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Effects of Basic Fibroblast Growth Factor, Newborn Calf Serum and Heparin on Osteopon-
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ABSTRACT Aim To explore the molecular mechanisms of cultured rat vascular smooth muscle cell (VSMC) migration
stimulated by newborn calf serum (NCS) or basic fibroblast growth factor (bFGF) and the mechanism of heparin inhibition
on VSMC migration induced by NCS. Methods Rat osteopontin ¢cDNA probe was amplified by RT-PCR. After hydrox-
yurea inhibited VSMC proliferation induced by bFGF and NCS, osteopontin gene expression and cell energy exchange were
respectively analyzed by Northern blotting and creatine kinase-NAC Kkit. Results Northern blotting results showed that
bFGF and NCS could induce VSMC osteopontin gene expression.  However, heparin could inhibit osteopontin gene expres-
sion induced by NCS.  Creatine kinase activity in VSMC stimulated by bFGFand NCS increased by 76 % and 61% , respec-

tively, as compared with that of the control (P?<C0.05), and creatine kinase activity of the NCS+ heparin group was 22%

lower than that of the NCS group.

Conclusion VSMC migration stimulated by NCS or bFGF and heparin inhibition on

VSMC migration induced by NCS were related with osteopontin gene expression and increased energy exchange.
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Figure 1. RT-PCR products of rat osteopontin mRNA (A)
and its restriction analysis by EcoRI(B). Fig A.
Marker;  Lane 2: RT-PCR product. Fig B.

Lane 2: RT-PCR products digested by EcoRI
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Figure 2. Northern blot analysis of rat VSMC osteopontin
mRNA. 1. NCS; 2: NCS+heparin; 3: bFGF; 4. control;
5: aorta

2.3 BAE/INAE L B A 4E AR A K T T AT
BN I A P T UL AR L IR e Bl A ) R e

M FE 1 (Table 1) A W, NCS 4 1 bFGF 4
VSMC WL ¥ B & 1t 3 0 B B A = 76 90 AN
61% ., B A B EMZER (P<<0.05), NCS 441 fu 15
FRWHMNIFE R 4D 5, H VLR ¥ & 5 % b
NCS H ik 22% . R B % H A 51 NCS &
VSMC Re 2 #M1EH .

®1 WA NE UE B B AT 4E A0 R AR A D A0 R
K BRI A8 S AL 4 B UL IR J8 G v 1 ) S
Table 1. Influence of NCS, bFGF and heparin upon

VSMC creatine kinase activity (u, z=+s)

Creatine kinase

Groups n antivity

Control 8 1426.8+299.2
20% NCS 8 2505. 74-345. 6°
40 pg/L bFGF 6 2299. 9+ 280. 7°
20% NCS+5.0X10%u/L heparin 6 1956. 3+£252.0

a; P<C0. 05, compared with control group
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