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AA o] FAdot Kale) AE 2~
of71gtttal ¢ Selye(1936) 2] A2 ZAsfrt #)
A" %, Rossi%(Rossi, Bonfils, Lieffoogh,
& Lambling, 1956)2 3AFHNA FFrE#H A
o o3 Aol HAYETE= AME A BT
g on, o iE YAYE of7)sle AA7IA
& Fove dAEo] #¢3] s
2EH A Aol de JPATES A
BE, gl BAste 8102 AHacid) %
pepsing® 7} HY (mucus) 74, B4 AHZ
ol= & (adrenal steroids) & catecholamines
of Wsl, et gt A1 qte] &4 (isch-
emic damage), 28|32 gut prostaglandin
(pGs) 49l ¥iglgo] lon, oleis A5
Ul5-5o] 23 AAAN s %4 €h(Hernan-
dez, 1986). o1& & FFNAAFTANAM 718 F
293 9JEAHo] catecholamineAgel AW
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k. clelgt A3k HE sl

BAslAch 2 A=
Folvl gt 2ekon, haloperidol ¥ X Zghe-
DAS| A AN EAE A

3t 7}l 53] dopaminee] ‘H3loln, o]t
dopamine(DA) #| A7} YAk dAdo] 28
&% gl ¥ 1E(Hernandez, 1986: Her-
nandez, Stanley, Melvin, & Prange, 1986;
Sullivan, Henke, & Ray, 1988; Henke &
Sullivan, 1985)¢] go] wE =i}

ol2{gt 2EH A AU F23 AL 3}
= DA9 Aslety #&71Alo] & R o
2o DAZM-E3 (agonist) 0 apomorphine,
d—amphetamine, methylphenidate, threo—
dl—p—hydrozymethylphenidate$o] o,
DAZ 322 (antagonist ) £ & haloperidol, clo-
zapine, metoclopromider} ¢t} dutxkoz
DA ZEE2& T3l A% 2AEolY
AT} Fon st 2AaE A7 (Hernandez,
Adcock, Orlando, Patrick, Nemeroff, &
Prange, 1984: &8, 24, W33, 1990),



2HEAS Bofabd kel wAgot 43
A7l % 7EYn gch(Ray, Henke, &
Sullivan, 1988: Z& 7}, AA, W54, 1990).

F3A7 AU DAY AUAFA MAE FH
1] A WA A (mesocorticolimbic system)$} &
AMZA Al (nigrostriatal system)7} 1o
(Carlson, 1978), oi® FF29 2E# 2ojd o]
= A A 257} ekgsivty o Herman, Gui-
lloneau, Dantzer, Scatton, Semerdjian—Ro-
uguier, & Le Moal, 1982; Thierry, Tassin,
Blanc, & Glowinski, 1976). <A, A&~
# 2Eg2Eer Az (striatum) &} S
(nucleus accumbens)olA DA turnover
(DOPAC /DA)7} freluletA ¥slshi=d], ol
ZAMZAAYG F | AAAA T} 28 2
th= ARAS AJAMgcH(Innis & Tansy, 1980:
Orlando, Hernandez, Nemeroff, & Prange,
1985). ¥ H=uj4}3) 12 (anterior cingu-
late cortex)oly} Uz 8 (cental amygdala
nucleus) ¥ 22 WHAAGFRE] REH A 9
Al okabayel] ot A7 AdA R 7hE
Ho] 0|5 o)A DAV} AFuAg v Al E)
£ ARdggdelgta AuE 1 vk (Henke,
1979, 1982, 1985; Henke & Sullivan, 1985:
Sullivan & Henke, 1986).

Hiz g} g tate] #A et #HF o A+
= A=A (anteromedial amygdala) 2]
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RS B3k Sendt Anand(1957) ¢ €tol
t}. 1% Shealy9} Peele(1957)& H1zFA 3
3 o] zFo] $l9] 54 (gastric mo-
tility) & E7 M7tk B8k a1, Koikegami
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231 &3 o] xpFo| gabinle] el 914t
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ele, 1957). 3HH Grijalva®(Grijalva, Tache,
Gunion, Walche, & Gelselman, 1986)-& Hx
& o] SAGLAE STy Hisioh
Henke(1979) & 2Ed X JBE B3t Al
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A71(1980a) ol A W& H 3 (medial amygda-
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pathway) &2 T3] o3 9AFTNES
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somedial amygdala)&EA4-e AIFTAE 3
A Fol2H w8 (posterolateral amygdala)
L2 QA% AEAzIvk B 1 (Henke, 1980b)
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ridol & vlM|F-qishA] gidkar, ek 2H Ha
of DAY H3E& FUs AES Folu )7} o
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haloperidol® 17He]l & AHoA A YA} &=
g FEAHAAN  FL AdFF 1,
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€ 1A, parietaldE74A P4E BeE 24,
chiefM| 2714 34]¢] Zolx ¢ 33 3
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7z R
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. 33
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T AAY HAE 2o Fon, DA $47]
A1) haloperidol FHeH& 21994 2 DA
choll Hlal folnlsiA & AAY YL B
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190 Ray$(1987) 9] o+ At} 5
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Orlando, & Prange, 1982)¢} ‘12| 1 L—dopa
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7i{cholinergic receptors)el] 7+ olzg el

Aed *ﬂ g adrenergm inhibitory effect) &
THAaAlAH A %’Hﬂoh"— s A7t (Hernandez,
1986). 1&]al A 87190 w3417 (vagus
nerve) 9 vlE %4 (dorsal motor nucleus)
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phin(f—end) 12]31 bombesin(BBS) 3 2&
A7 9e}lo] = (neural peptide) BEE 1552 &
At Qo (Morley, Levine & Silvis,
1982), neurotensin{NT) % o] & F}(Gr-
ay, Cassell & Williams, 1982; Roberts, Wo-
odhams, Polak & Crow, 1982; Ungerstedt,
1971). Hernandez(1986)= NT, f—end 28
il BBSS 2Ed 24 AFLAE oA s,
TRH (thyrotropin—releasing hormone) 2}
VIP (vasoactive—intestinal polypeptide)
okt S 2RItk B 3tg et Herna-
ndez% (Hernandez, Adcock, Orlando, Neme-
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T3 Rays(1987)& NT7} DAEARA A%
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TZet3 3k 3HH Massaras (Massara,
Camani, Vergano & Mdinati, 1978)& TRH
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#dse], £3 DAx= TRHo) €3 TSH(thy-
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TRHY A4 S anE A2 7Y st
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AMe H=FHY Qe AAdelol=gs
DAZYe] A5 &gl Uizt A9 AAHATH LH
FHAE Y] g3 Agol] s Fr] 1A 8]
zof & Folt},
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Central Amygdala and Immobilization Stress —Induced Gastric Pathology In Rats:
Dopamine and haloperidol

Hyoun—Kab Chang and Byung—Soo Yoon

Yeungnam University

The present study was undertaken to investigate the effects of dopamine(10.), haloperidol {10.g)
and saline injected bilaterally into the central amygdala. After drug treatment the rats were
immobilized individually in supine —restraint devicers at 4 for 3hr. The results were as follows: DA
had an attenuating effect on gastric ulcers, but haloperidol had an aggravating effect. These results
indicate the central amygdala is important in the mediation of the ulcer attenuating effect o*

dopamine,





