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ABSTRACT Our laboratory have found that human
aortic heparan sulfate proteoglycan (HSPG) can sup-
press the proliferation of cultured fetal aortic smooth
muscle cells (hASMC). In this study Northern blot was
used to invetigate the effect of HSPG on the expression
of ¢-fos and c-myc proto-oncogene in hASMC. The re-
sults showed that former can suppress both c-fos and c-
myc gene. It is concluded that suppression of protoonco-
gene expression may be one of the causes that HSPG
suppresses smooth muscle cell proliferation.
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Figure 1. Photograph of Northern blot.

A the result of c-fos gene expression. By the resukt of c-myc
gene expreasion. C & D: the results of B-actin gene expreasion as
a control of loading. Lane 1; quiescent group. Lane 2: experi-
ment group which was treated with HSPG plus 10% acrum
DMEM medium. Lane 3, control group which was treated with
10% serum DMEM medium. In photograph A and B, that the
signal of group 2 was a little stronger than that of group 1 and
‘weaker than that of group 3 shows the expression of protooncoge
was auppreased by HSPG. In photograph C and D, that the sig-
nals of all the 3 lanes are almoet equal shows that the amoumt of

RNA was rearly equal.

3 it

B EFRRA.EHERRIBEFRE
AREMESXEUNT R CRILETEMHE
RUH R AR I ETRIARUERE
LR MBI A, BEE RN TR ULA R
FORERREMH cfos & cmyc ERBRE,
HERFMHER. RTHOER, M Reilly 5%
EROMRTRERFEARME - fos M cmye
Wk, WM E -1 8 c-myb IR WA K
BEL 1L 40 M 25 A S T 0 40 A % . T
Pukac H'" FEIEFE MM REF A R MK
fos §l c-myc ByRE  FFLABL G E 4T T i



- 114 -

o B 5 Bk BE {t. Z2 & (Chin ] Arterioscler), 1996, 4(2)

—SHTR. KNPLEERE Pukac ¥H%H
WA, FHFRRIBFEELREMH L
BRI 1 L0 6 38 R Y iR R 2 — D I 3
FEREE R RE,

AXBHFAMHMHERZHBEFEAEAR
B8 LR L Sk LA R R ok B 1A LT
NSRRI LB ERILR A, HREFX
EHRIBFREAREEEM KT TEHE
ZCUBELHE, BN GEF — Fh A ¥ 2# ThEE L v REJE
TEMYLR LR EWEE R ROBK HEY
¥RNEE M EMEXEN, NERRSER
REWERBRIER NG, B LUIH K Z BT
REAREMEBILEDRK RGN 1%
S REENREN X AN EELTFIE P
Eo

£E

1 Bishop J Michael. Cellular oncogenes and retroviruses. Ann
Rev Biochem, 1983, §2. 301~354.

2 Pukac Laurel A, Castellot John Jr, Wright Thomas C, et al.
Heparin inhibits ¢- fos and c-myc mRNA expression in vascu-
lar smooth muscle cells. Cell Regul, 1990, 1. 435~444.

3 Furth Mark E, Aldrich Thomas H, Cordon-cardo Carlos.
Expression of ras proto-oncogene proteins in normal human
tissues. Oncogene, 1987, 1: 46~58.

4  Giuseppe Torelli, Donatella Venturelli, Alesandro Colo, et
al. Cancer Res, 1987, 47: 5 266~269.

5 Monnat M, Tardy S, Saraga P, et al. Prognostic implication
of expression of the cellular genes M yc, Fos, HA-Ras and
Ki-Ras in colon Carcinoma. Int J Cancer, 1987, 40; 393~3
99.

6 Alerander W Clowes, Morris ] Karnowsky. Suppression by
heparin of smooth muscle cell proliferation in injured arteries.
Nature, 1977, 265: 626.

7T OWERAHERAAER. . AFIRTHNEOREIR
RABEMEEE. LhA¥5Lhka ¥ $H, 1987,
19: 253~259.

8 Russell Ross, Thomas N Wight, Eugene Strandness, et al.
Human atherosclerosis I cell constitution and characteristics of
advanced lesions of the superficial femoral artery. Am J
Pathol, 1984, 114: 79~90.

9 HEF.E E, K H,%. AEIshFRUERESE
ik FECLTHRE, 1986, 14: 361~362.

10 Sambrook P, Sacchi N. Single-step method of RNA isola-
tion by acid guanidinium thiocyanate-phenol chloroform ex-
action. Anal Biochem, 1987, 162: 156~159.

11 EBTERSY . SLRSRE. (A TFREIELHE. B
TR, B R, 1993, 366~372.

12 Martial Hamon, Chnstophe Bauters, Nicolas Wernert, et
al. Heparin does not inhibit oncogene induction in rabbit
aorta following ballon denudation. Gardiovas Res, 1993,
27: 1 209~213.

13 Christopher F Reilly, Mar S Kindy, Karen E Brown, et al.
Heparin prevents vascular smooth muscle cell progression
through the Gy phase of the cell cycle. J Biol Chem, 1989,
264: 6 990~995.

(1996-05-12-¥ ¥, 1996-06-19 & [6])

BRIAR BRI ENWRHEE (1)

Fh A 344 bk 2 40 complement receptor lymphocyte, CRL
MBI presclerosis

FoREEL annular sclerosis

ok L 48 annular thrombus

HE W epoxide

HE LA epoxygenase

H—BBRE cyclic adenosine monophosphate, cAMP
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