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Controlled clinical trials on the pathological expressions of VEGF in patients with active ankylosing spondylitis
QIAN Yi-ming,CHU Tong-wei,Ll Jian-ming,LIU Yu-gang. Department of Orthopaedics ,the Xingiao Hospital of the Third
Military Medical University ,Chongging 400037, China
ABSTRACT Objective;To investigate the pathological expression and significance of VEGF in patients with active anky-
losing spondylitis. Methods: The expression of VEGF in the synovial tissues of cacroiliac joint of patients with active AS was
detected by using in situ hybridization and the results were compared with those in the patients with pelvic fracture using image
analysis system. Results: The positive expressions of VEGF in the synovial tissues of cacroiliac joint of patients with active AS
were stronger than those in the control group (P<0.01). Conclusion; VEGF are important factors in patients with active AS.
They are tightly correlated with the process of osteoclasia and pathological new bone formation in the cacroiliac joint of patients

with active AS. If we can reduce the expressions of VEGF in the patients with active AS,the process of osteoclasia and patho-

logical new bone formation will be interrupted and this provides a new strategy for the treatment of ankylosing spondylitis.
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Fig.1 In active AS group,abound with inflammatory cell infiltration in
synoveal membrana,synoviocyte nucleus blue - stain, intracytoplas buffy
granula deposition, showing positive staining reaction(x 400)
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Fig.2 In the control group,no inflammatory cell infiltration in synoveal
membrana and synoviocyte nucleus blue-stain, no buffy granula deposition

intracytoplas, showing negative staining reaction(x 400)

%1 ™2 VEGF-mRNA RiXHF ik BEE PP EL
(x+s)
Tab.1 The average grayscale values and positive cell

numbers in VEGR-mRNA expression between the two

groups(Xx+s)
205 () SPHRBEE A4 24 i
paiieE ;| 10 182.9+8.45 7.8+2.42
AS 2 12 139.8+9.79* 52.4+7.83*
SRR LR, P<0. 01

Note ; “Compared with control group, P<0. 01
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