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1 #Ef7TE

MIRE L EHEE (Cyprinus carpio Linnaeus), R4oMH, {AE 523.1£96.1g, ¥
REAREY 13.64.5%, WH MEHNTH. XRAMEZENEREEHTERTE
WK EFENo

HRNEAR T SRERAETRASBEARERFIMEAERESRE"Y,
TEME M, ST SR, B IR AR & B/NT 1o’ B, BEHHES TN NE
R I EE ZINA 03ml EREEED, HFETMWE Cytodex MK ZIH X
TR B 199 £:3% % (4 Hanks ik .25mmol/L HEPES 1 151U/ml HIBHE &)
WiEFRS & (8—10h, 5ml/h), S£EFT 2h, F4& 25mmol/L HEPES #10.1% A& H
FEHEHRY Hanks ZHiF(FHR HBSS) fiEF 199 BFFRKSFER 2h, HE & /5 30min
W4 10min —EHHIRES:, ME ERATES GH 2iME. THERE, M TN
TR R4 B H E 8 HBSS (M H) . Cat*HBSS, 4 1.25mmol/L EGTA Fié& Smmol/L
EGTA 1 HBSS ¥ th, RE45 55 A— 2min 10nmol/L sGnRH-A kM= H B,
sy B ERMRRER 1h; ROBASA 10nmol/L sGnRH-A By bR I #
LEMERERR 4ho BRI AFIREM LK S MEEME K. SIAKMRARFSEM sGnRH-A
BT, WES 10min —FRIRER (1h, 3t 6 ). SIARIBERAE Smin —&, ¥
ST —28°C . BRERES 19+1°C, T Ca*tHBSS %fk CaCl, By HBSS, % I
100pmol /L EGTA, sGnRH-A (ZEENM Salk 5 rgiX)H HBSS FEfIRK 10umol/
L 7 #, TERFES A& B EREEREEBRE R IRE,

st GtH SEMNERAA LK EE TR GH MR £k, K
MR R GtH SR R EBIE RO T LS B Habibi SRR #E A
Bl 1h gORESNEY GtH & ESPHEEATEHEM S UME (Prepulse), FENTEE & %k #F
A sGnRH-A F#%Ey GiH SR MEE% 30min N GtH SR NEZ M, Fitk
B %P GtH /3 IME T 38 (%Prepulse)o BBURLIFHE £/ B E &
RS TEAR B F i Tk i, sGnRH-A Hlyy GtH 2 ibJs B B4 DL R A B ik
WETE PR GtH D uMEME RS BIRA Duncan KFERER BN o R, =
p<0.05 B,IANERDE, EEEATRAANEFEERT

2 #R

FAIE® HBSS i % &5 o8B IR (R 3% 365 2min Rk 10nmol /L sGnRH-A |
WURRIEP A — B ER GoH 4rusle, 7ERI% 10min P9 GtH Sy ubsEEE, RET
M, {ERIUS 30min P9 GtH S pE ik E SIERMAE (B 1,A), AE Ca**HBSS &
EARFEKE EGTA fy HBSS i E sl NEAER GiH 2K F SRR
AR EER (% 1);E% 2min kiR 10nmol/L sGnRH-A A =LV LAY
GtH 4i3l, 7 Smmol/L EGTA % £ T,k sGnRH-A [y GtH BEIEH EAH
Be(B 1,B.C.D)o A HE T HE i 35 5 A0 B G Z 44 4 Bk iR, sGnRH-A fJ iy GeH 53
AR BEROSE BT 45 R LA 2, FIIE HBSS BERIEE RY Ik E R % 2min 10nmol/L



3 M RREEEESE: MmIEAh Cott 3d BhohxR K Sidk bt GnRE 2 {EL¥) R 68 G 53 IkpUENE 205

&1 sGoRH-A Bkt A 2 ¥ 7 E 300 80 F0 R A 5 F 3 GtH %8tk
(ng/ml) Byttt (n=4)
Tab. 1 Comparisons on the mean of basal GtH levels (ng/ml) prior to and during
the perifusion of different solutions but before the introduction of 10nmol sGnRH-A
pulses (n=4)

