. The results
were as follows: apormophin had an attenuating effect on the gastric ulcers. but haloperi-
dol had an aggravating effect. These results indicate that dopaminergic neurons and
dopamine of central amygdala does play en important role in the stress-induced gastric
ulcer.

96





