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unn 4

aﬁuaﬂﬂua:aquuanwsﬁﬁh

KCl 100 mM WK1 biphasic contraction ¥OVHDI DMLY
hHY phasic Az tomic contractibn ﬂuﬂﬁﬁﬁﬂﬂﬂﬂ$0§1gﬁiuﬂaﬂ prostatic
part Lw&waﬂﬁuauuﬁﬁﬂﬁgqndwuaanszﬁu 45Ca-uptake 1ANINNIN epididymal
part(Hay U@z Wadsworth, 1982a) AMHANTS S EHUA T B0 e (B uA L B
5u_3, 6 uag'lo mM (3uﬁ 5,6 Uxe 7) ﬁugﬁﬁv phasic I8¢ tonic %qiﬁwa
LgutBuniuniSineIYaY Burdyga WAz Magura (Burdyga Wat Magura, 1986)
ﬁﬁnwﬁﬂunﬁﬂuLﬁan%auﬂawmﬂaqmgﬂz5nﬂ tanfan 1 iua N Sl 2, 10 uay
20 mM. Bofansennsuadase 1ARRINNSAN KC1 MdIUEaY phasic part il
SN 25% YDNANTADUAUDY L ARTININTIIAY noradrenaline MISADUAMDYH
LnﬁasﬁﬂawnwaimvmsqéanﬁﬂNLaQL%ﬂu (Hay 48 Wadsworth, 1981) a#"WMsulu
nﬁwutﬁaz%uu&u K-contraction lﬁﬂqqnﬂﬁﬁtﬁu membrane permeability D
AR L BY3 (Bolton,1979) ﬂuﬁwuq1uﬁﬁﬂxﬁuuﬁhnﬁﬁuxﬁavaqaﬁhaznﬁaﬂu (visceral
muscles)ﬁﬂﬁﬂﬁﬂuuaﬂﬁiﬁ phasic Wd% tonic ¥d¥ KCl 97¢y  activator
calcium nuudefigne i (Imai 1Az Takeda 1967; Urakawa Udz Holland,.
1964; Shimo W’ Holland, 1966; Syson Ua¢ Huddart, 1973) Tﬂﬂﬁ
phasic response lﬁﬂﬂﬁﬂﬂﬁﬁlﬁm spike discharge DY WHIN  (Burnstock
Az Holman, 1963; Chapman U8% Holman, 1968; Syson Ua: Huddart,
1976) uag§u§Q1ﬁﬁaa lanthanum WA% Ca2* - free medium (Huddart Ua%
Saad, 1977, 1978 barratt uag Huddart,1979) St phasic phase 913
(figain  influx  voNueRtBuumsuonigaaduiunisiin  spikes  unedl
depolarization d#74  tonic response uaﬂqﬁqnwsaﬁnvau myoplasmic
free éalcium aﬂﬁﬁﬂﬂﬁﬁxﬁiﬁﬁﬁtﬁﬂ depolarizatién MWN5HNYY calcium
induced calcium release (Cheng, 1976; Barratt 8% Huddart, 1979;
Alohan WAt  Huddart, 1979) WNUDi#uduUuzdY  K-induced tonmic
contracture fif3N  influx uaauﬂaL%au1Unsa§unﬂSﬁ§huaquﬂaL%UNQWn

