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Effect of PDTC-induced inhibition of NF-kB expression on cerebrovascular remodeling following subarachnoid

hemorrhage
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[Abstract] Objective To observe the expression of NF-kB in the basilar artery of rabbit model after subarachnoid
hemorrhage (SAH) and its effect on cerebrovascular smooth muscle proliferation. Methods Sixteen male New Zealand rabbits
were evenly randomized into two groups, ammonium pyrrolidinedithiocarbamate (PDTC) group and SAH group. Double
injection of fresh autologous arterial blood into the cisterna magna was used to establish animal models of cerebral vasospasm. In
PDTC group PDTC was injected each day into the cisterna magna in the model animals. The animals were sacrificed 7 days after
model establishment; the smooth muscle thickness of basilar artery was observed; and expression of NF-¢B. proliferating cell
nuclear antigen (PCNA) in the basilar artery was examined by immunohistochemistry and Western blotting analysis.
Results Compared with SAH group, PDTC group had significantly decreased NF-kB and PCNA protein expression and
significantly reduced smooth muscle thickness (P<C0. 05). Conclusion PDTC can reduce the proliferation of smooth muscle
through inhibiting the activation of NF-xB after SAH in rabbits.
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Figl Comparison of basilar artery smooth muscle thickness

between SAH(A) and PDTC(B) groups (H-E staining)
SAH: Subarachnoid hemorrhage; PDTC: Ammonium pyrro-

lidinedithiocarbamate. Original magnification: X200
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Fig 2 NF-xB p65 and PCNA positive cells in SAH and PDTC groups by immunohistochemistry staining

A,B: PCNA positive cells by immunohistochemistry staining in SAH(A) and PDTC(B) groups. C,D: NF-«kB p65 positive cells

by immunohistochemistry staining in SAH(C) and PDTC(D) groups. SAH: Subarachnoid hemorrhage; PDTC: Ammonium

pyrrolidinedithiocarbamate; PCNA: proliferating cell nuclear antigen. Original magnification: X 200.
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Fig 3 Basilar artery NF-xB p65 and PCNA protein
expression detected by Western blotting analysis
SAH: Subarachnoid hemorrhage; PDTC: Ammonium pyrro-
PCNA.
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