GtH By @ Smmol/L 1.25mmol/L | Catt(Catt
. AF® s i

- HBSS EGTA + HBSS| EGTA + HBss | “f7¢¢)

HIA® T HBSS
W AT R ) . ) .
Before Treatment 68.3+11.1° 77.9417.7* 84.4+20.5 74.4%21
f?m"‘ﬂ 64.9-10.0° | 76.5+21.0° 83.3419.0 77.9+129.6

uring Treatment - -

@ Perifusion solution @ GtH levels @) Time
Statistically significant differences at P<<0.05 are indicated by superscripts: a pot different from
b(Student’s t test).
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B REEHEEPEMGA 2oin 10nmol/L sGaRH-A H|#iy GtH A ipdiE
Fig. 1 Basal and 2-min 10nmol/L sGnRH-A-stimulated GtH releasing profiles in
representative perifusion columns during perifusion with different solutions

sGnRH-A H|#f GtH SWKNEESESTHL Ca** & ARWKE EGTA # HBSS
BIREENNEROREE, T Cat* HBSS UNEAMEIKE EGTA fy HBSS ik
BRREARY GH SR PMEZREREER, BE 5Smmol/L EGTA F##X T, GtH
53 WA RIAE A IR (B 2)o

Sk e AR, £ Z 154504 10nmol/L sGnRH-A FJ 84T, FJ 1IE# HBSS,
T Ca** HBSS & RHEIKEE EGTA 9 HBSS Byt H i NEARNES & it GH
FUWKFEFMERNBEEREER (% 2). £5]A 10nmol/L sGnRH-A &l Hil
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JG,FIE® HBSS Mkt g HEKEAN GH 3R N ZINHE, G GtH Riks) i
MBESR LR, BER2REN GH 7k lAs , A FSY 20min; RfF GtH 4 TR
BUWE =T AR 2 WA RAK E il (2955
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HBSS  1.25 Ca++Free
(mmol/L) (mmol/L) HBSS Y& % Fraction No,
EGTA E(::{_TA £ Ca+*HBSS)

+

HBSS HBSS 3 RAMEBAPERMLIR 4h 10nmol /L

sGn RH-A #4:H RIMAY GiH AU B

A2 KRMHHK S 2min 10omol/L sGnRH-A #] Fig.3 Basal and continuous (4h) 10

e GtH RN AEMEE nmol/L  sGnRH-A-stimulated GtH

Fig.2 Comparison of 2min 10namol/L sGoRH-A- releasing profiles in representative peri-

stimulated GtH release in perifusion with fusion columns during perifusion with
different solutions different solutions

A%, —BINA GoRH iy BER HRERMAR, EERAK, BRIERA E#ENIE
#2 &Y GnRH pu5 MR R, —se R mm i s Bk 0 X (2min B Smin)
%3 GoRH RUBE AT L= A= B ARFEA GeH YRR, X2 R B M AMA %K GnRH
RIAEEIE R DT A R S P U,
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#2 sGoRH-A $2#nBSIAZHARAXARRARNIOCH AN @ FHER GtH k¥
(ng/ml) QR (n=4)
Tab.2 Comparisons on the mean of basal GtH levels (ng/ml) before and during
treatment with different perifusion solutions but prior to the continuous exposure
to 10nmol/L sGnRH-A (n=4)

GtH S UHEBRO
— X ~ Smmol/L 1.25mmol/L I Catt
Ty L HBSS (Cat+-free)
N > EGT BSS| EG HBSS HBSS
i \ GTA+ H TA +
Eﬁﬁﬂ a a a a
Before Treatment 48.9+10.1 48.01+7.4 58.74+14.0 55.549.0
R b b b b
During Treatmeant 51.7411.5 49.248.5 62.5+16.3 55.149.1

H: @—@FKIFERFK 1. Remarks are similar to those in tab.l.