s a &
HARANILAA L BN TRA
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ﬂﬂ;wﬁuﬁwaﬁanﬁwuzaaL%Buﬁ§§h5§w%anszﬁun%aﬂu tissue LAYINU
awas%uﬁuﬁavnﬁinizﬁuuﬁdnaﬁaLﬁuﬁﬁ§§ﬂutnawdauw (Bolton, 1979) 2311
qunsdnet Seninenseudufei phasic UaE tonic responses 99 KCl
%ﬂﬁlﬁuiﬁﬂﬁlW§ulﬁu nonspecific Ca antagonist 7@8ﬂﬂ§ﬁbé§5973lﬁﬂ?ﬂﬂ
1UAM membrane permeability ﬁauﬂax%ﬂm (Syson Ua: Huddart, 1976)
M%alﬁﬂQﬁﬂﬁhég Ca-influx ﬂiuéﬁunwsnszﬁu intracellular calcium
binding (Huddart URz@AnE, 1983) iS0TAuSusy Caminflux U7 IHEIEY
iwatiuea L BuN UL 9RARARY  Huddart WRE  Syson W 1975  (duduuE
iwnnéuaqaﬁtwﬁuéanﬁﬁutaaL%Uuﬁ 2 phase phase WSNLAAIINATIWDWIUAR
membrane calcium permeability VAR Ca-influx an spike discharge
Az phasic contracture a7 phase éauﬁtﬁunwsnisﬁulﬁﬁ intracellular
calcium binding SuiiNAtubn toric contracture HS e miuTWINAN MDY
futh  ca-influx ﬁLﬁﬂaﬂnnWﬁnigﬁuﬁﬁﬂ high K 9 aorta UAY taenia
coli (Ahn URz@fe, 1988) Ca?* - activator (Bay K 8644, CGP 28,392)
1ﬂﬁu§§ inhibitory effect~ﬂ8ﬂﬂ?lwgu (Schramm UazAdk, 1983; Truog
WRzAny , 1984; Karaki URzAdz, 1986) U Ca2* - activator Fanangius
WRAYDY Verapamil, ditiazem U3¢ dihydropyridine'ﬂﬂlﬁu diphenylalkylamine
Ca2* antagonists (Spedding UR% Berg, 1984) §Q5uﬂﬁtw3uawa§u§q
Ca-channel IAUATY1811ADITU diphenylalkylamine #inlifonaiiada Ca-channel

TonSandrenatnueogn i tiEunsnasueta

dc;- ug & ;;.
YINAYN AN LWOUNATIUNISEUEN  KCl-contraction |UuvuAhADY
ﬁﬂng o usuifeutuansoiedui 8y verapanil 35vMIATDYNIY (4x10-6-
¢ " . |
1.2 % 10-5) 1ANANTIAINANGYDIA I HOUINNSEUEN KCl-contraction AN il

LAUTA TUUIAAT )

