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Az A 39} Stz A sl w)x]=
HEA &89

7H3t - S -
Aesta

e

zAge e AMH B A3 LFEFY FH M rE v
FHoleta ?}E} E drdMe A4, B9 Hx
FgE B, 4 92y Y44 AMzAst 85 Baa Ak BT E BEA)

2 ol 4w 5l BEAAT. Bl e Arlaag w22 43
3% SA0 23890 4Y 2, =
#e deriglon euzis 94 A5 of A BEA 24| YRAL FaE 1Y T2

AFIEA Aziste ¢oad

th g AuzAsy Suzdsd 94898 Aabgin,

rr

2313t HAste BTG AAHRE FEEH
A7v 2dd] B3] JY= D gton], 53 Yoz
g 242 got 2 WA7AE Yelele AEE A2
o &4 & A#E A% UK Thompson, Clark,
Donegan, Lavond, Lincoln, Madden, Mamounas, Mauk,
McCormick & Thompson, 1984).

U 7] Konorski(1967)= ZAHE L£37z18
(appetitive conditioning)$t #HL &8 (aversive
conditioning} & FE3t1, olv & 7] MM FHI
oz UEs £ du Aty oAy
719 &utgrgel A FRARF(US)ez ¢
2 A7I&AE AHREY] W2l Hezdsle ¥
&3], olvf A FZHield TEWEE, HSH
FHo| vk 71E)7)Y, oA sl z1aH
o] M @) ZAAF(CS)el dsfiA o2& Fxg 2

_|1m mlm

434 %9

g;'k‘

Fhom FAH 58 A2 Al ¥

FARe &R AN Aurzdss 443 cgz Al v

4P fFAHEge
, 228 2AAT0E st BHY YerAYE
TAde] &4 AYFEL Yubzdsd 2
Y& Jepd

cHbgol ofr|d wf 287} olEFHUTE Aol
122 Konorski®] 7#& & BA9 4y 419 2
IE BEOZ &9 At HolAdeH, 1 Fo ge |
9 Z3= o] Konorski®l 4& AAgn Yn
(Prokasy, 1972), 2ol 2 Mackintosh(1983)7} t}
& AAEH Y. ohet Mackintoshe A A &
=Ho gFS FHIZU 3K preparatory conditioning),
A FHe ggg 8 Z2U3H consummatory
conditioning )8t ™ TA3Y 1 Aty 3, ® A
o] g7k I 23l 9A dojdim |t}

THYeR By, FHFERASNE BE e
FA4sted ooz B, 10-2039 F5AHA
S =2, 40508 Aldo] @A Al

I CSeF USAbele] Az 3—4% BEe] Hlwa
N ARTAE F oW Juzdss Hyz 2 "

Aol T
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{Schoeiderman, Smith, Smith, & Gormezano, 1966;
Schneiderman, 1972). olef] w®|3jAx @Stz Asle
HE 100-1503 FEAYE AFscl T wgs}
W, 1 oolge] AlgE Hodhgd ¥ FEde A% &
Adoh g3 CSst USe BHEE 250—500mseceh=
e e ARINAS E W enzds oz 2y
N Gormezano, Schneiderman, Deaux, & Fentues, 1962,
Gormezano, Kohoe, & Marshall, 1983, 2913, ¥4 &2

714, 1986).

ofFAl FHlT NI AT ol #H
¥ 48457 44 dEdd s, oRe gwtyo s o
N dezslde A £ 79 &9 221874
THOE 99 2ol 88 AR AR 45 +
7heleh 1wk ohe} o] 22 Aol T FHY 27
g9 AANAE 47 g HAoleke A= AlAle

Fu vk 28a o] We 3 AFE ¥ o 1 v}
Aol AW, ¢z Aste) AutzAste] s
VA 28 A7 2uiEa 4 Azg

Thompson® 18] B8E2 E79 $utzziugo)
AAEH A B3 A AP 437} o] e &
53+ BoAEE B us gk McComick, Guyer
9% Thompson(1982)& wutzdurge] $57]7Hs<t
¥ AAEEE 7128 Ay, zdxFo] A H