T AU, Bk (Tilapia galilaea) v, fNERGIMIHRA RN KAE GoRH %
AR (4 0.128nmol/L) FHIE 1 B &“Y, 100nmol/L [ #£ & GoRH 2 {8l 47
(Ala’Pro® NEt-LHRH) R[BthgE{R i dEIMaLE (Clarias gariepinus) i A B FH I
GtH syurfegesahnzs /b 3h's, & ,Habibi %R E 4 A KEEKE T 2h #J sGoRH
%% GoRH-II ¥ RIBE R4 GoRH ZH& T, # S8 GH fxtgt—2 GnRH
PRRIMEIB S B m L, EARRMARTEERRERST GnRH SRR H 4L
BRBOREFA—BL X THERT ARLR P HTHA GoRH AR fIBURLKIE
ARS8, EAZR, IEHEKER GH SREEHER N, 5558 3PN
FEH GtH MKIMR R H—B,

AHRIEATIESN Catt FET, HERETNVERERNER GH Sk
BHEMW, XSEEUMNNSER U REAR TR R SRR — B, A REKERM
GtH 43 b A RE IS Cat*o I, Bk sGnRH-A HIBAVEEINE KBS (A GiH &
MRET RSN Catt, TS Cat* A EGTA %4 Ca*t J§, sGnRH-A FIBMY
GtH 5t RN B T, EREEAR,GnRH F# GtH W EAK Catt i E S
AR H 68 (Channa asiatica)™® thiRif, Wik, GoRH R % GtH 2y ispyfLEE ]
EESWHARNMALL BEE G S50 _EHER%E, EMAL, BRE (Smmol/L)
EGTA "[E&4AEsh Catr MGMA Catt BEY, AZR th & Smmol/L EGTA {
HBSS i sGnRH-A Y GtH BEB{ERAMRKRNERRX, % GoRH EHHELE &
A Ca*t By, .

ARSI Catt AEMKHX sGoRH-A fyEH, MA B EmF LK
sGnRH-A FyfER], 4HSh Cat* 44 GoRH EREMERL AL PIHERY,
TEMELE, st Catr BFE=ARSFTLHER, GoRH EARBEHEHE Catt iy
VSCC LiEZMER GtH 41T RN ETER R, ZEREZHL MM Catt Fi
T, 5 sGnRH-A KBS BH GtH D WmIBER MK, RIAEEN GH 43
WEARH &, FFRIFIRAK PSRy GtH SRR, Ak, EKEAR GH S mpbie

1) WEHE,1995, giEsh Catt f0 K+ 3hif & oy 3 (R 8 oo (R kB 0K 50 I 1B 1T MO B2 138 HE S B (= D,
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EFFECTS OF EXTRACELLULAR CALCIUM ON THE GTH
RELEASE IN COMMON CARP, CYPRINUS CARPIO,
INDUCED BY PULSATILE AND CONTINUOUS
ADMINISTRATION OF SALMON
GnRH AGONIST

Lin Xinwei, Li Yingwen and Lin Haoran
(Dep. of Biology, Zhongshan University, Guangzhou 510275)

Abstract

Two-min pulse of 10nmol/L sGnRH-A (Arg‘Trp’Leu’Pro’NEt-LHRH) stimula-
ted a rapid and significant release of GtH from perifused pituitary fragments of
common carp. The GtH level then decreased and to its basal level within 30-min
after the introduction of the sGnRH-A pulse. The continuous exposure of perifused
pituitary fragments to 10nmol/L sGnRH-A for 4hrs resulted in desensitization in-
cluding two phases: an initial peak phase of GtH release and a followed lower
level phase of GtH release. The perifusion of the pituitary fragments with Ca**-free
Hanks salt solution or the salt solution containing EGTA (1.25 and 5mmol/L) did
not influence the basal GtH release, but resulted in a significant decrease in GtH
release if stimulated by 2-min pulses of 10nmol/L sGnRH-A and in disappearance of
desensitization of GtH release which is induced by continuous administration of

of 10nmol/L sGnRH-A.

Key words Salmon GnRH aganist, GtH, Calcium ion, Common carp



