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EfTect of LH—FSH releasing hormaone on the semsidyl-
tes of chollsergic amd adrenergle receptors lm toad spl-
nal ganglion seuroms
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(Research Center of Experimental Medicine, Tongi
Medical University, Wuhan $30030. China)

ABSTRACT Intracellular recerdings were pert
formed on Bi neurons from 53 isclated toad spinal
ganglia {8G). The effects of LH-FSH releasing
hommone on the sensitivities of muscarinic recepiors
and a—adrenoceptors located on the soma of SG
neurcns were obsrrved.  Perfusing SG with atropine
10 pmol» L' in Ringer's solution depressed the
amplitude of depolarization response induced by
acetylcholine (ACh, (0100 umol- L7, The
depolarization and hyperpolarization induced by
norepinephrine (NE. 10100 pmol+ L7') were
blocked by a,—adrenocepter antagenist prazosin and
a,—adrenoceptor antagenist yohimbine respectively.
These results indicated that ACh—induced depola—
rization was mediated by muscarinic receptors while
MWE-induced depelarization and hyperpolarization
were  mediated by o~ and ax,—adrenoceptors
respectively. On the other hand, perfusing 8G with
LH-FSH releasing hormone 10 umel- L' in
Ringer's solution increased the depolarization re-
sponse caused by ACh or NE, but attenuated
MNE—caused hyperpolanzation response. The above
results suggest that LH—FSH releasing hormone may
modulate the sensitivities of muscarinic receptors and
a—adrenoceptors on the soma membrane of toad SG
neurons.
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MATERIALS AND METHODS

LR A PERER, ¢ AR T
WA EHERYHEHE 8 H 9 HH
2. AEETHRHENDE. PEFH 025
ml, SFRBRBEMETER. BHTERE
& 4t % (mmol «+ L™'): NaCl 114, KCI 2,
CaCl, 2, Tris 10, Glucose 5.6, & PL4ESE,
pH 74 AAFBMEBH 4mol - L™ KM
B AITHMEAC R, B8 EE 30-40 MO,
NENEEE R TFEHE L, JE SG PO


http://www.cqvip.com

-446.

10 mm, WHBE 2-10V, REKBFEXE 0.1
ms, S{H 1 Hz. 45 0 BEet i K 0 36 0% 42 3 4F
H{r B MEZ-8201 BB AKBRERT
VC—10 iciZ R B8, HBXBIUSLHERN
icRAATICR.

AR RESR 5 ' b AR RAEZ M. KA
Wi A EMMAE, B 0.01-002ml, 7§
MEIRR 10min B b, MEERRERAEIRS
WEITH, FMARRAE: KZzmEwR
(acetylcholine chloride, ACh, L ¥ E #l =
M), £H 'S R #E(norepinephrine, NE, &
T ) A EETLRX
(phenylephrine, Phe, ¥ +H25)7), &
B8 7T %k T (clonidine, Clo, Sigma). L3 %
SG FAHHHE, HRBAFERERERHEK
{luteinizing hormone releasing hormone,
LHRH, E#RRAEAER) BHESTL
MRK BB MM, A DEAR A 4G R (atropine,
RH2E), fAL R ¥ (tubocurare, F
+®Z ), ThBROER B (prazosin, LR HE T
Ab §F 97 AFr), ik B@ W ¥ K (yohimbine, Sigma),
B} & H 84 (phentolamine, Ciba—Geigy Ltd).
WL K (proprunolol, JLRTHIZH )&,

RESULTS

LKA I SG rEk, EHRT 81 THE
MR, ¥RE BB LEIERN-593232mV (¥
+SD, TH., n=381). BELAN¥HSE
SG 4 MUPT 31 549 3 7 i bz B R 109 Bl g b i
ESGHOLANER, WS THESEENR
Bk s-125m-s", RAENET, —HH
SRR E R H,. SEMBEABA SRR
HKEW M ACh & NE 5|8 Bhf %Lt
wF, WYL A AEICH A s BRI IN(Fig 1-2).

MMM ENRZE WM ACh (100
amol - L™)3E SG M B M> 4 ERMAKEN .,
ERLEIE 9.1+ 1.2 mV (n=25), H I WL
JEXT ACh ER KA. MMHF InA BWERE&

A

AT
B PRSI, “Ch

B ACh . ACh
I BTN >
— W £
13 -—I=
- 1 min
Fig 1. Effect of ACh om member potentlal of SG

meuroms. A} Depolarizatiom apd spontancoms action
potentials Imdwced hy depolarizing cwtrent with an
Intracellalar recordiug electrode. B} Addition of ACh
100 ymol - L', C) Depolarization induced by ACh
was decressed by perfusing atroplee 10 pmol - L7!
(Ch). Cc) Washing sat stropime,

BEL M5 791 B 4 54 (10 pmol + L™YT{E ACh 352
MERERNEEME D 682 12 mV
(r=10), S5 FAMEIML, —FE504E
B8 EWP<0.01).

W A R R AR R Q0
pmol « L7 ACh 318§ &= 18 L 5L 5y # i
HB(r=9). SHEKNENHL, —FEIHIR
REP>009).

MBRAN A «— W ERRRREZEE 7 64 T
SGHWESEMKE+E, Wit NE (10-100 ymol »
LS B B ELERN RN
64.1%, EBILEE 8407 mV (n=41), 7
Yoo B ET A AR AL R b R Bl S B,
HEAE NESIERDBUBHELES
26.5%, HEAEE TSIV (G=17. B
6 H% NE LR .

