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MW, BERRAARBRNAERELAERANSENANELER, FERMFENESERLAZHA
(P<005), IEEE4AAHAEER (P>005), A A AR T E MW Kisspeptin f2 GPR54 mRNA # D 1€ %
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EHHHTRREETREANIZ —,

[hESHEE] R977.1 [XHFEED] A
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[ABSTRACT] AIM To observe the central mechanism of the GnRH analog—triptorelin on the precocious
puberty female rats induced by danazol, through the pharmacologic detection of the hypothalamic expression of
Kisspeptin and its receptor G protein-coupled receptor 54 ( GPR54) were detected. METHODS  Thirty-six
female SD rats at 3 days of age fed in company with their mothers were randomly divided into normal group

(N), model group (M), and model with triptorelin treatment group (M + T). The animals in M and M + T at
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the postnatal Sth day were given a single dose (300 pg) danazol by subcutaneous injection. At the postnatal
15th days, the rats in M + T were treated by subcutaneous injection of triptorelin (50 g-100 g™ body weight)
once per three weeks, totally for two times. From the postnatal 25th day, the days of the vaginal opening were
recorded and the exfoliative vaginal epithelial cells were examined every day until the establishment of first
estrus cycle. The organ coefficients of uterus and ovary in each group were observed. The expression of
Kisspeptin/GPR54 mRNA was also detected by means of RT-PCR. RESULTS The days of vaginal opening and
establishment of first estrus cycle were advanced, and the organ coefficients of uterus and ovary increased in M
than those of N. The days of vaginal opening and the establishment of first estrus cycle were postponed, and the
organ coefficients decreased in M + T comparing with those of M, but showing no significant difference with N
(P> 0.05). The expressions of Kisspeptin and GPR54 mRNA in M ((0.427 + s 0.008) and (0.482 + 0.021))
were higher than those in N ( (0.266 + 0.029) and (031 + 0.03)) and M + T ((0.332 + 0.019) and
(033 £ 0.03)) (P < 0.01), but no obvious difference was found between M + T and N (P > 0.05).
CONCLUSION  Triptorelin might inhibit abnormal early startup of hypothalamus-pituitary-gonad axis of

precocious puberty rats induced by danazo, to synthesis and release the expression of hypothalamic Kisspeptin/

GPR54 mRNA, and thus probably be one of the mechanisms.

PR B (precocious puberty) B—Ff4ERKKE
FEMEER, BILBE LN WERZ —, K
FTERKRAATERHAENSWIIEER, &
BT EM-FEA- R (hypothalamic-pituitary-
gonad axis, HPGA) IWHRE{RAIE 3N, % MRS
W, R EREEFHERNE, BHRMMES
SERAEIE, BFERETHEMED, CEALS
EHEENZBEW, TEMTWBHREEREER
B #E (gonadotropin releasing hormone, GnRH)
7= HPGA FT{E D R i 3h R R AL,

BRI £ %A GnRH £ I K4 Y8 7 B3,
BEE, BB8AF MWK EAT/E 3 K HPGA I
g2, G EHEEL3Z{K 54 (G protein coupled recep-
tor 54, GPR54) RFEHFFH AT WXLELG T,
AU EREXIEN CEOBRZIE, HABRERK
£ W Kiss-1 B A 455 1 ¥ 2 K Kisspeptin'?, Kiss-
I/GPR5S4 MERXT RS 5 T IILEKBRBM R WL
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EEAAKRRT S AR E REBWE T EHEHR
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T % Kiss-1/ GPR54 mRNA R #&

1 #4415 RNA 2B (Trizol —#3k) HaPhy
Lab%E, TEIRBHEXKB LB TER, BT
10 mL EF i EH; #4% 100 mg HEm A Trizol
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AEY, RERY 155, ZRVEF 5 min; 4 C,
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12 000 x g B0 15 min, WRHER 2K M3 5 —
THBELEN; WAL Trizol W 5 AEE, S
18IR5], ZW¥H 10 min; 4 °C, 12 000 x g &L
FEE, BEOEEEEHBERA L, W
TRER; MAT5%L8 ., EEVE, 7500 x g,
4 CHL S min, F LW, 7EHELR LR T 8
HERE EARPE—-K, BB P T il
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“i g
2 Wi R-R AR (RT-PCR)
21 WHRGM cDNAH—4E 7t 02 mL JE RNase
(") PCR & AKX A f5 RNA (1 g-L7) 3 pL,
antisense primer (25 pmol-L™) 1 pL #1 DEPC H,0
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2.5 mmol-L"' DNTPs 2 pL, Taq B4 8 (5 U-uL™)
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Perkinelmer 22 ®}) BEAT4 1. ¥ & M4H, 94 C
5min, 96 C 1 min, 62 C 2 min 1 72 C | min N
— NEE, LT 30 MR, &S 72 CHE il
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AR R 5| )42 1 BR ¥ 91y Kiss-1 L
5°-TGG CAC CTG TGG TGA ACC CTG AAC-37;
TWBI¥F 5% :5-ATC AGG CGA CTG CGG GTG
GCA CAC-37, ™#k/NFR 202 bp, GPR54 L 5|
PRSI 4: Sense 5'~CCT GTA CGC CAA CAC AGT
GC-3"; TFUHE5I#F 5 % : Antisense 5'-ATA CTC
CTG CTT GCT GAT CC-3", F=#y K/ 680 bp, B-
actin I Ji# 51 91 )5 % 4 : 5°-CCT GTA CGC CAA
CAC AGT GC-37; T #5191 /F3%1 4. 5-ATA CTC
CTG CTT GCT GAT CC-3", f=#¥K/) 550 bp,