A]./_‘:

e 713l A7 dsgo] UHHe Bt £ A
Mol ARAA X4~ 324 (dentate-interpositus

nuclei) & FHA] &N 7IH 2L £E5x7
FU3{McComick & Thompson, 1984}, F#éFe| &
datd 279 gol A#dHD (MceCormick &
Thompson, 1984; #7143 &3, 1987). Ev|EA®
Ag—Fde QJEFRE AHAAL FUFY &
e oz 2AWMs£ AP tH Yeo, Hardiman, &
Glickstein, 1985; 7 7) X3 f<33}, 1987). AxJ41%4
o YA AAaHAE EFAAR 2o glojd
TH{McCormick, et al. 1982).

FOo7 AMzaste] AA7| A B A7E B
3, Kapp, Frysinger, Gallagher, 2 Haselton(1979}& E
7Ng Y582 stod AEd F4 9 (central nucleus of
&AM A, Augig delyes A

-‘L\

amygdala)-& &

2ol YEA] gttt HEA FAYel ofmA)
€ VA FUE on) P49 Jutzgwgo] Akt
(Gallagher, Kapp, & Pascoe, 1982). %% A4z A%%E
G HEH FHUY @y $Fe ZiEdd
(Richardson & Thompson, 1983). o|21%t 43 Au}z,
HezxAgy ¥ ¥ Fe A4Ee A¢d ¢9z2n
2o} Ful A At zdsol] i A4 A4 e vada
2 F A

olgp o) Fupzislel 4zt AN 2
BEAME 2 WA E pYdsEs A7 494
o} 2 Be] @& A7} o] Rl HAT £ 2AUsE
st AAAATY FEAEE welHe die B
Ak Mauk, Warren, ¥ Thompson(1982)-& #u}=7
7} o= dx JVAHUSE 9 A Ade] may

{morphine)-& FY3W HzANEo] Az, »
239 daael d=<E(naloxone) e FY&HH 9
FEog BEE Rustdn). ey oA FYo)
FLEAE ¢z e %L KA 2y
(Mauk, Madden. Barchas, & Thompson, 1982).

old Az, FEXZUN: guzxAsd Yo
Saxds7t 49 gyd Fole FEzAY
Faglol AgHog R doin Y4¢ 5 AA
o 2dd FEERASelE Atz o9d e e
A gdon o #¥E AHANE Hes
F4Hdo] ohd t2ES ALY + Ut

Applegate, Kapp. Underwood & McNall(1983)& E7]
o) HeA 4ol 4ubs} 2o Agweo) gAd
B AT MY FE 2o B AWS (freezing) T 2
& APAEE HEAe 714928 (baselateral
nucleus of amygdala)® ZHEL AAtetgch & xst
A AR BPdE, &5 #EE A2 (striatum)
1} el & {nucleus accumbens) 2 28] FALE FxA) 9] 7]
A2 Z oA 7] A3 ebd A A7 Ao (Kelly,
Domesick, & Nauta. 1982; Krettek & Price, 1978).

2% Wdel dukzslel Fastin Azye A
A FAME FAAN £4NNY FERAZ] U
A Autzistel] Aol obrlslol ez} AA
ol¢je) tte FEx sl #HA

A

B

)
A uk Az A )
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ARAA Y Fgoz etada W BrhsdiAE
@E Zolth. wEpx # dyelMe FHH Hey
FTAHNE &N F Az soadung g
A ZAsRA, AR, dEd FHY &) 4yt
zAs VA GFE NEAAN AAsuq . §
A, BEA FAY o] Autzse A8 opr)g
o, dexzste 2ol o] o &5t vig) o),
wzAs A4 AAH = Lo g

gl S P

hss

HAE FAAEY LHEN 200he & DYFEL A
g3k A& £B9 NS 2.0kg2 5kgo 2, Al
4o BHAOR § Puoz vyl & Hug
FH9E £ VA E4UT R NS5
“oz NYEES 22 ke, orkelvt Hus el
o BE ST A AR08 AR Yol 585
Q3 Al Aol el A8 A #Hhandling) & SH3ck,

