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[ Abstract |
(HIF-1at) ,vascular endothelial growth factor (VEGF) and microvessel density (MVD) of synovial tissue in rats of ad-

Objective To observe the change of PI3K-AKT-mTOR signaling pathway , hypoxia inducible factor

juvant arthritis. Methods 30 rats were randomly divided into two groups,normal control and model control group. The
model control group were established by using Freund’s complete adjuvant. The expression of microvascular density
(MVD) were detected using immunohistochemical ninteen days after the modeling. Interleukin (IL) -6,IL-10, HIF-1a
and VEGF were detected by enzyme-linked immunosorbent assay. PI3K, AKT1 ,p-AKT1,mTOR protein were detected by
Werstern blotting. Results Compared with normal control group, paw swelling, arthritic index were increased and serum
IL-6,VEGF ,HIF-1a of serum MVD, PI3K, AKT1, p-AKT1, mTOR of synovial vascular were significantly increased in
model control group. There were positive correlation between HIF-1a and MVD, VEGF-A [PI3K and MVD ,p-AKT1 pro-
tein,and PI3K,p-AKT1 were positively correlated with VEGF-A ,HIF-1oc,mTOR were positively correlated with VEGF-
A,PI3K,AKT (P <0.05). Conclusion Excessive activation of PI3K-AKT-mTOR pathway might be involved in the
synovial angiogenesis in rats with adjuvant arthritis.
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