(f1IUTAAN inhibitory effect ¥DNANLIHWON mediated A CAMP

[l + v i
LﬁaqaﬂnﬂﬁLWﬁuu@mauuﬁlwﬁau methylxanthine 919 A3HUIN phosphodiesterase

1103135047
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enzyme (Kukovetz Uaz Poch, 1970; Andersson,1973; Poch Udz Umfahrer,
1976) $41ouEiiniiae 1UAsY cAMP uaz coMP Vilu inactive 57AMP UAx 5'GMP
_%ﬁ%@ cAMP W% cGMP Lﬁﬂlﬁaﬂﬁu phosphorylation 1ﬂﬂnﬁ8§u protein kinase
lﬁaﬂnuqn membrane permeability Uf% ion movements nwuﬂuxﬁaﬁ (Weiss Uz
Hait,1977) ﬁwﬁngwukéuﬁﬂﬁuaﬂqin CAMP SunumAE  RanNTAa BB NA M i
x%auiﬂaﬂssﬁu Ca2+ extrusion (Tomiyama UREAGZ ,1973; Bulbring Uag |
Hertog,1980) uazni?ﬁu intracellular calcium binding (Mueller Uag Breemen;
1979) uanaﬁnﬁau Ugﬂ high-potassium-stimulated Ca2+*-influx (Meisheri
WAz Breemen, 1982) UAE1 15 AR IATNAUS S uiN contractile state ¥
ﬂaﬁﬂlﬁalﬁﬂuui”ﬁ“ﬂuvﬂﬂ cycllc nucleotide ﬂﬂﬁlﬂbvaiﬂuﬂﬂﬂuaﬂ uuawawnUum
V\‘i’lUﬂH)"\ﬂTﬁMﬂﬂ?ﬂU\iﬂﬂ"ﬂlHli) lﬁﬂ"d'ﬂﬂ"l'\ﬂﬂjgﬂﬂﬂ\ita\i cAMP U@z /'ﬁﬁﬂ ﬂ’]‘IlWN'Uu
2y eGP SmESenuinaunAn i Geunesiauife ndiussenineseduros cavp
1Az contractile state (Diamond WA% Hartle, 18741; Reinhardt uauans ,
1977) Hﬂﬂ?ﬁﬂﬁ dibutyryl cyclic AMP gﬂﬁ?ﬂ!%ﬂ tension UAZNISHDUIUDN
fa KCL 12987l uAsRaUDAIMMEN UAliKAAD 15 Ca-uptake Y
microsomes (Saad UR¢ Huddart, 1980)
Lquauﬁq%uu”mwa%uwsnalnnwaaannnénaqﬂwLwﬁu (iuu%a methylxan-
thine Su ) 162007 11l interact NU adenosine receptor Tauimang M
uaﬂﬁﬁﬂﬂﬁlﬂﬁu, theophylline, theobromine {A% xanthine derivatives
Su ! aﬂﬂﬂﬁﬂgugﬂadenosine receptors ﬁavxﬁaﬁiﬁﬁu (fat cells)uazﬁ
Sz UUUSzAWMAIUNA N (Fredholm, 1980; Daly uazafz, 1981; Fredholm
WAt Persson, 1982) éauﬂugﬁaénﬁwuLaaguﬁwuiwﬂwLﬁﬁuuﬂQﬁuﬁU ATP iy
iU calcium transport sites ‘U sarcoplasmic reticulum uaenﬁwusﬁaﬁﬁ
93NU (Chapman WAt Miller, 1974) &7 adenosine receptors & 1Autoy
ﬁUﬂ'ﬁﬂ’lUF}Hﬂ'ﬁﬁaUﬂuﬂ\iﬂa\iLﬁﬂé’éﬂﬁaéimma%ﬂ’l‘iéﬂﬂ‘?:‘;;ﬁ'ﬂlé"ﬁ\l"] {Schubert Uaz
@tz 1979; Fredholm UA% Hedquist, 1980) U@z purine nucleotides LSQ&u
ﬁﬁnwé%ﬁaﬂsQéaaﬁséaUszaﬂnu%a nodulators 74 9 334 nAwiia Sy atme

ufg 4
nﬂﬂﬂuva¢am1;aaq§nﬁﬁuuu (mammaliam visceral muscles) (Burnstock,1981)



37

qwnwanﬁiwﬂaaqaz1%uiwww&ﬂ5uﬁnn§ﬁb§q NE-induced contraction
iﬁﬁqzuﬁ 8b, c, d, e EUﬁ 9 uaz 10

