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The sequences of c—myc messenger RNA targeted by the antisense oligodeoxynu-

cleotides (ODNs). The inhibitory protency of the antisense ODNs was related to a small shift

in the sequence targeted
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An Oligomer Complementary To C-myc-encoded mRNA
Inhibits Proliferation of Arterial Smooth Muscle

Cells And Production of myc Protein
‘ Yang Heping,et al

(Institute of cardiovascular research,Hengyang Medical College, Hengyang,421001)
When antisense myc oligodeoxynucleotide (ODNs) (18-mer) were introduced into the
medium of the smooth muscle cells (SMCs) of WKY in concentrations ranging from 6 to 12
uM . the 18-mer ODNs.in « concentration-related manner,decreased SMCs growth induced by
endothelin (107 "mol/L). The inhibitory effect (12umol/L) was about 43% in 12h,33% in
24h and 27% in 36h. Sense ODNs had little effect. Meanwhile, the anti c-myc had inhibitory
effect on production of Myc protein of the SMCs. Our resuits demonstrate that an antisense
ODNs directed at the messenger RNA of myc decreases the expression of myc gene product

and reduces SMCs prdliferation induced by endothelin.
Key Words WKY; Smooth muscle cells;

Antisense oligodeoxynucleotide; c—my¢
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Fig2 Antisense myc ODNs inhibited WKY SMCs proliferation induced by endothelin in
concentration-related manner
@2 =cultured WKY SMCs
B2=cultured WKY SMCs induced by endothelin
{il =antisense myc ODNs inhibiting WKY SMCs proliferation
il =antisense myc ODNs inhibiting WKY SMCs proliferation which induced by endothe-

elin in
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Figd Antisense myc ODNs inhibited WKY SMCs proliferation which induced by en-
dothelin in time-related manner

7 =-cultured WKY SMCs

B =cultured WKY SMCs induced by endothlin

-m]=antisense myc ODNs inhibiting WKY SMCs proliferation

B =antisense myc ODNGs inhibiting WK'Y SMCs proliferation which induced by endothe-
lin
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Notes: Immunohistochemical staining for c—myc protein on SMCs
Figé Rapidly proliferated SMCs (induced with endothelin) showed strong nuclear immunore-
activity 40X
Fig5 SMCs (treated with antisense myc ODNs (12umol/L) had less nuclear staining 30X
Fig6é SMCs imduced with endothelin showed cell proliferation 10X
Fig7- SMCs treated with antisense ODNs diminished the amount of immunoreactive ¢-myc

protein present 10X
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