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Expression and clinical significance of MIF and VEGF

in bladder urothelial carcinoma
Zhang Jun Wu Kui Xiao Jun et al
( Dept of Urology The Affiliated Provincial Hospital of Anhui Medical University Hefer 230001)

Abstract Objective To investigate the expression and clinical significance of macrophage migration inhibitor fac—
tor ( MIF) and vascular endothelial growth factor ( VEGF) in bladder transitional cell carcinoma ( BTCC) . Meth—
ods RT-qPCR and immunohistochemical method were employed to detect the expression of MIF and VEGF in
BTCC and normal bladder tissues. Then we analyzed the relationship between the MIF and VEGF expression and
various clinicopathologic parameters according to the immunohistochemical results. Results The results of RT-
qPCR revealed that both MIF mRNA and VEGF mRNA were higher in BTCC tissues than those in normal bladder
tissues ( P <0.05) and higher in invasive BTCC than those in non-invasive BTCC tissues ( P <0.05) . The im-
munohistochemical results indicated that the MIF and VEGF expressions were increased in BTCC tissues; 53/75
(70.6 %) and 46/75 (61.3%) cancer tissues showed MIF and VEGF positive obviously higher than those in
normal bladder tissues ( P <0.05) . Besides we also found that the high level of MIF and VEGF were positively
correlated with lymph node metastasis recurrent pathological grade and clinical stage. However there were no
significant correlations between their expression and other clinicopathologic parameters such as gender age tumor
size and multiple tumorigenesis in BTCC patients. Conclusion MIF and VEGF overexpressions may play an im—
portant role in the occurrence and progression of BTCC. MIF may also have an effect on the VEGF expression.

Key words RT-qPCR; macrophage migration inhibitory factor; bladder urothelial carcinoma; vascular endothelial

growth factor; lymph node metastasis; microvascular density