Lﬁans~§uﬁau“ﬂa%ﬁaﬂ NE WTWINSUARY 2 WUU A phasic WA
tonic awwsuwau'mdamuuwuLUunnﬁWUﬁﬂiﬂsusauq TRYUSEaMm sympathetlc
(Holman, 1975) WAz NE n'ﬂm1nmnwswmmavaqnau“naqﬁﬂaunnﬁiﬂsmﬁqma
ﬂéﬁﬂtﬁﬂl%ﬂu. %dl%Wﬂleﬁ%QﬂW - post-synaptic « -receptors MU
nﬁﬂusaan%uuwﬁhnaaﬂtﬁaﬂwuiﬁ NE (¥ 45Ca influx uaw et raliditen
uptake (Godfraind, 1979; Karaki Ua% Weiss, 1980; Meisheri‘uﬂzﬂnw,
1981) uanawnﬁﬁhﬁhu“ﬂﬁtﬁﬂnwsmmﬁnﬂuQWﬁasawaﬁux1ﬂQﬁnuﬂal%vu (Deth Uas
Van Breemen, 1974) TAENITIFWANNLAUDIY NE 1U1ﬁu cytosolic calcium
TﬂﬂLﬁnﬁqnﬂﬁu”ﬂwuvawuﬂaL%ﬂuuanLﬁa5L§W1Uﬂutﬁaﬁuazuéaauﬂa|%uua1nuﬁéqLﬁu
uﬂax%aunﬁﬂ%uxﬁaé LABEIN1SNAN Khoyi UA¥AME (Khoyi URz@AnE 1987) wWuid
NE Wi 45Ca-influx uanawnawiﬂnﬁu influx WEANEUSY K-induced
*5Ca-influx A uauﬂmzwnaﬂnﬂﬂanuu (Khovi ua~ﬂmz,1988) 18N L Bnde
UNUINYDY NE-induced Ca?* translocation ﬂunawutuatsuuvaqnau'ﬂaq
agutﬁﬁw NE 1ﬁ1ﬂnsaqu Ca2+-influx uﬂnszqunwsnaqnaquﬂa1ﬁﬂuq1nuwaq
yﬁunﬂaﬂusﬁaﬁ 08N IUNIY formation ¥2V inositol triphosphate (IP3)
1 aorta Fuan1vBufusy NE-induced contraction I#MINNTT control iR
At WSudDIUaNsEwie Cca?t  loading period WATIUGUEY  NE-induced
contraction (Karaki Waz@fe, 1979, 1988) LA 1A L HEUEUTY NE- induced
Ca2* -release aﬂnwanwsnﬂaaqﬁwuiﬁﬂwLwﬁuﬁugqﬁq phasic Ua% tonic
component %84 NE uaﬂqiﬂuanawnqzﬁu§§ Ca2+-influx Ua3 (Qﬂﬂwaﬂﬁiﬂﬂaaﬂk

L 1 -
A7y KC1) ﬂ?lﬂﬂuﬂﬂﬂUUﬂﬂﬁ?ﬂaﬁuﬂﬂlﬁﬂnaﬂﬂ

2 k14
WL DFIMMY AU epididymal part azﬁauauaeéanwsnsaﬁuﬁna
v v »
5-HT 1A14uSANI7 prostatic part KANITNARDNUMUIIMN phasic HATANNYY
} : y 3
rhythmic contraction QnUUUGTﬂHﬂﬁlWﬂHﬂﬂﬂﬂiﬂN!guvu (sunii, 12 uae 13)

8y e S i o Y o '3
NUQQUMG?SBUWQ%Lﬂﬂ?gDQﬂUﬂaiﬂﬂﬂﬂ 5-HT contraction ﬂ?ﬁaﬂﬂﬁﬂﬂﬂlﬂﬁﬂﬂﬁlﬁﬂﬂ
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Lz En AU ALANE R (BN exogenous 5-HT Aramuumayifiv NE WUy
USz#M (neuronal noradrenaline store) Uﬂﬂﬁﬂﬂ”ﬂ§3 (Jaim-Elcheverry
WAz (Zieher, 1969; Thoa UAt@AME,1969) Nishino URzAmE (1970) WUl
5-HT contraction QﬂgUgﬁiﬂH phentolamine; reserpine Ua¥ imipraﬁine
uéwanwﬁﬁnuﬂﬂaq Ozawa UR¢ Katsuragi (1974) ﬂjUiW phasic component
iﬁﬂﬁﬁu postjunctional 5-HT receptors ue phase Mﬁﬂlﬁﬂ?ﬁnﬂﬂﬁwéﬁ
YOUNE WAz Hay WAz Wadsworth (1982) 1§ﬁﬂuwﬁau“ﬂ§3vaqwgﬂwaiﬂﬂlﬁwanﬂs
NARDNARIY 9 AU uéa§ULﬁuaaulﬁiﬂ rhythmic contraction Rty 5-HT
receptor W% noradrenaline release %ﬂ 5-HT contraction -ﬁﬂﬁﬁﬂ