AlE

Alg o

=

A

A

% 222 203 (chlorpromazine:40mg/ kg ) &
FFAE Fo V28 A8 o B2 (atropine)

A7t 30%%F, X 2% (thiopental :
20mg/kg) S E7 9] FH-g Fa) FAbste] ulH AR
o vhH7E W, 2B LW s BEE uya)
U F 509 A58 dolstd E4718 3 9] 9
of T Zel Mg c - (dll)2 PHe el A
A ARG EAA717] A3ked A A (bregma) §5 0.8
0.1mm, 2502 5.7mm, ¥%22 12, 5mm¥: A3
of A3g Al 3 &4 (adio frequency
lesion maker.Grass Model LM-4)& &AA A} 52%
¢ AFE ImAZ 28D o oS 15259 Telad
I, A= el 719 ¥k 7
e 2HAA 2 28 Ag QEAE dAsle] AL gs
ded, AFTHGL 0.5mmit EEATE RN 4%
ARG A A wdspHut, Mg Ao niy

B20® 1.5mm WY F A2 ek ol A%

#e

o aly

o
b

¥, B ¢ o3, Hepulol e 283, 1
03 HE el EHRW 23897 AR] 12—149 7}
o 8E8717he FA.

ZHAL AP0 B EVE A owgE A vl
AL F, 0.9%9] A2ldgso olo] 10%9] Fzuta
< WEdE 3l #Feto Hxxg a¥AAY. 1
¥ HE gojulo] 10%9) T2wdy o) oy B3
[rtrt, 2ete] volAZ §& AMEEtY Soum FAE
AUE WKtk 7o) dEg Bdatd o Ho| &4

g #AsAt

ey

E7 DA% ¢ovbg W) o] Ty 1 9
AEol A%E A AR FAF AL o] R,
F A, A Q43 A 714(1986)9] =5l 7145 of

P

loh

S 3L APdd o) BHAA se
g B8 HE7)9 o) A4y FEtye o
ANA, cote] AT S F4 AP AT
Q& upra RA HEhy e WL AYgwsE go
7155 Yoh o] Faz WEIE B8 o|FolF AHY
Hshe 255 Z 7] (differential amplifier) & 3 Z=Z3}
%, A/D¥#-E R (analog-digital converter) & %3}

APPLE IZFHE A%, £4390 ofn YA
Smsec® 3Hth # A& A< HPHBHE Smsecrit)
Az deEste] Waka e AES FFE 719
AgstArtzt 8 Algdo] b, 8h-2A] R} 7H onset
He)RE-& Al 2t peak latency), g2l =7
(amplitude) ¥H&- 8 (response pattern) 52 243514
T AAE 5 Aol €A

2z FaAdA Evje 24, sk, cgx o
ol A& ¥} EKGE £43ldth o] EKGE #

TE7E T $EHANL, FEE EKGE #8ua

latency),

2 $%¥ EKGF RaHE wWiate] Rajol disiM et AL
A% sy WA RS SdY. BAAEATE
I0msec®Rrh. o] Hxe A/DHE7IO] ddso] AP
PLE IIAFE A R-R71ZMS Adsldh. RR7I4HS
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& M E(beat) 2 8 WFH BWd 2gyq EHYATH
2 lmsecflth. S¥E7} dehbes 717kg ¢ 780z
stel 22T 0) A EY] A 1798 277 Zo] A A
¥ % 378 Jakg s 2Hsgo
2845E ALY (sine wave generator| &
s vh2 1000Hz) 4858 5247 84dBe] =172 4
"ISP??\‘% FEA ASL 28X $9 82 10mmA Y
% & 5mmA Hol B84 2 (wound clip)& A3
L2 AAE= AC. 60Hz 3mA Y A7l
U3 B2 1840 1947 F FHe @
Mol vl alelg Falo] wAlsiAEY, 4 d¥Eee
HIZH 9] -84 2 (sound attennating chamber)o] W,
U 71T SAlstel wee 299 Y. a4

