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Abstract: Objective ~ To investigate the expression and significance of p38 mitogen-activated protein kinase
(MAPK) in autogenous vein graft. Methods  Autogenous vein graft model was established by transplanting the
right jugular vein to infrarenal abdominal aorta in 80 Wistar rats. Ten vein graft samples were harvested 6 hours, 24
hours, 3 days, 7 days, 2 weeks, 4 weeks, 6 weeks and 8 weeks after surgery,respectively. Reverse transcription-
PCR and in situ hybridization, Western blot and immunohistochemistry methods were used to detect the expression of
protein and phosphorylation protein of p38 and p38mRNA. Results The expression of p38 mRNA increased 6 hours
after surgery and reached the peak on the second week after surgery (59% +26% ) ,and significantly higher than
that on 4,6,8 weeks( P <0.01 vs. ), Expression of p38 detected by Western blot reached to the peak on 2 to 4
weeks, and decreased significantly to 1/4 to 1/2-fold on 8 weeks after surgery. The positive cells were mostly
located in the vascular smooth muscle cells (VSMCs) in the media and/or intimal hyperplasia of vein graft.
Conclusions  The activation of p38 MAPK system in intimal hyperplasia and vascular remodeling after vein graft
may become a new target of the therapy for stenosis or obliteration of vein graft.
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RT-PCR X H &M A REEEY LA, &5
GeneBank J¥ 51| % i+ 5] % , p38 MAPK ( Genebank , NM-
031020) F: 5'-GTGTCGGTGATGTCAGATGG-3', R :
5'-CAGTATGCAGTCCAGCTCCA -3, = ¥ K F 687 bp ;
B-actin ( Genebank , NM _ 031144 ) F.5'-TTCTGAC-
CCATACCCACCAT-3", R: 5'-ATTACAGTGCGTGCTA-
AAGG-3", 7™ W K Bf 508bp, 4 HL 100mg Il 4§ 41
241, % il TRIZOL #£ L& RNA , Sk J5 8 5% 5% o ¢cDNA
20l PCR JZ i f& % : Taq DNA R 4 ff 2U, 5] 4 %

1.1

50pmol , PCR Jz i £ 14 :94°C 7Z& 4 2min )5, 94°C
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p38 MAPK/ B -actin)
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W4, % :p38 MAPK A2 B (R AS M8 ik P oy Rk B R X 33

IR B AT & AR RE S 3h O 42 S di M T B
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S N3 28 G s o e o[ 5 1 A= s 2 1
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Z R R, AT K B AT M. A ANTER
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