a g
AR L FYHUDN L TRA

AnnsEnEntuATfe e et S e 1 uae 3 mM wuim
U amplifude 999 rhythmic contraction ﬁsﬁmawn 5-HT 1%M§H (§Uﬁ 11b
Uar  c) ﬂﬁwﬂﬁuiﬁnﬂéﬂaq 5-HT Qﬂﬁuﬁ@uuuiﬂaugsé (complete) (UMIUIMN
ﬂwtwﬁuﬁﬂawuLﬁnﬁuﬁqnéwqaxnszﬁunﬁswﬁh NE 3Inuas (hufivasussam iy
3N17UNUAIAYEY rhythmic ConCractAon T indupe TAY 5-HT ﬁéd@%wmxﬁﬂ
NNASHANYDN NE (Hay A% Wadsworth, 1982)

4 o ok Y :

ASNAN LWDRYUEY  5-HT induced contraction W phasic Ua¥
rhythmic WUU dose-dependence £ 1 Sudneogn wi e uane i iwinan b
\Ouiuiiol  Ca antagonist ﬁﬁnwéuun non-specific 1Az INAINUANAIN
9790 calcium channel inhibitors (verapamil, nifedipine) (W%
calcium channel inhibitors (AWTE LIZAD phasic contraction Y8\
5-HT H1AN21 (Hay WA¢ Wadworth, 1982b) uéaw;wﬁuﬁu&#%« phasic uag

. ’ » w
tonic contraction 1ATHUANANAU

a*m%umaﬂaqmﬁtwﬁuéa BaClz-induced contraction HUNUI

v '
phasic part gﬂﬂu&qiﬂﬂﬂﬁLWauLawwzﬂqﬂutﬁuﬁu 10 oM (JUN 14 e WAz 16)
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ﬁ@tauauuziﬁ phasic contraétion ﬂﬂ?lﬁﬂ?ﬂﬂﬂﬁilﬁu Caé*—uptake WU
voltage dependent channel uﬁinizﬁy cdntractile protein (Hay Uag
Wadsworth, 1984)
Lo & a r o &

Onoe uaevaqmnswauma phasic contraction gﬂaﬁﬂnunmﬁuaq
verapamil ﬁﬁﬁéa'rhythmic contraction ¥94¥ BaClz (Chantana, 1986)
tawwzﬁﬂawulﬁuﬁugﬁ 7 NA1NYdN phasic contraction 3WM  BaClz
BIAUANAIN TN agonists B ) IWSE resistant éaﬁjlwﬁuuﬂnniw'lﬁuWU
1911 phasic .response ﬁuanawnazawﬁﬂ Ca?*-influx (819171 DU INNIS
release UdY intracellular calcium ae (Mishra uaéﬂmz, 1988) Teh
pratfuinsEnsh  Ba2+ a1n1501Unsz§u contractile protein %30

. ’ ) § ’ w o T o o g
regulatory protein 1&7ﬂ8ﬁ3@1ﬂ81N81ﬂ8Uﬂﬂlﬁﬂulﬁulﬂﬂﬁﬂvﬂuﬂﬁﬂulua

(SHUMRDALADA (Timothy URrANE, 1984)

Rhythmic contraction YoV BaClz sensitive AR LNDUNINNTIN
phasic part awnﬁaaquﬂaq Hay UR® Wadsworth (Hay WAz Wadsworth;
1984) wUI1  rhythmic contraction 912 LHARINNIS LB LBARYDY  trigger
Ca2* WIUANW membrane channel ﬁ‘ﬂ sensitive @0  Ca-channel
inhibitors 1Uﬂ$Z§uﬂ1$ﬁgﬁﬂﬂﬂ intracellular calcium uawv%ﬁnﬁuﬁwnné
Y2NAT L HDUAD BaClz—iﬁduced contraction ﬁlQWWzLQWZQQﬁa Ca?*-release

