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Effects of 17beta-estradiol on expression of CTGF and PAIP-1 in human osteoblasts in vitro ZHAI Muxu ,
SUI Guoliang , SUI Guoliang , et al. Institute of Metabolism and Endocrinology, The Second Xiangya Hospital,
Cerutral South University, Changsha 410011, China

Abstract: Objective To observe the expression of connective tissue growth factor( CTGF) and polyadenylate-
binding protein interacting protein 1 (PAIP-1) mRNA during human osteoblast proliferation and differentiation, in-
vestigate the effects of 17beta-estradiol on expression of CTGF and PAIP-1,and try to provide new mechanisms of e-
strogens on bone tissues. Methods The expression of type 1 collagen, alkaline phosphatase and osteocalcin was
determined by semiquantitative RT-PCR. Cultured cells were stained with van Gieson procedure and modified
Gomori’s assay.Mineralized matrix staining was performed with 0.1% Alizarin red.The expressions of CTGF and
PAIP-1 mRNA was examined through semiquantitative RT-PCR and Northern blotting. Results By the combina-
tion of molecular and histochemical approaches, three stages of human osteoblast proliferation and differention can
be defined as follows: cell proliferation( days 0-11), matrix maturation( day 7-15) and mineralization( days 15-) .
CTGF mRNA and PAIP-1 mRNA were all detected during three stages. RT-PCR and Northern blot showed that
17beta-estradiol downregulated the expression of CTGF mRNA, but had no effects on PAIP-1 mRNA. Conclusions
17beta-estradiolcan downregulate the expression of CTGF mRNA in human osteoblasts, but has no effects on the
expression of PAIP-1 mRNA.
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BH o
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factin  5'-CCT OGC CIT TGC QGA TCC -3 5-GGA TCT TCA TGA GCT AGT CAG TC-3'
CIGF 5'-CCA AGG ACC AAA QOC TGG T-3  5'-TAC TOC ACA GAA TTT AGC T0G-3
PAIP-1  5™-TTT GGA AGA TGC TIG GAA GG -3’ 5'-CIG CAG TGA AAG GAA CAC CA-3'
1 BB 5°-ACC AGC ATC ACC CIT AGC AC-3"  5'-CTG GTC CIG ATG GCA AAA CT-3
ALP 5’-ACC TCG TTG ACA OCT GGA AG-3*  5'-GTG AAG ACG TGG GAA TGG TG
oc 5’-TGA GAG OOC TCA CAC TOC TCG-3°  5°-TCA GOC AAC TOG TCA CAGIG-3
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P A3 3% 1 R A0 e T e BT BR R AR A
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WG A T Y DL RO B S M R T
] 4 5 3% WA A0 e A i A A i B A R 3 B B
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FE3X 3 A [l i B B, A B 40 PO o B Y S e R
WL B, BB AT Y AR T R A S R A e R
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SE 5 B8 PR AN B 3 B R A Al v R [ B
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TR, 12 d ST M2 e S 40, AT WL &5 W T R,
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TR B AR 1 T (6 R 5 A IR R B R AN TS .
MR IS dERBaamT g Bl R
I8 FaR e bR AR Ik, AR B ST B E A RB R A
RERRI 3 BB AR ARG 0~ 11 d A
BrBe,7 ~15 d HIFBAN B, 15 KI5 ARG
e B, X 5 S0k I A — 0,

& RT-PCR 45 £ &R 76 A R B 40 i #5 4~
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HEKKEBEK, 285 KiAEme, HERETHE,
FERBBMHER R KERE L, 45 297k
M. XY Safadi F" BB G IE AR H—F, Safadi
SR PRSI B 3R 0 B A BB 40 S B g R B, CT-
GFmRNA FKiX2BHE L 2 RS 14 X)), HR
X 2% 1855 4 i ok U v b R 25 e s B SR F B T
AIFA Ko BEAN, 7 BB 40 i 2 55 3 F 9™ 16 1 PAIP-
1 mRNA ik 7K ¥ 3 85 L 1M 8 5 ST ak B i) 5k
KM
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W TEPE R R B CTGF ik & # Bk, d48 /8 CTGF
WMEES ST RB AR/ L BRIy, m
Nishida S HFF2 W13 91, rCTGF X 58 1E 4R ¥ Sa0S-2
A0 AN MC3T3-E1 40 M iy 38 58, HIFZ, rCTGF A RE B
B EPEE R AW 1 R B & M OC mRNA
I 35 DL X ALP mRNA f 3 ik 3 B4 98 ALP 15 1%,
fCTGF 5 BMP-2 F i MC3T3-E1 40 i n] j= 4§ fk i
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M b A R, HL, A X CTGF %8 41 M
WEFE /53 A6 O T 0 FE R 0 E AR T, A AR R - BT
Ko KATKFF¥EE RT-PCR Al Northem blot Jy ik,
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AT, — L F ) 3h 7 DX 508 A0 4y 5 5%
FHETRBE, — 1 T 37 AR B X A5 R I s 1
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RLFF S B0 LA H . N0 T OHE 8 AR 52 1A 935 7 R L B
ER JG , 3 KR 178-E, % CTGF mRNA %A/ F i
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S INME A H A 45 & 1 H A AR 45 B F (elF4F)
A elF4c M HAEA, 42 B mRNA TEO6 36 LA
TR AR A o A T R R ISR B
S¢, PAIP-1 1] i i € ¥ PABP 47 3 8 i%53 B8 , A i £
(FH5 37 1)
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