2.3 DNA Wik %@ REH 54 PCR =4 5 pL
T 1% REREEER, HEN 100V, EZRE
Uk (EE Bio-Rad 2 &) #tf7Hivk, n FEERE
%481 2490 (Image Master Software) #1754 )6

10 min,

WA, £ B-actin R EFRIMXT D {H.
FZitFEHE ZUHNITERMRRRAT 0,
RILLECR T X K% . B8 8 SPSS 13.0 &4t
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KR TEM Kiss-1 mRNA B9 RiE  HRIH KR
%W B S0 Kiss-1 mRNA By M X D {6 0427 +
0.008, &= FIiF# 4 0.266 + 0.029 (P < 0.01).
0 i R4 K B Kiss-1 mRNA () A% 56 % 18 {5 A

0.332 £ 0.019, #HKEBIHRRMK (P <0.01), MIEH
MM EHEZES (P>0.05). WA 1.
N M M+T
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B —actin we IR
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o M+T: % E Rk

AR TEMR GPR54 mRNA fjFix HAH KRF
W15 s GPR54 mRNA B FE % D {5 0.482 +
0.021, BB & FIF %4 031 £ 003 (P<001),
i B AR 2H K Bl GPRS54 mRNA ) A % 56 %5 B A 4
0.33 £ 0.03, BHAHREA (P<0.01), MIEHH
ML XM B LR (P>005), WE 2,
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N M M+T
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f5R S A R, AR R, M B AL
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BB AR B, HEEE LT RKEAT-
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AT EH

2003 47, EE ., LE M RFALEA 3 T
FANALLF R A ) 4 R E A, KRBT R
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1 5l ¥y 3 R i B SE IR F S AR A B, GPRS54 JEIR 1Y
09} 11 37 Y A A= SIS oS NG N = WY R
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fiE Y J & o 42 PE IR & KO TR PR HL RE WRR AE
(idiopathic hypogonadotropic hypogonadism, IHH) .
BRI 2R M, Kiss-1/GPR54 mRNA K 4
FY 76 A B8 P 40 0 1R 4 Ry OC 8 X B —— T ek = AR
RN K TR W S R N PR i S = o
B HEREW AR, TR Kiss-1/6GPR54 mRNA
Wi &L, SFEMHSANEREBAG, &
AR R R S KOF O, X F R 4R R, Kiss-
I/GPR54 R IE G FH A FHEIMK, WJHES
5T LB R AR LG

Kisspeptin/GPR534 5 # H W A A &H A ] &Y
BB R, R EMESERRERCE DT,
br B HEMB I EEHH D0 " Gatekeeper™ '
Kiss-1/GPR54 mRNA FI 8 HAE T LIl 2 A 08 1 4R
SN A Ear 4™, BEEETFRIAENA
R BREAE, FEMENRERS, I
B, KBUAME A S A 8 AR T Kisspeptin i) fi2
#F GnRH 4rip 38 m, &M R FRAT; DEAA

GPR54 A &2k ) 5 2 GnRH # ki />, GnRH
MLk AR, e AR E KT W K
MR ERE R RBRE, EEEET A AT x
HE , Kiss-1/GPR54 5 & & Wk 8 & GnRH 19 B
WMAEEREHEYMKR, alfs 5 T {¢i#F GnRH
(5 5 & ik & HPGA W2 AT/A 8. ARBFR SR %E
B, il AR ol B A R A R RGN
Kiss-1/GPR54 mRNA £ &, M fignd & 1
GPR54 1 Kisspeptin & BB, Bk 17k ARm:
e B LI R L ] B il Y s M A T
AR AN Z —.
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