I

uﬁin%« BaClz Wae 5-HT NDIMLNA rhythmic contraction L5u
LﬁUQﬁuuéﬁﬁnainﬁumnéwqﬁu 998 rhythmic contraction ¥dV¥ BaCl2 una
mediated Tﬂﬂﬂﬂiﬂgﬁ noradrenaline Wi receptor systems ‘10 9
(Weiss, 1977) UfYdy 5-HT mediated 0¥ 5-HT receptors URZNSUTN YN

noradrenaline
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WSy KC1 uat NE  Oeudnainin i ifianisusaiasuand i ueus

1 » P . 34
JONAT L NOUNHUEN YN phasic A% tonic parts UDN agonists YNHDY (1éuﬁﬂ
: & I3 g
A fuduvauawoui Uy 3, 6 uaz 10 mM) 1UMUUU dose-dependence |BU

LAEINU (zuﬁ 5 Uae 8)

@wdU in vivo @1NSuly potent stinulants @@5EULLSEAN
dAunaw (CNS) ﬁnwéLﬁunﬁSW”quﬂaQizuuUszaww sympathetic SWARaUE
nﬁqa%é%nﬂwvacﬁau“ﬂgﬁw“ﬂﬁﬁ ejaculation MAIUSINAAIIWIY 250 mg WM
NE  unszudifon 10 ug/ml ﬂl?ﬁlguﬁuﬂﬂﬂﬂﬁlNﬁuﬁﬂgﬁuﬂﬁﬁaﬂvﬂﬂgﬁaﬁﬁ”Qﬂ
Ao "1 mM wuiwagﬁuqadﬂuLﬁuﬁutﬁﬂdﬁUﬂiﬂutﬁuﬁuUGQﬂﬁzwﬁuiutﬁaﬂuaq@ﬂﬂﬂ
2 USInAA LWBUNNN LHUYUIARD 80 ug/ml N 1 mg/ml (w598700197)
(Theodore W.Rall, 1985) %eﬁw%Lﬂﬁﬁzﬁmwuwanﬂsnﬂaaqnaqnws%%&wévﬁuﬁa
néﬂalﬁiﬂﬂwsu%inﬂLﬂéaqéNﬁUsznauﬁaaﬂwkwﬁuﬂuﬁﬁmUSzq“ﬁhuauwuﬁnﬂuaxiﬁﬁ
waﬁawﬁwﬁﬂqunavaqﬁau”ﬂqﬁ LﬁaqawnﬂawulﬁuﬁunaQﬂwlﬂﬁuﬁﬁﬁﬂuﬂwsﬁnuwﬂgq

gu & : a o
a1 Jusunen iy (toxic dose)
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d9U
1

1 A" L WO UNNRND agonists-induced contraction YDIND
u”ﬂqﬁiﬂﬂwaﬁmﬁaﬂa1nﬁauﬁun%aumnﬁﬁqﬁulUﬂuuﬁazﬁﬁmuav agonists (KC1,
BaClz,NE WAt 5-HT) UUARE parts YANMTWAM (phasic, tonic Uas

¥ o » 3 s & uz
rhythmic) HAZIUUAREAINNLINTUYANATINDU UANAN LG L UUMREUE

¢
2 ﬂﬂﬁﬂﬂﬁﬂﬁtﬂﬁuﬂﬂ agonists-induced contraction YDIND
a & uz
wBF311 nonspecific antagonists WWAIUSUSN Ca2+ influx Wid Ca2+
7] 0 (] ) [
release MUNRINAN 9 1TWIURA calcium permeability W%DNﬂUﬂﬁ%éu

intracellular calcium binding
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