84 —Ql%ii% kg 98 60dBe] WA e
(white noise)& # A)a}gdch,

SEEX}

AL 207178 Exde suy 713F, Asde &
7o R da yAGRE 2 5}’\]3 = ’-‘J"]f"}'

o EHelE HY v cex
ol AAs L Fure] Aulzo] ma
=9 delg e YRIRES HAE] e of
SHrel Flel B4h8 #Ye Raa o, & 713kl
© 2UAT dal dutgol asks gaulee =
W3A717) 8 =R 308 A Alshe
A3, CSANZIZE U0msee, USH A 7)7he.
100 msec, A=43F ZFA(ISI)€ 1000mseco] ¢at, A 7+

JE A SN SHPEETH SMY) B H0) 24

ZIZHLTIS 50—70% AbolojA Tyaom Halaig

i, BE 6027t HA &k A7 14 & 1000msec
2 % °lfe 1000msecr} detzdge suzAslo

3L ¥97 =17) wgo e

44zt S 0N AL 60N 2 sAlae
CSe US7H #AAY AAH e Zaagoldn U 6
M2 CSTHAAEE A aoldTh, o] HAA L
104982 & 802 o] 2 8o Fulsjut ya s
Hom, of Aol Mut dutge Z-sigul ool
Immeld 49 & W CR2 49 a9k A2
M CSHAI7IZhA o) whgo) Yehw CRz A e)a
Atk CSell & duhdst e Fgal7) s CS7} A
ME7 A sHES YEge 717e 7120 OSH
AL SHEVE Jehged el A7e Blme‘f}ﬁ‘éﬁl
ol SHIES & 703 se] 378 ZHa).

g 1

ZRZA

E4E VA F499 FEo] AYD AP -
60%cldel AL om b 2ol Ao wusx
Bkt SR YA 299 sAAEE 9y
ol AAlEo} Ut

dEAA
MEA 1He], B F(suture) A 30tEl 7t ZAD Aube
°of 3447 %2 2 vtelg e RNoe 28 w3

485 CrELEMNE
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1. 2 HOTHO| ThE Alv Hslelel BEL BFMA}

- T R o8 2 | T8 3

HEHES YR —20.08(24.81) ~32.77(23.05) ‘ —28.83(23.10)

¥ 4 3 v ~47.31{3.17) [ ~61.51(33.30) ] 60, 52(32. 38)

( VEF9 3}

FO¢ vl = JEHAL B4 A A 22 g5 o] B7IES o 2UEE AFE ke
Hed &439, 5AY9e 47 eupd ¢k o &g HEH e o] dojddm A¢
BYEEgdAT 210387 DY g wat AvbzAw s ch(Konorski, 1967, Mowrer, 1947). Z1g]x o] %
&ol AA7) W&ol (Kapp et al. 1979)49 2438 2 7)x] ggol #HE A4AAE A2 g AYL A4}
4L FE A 68 AP A5 2R B se A7 A#BEo] At Francis, Hemandez, &
stlth. MEA &4 FES YAEESE 2el 2U8 Powell, 1981; Jarrel, McCabe, Teich, Gentile, VanDercar.

o AEAZE Ve eksteh F(1,10)=5.07, {05
BE BAEEL 5048 Folle debzybrge) A
gtAdth, CSAAE 15HIEZE, 2 SH|EX 373 7h) A
2ol 7h UGITh, F(2, 20)=7.42, p{.0l. Al&)o] A5
o wet 2 Aolw foulata] Etuk, F(5, 50)=1
10, P3.05. 2t At +8of g «Jupwiziakel P
EHHA7E # 19 o} ok