MNE o, TR T HBIM Pre (100
pmol « L™)AT 51 SG 40 Mg B % 1% 4k 5 &Y
(n=5), M¥&HF o, BEBEX KM Clo (50
pmol « LA =4 @ % LK ¥ (n=4) (Fig 2).
BERUENIMBFET L IREK(T0 pumol - LT
ENZERDMEN(n=S5).

I —HAEK SG PRBAFIE « B4, 4
MV« B BB MK SG. WEF:
o 32 A PH BT 7R B0 B 7 B (3 mmol « L7V)a] B MR
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Flg 2. Effect of NE on membrane potental of SG
murons. A) NE 20 umol- L7 induced the
hyperpolardzation. B) Clonidine 50 ymol - L7, In the
same peuron. C} Depolarizatiom and spontameocus ae-
tlon poteatinl Imduced by NE In another meuron. D)
Pheaylephrine 100 zmol » 173, 1a the same neuron.

NE 5| &y AR BB L L (n=8).
M £ 32 ¢k B 0% ) 3F 2% % /K (2 mmol - LY
NE S| EMREMRKELEN. « 244HENR
MR P (2 umol « L™)ATFHBG NE 3R & HH
R FE(n=5). o, ZEHHAFFES
smol» LYW M NE S| M EBMIER N
{(n=16) (Fig 3).
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Fig 3. Effect of a—ndrenoceptor bleckades on NE-In-
duced depolarization and hyperpolarization. As. Ba)
NE comtrol. Ab) Prazosia 2 pmol~ L' perfusion.
Bb) Yohimbine 5 umol- L' perfuslon Im mnother
aeuron, Ac, Be) 30 min after washlog out prazosia
assd yoblmbine respectively. Dowaward vertical limes
donotes electrotonic ‘potestinls caused by Imtracellular
injoction of comstaat curreat pulses,

LH-FSH BAMX 7 ACh B NE 3[&EK
HBURTEMEM 3 LH-FSHERKR 10
pmol » L' AL M SG.  AY i ¥4 4 fig
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Fig 4. Effect of LH-FSH reiemsing Bormone on
ACh-lnduced depolarization. An) LHRH 10 umol -
L' perfusing. Ab)} Perfusion with LHRH and addl.
ton of ACh 100 umol - L. Ba} ACh control. Bb)
LHRH pecfusion. Be) 40 min after washlog out
LHRH.

AR EBRAERN, XBAEMN 4-7 mV
(n=14), Hh-PaEEARERl L HRRPW
%50 5 R (Fig 4A). MR % & LH-FSH
BHREREE SG 5. AChSIEA BB
AN 101222 mV (n=8), —HK
EZ 7R ¥E(P<0.05) (Fig 4B), S HAMMRAE LT
{38 8 R
WM M LH-FSH B ¥ X (10 pmo! -

L™)AT i NE 5l Em B EM N 63119
mV (n=6), 5K B LH-FSH ¥ ¥ K /74
HEBEER(P<005), T KAHEN®E
LH-FSH # A #RE. NESIEMNZHRLE
ERERNTEHHUMT 2.5 mV (n=5) (Fig 5).

Fig 5. Effect of LH-F5H relemsimg hormone om
NE—induced hyperpolarization and depolarization. A)
NE coatrol. B) LHRH 10 ymol * L™ perfusion. C}
30 min after washing out LHRH. D} NE coutrol, In
snother mewron. E) LHRH perfusion. F) 30 mim nfter
washing out LHRH,
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DISCUSSION

Marita %" 4 fE 1 SG E{FE3 ACh 7]
SIEFEFE A RE, EMETENSHELEL
RN, BYMZENTFEEREBRAERE.
AT YEAMEER SG LKA, ACh {X5|#&
KR e AR . SR ATHE A TR e
B ACh B9 HFp ST B, i W 8 6 FEL B 1E D A Bl
8. BrE%SCHRBGFEFEMER, &
2P IS Y A 40 R R e R R R R, A
F o) My L [ A vl S A0 DR A R e AR I, R
HYBE 9V T A IE 0 SG d Mg AL et g

 HA T REN GRS B B A TR Y.

FAWBREKHE SG @HRBELE o X o
ZPhAZEHBECT. XXHF—SRET
NE 3| A b 5 3t 1 57 K2 6 40 R B o' L 48]
RAFE. oo, BH « ZHAEKATTE
B SG W NE 3|88 k5 5 A 415 1t
NE B B LR R, TR « 3 A KR
UM S, NE 5|42 288 1 5B B 40 Jid 45 9 B
L AR (LSO RY. B HEERW) SG 4R KR ER A fiE 1
BT AR EEN o 22 o, &, 25540

3 NE 3liEM A b L.

S0 F IR 0 3 s 3] Y BB T 32 S /P IR
RO W, 85— 0T B & 4 K nd 3¢
Ak, Ho LH-FSH B KBS A B2 &
BREMESERERAEABENNAE. LR
MEF, LH-FSH BB AR E8L G
o e RS A, E RIS A, AW
fMAZRAER L4 B ZBORTES.
YA LH-FSH B EMWH SC &5, ME
BT ¥ b0 ACh B NE 3iEm K b
W, B/ NEIJREMBIREEMN. LR
BER, LH-FSH A EWREE N — & A
VB SC HRBEMEWHMZER « B L
i R OB R BE T SG g T g
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