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Proto-oncogene c-fos, c-jun expression in arterial wall early after balloon injury
PU Qinghua . et al
(Department of General Surgery ,College of Clinical Medicine, Chongging Medical University )

[ Abstract] Objective:To study the expression of proto-oncogene c-fos. c-jun in arterial wall during the early
period after balloon injury. Methods: The balloon catheter injury was performed on left common carotid of rat by
imitating the process of angioplasty. Total RNA was isolated from the arterial wall at different time after injury.
Expression of ¢-fos, c-jun mRNA was demonstrated and levels of two mRNA were estimated by the reverse
transcriptase-polymerase chain reaction (RT-PCR). Meanwhile, presence of c-fos protein in vascular smooth
muscle cells (VSMCs) was detected with immunchistochemistry. Reswlfs: The expression of c-jun reached its
maximum 30 min after injury and remained elevated at 1 and 2 hour. c-fos level was maximal at 0.5 h and
maintained for 1 hour. Afterwards it gradually declined and returned to basal levels after 5 h. Immunostain of c¢-fos
protein was mostly positive in the remaining VSMCs at 45 min ( 86% ). Conclusion: Balloon injury induces high
expression of c-fos and c-jun in the very early period. Using RT-PCR 1o detect proto-oncogene expression provides
a sensitive method for studying the principle of VSMCs activition and proliferation during the early period after
injury. '
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LRaNY: B Wiser KR, (kEIS0-450g, 1
HESEEASOGABIRR. TBRAM: Tripue
{Roche), TaqDNA B&EF, N-MuLV 3is3EE, dNTP,
Oligo (dT), Rnase &M ( LWET); LT 2F
Fogarty US4 (Baxter); Du-540 4} MK IT (2 E
Beckman): PCR {¥ (PE 4:5]), Gel Doc2000 B .8 F 45
(35 Bio Red).
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Primerl: 5'-CGA CCT TCT ACG ACG ATG CC-3'

Primer2: 5'-TCG GTG TAG TGG TGA TGT GC -3

#Mc-jun cDNA M372 Z625 RIKEMIFF, EHK
258bp.

Primer3: 5'-CAG AAG GGG CAA AGT AGA GCA G-3'

Primerd: 5'-CTC GGG GTA GGT GAA GAC AAA G-3'

3 Hc-fos cDNA M.506 T 1154 (A RRIFF]. o
670bp.

Primer5: 5-TTG TAA CCA CCT GGG ACG ATA TGG -
¥

Primerd: §-GAT CTT GAT CTT CAT GGT GCT AG -¥

- #4-Actin cDNA M 426 51246 (S EBRFF 5. =4t
¥ 821bp.
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