1871 Holvhe EA2s 10848 F od
CRe] Y A4z sttt FA¢ =d3ed 9
EA £439e 183.83 A1, EAYES 110,548 2
2 7 A0 Fodv)g 27t AT Mann-Whitney,
{0.5.

ey
U
A
SR EE

~>

u=4,

= 2

2 AT A, d9xA 40 &4dE $8e 4y
st ¢S 2glen £%xds A4 ALY
o Atz ystel] Aol okrlel Ao Kapp$(1979)
o A7 daet dA%T HEH F4Y 4oz o
ofd ¢utxste] AL eU2USI dojyy)

HelM e FE2AB o sivte dg s 23
2 Ao ey @%vu TEE l codwne

& gFsled Al g
the Abe EUgR RS} wﬂﬂhrﬂ }&ae_
§ ol9)of t}E 2AHMYHEo] A5 R L e A
FUZ A3} o FojH ke AztE )

& Schneiderman, 1986; Lavond, Lincoln, McCormick, &
Thompson, 1984).

oldel o] AT Ax g % #2 AANH 4
sz AsdE AL 20 35%?4 S o Frh
olgte dEl &/ FAE 2 ‘1%4 2e HeA
BFubede 4 433 e s 298 T2EYS U

© A7ERE] FAREA

BAH 22set A $Eube 21319 B
£3& 23| Thompsons & ©1% 719 & A (dual mem-
ory trace)7Hd & At A ZHAM YIS0
TR ol Ao X uk A 2-H §
ol MR shgoll WAool Yty Aghaky
THMauk et al1982). 28]3 Lavonds (1984)94 ol
N Mg EFANAE 9 E7e &tz
AT Jazanee 93e 9}"
olgig Aafot AAHE Az st

Thompson# 12] FE 5 2o o]&7]dE 4 7}
e TS FRAA b3 &7 S A otsignt
(Thompson et al. 1984). ©] 7Hdol| o}at® Hoji= g7}
A NQEG A AZHog 228 Pt Aot}

W) g

=
it |
t
Ao
fir

AR 7127} 9 AAE Jekga e wEgn
Az A A, THAE Euhikgol} the) i

RES3 22 SR eputsAAoln, AW AA =
old 7 AARG F o B33 AAZ A (blocking)
o &2 o] 7)o £3tn welth aelm o)w
ol e dlm hippocampus) 9 22 T2 To| whurst
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Holztx A3t o] 7Hdel 9&H a99 VA E
AAAE 499 NG EHAA 7L deshzd Y530
AT FAA A F9A A7 dgsley WFHoAE
g olEd JMH dXsle ATERE] Yol )
o obdAl ohgl Hnlige EAY H2urs9l #ut
BhEo] G50 AFE oA A ERAYH Schmaltz
& Theios, 1972) AR 9} 22 Ao M= 23S opy
AATHE e 714, 1987). 28ln 279 22X &
EFAIHE ez Aol YEhR] g etk ofg}
B35 EY dut A FHEHBE (unit activity)2 7]
EYL o £9hzANEe P47 A% dag Y
Ud g @ 5ol Al o Clark, McCormick, Lavond.
& Thompson, 1984). ol FHA A A 4x7 24
How 93 o] AAlw= AAA NJEHA A} &)
uh FollA wdshed gAY dehdo,

a8 B A7 A, Hed Sd5Ee] Az
Azt A3e Jehldn, w3 2 As g 43
=d AAs7ie AT #utxg
A& d8lR 7)o E Thompsonsel thE7] o &2 4 A
7t AFHo g 2AH Ug Aol vMds ¢

o BN

Zugel e Autergat 28 2A8ge Azl
ol 3§, 538 2 Aguhe 2HHY w9
FAMSOIY R 22 Aue s £ 19
o o] 3 ofe] FHzURNGe] HEH FEAQNNGe]
gated dedolata & o), Hed) F48 Edos
Rlate] furzNkgo] FAEHA god o Az
L3 FA% dadvt At A et
| o] AgHS oI AT dol A thE AW
LA o st otz dnbgol AAEY] e sht 45
Ak AZETh Applegate’s (1983)8] Aol A A
Z2U%eE dubgs 28 Aguge A F4Y
o FASAAT o A A S48 F
2o g e 714 9 g3 ddEHe ez
velhd Aot 9 22 B ATAEY 87 A
v Azt 4z

