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[ ABSTRACT)]
tic proteir 1 (MCP-1) and protein kinase C (PKCa) and atherosclerosis ( As) plaques of different stages.

Nuclear Factor kappa B;  Monocyte Chemotactic Proteir 1;
Aim In order to study the relationship bewteen activity of NF-XB and the expressions of monocyte chemotac
Methods Using
electrophoretic mobility shift assay (EMSA), immunohistochemitry and in situ hybridyzation, We study activity of NF-KB and the
expressions of monocyte chemotactic proteir 1 (MCP-1) and protein kinase C (PKCa) varied in atherosclerosis ( As) plaques of
different stages. Results The resultes confirmed that the activity of NF-KB as well as the expressions of monocyte chemotactic
proteirr 1 (MCP-1) and protein kinase C (PKCa) in As plaque was increased in a time dependent manner as compared with those
in control group ( P< 0.05). Which was consistent with the increaceing of activity of NF-XB and up-regulated in the expressions
of MCP- 1and PKCa.

PKCa may take part in pathogenesis and development of As.

Conclusion All of these indicated that NF-KB activation, the upregulated expressions of MCP-land
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Table 1.

plaques of different stages (; ).

Changs of activity of NF- KB in atherosclerosis ( As)

Groups 4 weeks 8 weeks 12 weeks
Control 3.0%0.1 3.1%0.1 2.9%0.1
As 18.5 0. 6 26 £0. 9° 39.9%1.2%

a: P< 0. 01 compared with control group, b: P< 0. 05 compared with 4

weeks and 8 weeks in the same group.
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Table 2.  Immunbhistochemity staining of MCP-1 and PKCa
protein in As plaques of different stages.

Groups MCP-1 protein PKCa protein
Control + (- ~+) + (= ~+)
As 4 weeks 2+ (2+ ~ 3+) 3+ (2+ ~ 3+ )
As 8 weeks 3+ (2+ ~ 3+) 3+ (2+ ~ 3+ )
As 12 weeks 4+ (3+ ~ 4+ ) 4+ (3+ ~ 4+)
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Table 3. In situ hybridyzation staining of MCP1 and PKCa
mRNA in As plaques of different stages.

Groups MCP-1 mRNA PKCa mRNA

Control - -

As 4 weeks + (- ~+) + (- ~+)

As 8 weeks 3+ (2+ ~ 3+) 2+ (+ ~ 2+ )

As 12 weeks 4+ (3+ ~ 4+ ) 3+ (24 ~ 3+)
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