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Treatment of avascular necrosis of the femoral head with VEGFes gene  LIU Ri-guang , YANG Shu
hua, YI Cheng-ging, L1U Jiarxiang, YANG Cao. * Department of Orthopaedics, the Affiliated Hospital
of Guiyang Medical College, Guiyang 550004, Guizhou, China

Abgtract  Objective : To explore posshility of a new therapy for avascular necrogsof thefemora head us
ing deproteinized bone (DPB) ddivery of marrow stroma cells (M SCs) trangected with V EGFyes gene. Meth-
0ds:36 adult dogs were evenly randomized into three groups according to the materid sfor implantation. Group
A wasimplanted with DPB ddivery of M SCs trandected with V EGFes gene; group B was implanted with
DPB ddivery of MSCs without trandection of V EGFes gene;group C was implanted with DPB only. The
avascular necrods moded was made on left femord head by use of liquefied nitrogen. The expresson of
V EGF65 gene was examined by immunohistochemica method. Angiogenessof the femorad head was detected
by the method of microcirculatory perfuson. Reparing of the femora head was observed by histological
method and bone dendty of the femord head was determined by bone densty- measuring machine. Results:
The expresdon of V EGF165 gene was detectablein the group A ,but not in the other two groups,4 weeks after
the operation. Three branch-shaped angiogenes s was more abundant and bone dendty was higher in the group
A than thosein the other two groups 12 weeks after the operation. Bone repairing was a0 much quicker in the
group A ascompared with the other two groups. Conclusion :DPB ddivery of M SCstrandected with V EGFigs5
genecan t only augment angiogeness and improve microcirculation ,but d< accelerate bone repairing. This
thergpy is hopeful for the treatment of avacular osteonecross.
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