At zHkgo] 3R ozt da3
olgld Mz L] AWt oW B2E B &

o rz ¢

o

tzAs] 243 F2EA &Y FAesHe? d
Z3AWgo 8L U FHYN A)4ay 9=
% (lateral hypothalams)& AHA 249 &3
(lateral zona incerta of subthlaamus), 2 t}&-2 A5
u] 341 738 (vagal nucleus) 0.8 QZAHTE 4P Fs
o] S1tH Francis at al., 1981 ; Jarrel et al. 1986 ; Schwa-
ber, Kapp, & Higgins, 1980). 12} ] &A1 4515 &4
oju} shAl el e el &4fo] Atz = 9
& XA Eetzdukgd e S AR g
{Francis et al. 1982; Jarrel et al. 1986). ©]¥ d# A7
o B AFARg, &9ty 27844 a8 A
MzAgee] ¢ F38Q Juzdngs Hed 49
ojuf 11 o]H FRENA P AR Y A4
L2 7k ARRE AANA ¢ dE AZRE FalA
Ay 9%¢E Fejg 44

doge) AP N etz Et ARyt HEA
FAHAA o AAHZE AR AMo] HEHE=A] o
g Zavt sk

AT An 9 old A AAg Auzdzd d
AR FxFo] HEH F4dot 1 Ay FRE0
g g 5 A HEA F4Yd e o8 724
o] £ 7] o o gty AdAZzE de
Aol A FREoE Roe Hed 249 7}
F4ol wvin HztEd,

2

7143 & A3(1987). 2Pk AALA Y BT
A, sEEMNE|EX], 6, 109—120.

& Fstet A 714(1987). #up CA3 4o Hd g &
Aol Az B AAH A vAE AT

BH242|83X), 6(1), 5164,

ol #8, & A, A JA4H H 714(1986). HFAA
Fol AW 2Us v|Ae I DD o
S0EX], 8, 1925,

Zz 93, d 483 2 7140986). A4S A g
cEhibge) uRdA xU3) THNSD WENS
X, 8, 11-17.
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Effects of Amygdaloid Central Nucleus Lesion on Heart Rate Condilioning
and Nictilaling Memixane Response Conclilioning in Rabbils.

Young-Hwa Yun, Jung-Soo Han and Ki-Suk Kim

Korea University

Many researchers have distinguished two classes of conditioned responses: diffuse or nonspecific preparetory
CRs and precise, specific, adaptive CRs. Specifically R.F. Thompson proposed that in aversive learning initial
development of the nonspecific “conditioned fear” trace system may be essential for the subsequent development
of the specific adaptive memory trace and that the neuronal substrates of the two trace systems differ at least in
part. Considerable evidence indicates that amygdaloid central nucleus is involved in conditioned fear and
cerebellum is involved in conditioned motor responding. This investigation was conducted to determine effects of
amygdaloid central nuclus lesion on the course of the acqusition of rabbit’s nictitating membrane response(NMR)
in classical conditioning. After lesion, acquision training of 4 days started, following one day of adaptation
session. For each of the 4 days training, each subject received 60 trials of which 54 trials were reinforced and 6
trials nonreinforced. Only in nonreinforced trials were the heart rate changes measured and these changes were
analyzed by comparing with the basal response rate. Conditioned NMR was analyzed by 9/10 criterion. There
were significant differences between the sham-operated group and the amygdaloid central nucleus-lesioned group
in heart rate changes and conditioned NMRs. The result suggests that amygdaloid central nucleus is involved in

conditioned fear and the conditioned fear is essential for the specific adaptive response.
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